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Research progress on the relationship between vaginal microecology and HPV infection
ZHENG Jieting', ZHANG Zikang®, CAO Longbin®, ZHANG Zhao’, QIU Feng**

(1. School of Traditional Chinese Medicine, Southern Medical University, Guangzhou, Guangdong, China,
510515; 2. Department of Laboratory Medicine, The seventh Affiliated Hospital of Southern Medical Universi-
ty, Foshan, Guangdong, China, 528244; 3. Center of Human Microecology Engineering and Technology of
Guangdong Province , Guangzhou, Guangdong, China, 510535)

[ABSTRACT]

tion. The healthy vaginal microbiota (VM) , various immune cells and protective proteins together constitute

The vaginal microecology has the characteristics of special, complex, dynamic evolu-

the innate defense system of the female mucosal reproductive tract. With the popularization of microbial multi-
omics technology in recent years, the importance of vaginal microecology in the occurrence and development
of various gynecological infectious diseases such as human papilloma virus (HPV ) has been continuously re-
vealed, but the relationship between the two is still unclear. This article will review the research on the correla-
tion between vaginal microecology and common gynecological infectious diseases and focus on the develop-
ment and progress of HPV infection, the changes in vaginal microecology, the relationship between cervical
local immunity and HPV clearance outcome, to provide clinicians with new insights.

[KEY WORD] The vaginal microbiota; Gynecological infections ; HPV
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Figure 2  The differences in the relative abundance of vaginal flora
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Consistency evaluation of tumour mutation burden detection
SUN Nan, HUANG Chuanfeng, ZHANG Wenxin, HUANG Jie*, QU Shoufang*
(National Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective The consistency of tumor mutation burden (TMB) detection was evaluated
using the TMB national reference and TMB assay kit based on high throughput sequencing (NGS). Meth-
ods 11 pairs of immortalized cell lines from tumor tissues and paired leukocyte immortalized cell lines in na-
tional reference materials were tested for TMB using TMB detection kit (reversible terminators for sequenc-
ing). First, the library was constructed by shearing DNA, end repair, adapter ligation, PCR amplification
and so on. Then the library was hybridized and captured. Finally, the NextSeq550 Dx sequencer was used for
sequencing. Results The panel TMB values of TMB-1% , TMB-2% , TMB-5% and TMB-10% of the nation-
al reference products were obtained. The proportion of the standard TMB values of TMB-5% and TMB-10%
reference products in the 90% prediction interval of the theoretical WES-TMB values calculated by the kit was
90.9% (20/22). Conclusion The developed national reference can meet the requirements of TMB consisten-
cy evaluation of the tumor mutation burden detection kit.

[KEY WORDS] Tumor mutation burden; Immunotherapy; Biomarkers; PD-1/PD-L1; Whole exome

sequencing
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#*1 TMBRNERSERER
Table 1 The result of national reference materials for
TMB detection

¥ FEARS Panel_ TMB i  2%#5if TMB {fi

1 TMB-1-0% / /

2 TMB-1-1% 0 0.13
3 TMB-1-2% 4.22 1.60
4 TMB-1-5% 11.61 14.21
5 TMB-1-10% 22.16 22.46
6 TMB-2-0% / /

7 TMB-2-1% 1.06 0.13
38 TMB-2-2% 2.11 1.22
9 TMB-2-5% 9.50 7.28
10 TMB-2-10% 17.94 14.00
11 TMB-4-0% / /
12 TMB-4-1% 1.06 0.13
13 TMB-4-2% 4.22 2.12
14 TMB-4-5% 14.77 10.51
15 TMB-4-10% 23.21 16.37
16 TMB-5-0% / /
17 TMB-5-1% 0 0.65
18 TMB-5-2% 1.06 1.32
19 TMB-5-5% 7.39 5.43
20 TMB-5-10% 8.44 6.06
21 TMB-6-0% / /
22 TMB-6-1% 4.22 0.22
23 TMB-6-2% 5.28 0.96
24 TMB-6-5% 8.44 3.41
25 TMB-6-10% 12.66 6.66
26 TMB-7-0% / /
27 TMB-7-1% 0 0.06
28 TMB-7-2% 1.06 0.34
29 TMB-7-5% 9.50 1.63
30 TMB-7-10% 10.55 2.93
31 TMB-8-0% / /
32 TMB-8-1% 1.06 0.04
33 TMB-8-2% 2.11 0.46
34 TMB-8-5% 4.22 2.51
35 TMB-8-10% 7.39 3.66
36 TMB-9-0% / /
37 TMB-9-1% 4.22 0.13
38 TMB-9-2% 6.33 0.25
39 TMB-9-5% 6.33 1.26
40 TMB-9-10% 8.44 2.93
41 TMB-11-0% / /
42 TMB-11-1% 5.28 0.38
43 TMB-11-2% 5.28 1.37
44 TMB-11-5% 11.61 4.53
45 TMB-11-10% 10.55 4.91
16 TMB-12-0% / /
47 TMB-12-1% 1.06 0.31
48 TMB-12-2% 7.39 2.15
49 TMB-12-5% 11.61 6.34
50 TMB-12-10% 13.72 8.13
51 TMB-13-0% / /
52 TMB-13-1% 2.11 0.22
53 TMB-13-2% 1.06 0.65
54 TMB-13-5% 4.22 1.84
55 TMB-13-10% 5.28 3.21

T - 2% bR i TMB {H 58 728 28 57 B K 1A AN i 568 37 B R 03T %

(MSAF)=2% 2878 11511 TMB {H..
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Figure 1 Linear regression of WES and Panel TMB for all

cancer types
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Figure 2 Consistency evaluation results of Panel TMB

detection
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() TMB F8 A5 T E IRl AS X 432 75 0K 3 32 R 58
A% AT LAJE splice DIRESEAE o 17 &0 AT LK 5848 AR
S B KAR L 557 HE PR B %8 (MSAF) =1% 1) 548
THER TMB 555 0 2% 465 br (B2 R T ICECA[R]
(1 9 748 3oF K SR W, vP R B[] I 25t MSAF= 2% |
3% A% I 5% ZRK T HIARIE TMB, Wk By 1
Panel [) TMB [R14iz 45 5 A9 #L 0 . Panel /) TMB 5
FR#ESFT LS WES () TMB 48§ #5 JE % 26 M 0] 15 6
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Z |1 PCR 93 SR 20 TR H ATE T ok i B 4y iz Wi
v e

(8 ZE] B /52 HE PCRYFFEM S PRI AR T IFNE Y2 Wb R M. ik
BEALIEI 2019 4F 1 A % 2019 4F 12 ] F W KB B 3532 1697 19 128 4]~ 00 5H B BE AR M IR oe it 42, 4
HURR 1) 8 bR A I 3 S8 FH 22 B PCR R L 422 9 928 90 60 04796 TS ARG ) , o BE A () A6 7 =X 1)
KA gh i, &R 128 il 4 4 L H PCR A5 LA H BHPEAR A 92 173 (71.88% ) , He e 4G i 3] 195 Foh ol 19
Pl L A R AR 9 12 43 (9.38% ) , LA FluA 5 JRAAR (1 BH P %45 55k 39.84% . 128 il i 4 4 H i Sy oot
PG5 HE AT 56 1) (43.75% ) bR AR Ry TR B, For A 5 03 (3.91% ) b A 6 0 51 74 b sl 195 ol LA L 5
14, LA FluA J53 JEAAR 4 BRI S8 0 85 g 25% . 42 T PCR G I 1Y 3t 5 802 (95.00% ) FIHERA 2R (98.77% ) 1A 1.
T E BB I () R (67.11% ) FER K (89.40% ) , 22 548 Gi 2478 XL (P<0.05) , F7 5 ¥
(99.36% & 96.77% )AL , Z RG24 L (P>0.05) . GiE B TAES M IO R kEam , £ &
PCR i JFUA 43K 0 A T IR T Jak e v 2 18 T 3 e A2 WA, B A 0 1 114 2R B0 R S, 7 24 7
7 N SR P 2 VA D& Y

[X$EIR] FIFMGERY,; fR)5HE; £ 8 PCR; 12H

Application value of multiplex PCR pathogen molecular detection technology in the diag-
nosis of lower respiratory tract infection

YE Zehui', GUO Huiling', CHEN Maosheng', LI Xiaoyue®*

(1. Emergency Department of Dongguan People’s Hospital, Dongguan, Guangdong, China, 523059; 2. De-
partment of Critical Care Medicine, Fifth Affiliated (Zhuhai) Hospital of Zunyi Medical University, Gui-
yang, Guizhou, China, 519100)

[ABSTRACT] Objective To analyze the application value of multiplex PCR pathogen molecular de-
tection technology in the diagnosis of lower respiratory tract infections. Methods A total of 128 patients with
lower respiratory tract infections who were treated in two hospitals from January 2019 to December 2019 were
randomly selected as the research objects. After extracting the sputum samples of the patients, multiplex PCR
and direct immunofluorescence were used to detect pathogens. The results from different inspection methods
were compared. Results A total of 92 positive specimens (71.88% ) were detected in 128 patients using multi-
plex PCR detection. Among them, two or more pathogens were detected in 12 samples (9.38% ). The highest
positive rate of FluA pathogen was 39.84%. A total of 56 (43.75% ) specimens of 128 patients were pathogen-
positive using the direct immunofluorescence detection, of which 5 specimens (3.91% ) were detected with
two or more pathogens, and the highest positive rate for the FluA pathogen was 25%. The total sensitivity
(95.00% ) and accuracy (98.77% ) of multiplex PCR detection were significantly higher than the total sensitivi-

ty (67.11% ) and accuracy (89.40% ) of direct immunofluorescence detection, the difference was statistically
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significant (P<0.05), compared with the specificity (99.36% & 96.77% ) , the difference was not statistically

significant (P>0.05). Conclusion

Compared with traditional direct fluorescence immunoassay detection,

multiplex PCR pathogen molecular detection has a better diagnostic value in lower respiratory tract infections ,

with higher sensitivity and specificity, and should be widely used and promoted in clinical practice.

[KEY WORDS]
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TRITIIXERE " ARGER R TR IS T WP T SR e
PRRE I () A R, (H R TR BE IR s o B 2
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Table 1  Primer sequence

I LR 319731
RSV Forward Sequence : 5'-GTGTAATGGAACAGACGC-3’

Reverse Sequence : 5'-GACCTTAGATACGGGAAT-3’

Forward Sequence : 5'-TGGGCGTACATGCACATCG-3’
Reverse Sequence : 5'-GGATGTCAAAGTAAGTGCT-3’

Forward Sequence : 5'-TTCTAACCGAGGTCGAAACGT-3'
Reverse Sequence : 5'-CAGGATTGGTCTTGTCTTTAGC-3'

Forward Sequence : 5'-AAGGACATTCAAAGCCAA-3’
Reverse Sequence : 5'-AGTTCTTCCGTGACCAGT-3'

Forward Sequence : 5'-TACCTATGACATCAACGAC-3’
Reverse Sequence : 5'-TCAAATACTAAATCTTCTA-3’

Forward Sequence : 5'-CTGAGAAAGAAGATTATGC-3’
Reverse Sequence : 5'-CTGTTGTATTTGGAAGAGA-3'

Forward Sequence : 5'-GGAGCATTGTGTCATCTG-3'
Reverse Sequence : 5'-CGTTTACTCTTTCGGTTG-3'

ADV

FluA

FluB

PIVI

PIV2

PIV3

[F Fsf T F i 24 i A 5 I 5 I ) S0 D
PRS2 i, G 0 278 i B L AR R A 4%
SR AR IN , B0 J0RE A 2 3 A B A e i B
AL IR SR o Xk H A ) IR T e
AW RSN , W CRASBIETE A BT B B8 5 1 AN
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KEES 2% RN Z R 22 A 1.5 bp, BIE
A bt B PE P i IR P . DLIET 1~2.
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Figure 1 Peak shape of quality control products
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128 1] £ 35 A 235 2 e AL A 56 1) (43.75% )
FRAS Ao A BE A, e A 5 403 (3.91% ) B As A )
1) o g PR A DA JAA  FE AP L FluA 5 B AR 1)
FH P 238 85 1 25% , FHRAR A PIVL (PIV2 RSV |
ADV FIFIluB %, W33,
2.3 £ PCR 5 HAZGAEIOGE IR BT L

Z 15 PCR 0 119 5 22 S0 R R % 00 B o 1
LS BE DTG T Y B R B PR R, 22 57
BEIFE L (P<0.05) K5 EM L, 273 50
E(P>0.05), W4,

®2 THREBRELBEEZFHNZEPCREMER [2(%)]
Table 2 Multiplex PCR test results of patients with lower respiratory tract infection [n(%) ]

bk : Lilis Bt
EPH M H(PYERES FH % B EE R

RSV 11(8.59) 0(0.00) 11(8.59) 0(0.00) 117(91.41) 117(91.41)
ADV 10(7.81) 2(1.56) 12(9.38) 1(0.78) 115(89.84) 116(90.63)
FluA 48(37.50) 3(2.34) 51(39.84) 1(0.78) 76(59.39) 77(60.16)
FluB 9(7.03) 0(0.00) 9(7.03) 2(1.56) 117(91.41) 119(92.97)
PIV1 16(12.50) 0(0.00) 16(12.50) 1(0.78) 111(86.72) 112(87.50)
PIV2 12(9.38) 0(0.00) 12(9.38) 1(0.78) 115(89.84) 116(90.63)
PIV3 8(6.25) 0(0.00) 8(6.25) 0(0.00) 120(93.75) 120(93.75)

£3 THREBREBFNEZRRERAERNER (2(%) ]

Table 3 Direct immunofluorescence test results of patients with lower respiratory tract infection [1n(%) ]

- FH [iRES
I JEL A4 Tl ey P ey ey e 2%
L HME B BE FH 2R BB E B

RSV 4(3.13) 4(3.13) 8(6.25) 7(5.47) 113(88.28) 120(93.75)
ADV 4(3.13) 3(2.34) 7(5.47) 8(6.25) 113(88.28) 121(94.53)
FluA 22(17.19) 10(7.81) 32(25.00) 27(21.09) 69(53.91) 96(75.00)
FluB 4(3.13) 2(1.56) 6(4.69) 7(5.47) 115(89.84) 122(95.31)
PIV1 8(6.25) 2(1.56) 10(7.81) 9(7.03) 109(85.16) 118(92.19)
PIV2 5(3.91) 3(2.34) 8(6.25) 8(6.25) 112(87.50) 120(93.75)
PIV3 4(3.13) 1(0.78) 5(3.91) 4(3.13) 119(92.97) 123(96.09)
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Table 4 Comparison of detection value between multiplex

PCR and direct immunofluorescence (% )

G155 UK 8 Ff, HLZ2 E PCR AG I i) FH 4 %6
1 79.41% , R ELEE 1 100% , K 00 B 8] B AL St 45 35
A T B2 1 d, RS T 28 PCR AT LA
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The effect of GSN, CCCK-18, NSE level changes on nerve function in hypertensive cere-
bral hemorrhage

ZHANG Peisong', LIU Huaixin'*, REN Songtao', LI Xin', ZHANG Peikai*, SHI Chuanying’

(1. Department of Neurosurgery , Liaocheng People’s Hospital , Liaocheng , Shandong , China, 252000 ;
2. Department of Neurosurgery , Liaocheng Third People’s Hospital, Liaocheng, Shandong, China, 252000;
3. Department of Imaging, Liaocheng People’s Hospital, Liaocheng, Shandong, China, 252000)

[ABSTRACT] Objective To investigate the changes of gelsolin (GSN), caspase-cleaved cytokeratin-
18 (CCCK-18) and neuronal-specific enolase (NSE) levels in patients with hypertensive cerebral hemorrhage
(HCH), and to analyze the effects on the neurological function of patients. Methods A total of 108 HCH pa-
tients in our hospital were selected and divided into a good recovery group (85 cases) and a poor recovery
group (23 cases) according to the recovery of neurological function at the time of discharge. The general data
of the two groups and the serum GSN, CCCK-18 and NSE levels of patients with different conditions in the
study group when admitted to the hospital were compared, and the clinical significance of each indicator was

analyzed. Results The age, time from onset to hospital admission, blood loss (>30 mL), degree of neuro-
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logical impairment (severe) , diabetes (yes), and atrial fibrillation history (yes) in the poor recovery group were
greater than those in the good recovery group, and the differences were statistically significant (P<0.05). Serum
CCCK-18 and NSE levels showed a gradual increase trend with the increase in bleeding volume and neurological
deficit. The GSN level showed a gradual decrease trend with the increase in bleeding volume and neurological defi-
cit (P<0.05). Spearman correlation analysis showed that serum CCCK-18 and NSE levels at admission were posi-
tively correlated with blood loss (r=0.766, 0.711) and the degree of neurological impairment (r=0.767, 0.704).
Serum GSN was negatively correlated with blood loss and neurological impairment (r=—0.846, —0.872) (P<
0.05). serum CCCK-18 and NSE levels in the poor recovery group were higher than those in the good recovery
group at admission and 7 days after treatment, and the GSN level was lower than that in the good recovery group,
and the difference was statistically significant (P<0.05). The level of serum CCCK-18 and NSE in the good revov-
ery group was lower than those at admission, and the level of GSN was higher than that at admission (P<0.05). Lo-
gistic regression analysis showed that age, time from onset to admission, diabetes mellitus, history of atrial fibril-
lation, time of admission, serum GSN, CCCK-18, and NSE after 7 days of treatment were the influencing factors

of neurological function recovery in HCH patients (P<0.05). Conclusion Changes in the levels of GSN, CCCK-

18, and NSE in HCH patients are influencing factors for the recovery of neurological function.

[KEY WORDS] HCH; GSN; CCCK-18; NSE
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Table 2 Comparison of serum levels of GSN, CCCK-18 and NSE in patients with different conditions at admission (x#s)
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GSN(mg/L) 72.25+7.03 58.97+6.27 45.18+£5.08 153.861 <0.001 74.10£8.26 192.08+25.14 12.43+£3.06 151.627 <0.001
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Figure 1 ~Correlation between serum GSN, CCCK-18 and NSE levels and the amount of blood loss and the degree of

neurological impairment at admission
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Table 3 Comparison of serum GSN, CCCK-18 and NSE

levels between 2 groups on admission and 7 days after

treatment (x +s)
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Table 4 Factors influencing neurological function recovery in patients with HCH
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ETE  ERA SR L(P<0.05) . WNTI mRNA {E25 220 , 5875 B4 FET 2 B4 v i Fe ik i 5 as g
FHEL, WNTT 7558728 RUZURET A B2 vh 63k 3 BT, 22 RA GEiT24 78 L (P<0.05) . 5574 R4 AR A 1L,
AR AR AR R 1L B-catenin S BERTE GSK-3B 1921 /K VAL B A 700 1 3 T, 22 A Gei 278 L (P<
0.05). 5 WNTI c.110T>C Fl ¢.505G>T %75 v] fE 18 i 1 il WNT1/B-catenin 5538 5 M Jl B 20 it 354
B AN A X T BE S O1 A7 XK.

[EER] MBS, WA, WNTT; JEFZEAE; B-catenin

Osteogenesis imperfecta XV type WNT1 gene mutation affects the mechanism of osteo-
blast differentiation

ZHANG Bashan'*, LI Rong', WANG Wenfeng', ZHOU Xueming®, LUO Beijing', ZHU Zinian', ZHANG
Xibo', DING Aijiao'

(1. Clinical laboratory, Affiliated Dongguan People’s Hospital, Southern Medical University, Dongguan,
Guangdong, China, 523059; 2. Department of Orthopedic, Affiliated Dongguan People’s Hospital, Southern
Medical University , Dongguan, Guangdong, China, 523059)

[ABSTRACT] Objective To explore the effects of WNTI ¢.110T>C/p.I37T and ¢.505G>T/p.G169C
missense mutations on the mechanism of the proliferation and differentiation of osteoblasts in the WNT1/(3 -
catenin signaling pathway in XV patients with osteogenesis imperfecta (OI). Methods The wild-type WNTI ,
WNT1 c.110T>C mutant, WNTI ¢.505G>T mutant, WNT1 ¢.884C>A mutant (positive control ) , and empty
vector (negative control) plasmids were constructed and transfected into preosteoblast (MC3T3-E1) cells.
MTS assay was used to assess the effect of WNT1 mutation on cell activity, and the expressions of BMP2 and
RANKL (osteoblast and osteoclast differentiation markers) were detected using quantitative real - time PCR

(RT-gPCR) and western blotting (WB). Finally, qPCR, WB, and immunofluorescence (IF) assays were
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used to detect mRNA, protein expression levels of WNT1, and proteins expression levels related to the WNT1/
[-catenin signaling pathway in osteoblasts. Results Activity of Wntl wild-type cells was significantly higher
than that of the empty vector group, ¢.505G>T and ¢.884C>a mutation groups at 24h after transfection (P<
0.05). The activity of ¢.110T>C and ¢.505G>T mutation cells were significantly lower than that of Wntl wild-
type cells at 48h after transfection (P<0.05). Compared with wild-type cell lines, the expression of BMP2 gene
in ¢.110T>C and ¢.505G>T mutant strains significantly decreased, and the expression of RANKL gene signifi-
cantly increased (P<0.05). The expression levels of Wntl mRNA in the empty vector group, mutant and wild
type groups were, respectively. Compared with the empty vector group, the expression levels of Wntl mRNA in
the mutant group and wild type group were significantly higher (P<0.05). Compared with the wild-type cell line,
the expression levels of non-phosphorylated 3-Catenin and phosphorylated GSK-3 3 in the mutant cell line were
significantly lower than those in the wild-type cell line, the difference was statistically significant (P<0.05).

Conclusion WNT1I c.110T>C and ¢.505G>T mutations may alter osteoblast proliferation and osteogenic pheno-

type related to OI byinhibiting the WNT1/B-catenin signaling pathway.
[KEY WORDS] Osteogenesis imperfecta; Osteoblast; WNT1; Gene Mutation; (3-catenin
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1.1 iR

TEU N 10% i 45 1075 19 o-DMEM 35 57 il
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1.2 Bk 55 gy
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fii FH SPSS 23.0 e 1T /4 b BREL B ; 1 Bk
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MC3T3-E1 34514
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X2l 8] OD(H LR, 22 5 A e it 2% 78 L (F=4.324,
P<0.05) , H WNTI1 57 4= B 40 o 3% M 0 2 & T
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MTS 2 P

0.6

OD fH

S QLG T SO
ST SESE G ¢
= éc*\\ 06*‘9 oc§?‘ = 41}\ o?‘g\c/q;b

1 WNTI c.110T>C.c.505G>T #l ¢.884C>A JHL
R MC3T3-El 4840 24,48 h TFiE R
Figure 1  Viability of MC3T3-E1 cells after transfection
with Vector, WNTI ¢.110T>C, ¢.505G>T, and ¢.884C>A
plasmids at 24 and 48 h
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Figure 2  Effects of WNTI mutation on the mRNA and protein expression levels of BMP2 and RANKL in MC3T3-E1 cells
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Figure 3 The mRNA and protein expression levels of WNTI and important factors related to the WNT/(3-catenin signaling

pathway in cells transfected with WNTI wild-type and mutant plasmids
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THE 11 (OGD/R) 2 Y PC12 41 i (1 R 3R ACE , TRV HAE A 1S 7 Fi2Wie br v A7tk . ik sk 23 4
IS £H S8 A0 33 (04t e o IR A1 J) i, $ B PBMC , 2% JH 521} 52 & PCR (gPCR ) £ PBMC 1 IncRNA H19 Fil
GAS5 By IR 7K JE— 0 K f MCAO B8 1 PC12 41 il OGD/R #5571, qPCR 43514611 IncRNA H19
HTGASS 16K BB B2 AT PCI2 i P 9383k . 4558 qPCR 45 R B /R IS 41 % PBMC 1Y IncRNA H19
FIRKT- B35 TR, 25 50 Ge it 24 75 X (P<0.05) . IS 41 .3 PBMC 111 IncRNA GAS5 ik /KT
B TR R, 22 54 g1t 8 L (P<0.05) . FiMRTFARAH L, MCAO #5781 K BR 1M fili B2 i IncRNA
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1€ OGD/R Ji7 , IncRNA H19 Fl IncRNA GAS5 £ ik /K- 2 TH &, 22 A Gt 245 L (P<0.05), &8
IncRNA H19 F1 IncRNA GAS5 7E 1S FiE T+ 5 , A L2 1S A= Wb & .

[£%8i7] IncRNA H19; IncRNA GAS5; SR FIZF H0E 1

Expression and clinical significance of IncRNA H19 and IncRNA GASS in acute ischemic
stroke

LI Pengfei', WANG Lei*, LI Fan®, CHENG Yingying', ZHANG Chunbing'**

(1. Department of Clinical Laboratory , Jiangsu Province Hospital of Chinese Medicine, Affiliated Hospital of
Nanjing University of Chinese Medicine, Nanjing, Jiangsu, China, 210029; 2. The First School of Clinical
Medicine , Nanjing University of Chinese Medicine, Nanjing, Jiangsu, China, 210023)

[ABSTRACT] Objective To examine the expression levels of long non-coding RNA (IncRNA) H19
and growth arrest-specific transcript 5 (GAS5) in the peripheral blood mononuclear cells (PBMC) from acute
ischemic stroke (IS) patients, cortex of rats with middle cerebral artery occlusion (MCAO) model, oxygen,
and glucose deprivation/reoxygenation (OGD/R ) -treated PC12 cells and further evaluate their potential as bio-
markers for the diagnosis of IS. Methods Blood from 23 acute IS patients and 33 healthy controls were col-
lected. PBMC were isolated by Ficoll lymphocytes separation medium. Quantitative real-time polymerase chain
reaction (RT-qPCR) methods were used to detect the expression levels of IncRNA H19 and GASS5. Further-
more, rats were established by MCAO model and PC12 cells were subjected to OGD/R to simulate cerebral
ischemia and reperfusion injury. The levels of IncRNA H19 and GAS5 were also assessed in cortex of MCAO
rats and PC12 cells subjected to OGD/R using RT-qPCR. Results Compared with the healthy control, the ex-
pression levels of IncRNA H19 were significantly upregulated in IS patients (P<0.05). The expression levels

A2 B AR ARFFALTIRAB (81403136) ;i 77 4 “333 A2 H = ZRA S "3 B (BRA2018088) ; iT 7
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of IncRNA GAS5 were also significantly upregulated in IS patients (P<0.05). Compared with the sham con-

trol, the expression levels of IncRNA H19 and IncRNA GAS5 were significantly increased in the cortex from
MCAO rats (P<0.05). The cell experiment results showed that the levels of IncRNA H19 and IncRNA GAS5
were increased significantly in OGD/R PC12 cells (P<0.05). The expressions of IncRNA H19 and IncRNA
GASS5 in IS are elevated, and they are expected to be biomarkers for the diagnosis of IS.

[KEY WORDS] LncRNA H19; LncRNA GAS5; Oxygen glucose deprivation/reperfusion

Jili 2 1 (stroke) , P EEFRZ “H R R AF R T
H B AN —Fh 2 K DL S e e . T
A2 2019 4F S A 1 L AR b B IR S
2018) Mk 2 7 < 3T 30 AF R, e K2 o Y e R
DL 35 B3 4T 8.3% 110 3 B AN W b T, I A B i 4R
AR m R b AR b a3 Sy ik il P il A rh
(ischemic stroke, IS) A1 MMM fixi 25 7' (hemorrhag-
ic stroke, HS) P K2, o IS /S 2R, 25
87% . BT, H V)T 2 T4 2w Bk S R T 0 IS
IR EY . K BEIE %) RNA (Long non-coding
RNA, IncRNA) J& — 7l  BEPEIE 4 i RNA, H K
JE T 200 SRR A TR N . ©
I IncRNA A ¥ R e 5 S 5 5L i 5t s %
2 55 4 2 o A B IS B 1 S D e
RIS A ATER 2 25 55 KI5 1Y IncRNAs ™,
1B 1 AR A AN 0 LR bR S . A SO T
IncRNA H19 F1 4= K BH ¥t 47 5 5% 5k %) 5 (growth ar-
rest-specific transcript 5, GAS5) 5 IS L R , i —
A58 PR P AP S BRK T IncRNA H19 Fil GASS 78 1S
BB KNG Bl ik P 2 (MCAO ) #5570 A RN 4800
F 25 P 1 (OGD/R) #5578 PC12 24 i Hh i) %35 , 4
WHGE AR AT LR N IS 2 9 5300 RURS: 3PAly LA K 1
FIWT 455 o

1 ARSI

1.1 — R

W4E 20194F 4 H 22 H £ 201945 H 15 H7E
TLIRE 2= BEfi 12 10 2 00 & e it 1 i 4 vh fR 3
23 A IS o AN ARRUE 245 & 2018 il [ &
PEBR MR A T I2IG TR R, I [ AR kA
UESE o HEBRAr v - OF B i R i 2 A | H a1 i
FERLAE I 22 RGP s @6 IF0 i B 2 EE
AN QO FARS R RIS
B B B e BREARAKS #3391 X BRAH . HEBR R A
g7 e TR SRR A7 s B 22 R G
VIS A SERBBEIR o ASHIF IR 28 R 5 v s 25 K2
J& BEBEACHEZE T e, Br Ay ;R N A &

1.2 RACREE

IS & A Bt 24 h N RS I 2 mL
(EDTA-K. Bt ) , —#F /3Pt i i XS-8001 4= Ifil 4
L B ASCRG 0 11 40 i B (WBC) |, — 3843 Fi T B4
1 40 il (PBMC) 43 25 5 % 38 i B Il 2 mL, 77 25 Il
o [FIRUSCHE AR AR e pA A 1) e N 90 ] I
1.3 PBMC /3

¥ 1 mL EDTA $uEElL5 1 mL AEBEERKIR AT
2 mL Ficoll £ Jifd 43 25 7 (K HBE 2 /D MAE] 15
mL B0 T 4% UL 342 i PBMC; T A 1 mL
TriZol iR 7 ( Z& [E Thermo Fisher Scientific 2 7l ) &
IR 4] 5 —80CIR- 1T o
1.4 AL FRAGI

AU5800 4= [ g 4= 653 A (35 [E] Beckman 2%
]I AE ML H 0 =08 (TG) BB FEEE(TC) 5 %
JE 16 1 AE [ % (HDL-C) 25 i 1 (GLU ) (iR
B Ng & P IR [ S (LDL-C ) % &t
1.5 KB4

P SPF 2 fi Fié 1 V% Sprague-Dawley (SD) K
SR (b 43 R A2 20w, VAT IE 5 : SCXK (31) 2016-
0011) , & M (270+20) g, 1 FE 70 1R E M (22+2)C
FNREE N (55£5) % 1) ], 12 /12 h S/ G
Wl KERFEHL B FARAFERIA A4 5 H.
1.6 MCAO Fi#l

iz [ Zea Longa A2 # & K FL MCAO
iR, DA Zea Longa B 37 1) o435 6 45 2 R A T
P INREVEAT =2 S M s, 41T
SN ATER 5 E SR . PR 24 h 5 ORI R,
SR R , PR3 43 B L 249 100 mg Bk 1l ik Bz 5, BT
1.5 mL JCfiff EP & Hh—80 CLRAF I
1.7 PCI12 4537 F1 OGD/R BEHY [y 37

R BV I U A% A LR A0 B ik PC12 I G T
ARSI L. & 100 U/mL 4855 100 pg/mL
HETE R M 10% 6 4F 175 ) DMEM =5 i85 77 3 855 97
PCI12 4 j8 , % B T 1% 5% CO. 1Y 37CH; 7244 -
PC12 40 i B 1x10"/mL 280 T 12 L0, IE 3 1%
FRIKE IR 24 h )5, 5 105, B TOHE DMEM K 5%
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Heo B B UM R BE I DN T MIC-101 2 41
Jitg i 42 & (3£ [F Billups-rothenberg 28 ) , %
95% N, Fll 5% CO, 1R & A E < (20 L/min, 4%
10 min) BB/ NE BT 37°C COL B 374 k2
I 6 ho AR 12 FLAR TR T e H
IRk, BT COBR A A ML IR 24 h LIFHRELE
[ ) T 35 5 BRI R A R A LV R xor R
1.8 RNA $RIUHISER ¢ e i PCR

¥ PBMC i 1 J5 1 PC12 4ilifa ] Trizol $EHUEL
RNA. Biophotometer plus #% 2 25 1 %2 1% ( 1% [
Eppendorf 2 w] ) K5 I BT $2 HU RNA 1 ¥ B2 FH 4B
% B8 PrimeScript™ RT reagent Kit 5% 51855 £ (K
% TaKaRa v ] ) Ut 45, SR &R SRR 20 pL, J2

SRR Z N 4 wL 5XPrime Script buffer, 1 pL Prime-
Script RT mix I, 1 pL Oligo dT Primer, 4 pL. Random
6 mers, 1 pg & RNA,DEPC /K & 20 uL. S FEF
7 :425C 20 min, 99C 5 min, 4C 5 min, SZH} & &
PCR 51l IncRNA H19 £ GAS5 (265K, 25 L
JZWAZ A :12.5 uL. TB Green Premix Ex Taq IT, 1 uL
¢cDNA,1 pL F3##5190,1 uL FiE514,0.5 uL ROX
Reference Dye 11,10 pL ddH.O., W FEF 4 :95CHi
AR 10 min J5,957C 30 sec,607C 30 sec,72°C 30 sec,
PG A 35, L GAPDH N NZ ., 2% ] Quantistu-
dio Dx &t T4 AL (3 [E ABL > |]) #4746
BT BB R ERGA R o 2 i A GRS
B, FrfA sON ERE =R, TSI IR 1,

X1 sl¥FE5
Table 1  primers list
FAFR LG Nz
A H19 GGAGTCTGGCAGGAGTGATG ACCAAAAGTGACCGGGATGA
A\ GAS5 CCTGTGAGGTATGGTGCTGG CTGTGTGCCAATGGCTTGAG
KL H19 GATGGAGAGGACAGAAGGACAGT GAGAGCAGCAGAGATGTGTTAGC
KR GAS5 TCTCACAGGCAGTTCTGTGG ATCCATCCAGTCACCTCTGG
A GAPDH GGAGCGAGATCCCTCCAAAAT GGCTGTTGTCATACTTCTCATGG
K . GAPDH GGCAAGTTCAACGGCACAG ACGCCAGTAGACTCCACGAC
1.9 Seitkba ®2 FAKGKEEHSMELE [(x+s), n(%)]

K1 SPSS 21.0 3 xF 8 s 17 ge it . R H
Shapiro-Wilk ¥ K6 56 73 B &0Hk & B 45 & 1800410
FFEIES /A B BER L (3 +5) R, AL LB AL
] A5, D 22 RFF IR Welch’s tAG56 s R IEAS
A3 A BRI A 8 M (P25~P75) 13675 , T 26 ] 1
%% ] Mann-Whitney U #6556 5 THECTERHH n(% ) %
RO KR . DL P<0.05 2R ALTRE X

2 H#HR

PRI R GERHRAE LE 3R

IS 418 35 5 X HRAH 1L , 4R % 50 A K TG
T LR, 2RI E X (P>0.05), IS 4
WBC.GLU /K- &g #4415 ,HDL-C .LDL-C 1 TC &
HP W ERL, ZR A5 E L (P<0.05), L2,
2.2 IncRNA H19 il GAS5 7t 4% 40 4 J& 1. PBMC
) IR KT

IncRNA H19 7E IS ZH A1 A il v 1y 23k K i T
IncRNA H19 7E X} BEAL () Rk IRV, 22 7 it
B (P<0.05), LK 1A, X R4 AR He L IS R
PBMC ' IncRNA GAS5 %3k i Tt i 2R A Giit
2 X (P<0.05), WLE 1B,

2.1

Table 2 Demographic and clinical characteristics of IS

patients and control group [ (x+s), n(%) ]

S YR (n=33) 1S4l(n=23) dy/Z{H P&
() 61.24+1.42 60.04+3.13 0.348  0.73

T (150 16 (48.48) 15 (65.22) 1536 0.22
WBC(10°/L) 5.85+0.23 7.37+0.55 2.864 0.01
GLU(mmol/L) 4.88(4.57~5.31) 5.52(4.73~7.98) —2.262 0.02
HDL-C(mmol/L)  1.41+0.04 1.23+0.05 2713 0.01
LDL-C(mmol/L)  3.36x0.11 2.83+0.16 2901 0.01
TG (mmol/L) 1.75+0.18 1.47+0.15 1.096 0.28
TC(mmol/L) 5.08+0.12 4.17+0.18 4412 <0.05

2.3 MCAO AR Bk 1M i 21 21 rh IncRNA H19
FI GAS5 By ik

FB T AR 4 AH B, MCAO #5751 A BRL Bk 1 ) fiki
BT H IncRNA H19 R Ik7KF- i F 1, 22 R A 48
T L (P<0.05) . ULIEI 2A . MCAO KRl i Al
G K2 J3T H GASS kK E T, 2 R A ST
B (P<0.05), WK 2B,
2.4 OGD/R & # PC12 4i i #' IncRNA H19 Fl
GAS5 [ 3k

55 %5 B4 AH [, OGD/R 4k B (1) PC12 4 Jifd
IncRNA H19 FiAEEC E N, 2R A5 E
X (P<0.05) . WLIE 3A. OGD/R 4k B PC12 4 jfy
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5% 9 . H S 2 anl
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E 02302 i ° & H

=R > o °

N e L - H D

R e L s 0 8 :

CON IS & CON IS

T2 1S 5 IREA LA, #P<0.001
B 1 4E PBMC IncRNA H19(A)#1 GAS5(B) B9RiE
Figure 1 The expression of IncRNA H19 and Gas5 in
PBMC from IS patients and control group
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% 300 % 8 .
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5 250 5 6

£ o 2 %
Z 150 Zz 4
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£ a A . an
g g

5 301 5 —==

2 0 Lgprone . ER) : -

= Sham MCAO E Sham MCAO

12 : MCAO LRI F AR 4L LLEL, #++P<0.001 , *P<0.05
B2 MCAO #&EYK FRER MM K B # IncRNA H19 (A)
1 GAS5 (B)HIFRIX
Figure 2 The expression of IncRNA H19 and GASS5 in

cortex from MCAO rats and sham group

GAS5 RIAEHUR ETHE , ZRA G IR X (P<
0.05)., WK 3B,

w

R RS
)

—

Relative expression of
LncRNA H19
Relative expression of
IncRNA GAS5

0

LE : OGD/R 21 5 % BRALLL A, *++P<0.001, *P<0.05,

B3 OGD/R#%E! PC12 41 IncRNA H19 #1 GAS5 KyFRi%

Figure 3 The expression of IncRNA H19 and GAS5 in OGD/
R-treated PC12 cells and control group

3 it

R Rl s = el E /I & B/ 2 L K SO N N
AT W 5% 4 58 T 1S HR AN A I 25 R ik
miRNAs, #1+f T miR-106b-5p . miR-199a-5p 7£ 12
Wr JRYT IS B TR S, {H 2 miR-106b-5p Fl
miR-199a-5p 3Z Ffu] F o3 F I A AT 2

LncRNAs J&t — 2 5 S A K B KT 200 bp Y
RNA, i T2 ST, DL RNA JE AR
WAL 2 b S e S I A 22 2 T R 4 Sk TR 1)
ik,

ZAN G PR 55 FN Bl 52 56 2 R, 1S & AR S ki 2
AUFNIMLI H IncRNAs {9 3B K LA T I 5ol AE

ATREVEN IS MV TEAR &Y o fils I — A oY 3=
B, IncRNA SNHGI15 Fil linc-FAM98A-3 7E 1S f &
FRFHE" S J—WFF KB, 1S 4% PBMC
IncRNA MIAT 35T, B 9 [ 37 1A A
5% e 2~ v 1 %% (National Institute of Health stroke
scale) PE4T B RANKIN 53 (mRS) P47 g st
RS WA O . R4 A O IncRNAs 1R
J IS 2 Wi bR Y B BF SIS T BRI A
IncRNAs 6 A B , H. 5= PR pLERT .

LncRNA H19 & #E sl 4 il 1S i /E A4 1L
ZAMRINSLEAE AR, IncRNA H19 263571 5
15 S Sl K ok AR B AL RIS R IS 1 &
Ao BRI, OB FIFFE 2B, IncRNA H19 &35 1]
1447 PC12 400 5238 OGD/R i S5 . ASBIFSE
K I, IncRNA H19 7€ IS h ik T . A7 SCHkIRE
OGD/R 4 B3t iy JE AR A 22 TC 4 IncRNA GASS5 3
IATH S I 25 1% Notch {75538 [ FAR o 2 40 1)
FETE ) BRI &K IncRNA GASS 263k, a] i/
o 15 BE AR, e A L TR, X SE A O B R
IncRNA GASS5 = R 28 1S I A4 . ARk
i, IncRNA GAS5 A 34/l THP-1 i 4 i i 1,
TR Sk RERE AL KA RSO K3, GASS
TE1S F % PBMC 3Rk T . B4, IncRNA GAS5
RS 5IMNE P EAIR ARG

AR AEAELL TG, FEARD HTA
4 FR 3 LAl RN PR 2 R T BN R AR AR HEIE
5% IncRNA H19 fil GAS5 B2 Wi fi . JCH T T
ASTA] g PRRN 43 8 4 1S FR 3, L 56 BH i IncRNAs,
P B A AR E EZE WG R E ; 6= IS J5 PBMCs
1 IncRNA H19 Fl GAS5 A [R] s} 8] 15 2 35 R 1 B fF
7% ; IncRNA H19 Fl GAS5 411 {i] ## #% miR-106b-5p
Al miR-199a-5p [k, fE i 1S M & 2E, SRBEm
KFR WM, HRIEARAI T A

25 F TR, IncRNA H19 F1 GAS5 B4 16 45 22
M IS B — A B2 WrdE 45 . IncRNA H19
GAS5 7E IS FHAYTE LTI AW E AR AR ST

S % Lk

(1] EBes, xig, B, & 3 E A a8 G BBk
Fif i A P B iR R 2018 HEEE [0 ], T EIE IR 2
2019, 34(2):105-119.

(2] Rk, AR, BRERT, 45 . KAEAE IS RNA 75 H i ERR
A RS E R LT ]. a2 W IR YT 2k, 2018, 10
(2):120-124. (T 4% 546 )
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Th17/Treg MR B AHSCENIE A TR - Sa0ikls B
PEIMFRRE S I it AR A M

RHEE ELE HREF IS HAB*

(# E] B HoowiREe (Hz) BB T A0 17 (Th17) /38757 1 T 400 (Treg) X AH 40
L S R R R R R A4 (PHN) I E R . Ak AIAKREE R RBHIRIA H 168 il HZ B35, I
o 44 514 1 PHN /8 PHN 41, HAy 124 5 ;R4 VE R HZ 41, 55 e 5 IR 03 B AR S 3 80 (A A 3ol HR AL, 37
A AL 3T 45 4H Th17  Treg 4 M AH X 145003155 Th17/Treg Lt 3, BEIRE S0 2 W% 56 (ELISA) A6 AH
A B R - B P A UK, Spearman £ 35 43 BT & FRARAHOCHE . 455 PHN 4 VAS 1745 S I 2
BEVTAY W T HZ 4, % 58 Gt 7% X (P<0.05) ;3 41 WS .CS .HP }2 CP.SP.VGF Fl CGRP /K [t 4%
PHN 20 >HZ 40 >%] I8 41 (P<0.05) ; B-EP \NT 04, PHN 20 >HZ 20> %} IR 40 , 7% S ¥4 G5 23 L (P<0.05) .
A-ALAMNE I Th17 48 . Th17/Treg K A0 [ F IL-18 . IL-6 . IL-17 ,IL-23 .\ TNF-« 7K H 38, PHN>HZ> X
M, 2 A G2 L(P<0.05) 5 25 41AMALIL Treg 20 \IL-10 \ TGF-B1 7K F Lb 3, PHN 41 <HZ 41 <X B4,
EF AL L (P<0.05), h17/Treg IL-18 IL-6.IL-17 IL-10,IL-23 ,TNF-ot \ TGF-B1 5 PHN ,VAS P-4
Rt 251455 (WS (CS \HP .CP)TFAEMI e (P<0.05) . i HZ BETFAESNA I Th17/Treg FL R & T+
BARSEANARL R F 7K 5 5 B O, 915 5 I & PHN AR SO 18 i b 22 6 405 2 VT AR 2%

[RiR] RIEZ; e e 2oda ; S BhvE T 4B 17, W PE T 4ipe; e+

Correlation of Th17/Treg cell and related cytokine levels with pain degree and sequelae
neuralgia in patients with herpes zoster

SONG Tiejun, WANG Yafei, XU Haifeng, WANG Xinmei, YANG Huijun*

(Department of Dermatology , Qinhuangdao First Hospital , Qinhuangdao, Hebei, China, 06600)

[ABSTRACT] Objective To explore the relationship between helper T cell 17 (Th17)/regulatory T
cell (Treg) and related cytokines, pain degree and postoperative neuralgia (PHN) in patients with herpes zos-
ter (HZ). Methods Among the 168 patients with HZ admitted to the dermatology department of our hospi-
tal, 44 patients were combined with PHN as the PHN group, the remaining 124 patients were regarded as the
HZ group, and 80 healthy volunteers during the same period were selected as the control group. Flow cytome-
try was used to analyze the relative counts of Th17 and Treg cells in each group and the calculated Th17/Treg
ratio, enzyme-linked immunosorbent assay (ELISA) to detect the levels of related cytokines and serum pain
mediators, and Spearman test was used to analyze the correlation of each indicator. Results The VAS score
and disease severity score of the PHN group were significantly higher than those of the HZ group, and the dif-
ference was statistically significant (P<0.05). Comparison of the levels of WS, CS, HP and CP, SP, VGF
and CGRP in the three groups, PHN group>HZ group>control group (P<0.05). Comparison of B-EP and NT,
PHN group>HZ group>control group, the difference was statistically significant (P<0.05). Comparison of the
levels of peripheral blood Th17 cells, Th17/Treg and cytokines IL-133, IL-6, IL-17, IL-23, TNF-« in each
group, PHN>HZ>control group, the difference was statistically significant (P<0.05). The levels of Treg
cells, IL-10 and TGF-B1 in peripheral blood of each group were compared, PHN group <HZ group <control

AERE . 2B TAHHELR B (201902A190)
ML R 2 BT S — ERERA, 7T, A 2 £ 066000
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group, the difference was statistically significant (P<0.05). Th17/Treg, IL-18, IL-6, IL-17, IL-10, IL-23,
TNF-a, TGF-B1 are related to PHN, VAS score and nerve damage (WS, CS, HP, CP) (P<0.05). Conclu-
sion HZ patients have significantly higher peripheral blood Th17/Treg ratios and abnormal levels of related

cytokines, which are closely related to patients with PHN, pain, aggravation, and nerve damage.

[KEY WORDS] Herpes zoster; Postoperative neuralgia; Helper T cell 17; Regulatory T cell; Cytokine

5 IRIEPZ (Herpes zoster, HZ) i AR50 5
o | ) R R B TR, FTRIIE AR T AR R B
P28 S AR A 28 B A R A v, 0 T O T
BB K R ANS P AR 0T 5 K RAE o
IR I 92 J5 M 49 (postherpetic neuralgia, PHN)
HZ 5 R PMETAPE M2 B S A F , e HZ h
oRe e IR L S RS d i N[ SR: -1 WEREil
AR AR R T AR T
P2 SN AE 7K - IR T VAR s B it
PR AR AR . B IE T 40/ 17(Th17) (5
PE T 20 (Treg ) B HAR AR i P78 G 58 2
SRR P bR A 2 AP h A EEEH],
BAERIE R G IR 4 M oAb S50k 78 o AH B
A MEHRAY, AR EARY , PHN BH 255
BB il 7S R~ N = I v =N it P e 1
PRI A 2 R Rk, AR 5T X HZ &
F AME L Thl7/Treg 40 S A S 40 A R 7K 5 9%
R BE O & PHZ B9 56 R AT T RS, LI
PHN R &bl IRy it 2%

1 AHESHE

1.1 — gk

YA B Kz R 2018 4F 11 H & 2020 4F 11 J
WA I 168 il R B3, Hdh 45 JF PHN 11 44
5] 58 A A PHN 41, 5B 1k 25 491, <ot 19 1], -1
R4 (46.2+3.4) % R FEF- 34 (3.720.7)d; KA IT
PHN [ 124 5| HZ S8 #AE A HZ 41, Bk 72 4, &
PE 52 ], -4 4E 5 (45.8+3.3) % i, F 4 (3.7+
0.5)d; 55 BEFE [ T A BE T T2 (e 1A kG 1 7 B
80 FIVE X HRAL, ¥ H IR S 5 AT . =4l
RIS L 22 R R G L (P>0.05) , HA AT L
PE o ARWFTERAFA B R R B2 5 S

AR O B3 I PRAE R VAR AT & HZ )
PHN HJiZ2Bibn ™ 5 @ /3 I (8%0) R g X AR5
VG R B2 A R A @ &M E] 7 d 14
DR LA 5 A 5T o HEBR AR . O I+ HiAlh
H S R s & QA I EIF VE O SR

i MR GER AR QA I R R MR R
s @I IR S e BREE 1 R L S R
1.2 Jrik
1.21 3¢ # f ¥F 43 (visual analogue scale,
VAS) i 5 B2 B PE o PEAl

W VAS PP PG BT A B R AR S, DA
0~10 73 37K, 0 43 R TCI L 1~3 Jr R 000K 0 L 4~6 73
A I B R M RE AL A2, T~10 43 R R FUAC TR
HAMELLZEZ . MAEKMEH KR JEFER
S 2L BETH AR e IR Sk i AR A AR i 6 A R
i I 7 dE AR L, A58 ey | YA ™ o o <6
O3 BRI 6~12 07 PR >12 ) R,
1.2.2 T E il E

MR I Limits 3577, DLW 72 #458 (warm sensa-
tion, WS) . ¥ ¥ (cold sensation, CS) . #Ji % (heat
pain, HP) } ¥4 9 % (cold pain,CP),
1.2.3 ML BRI E

JT A WEFEN 34T A B H G R 3 mL
25 I8 Bk I, 3 000 v/min B 0> 15 min 43 &5 1ML
T, —20C PR A7 R I o SR Tt I6C £ 22 TR BAF 552 50
( Enzyme-linked immunosorbent assay , ELISA ) il 5
I3 B- N HEJIK (B -endorphin, B-EP) | IfiL 3% P 4 Ji
(substance P, SP) | #f £ [% & & (neurotensin, NT) |
25 K K 755 5485 H (Nerve Growth Factor Induc-
ible, VGF) . 45 2% L [K #H ¢ Jik (Calcitonin gene-re-
lated peptide, CGRP) /K ~F-, 1zl7f & I 7 1 i 1% 1 4=
WTRRABRA ] ARG S B B 745 30
BAE,
1.2.4  Th17/Treg 2 i =X 40 i A 2

Treg 4 A - r A WX 2385 F A B 4 H
T R 3 mL 23 7 DKL, o3 25 B A A0 I, TR
2 WS AR L AR, 4K IR Epics XL-MCL i
Ao 4i a4 (32 [E Beckman Coulter 23 7] ) J AH e 156 BH
FEAT EALERAE 120 & i AAS A mI e E 4R L

Th17 4 A - B 7R 2% o VR i Ak PR A% K L2 4
JIE, PRI R B 2 SR 1x10° /> /mL, AR IR N [ 7 K
T R AN BUARTR 50, I T B0, BEIR 22 v
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Wk, A, ALK, D¢ CEE LIRS SR
FE>3 000 /™ {4 41 it BHAE |, - LA BEAS 4 i i3 1 32 25¢
TR E RN
1.2.5 Th17/Treg #H 40 Al PR 7K -0

K H ELISA A 1 240 g/ 25 18 (Interleukin-
1B,IL-1B) \IL-6.IL-10,IL-17 . IL-23 i 35 5 [
F-a(Tumor necrosis factor-a, TNF-o ) M LA K
“f--B1 (Transforming growth factor-B1, TGF-B1)
K, 50 & 3 B ) Bender Medsystems 23 7)o
1.3 Giiteasrtr

K H SPSS 20.0 Ge 2 8k 4 A7 58 43 4, it
OB (x+s) 3R, I LLBCR H e R 56, A LE
BERH LSD-1 K35, Z2 20 18] L350k H B K 28 5 2541
1 5 38 1 Spearman Hf 5& F £ o3 1 0L & 2 18] 19 AH
Kt P<0.05 A ZmA LR L,

2 #£R
2.1 £54H VAS V43 SR TE FEBEVE o M URE R 1
ELER R

PHN 4 VAS PF45 K tE FEE P4 3 5 T HZ
N, 2R A5 FRE X (P<0.05) ; =414 5 WS,
CS.HP }2 CP.SP.VGF H1 CGRP 7K [t #¢ , PHN #1>
HZ 20>%] B2, B-EP \NT 4% : PHN 41>HZ 41>%} 1§
M, Z=FHA G L (P<0.05), WK1,
2.2 452 Th17/Treg 4 K AH A PR 77K L dse

A AL AME I Th17 40 Th17/Treg S i g K+
IL-1B.IL-6.1L-17.IL-23 , TNF-a /K - F 45, PHN>
HZ>%F A, 22 5 A it 8 L (P<0.05) 5 & 2H AP
Ifil. Treg 40 . IL-10 . TGE-B1 /K-F 14 , PHN 2H<HZ
XTI, 2R A G X (P<0.05), W2,
2.3 Th17/Treg 41l X AHSC A0 A+ 5 PHN . VAS
Vo3 Kt 245003 AR G5B

Spearman #1341, Th17/Treg IL-1B . IL-6 .
IL-17.IL-23 . TNF-o 5 PHN . VAS P¥-43 & #2351 45

x1 FAVASHS REEEESRBREEENELER
PEEE (x+s)
Table 1 Comparison of VAS scores, disease severity scores

and sensory quantitative measurement results in each group

(x+s)
- X4  HzZ4  PHNA ) A
i (1=80) (n=124) (n=ta) /1 PHH
VAS #43 (43) - 5.3+1.8 8.1%2.1 8477 0.000
I TE RBP4 (49 - 44%1.3  9.2+1.5  20.193 0.000
WS 1.320.3 4.7+0.2° 52+0.2° 96.747 0.000
cs 1.6£0.3 5.9+0.3' 6.3x0.2" 116.593 0.000
HP 1.4+0.1 2.0£0.2° 2.3x0.1° 56.921 0.00
cp 1.8£0.1 3.3+0.1° 3.5x0.1" 107.517 0.000
B-EP(pg/mL)  17.7#1.6 84+0.8" 5.9+0.6" 61.764 0.000
SP(pg/mL) 23402 4.2+0.5° 6.6£0.7" 52.829 0.000
NT(pg/mL) 10.6£1.1 5.720.6' 3.3£0.4™ 55.784 0.000
VGF(pg/mL) 4.2+0.5 7.9+0.8° 13.7x1.5° 53.740 0.000
CGRP(pg/mL)  3.1204 4.620.5° 7.9£0.8° 48.000 0.000

W S LA L, *P<0.05; 5 HZ ZHAH 1L, 'P<0.05,

R2 BATVTreg IR EXMMEFAFLE (xxs)
Table 2 Comparison of Th17/Treg cells and related cytokine

levels in each group (x+s)

N i BB 4] 2 4] N .
R R A e
Th17(%) 0.8+0.2  2.0+0.5°  24=0.7" 19.657 0.000
Treg(%) 2.5¢0.4  1.8+0.3°  1.4+0.3"  19.677 0.000
Th17/Treg 0.3x0.1  1.120.2°  1.5x0.3"  33.941 0.000
IL-18(pg/mL)  5.6+1.2  57.1x7.4" 90.8+10.6 27.585 0.000
IL-6(pg/mL)  3.6x0.7  21.3x2.3" 38.5x3.5" 87.455 0.000
IL-10(pg/mL) 0.30£0.11  0.20+0.07* 0.15x0.06" 10.707 0.000
IL-17(pg/mL)  8.6x1.0  30.2+3.6° 42.0+3.8" 76.027 0.000
IL-23(pg/mL) 0.0320.01 0.14+0.03" 0.2520.03" 62.225 0.000
TGF-B1 0.5520.09 0.41x0.05" 0.3320.04* 19.979 0.000
(pg/mL)

TNF-a(ng/mL) 90.2+10.1 165.9+16.2° 199.5+20.7" 42.445 0.000
T X4 A [, *P<0.05; 5 HZ 4 AH [, *P<0.05

(WS.CS.HP.CP) .SP.VGF F1 CGRP 71 IE 1 2&
P, 5 B-EP . NT 716 7 H & 1 (P<0.05) 5 IL-10
TGF-B1 5 PHN.VAS ¥4 X #ft 28451 475 (WS . CS .
HP .CP) {7 M G , 55 B-EP NT 776 IE AH XM
(P<0.05), WL# 3,

%3 Spearman HHKES LR

Table 3 Spearman correlation analysis results

e PHN VAS WS CS HP CP B-EP SP VGF CGRP NT

Th17/Treg 0.405 0.416 0.488 0.396 0.412 0.387 —-0.390 0.378 0.504 0.407 —0.463
IL-1B8 0.482 0.308 0.394 0.480 0.343 0.405 —0.408 0.395 0.481 0.473 —0.492
IL-6 0.366 0.457 0.404 0.458 0.409 0.393 —0.432 0.458 0.304 0.459 —-0.387
IL-10 —0.504 —0.432 —0.448 —0.476 —0.481 —0.492 0.373 —0.483 —0.375 —0.501 0.396
IL-17 0.390 0.377 0.385 0.451 0.307 0.438 —-0.407 0.461 0.428 0.386 -0.471
1L-23 0.408 0.405 0.320 0.382 0.416 0.366 —0.476 0.470 0.502 0.362 —0.484
TGF-B1 —0.351 -0.472 —-0.383 —0.472 —-0.328 —-0.407 0.388 —0.345 —-0.330 —-0.435 0.452
TNF-a 0.425 0.493 0.426 0.495 0.340 0.481 —0.485 0.408 0.421 0.306 —0.495

v P1<0.05,
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AR SR AFSE 4751, PHN 3% 75 B-EP.SP.
NT . VGF F1 CGRP % £ Fi 5953 41 ot 1) 5 8 A8 4k .
B-EP 15 NT 4 AH OGP 2 0T, v] 4 = A B,
IR BT s CGRP R H | P W 543 , 4 in R 1k:
A KT, S8 IO B3 37 1, DA T 0 B AL AR AR 5
SP HI VGFE A4 2055 BRI PR AR 2 1 ik, 7]
PERP L TT AT WG IEREPR IR  ARBER,
PHN HE 5K & 42 PHN () HZ B M fd b s
B AR A, $E R HZ B IR A K- 78 5
PHN & A0 G . PHN FB 5 177 B I (%) Ji] [l p 26 21
YRk /b, I HLHR A R S R R R A
TER VIR . AR, 76 PHN B3 B8 X 37
FEW b Ve TG B v ARG i B (A E R AT
BTG, B2 & A= PHN ) R A T HAL HZ 3
FEAETE ™ B A ERGE BiE (Fi 2T REBIAR) o

Th17 Fl Treg 20 A2 3% & CDA™T 21 ffd 1) 5 22 31
B, H A H ok M P, HOKOF e i e 2 R
PRI Y Kt Kk R R AE AR BRI . Th7 bl R
PEAIR , AT 4306 IL-1B \IL-6 \IL-17 . IL-23 £ 48 1 ]
T2 5900 1) & A2 K& 5 Treg 20 i ) ] 38 2 43 0k
IL-10 TGF-B1 S5 il 1 PR G P 081 BILAAR G2 1z
& RAEROLUR B B Z R . BEFEIAAET,
Th17 I Treg 4 I 7E JE 4L 1 5 95 A7 76 DU RN o
ARG B 2 Th17, Treg 40 it S HAH ¢
YRR F- 7K, LA HZ B3 51 % PHN a3 v g
il CDAT £ ffg K2 A ¢ 20 i DX 10 72 b A 2k 1 1
Mo AW R BN, 5 HZ B¥ g R E &Y
FETEW 255 Ik, 76 HZ B 0 H 2 & 4= PNH
(1) 58 5 TP AE Th7 A3, I BOR
Faod SRR, B G B BATL R B IR 51 &
PR35, N Ry R SO o AR TE B AR AT A
Sk, Th17 40 5 HZ S FEAH G, 7 HZ & PHN & %
Bk S i AR X S AR S 45 A A
A S A S ME M 25 S R, AN A I Th17/Treg M H:
AH 20 L R 755 PHN BRI R 88 L JR bt 2 i
PR A 0 K SF Y A7 7 B A O e 3 — 2B uE S
Th17/Treg b3 2K i K FLAH 5G40 i PR 57K 7 528 m]
A& PHN & A5 KO 1 3 AN 1) R R K

AWFFAFAE—E R RBRYE , 2 B A e pekas 2
FERIBERT RN ZFh R 2R B 52, M LAAER YL A 10 1 G
PE SN SR A WA s & A WL T BE

FEEAN R A RS, BRAFAE AR 28 S K
RIS 450, T 248 L PR 1 R DR A A — i I 2 0T
AT R HERR 20 G2 RS W] BEAZ BH S5 i 1) 15
B, LA I PRATFFE PHN B 50528 HL B2 A5 Rk 4
25 LT HZ JE A7 AE S8 i Th17/Treg b2 BH i
Fh e SAH G20 M R /KPS R O, OF 5 T
& PHN IR B i e A 235000 3 DIAR G

SE Lk
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HEEE KB A0 I miR - 155 2&32 55 AR IR PRI W5 T 995
BRI F

T AR E4E RBER. E4H

[ ZE] BR #HF5IERE SR 28R M miR-155 32355 R P B i % (NAFLD ) &R 1 55 & .
FiE 2017 4F 10 1 2 2019 48 5 7 W EIA BECR Y o4 4 B g 1 T Jie s 25 1 S B B, 53 B 50 6]
R M50 4t B VR Dy A A KRt B, A A0 A ol TP miR- 155 24 i PR 1R S i S i a1
(SOCS1) ¥ F-kB (NF-kB) [ F 1k KV, PG IE 4 5 2 & & 2L NAFLD., &8 3 4 /Ma i h
miR-155 NF-kB 3235 K - FL K 0 >0 2 >0 R A, 25 8 Bi 2% 25 L (P<0.05) ; SOCS1 #ik K
O M e A < T A < R AL, 25 578 GeiT2# 5 L (P<0.05) 5 BB 41 8 5 A I miR-155 45 SOCS1
HA AR (r=-0.384, P<0.05), 5 NF-kB HAT IS F (r=0.427, P<0.05) ; AEAEZH NAFLD
F A1 E I H miR-155 \NF-kB [ 2235 7K . 3 5 Tl NAFLD 3%, SOCS1 A #ik 7K F i 2 K T NAFLD
B¥ SR GHEE L (P<0.05) ; JIELH T “miR-155 £k K = (i B8 7 1) ALT . AST.TC . TG .
LDL-C .HDL-C ,hs-CRP ,F-INS \HOMA-IR /K- #45 F “miR-155 Rk K <P HURE” , 2R A I
B (P<0.05), Z5it  JOJEEE SR ML miR-155 F23k 8915 NAFLD &% A X, 84 SOCS1 & NF-«B
42 miR-155 2 5 NAFLD &5 (10 7] REHLH .

(343 ] N ARWERE PERE MRS ; miR-155; 4060 (555 S 1; #%H F-«B

Relationship between the expression of miR-155 in peripheral blood and the pathogenesis
of nonalcoholic fatty liver disease in obese patients

WAN Hong, YAN Shuxun*, YAN Zhao, ZHANG Shengwei, WANG Xian

(Second Ward, Department of Endocrinology, First Affiliated Hospital of Henan University of Traditional
Chinese Medicine,, Zhengzhou, Henan, China, 450000 )

[ABSTRACT] Objective To investigate the relationship between the expression of miR-155 in pe-
ripheral blood and the pathogenesis of nonalcoholic fatty liver disease (NAFLD) in obese patients. Methods
From October 2017 to May 2019, 94 cases of simple obesity patients in our hospital were selected as the obesi-
ty group, 50 cases of overweight patients and 50 cases of healthy people were selected as the overweight group
and the control group. The expression levels of miR-155, SOCS1 and NF-«B in peripheral blood were detect-
ed, whether NAFLD occurred in obese patients was evaluated. Result Comparison of the expression levels of
miR-155 and NF-kB in the peripheral blood of the three groups: obesity group >overweight>control group,
the difference was statistically significant (P<0.05). Comparison of SOCS1 expression level: obesity group <
overweight <control group, the difference was statistically significant (P<0.05). The peripheral blood miR -
155 in the obese group had a negative correlation with SOCS1 (r=—0.384, P<0.05), and a positive correlation
with NF-kB (r=0.427, P<0.05). In the obesity group, the expression levels of miR-155 and NF-kB in the pe-
ripheral blood of NAFLD patients were significantly higher than those of non-NAFLD patients, and the expres-

sion levels of SOCS1 were significantly lower than those of NAFLD patients, and the difference was statistical-

KA . Méah T EHAZHRTEMBMA A (20-212Y3007)
VA o P EHRFH KB ERAS R =mR 7T, # M 450000
*ABAEAE A M, E-mail : qiail96510@163.com
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ly significant (P<0.05). In the obese group, the levels of ALT, AST, TC, TG, LDL-C, HDL-C, hs-
CRP, F-INS, and HOMA-IR of “miR-155 expression level = median patients” were higher than those of

“miR - 155 patients with expression level <median” ,

the difference was statistically significant (P<0.05).

Conclusion The increased expression of miR-155 in the peripheral blood of obese patients is related to the

pathogenesis of NAFLD, and regulation of SOCS1 and NF-«kB is a possible mechanism for miR-155 to partici-

pate in the pathogenesis of NAFLD.

[KEY WORDS] Obesity; Nonalcoholic fatty liver disease; miR-155; Cytokine signal transduction in-

hibitor 1; Nuclear factor kappa B

Bifi % 3% ] 22 0%k J X ] R AR I K T4,
JHE B 3 R S B AR T R e o N TR 2 1 s IR
Joa e I R A ZE AL L R RS 1 AR e
(Nonalcoholic fatty liver disease , NAFLD ) %5 % )
KRR R I U . H TR RS
KN, NAFLD 5 AE B AT v B2 s 32, B 241K
P J2: W 3 L ) B0 B AR AR AR 0 (L 36 R A R £
H K& NAFLD B HLH] AR 58 4 B B . /)y RNA
(microRNA , miR ) J& — % B |z W24 T BE 1)
Ak 2 5 RNA, % [ & 2R GO AT | 20 S
G EAVHEAER . — 5 NAFLD A ¢ 1) 8l 9 52
% % P miR-155 7€ NAFLD f) & ki 2 b 5 5 %
i SN 8 U B e By R ST R 5 O A — T
JIE S AH OG04 Wi PR BIF 52 & 308 JiE S8 o A0 ] it o
miR-155 YR HN . {H miR-155 FENEHE B & &
Az NAFLD g /E F i A B o PRk, ASBIE5E 4 L)
JEJHE R X 42, 43 B 1 JE L miR-155 23k 7K
5 NAFLD R R R .

1 XNREFE

1.1 W%

PEFE 2017 4E 10 A & 2020 4F 6 F W67 F i
6 B Bl R ek 2 3 o4 AR A AR RE A, 4045
PE 52 1] FE ) 42 ], P 4FE % (29.39+6.92) & 5 Hi
3 50 1], 445 5 28 41 L Lok 22 4], SE B 4E
% (31.91£8.28) %5 , W Abrif : DFE =18 & ; QFF
A b BB E B E B 36 & K R ) T Bl
PEE B 0932 W5 B 52 10T IE B B 35 4 44X
( Fibroscan ) ¥ 4% ; @) B8 BN R & Bk il AR AS 5 HEBR Fr
Wi DA IR TR EAT R RS PR AT 245 W Pk T
i s @G IR | H B B e s @2 [
R KR BEREA T R . o BUR) A AR AR B A A
) fg B 3 50 1], A48 55 1 30 1 L 2 1k 20 i,
BIAENA (30.39+9.14) Z VE AT HRZH . 3 4 — ekt

M LLES, 25 g2 B X (P>0.05) . ifi &
KRB EIFIER
1.2 ik
1.2.1 A Il miR-155,SOCS1  NF-kB 2 ik 7K -
O il

B 3 4 4h J& & Bk afL , EDTA Bt 5E 5 5% 4 i
RNA 2 BUA F & (P2 2R R ] $#2 HU RNA
K — 20 A 75 miR S sl ) 6 (G IR Vi 1 3
AR TN AT R 5, 159 81 cDNA J5 SR H
9t 2 PCR I, 43 51 7 3% miR-155 & U6,
LLU6 N Z 38 miR-155 19 %3k K F 5 R H
RT-PCR J s s ik 7] & (WG IR I g AR R
F) )W HEAT U S, 75 3] cDNA J5 2R F 98 6 =
PCR #:30 , 43 %4 1 SOCS1 .NF-«kB J% B-actin, L
B-actin HNZ: 14 SOCS1 M NF-kB {3357k,
1.2.2 NAFLD BYPEAl 222 Wi

Z JECHR Wi M 9 12 97 B b 1 & R il
(2019 1&1TH) )™ o NAFLD [Ri2 WibRife , 454 5256
FE 4 Fibroscan ¥ 25 X NAFLD #1704l A2 W .
1.3 AEAFE bR A

K 4 [ 3l A AR o A 4SO D TS 2 R 2 ik e
M (ALT) | [T & R R A S 5% % M (AST) L &H
[ B (TC) H I = B8 (TG) AR B g 2 1 A [
(LDL-C) . = % & g & 11 /I [ i (HDL-C) \ i C
J W 2K H (hs-CRP) 25 I JiR % 2 (F-INS) 25 i 1fil
W5 (FBG) , #it BB /S 20 F-INSXFBG/22.5 $1 2 Jif 15 %
P8 8 (HOMA-IR ) ,
1.4 Gile#Jrik

K1 SPSS 22.0 AP AT T A3 T Y
BEUA (R +5) Fom , 2410 LRCR 225081 4L
FHLSD-t #E 47 LA, W 4 1] L Aok FH ¢ o 3 5 #H G
53 B R H Pearson £ 5% ; miR-155 X} NAFLD [1]12
Wr (R ROC &7 #r . P<0.05 25 5 A Giit

RYRECSEY
=598
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2 #HR
2.1 3 #H4ME I miR-155.SOCS1 . NF-kB ik 7K
S He A

3 4141 1fi H miR-155 . NF-«kB 193 ik K F- L
BB SB EHSH R, R AGITEE XL
(P<0.05), SOCS1 FKik/K V- # : NEJH2H <M H4H
WA, S AR X (P<0.05), W&,

#1 345 M miR-155,SOCS1NF-kB FikKF
Ltk ?FSAE (xxs )
Table 1 Comparison of expression levels of miR-155,
SOCS1 and NF-kB in peripheral blood of three groups (x +s)

2051 n miR-155 SOCS1 NF-kB
NE R0 94 1.68+0.70"  0.62+0.15°  1.77+0.47"
R E A 50 1.27+0.32" 0.850.19* 1.32+0.35°
X HE2H 50 1.00+0.21 1.00+0.25 1.00£0.22

F1H 29.356 69.928 67.996

Py <0.001 <0.001 <0.001

X B AR, "P<0.05 5 5 48 A4 HL R, °P<0.05.,

2.2 ABJH4H th NAFLD & 3 F19E NAFLD & ¥ 4k
J& 1fil. miR-155.SOCS1 NF-kB 31k 7K - (1) b 5

NEJEL H NAFLD NI miR-155 NF-«B
()¢ 357K 2. % 7 T4 NAFLD %, SOCS1 (13
KKV BB THE NAFLD B, 22 S ¥H it
=N (P<0.05), W2,

%2 BERF4EH NAFLD B3 F13E NAFLD &&5hE I
miR-155,SOCS1.NF-«kB FRi&E K FHILLEE (x+s)
Table 2 Comparison of expression levels of miR-155,
SOCSI and NF - k B in peripheral blood between NAFLD
patients and non NAFLD patients in obesity group (x +s)

215 n miR-155 SOCS1 NE-«B
NAFLD % 52 1.93x0.83  0.49+0.12  1.98+0.39
JENAFLD ¥ 42 1.38+0.28  0.78+0.20  1.51x0.62
tHE 4.106 8.701 4.481
P& <0.001 <0.001 <0.001

2.3 A JE M miR-155 2% 3k 7K S % B8 Bk 20
NAFLD (2 Wi i {8

ROC 1 £ F i L 4 0.6575 (P=0.008) . H 4
LR B R AR 2 e FE RN R 1.606 , 1% # WT
{H 12 Wi NALFD 9 R 8 JE ol 78.57% \ F¢ 7t
50.00%. WK 1,
2.4 JEREL HOR[E miR-155 ik K A= b dg
FrRAy L

JIEJiE 20 H miR-155 3R 3K K= 3 35 1Y

100

FRAPE (%)

S
145541 %
B 1 SMEM miR-155 RizKFISU LA EE
NAFLD #J ROC i £
Figure 1 ROC curve of peripheral blood miR-155

expression level in diagnosis of NAFLD in obese patients

ALT., AST. TC.TG.LDL-C. hs-CRP. F-INS,
HOMA-IR 7K -4 5 T miR-155 6 35 /K F< {37 %k
B, ERAES I FE L (P<0.05) ;miR-155 ik
TR = {3 50 % 19 HDL-C 7K °F 5 miR-155 3k
K< BB A A, Z2 R TG (P>
0.05), W% 3,

&3 EMAEBARE miR-155 FRikkFEEENLIERNLLE
Table 3 Comparison of biochemical indexes of patients with

different miR-155 expression levels in obesity group

miR-155 &1k miR-155 ik

HALTERR KF=h i AP<pid  ofE PH
(n=47) (n=47)

ALT(U/L) 71.39+13.84  60.59+11.34  4.138  <0.001

AST(U/L) 66.52+14.24  59.51+10.94  2.672  0.009
TC (mmol/L ) 6.22+1.34 5.57+1.38 2317  0.023
TG (mmol/L ) 3.44+0.89 2.78+0.65  4.106  <0.001
LDL-C(mmol/L)  4.88+1.16 4.14£0.83  3.557  0.001
HDL-C(mmol/L)  1.02+0.36 1.13+0.41 1382 0.170
hs-CRP(mg/L) 8.48+1.94 7.15£1.66  3.571  0.001
F-INS(U/L) 12.59+3.47 10.39+2.52  3.517  0.001

HOMA-IR 3.98+0.93 3.25+0.88  3.909 <0.001
3 iig

JE B 5 NAFLD EA7 i i i 5 JBE &) R 4K
Bt S 19 A o e [ A o BB A SRR AL, 1H 3 A HE
B35 & £ NAFLD AL v AR 52 2 B . MiR BB
0 78 7 51 S 7K RS B PR 33k O 7= A AR g 1 A= )
SN, Z P miR 2 1k AR 5 AE A NAFLD 19 &
A Ko Tryggestad JB I RAFFTIESE, BB &
AR JE LA miR-155 Y 235 7K 7 BH w34 e 422
A5 1 B ) S IE S, NAFLD /s B IE o miR-155
(1) &35 KT B S 38 A 5 X B B4 M
21 o BB ZH 1 40 Il miR-155 3255 K 34T T K il
Ko bodss, 58 T 2H Ko 6k BR 2 e dss, R Jrk 4H £R 5 A1
I rh miR-155 B &k KB 34 0, 5 Tryggestad
JB 5T 45 R —34 .



© 542 - ATEWEIRIT ARG 202144 A

H13E B4l T Mol Diagn Ther, April 2021, Vol. 13 No. 4
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R, 7EIE M S NAFLD 4 & ik it #2485 &
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SRR RAE SN A% U i 5k R, e 82 1 2
HEAE A ML R 19 2R 328 I T 90 S I B R
PO, AR TR B AR RS , miR-155 H )41
il 4 Jf DR A5 5 e 1 4 1 (suppressor of cyto-
kine signaling, SOCS1) [ 3% ik | Hl] 55 SOCS1 %
NF-«B (30§ DI fg , #E M3 in NF-xB ik JF 51
RRE N . MiR-155/SOCS1/NE-«kB 1 48 i 52 1 1]
P il 208 X 1 O Ak ARG L R R E SRR A
FUE 5L ARG AE IR e R v ke B A0 R o
SOCS1 iy ik K ¥ FEAL H 5 miR-155 &2 A ¢ |
NF-kB BB K3 H 5 miR-155 £ IEAH, J)
ANEFEZH H NAFLD 4% SOCS1 1Y 23k /K AR F
Ik NAFLD # #  NF-«B [ £ ik K ¥ & T3k
NAFLD &% . HCHER miR-155 76 AR & 9 1o 72
H 2 5 SOCS1/NF-«B (1) 1 45 , i 1 # % SOCS1/
NF-«B figfiff —202 5 NAFLD [ &

HNE SN P 5 R B BB LR AR
e B R R B 2R MUAE , A I R AR AR ER L L
HEJFFRE PN B 5 UCRR O & A NAFLD ™, ARWF58 2
22 UF 52 B k40 NAFLD £ 3% 40 & 1 o miR-155
PR KOV 5, iE— 238 o ROC f £k 70 #1 & 28
miR-155 %] B ik 2 % NAFLD B4 2 Wi i, Hi2
W ) R AR FNRE S e A 55, TR SIS Ak ek R R
A RS B AR 2 Wk KT

FELL AL b AW S R BN BEE miR-155
FEIR B, N 2 ALT . AST.TC . TG.LDL-C.
hs-CRP . F-INS . HOMA-IR 7K *F- 15 B i 384 i , % 8
miR-155 15 FRIA e 5 R JF Ui ae = 5 IR ==
L\ SE PG B i B B 2 LAE , #45 NAFLD 19 &
W B YIAH G, 3t 5 miR-155 FiAHE N2 50k &
# NAFLD & &5 R4 .

g5 B NE R RS A1 A I miR-155 e iA 1S
TS5 NAFLD & A 5%, miR-155 Y i %35 5 1 2
AE S8 IR G AL | R AE PR SR e B 2R I
PIFEAEAR K R, I H I $% SOCS1 K NF-«B J&
miR-155 % 5 NAFLD &5 AT el . (HAHESE
) A 0 B50H0E 50 5% B e DR ARE A A T 7 I B, v ke
Z B4 S 55 T A0 L S B A T S L AR N 56 3 A
N7 1) 2y 40 I 56 R A48 BEL SC 55, I Sy ) BA I Bk R A R

A NAFLD (53T L S AR 3 -
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US-BACT.US-WBC }% B-WBC TEiZ Wil i Pk R i ik
Yoy o

Bk x 7R EORD OERT

(8 ZE] BH F5RIUEME T (US-BACT) 41 (US-WBC) Jz Ifi. WBC (B-WBC)TE
LW M IR B (UTD AR T . F33% 208 2017 4E 1 H 2 2020 4F 12 A AEAR B AT A 7Y 104 4]
SEAL UTI 235 1995 D1 06k}, b B e il B e B 3 US-BACT . US-WBC ,B-WBC /K-, 3£ #7 Hix) UTI
FIZWI . &R 104 158 LA A M UTL R & 28 RN b 35 55 /R A7 72 BB 2 o Al M UTL, IR
FRAR Fe 2B 15 3% H BT 81 bk, FLA o 22 IR BH R TR 10 #R (12.35% ) , 25 2% [RBIME B 71 #8 (87.65% ) . H 4
PR AN 55 F2 45 43 A e 21 (72 1)) ARG 4H (32 f9)) o JE&Ye4H US-BACT .US-WBC .B-WBC /K- it # 15
TXTRRE , 22 R A ST # 2 L (P<0.05) . ROC HIZ 53 #7 ik 7k , US-BACT .US-WBC .B-WBC M Bk 512 I
AN ME UTIRY AUC 2351124 0.902.0.806.0.756 . 0.945 , B A2 W AUC fe . 4518 US-BACT . US-WBC
B-WBC Xt UTI 2Wia 2% 2 X, H =#F A REE =g Wi ..

[ ] JRUCE AN TR TR A0 5 20 5 200 5 R i S e

Application of US-BACT, US-WBC and B-WBC in the diagnosis of bacterial urinary tract
infection

TAO Wei', LIU Wanzong', DONG Xiaokang', WANG Hui**

(1. Wuhu Fifth People’s Hospital of Anhui Province, Clinical Laboratory , Wuhu, Anhui, China, 241000 ;
2. Wuhu Center for Disease Control and Prevention, Quality management division, Wuhu, Anhui, China, 241000)

[ABSTRACT] Objective To explore the application of urinary sediment bacterial count (US-BACT),
white blood cell count (US-WBC) and blood WBC (B-WBC) in the diagnosis of bacterial urinary tract infec-
tion (UTI). Methods A total of 104 suspected UTI patients examined in our hospital from January 2017 to
December 2020 were recruited for the study. The levels of US-BACT, US-WBC, and B-WBC in infected and
non-infected patients were compared and the UTI Diagnostic value was analyzed. Results Urine bacterial cul-
ture of 104 patients with suspected bacterial UTI showed that 72 patients were diagnosed with bacterial UTI. A
total of 81 pathogenic bacteria were isolated and cultured from urine specimens, including 10 Gram- positive
bacteria (12.35% ) and 71 Gram-negative bacteria (87.65% ). According to the results of urine bacteria cul-
ture, they were divided into the infection group (72 cases) and the non-infection group (32 cases). The levels
of US-BACT, US-WBC and B-WBC in the infection group were significantly higher than those in the control
group ( P<0.05). The ROC curve analysis showed that the AUC of US-BACT , US-WBC, B-WBC,
and combined diagnosis of bacterial UTI were 0.902, 0.806, 0.756, 0.945, respectively, and combined diag-
nosis AUC was the highest. Conclusion US-BACT, US-WBC, and B-WBC have reference significance for
the diagnosis of UTI, and the combination of the three can improve the diagnostic value.

[KEY WORDS] Urine sediment bacterial count; Urine white blood cell; Blood white blood cell ; Bac-

terial urinary tract infection
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PR B A 3 SR A2 12 W A PR DR I R
(Bacterial urinary tract infection , UTI) ) 4 FR ifE , 9%
T LA I ) () 4, 2 SRR HIL o (e 1 8
Wy & RN M UTIL, X B 3 B s 72 AR RS
HCEE ST At = 3 PR R A 2 W =0 UTT Y
BT ENER, BECAREFoR, & /oKL
A | 20 AR A TR o X BEALL UTT (12 Wt
AWE . AN, LB I RS A 505 B i DL i) —
iy =, i F 28 322 (blood White blood cell
count, B-WBC) ik fx 2 , HoAK V- T 2 UL T 2tk
Y PR | I B ™ A R X UTL Y2
WAy — Mo SR I R AR X6F PR TTC i 48 T 314
(Urinary sediment Bacterial count, US-BACT) \ JRUL
7 F 20 ffd 71 % (Urinary sediment White blood cell
count, US-WBC) & B-WBC %} UTI 12 It 1 A5
Bl , 2 = F BA X UTI 2 Wi (B R E 1 20 o
W USE L2 T M UTT #E47 73 #r , 4858 US-BACT |
US-WBC J B-WBC *f4fi i 1 UTC HYiZ B8, 4t
SEERE I

1 #RE5HZ®

1.1 —seoR

BEHLAM BT 2017 4F 1 H 2 2020 4F 12 H 1A B¢
o 36 B HE A TG A 1Y) 104 5 B L4 14 PF UTIL 5 1Y
o Dn g kL, o B 46 #il, £ 58 B, OF 24 i
(55.46+14.83) % . 3 4in J& 75 40 b 1 UTI 2% 44
104 1 B35 20 A PR AL, IR 4 72 19, AR R e 41 32
Bl o NASRUE G R TR 23, HEBR bR - Dbe
17 PR R SRR R GG Q7 A
JiE ZE 520 WBC & o
1.2 Fik

VR PRSI RS O R LS A SRHEIR , Pk
HARHER , R ER 10 mL, 30 min £ E52H0 %
it BUS WL FE5M TR 2T A PRI, R H 42 Fh T i Bt

BV RN S, BT 35 TR A R E 18~

24 h, IEAZFIREAE K EEE IS B ORBR
LIl PRI A 1 S 00 2 12 ) X 15 R 25 kAT ) e
K HIE [ Mg LR 0 v A= 77 1) VITEK-compact2 42 H
BN A 5 R (SN TR V% TR AR A T 28, HEBR A 1A 1E
WA, B IRIARAA 3R K UL R E A K, N
Al EETG Y, AR
1.3 WEHE bR

PR AN B $E R 5, v FH UF-1000i 4= H 3R UL

TS T ASGEEA TR 1 3 A TR R US-WBC A I 25
o REBEZWEFIKIN 2 mL, i 4 A 30 100%
ST AL CH A A5 #7565, LS SYSMEX-40001) £6;
Wi Hh WBC Ko
1.4 Giiteehbag

K G 8 F SPSS 22.0 4b BEHE 5 11U R
I n(%) Fos s FF & IES AT ESOR FH (x2s)
TR AT ST REAS ¢ K 3 5 2% 45 b5 1912 W A (2R H]
2% # T AERF1E (receiver operating characteristic,
ROC) &k, P<0.05 K25 A5 X,

2 FR

21 R RE IR

104 151 5 oL 40 T8 P UTI HR 3 28 B W 40 1 355 55
WRAT 72 BRI AN E M UTL, FRIERAS L8
B3 e U 81 Bk 81 ok B A A A 22
FGBH P B 10 ¥k (12.35% ) , Horp 3222 DL 2% i Bk v A
PR B TR 0 5 A2 G B TR 71 B (87.65% ) ,
hEEDRIRAER N T, R,

Tl RBAMEHEFLER (n(%)]

Table 1 results of urine bacterial culture [7(% ) ]

9o J5L TR P PREL CF R HE)

% G BH M 2k 5(6.17)
FERR T E 2(247)
PRIERTE 3(3.70)

2 PR T PNI7EE N 56(69.14)
] A1 P 2(2.47)
Jiti 8 T 1A T 8(9.88)
A AR ERT B 2(2.47)
HoAh 3(3.70)

2.2 P4l US-BACT . US-WBC ,B-WBC /K- Fb 5
J& Y4 US-BACT ,US-WBC ,B-WBC /K
TXA , 2R A G L (P<0.05) . W2,
%2 WHUS-BACT.US-WBC.B-WBC 7KFLLHE (x+5)
Table 2 Comparison of the levels of US-BACT, US-WBC
and B-WBC between the two groups (x+s)

US-BACT US-WBC B-WBC

il n

(/uL) (/pL) (X10/L)
JRYLH 72 1152.22+798.44  208.55+182.76  12.55+3.72
elEkied] 32 170.13+85.93 36.59+22.64 9.13+2.86
v/ZAH 6.457 4.911 4.566
P1H 0.000 0.000 0.000

2.3 US-BACT.US-WBC.B-WBC 2 Wi & =
TR A2 Wid 4l v UTI ) ROC fh £k 23 #r

ROC 443 H7 i 7w i —1i2 W — T A1) AUC
T US-WBC .B-WBC(P<0.05), &3 K1,
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%3 US-BACT.US-WBC.B-WBC B2 & =B &2 B X 4 B 14 UTI B9 ROC & 247
Table 3 ROC curve analysis of us-bact, us-wbc and b-wbc for bacterial UTI
bR AUC S{H 95%CI cut-off {§ YPEARE O BURME (%) FERME(%) PiA
US-BACT (/pL) 0.902 0.029 0.845~0.959 291.455 0.792 79.2 100 0.000
US-WBC(/p.L) 0.806 0.041 0.725~0.887 72.135 0.625 62.5 100 0.000
B-WBC(x10°/L) 0.756 0.053 0.651~0.860 10.705 0.468 50.0 96.8 0.000
jiFey 0.945 0.021 0.905~0.985 631.516 0.847 84.7 100 0.000
100 — US-BAC ﬁ 0-830 ’ %%ﬁiﬁ?ﬁ 2&%%%i‘i‘ﬁﬁﬁ ﬂ:ié\%ﬁ‘?‘/%ﬁ(/%
P e GRS AT AT, T IRUUE AT
. ‘\ﬁ N \ W My fA
o] ' Wi BACT Xt UTLIZ T S 27 P B
® 4 UHAE TR BRI TE B % 4 B M UTTHZ Wi 4
201 - . N
FR  BACT 11l UG Jy 143.5/pL, ¢ SPE K 55.3% ,

b % M G & 100
15
B 1 US-BACT.US-WBC.B-WBC #hiSlf R =R &
LT E M UTI A9 ROC Bh 4k
Figure 1 ROC curve of bacterial UTI for US-BACT, US-
WBC, B-WBC alone diagnosis and three combined diagnosis

UTL AR R G0 W , AR e AR JRIER |
TCARE R A0 R PR A — ZR 5B, BURLE AR A R AR | JR
SR, BHATUTI EZERAPTAE R TRYT 2R
M A: 2 0 AN G 2 4 7 2B T 241 , ANl 9T
AR FENIERIAYT XA Rl H B W AL g v
UTL, X S KIS e i ™, ARAIF 5T R FH PR V2 7R
RS0 G b v DR TG I K BR, R TR 4 T 5% 35w RS
RN UTL, I HREHIAR L iR . SRR A R 8%
Fr B YE UTL Y SAnifE, (A5 2~3 d A RETH 3
WA AR AN I LT wscs B R b
R AT T, D) 23 R T R s A R 5 [
B, 40 R TR R B R R A AUERAE LY
o7 FH 32 3 — 2 BRI . BRI, I PR X UTL#EA T
W, LARRER S SRAS B A Ria 7, IRt
AR . RUTERIN 206 R EDW W 5 B2
Wy UTI 95 F 78 B 46 i s S ke AR Ui 7 B
DT W (BT X565 g e NS Y-S T NI
FERE R, B 5T , 555 B A — S IR IR L
A TE B , BCABESE R 4 A B R T 73 AT X
X R BACT \WBC - 7RG

PRUTH 73T BACT 7Y 388 5 240 71 1550 I ok
J R, A2 LB TR A RS R o A v, 22 [ PR
R BRI AN R o T 258 4 O IR T s 4 T
ST A I R R IR ) B T SRR PRI 20 TR
R TR S B R A R R R I — U5 , Kappa .

BAYERRN 44.7% . P5KF-55""FE Sysmex UF-1000i
PRI AT WAL WA @ v UTI YRS h 67 , i
B2 W UTL B AUC 2 0.873, Il B4 K 900/uL, R
WK 80% , 45 S FE S 94% ., AHIFGEH ROC 14y
B i@ 7~ , US-BACT 2 W 4fl 18 # UTI () AUC
0.902, 5 Vand Z W C %5 " fiziE 1 US-WBC [l 7
{H A 230/pL #H3E . 278 US-BACT., US-WBC X
UTI 2 Wi i (e e, — 8 B8 B2 1 AT sl 20 ik Vi 240
PR SR 0 o 1 I R 152 o I HL A A B g 45 AR h
US-BACT IIfii 8 -5 HABMF 7% 8 45 5 AR [ o] R 2
YAAFEAR AR PES 225, L US-BACT TGk fs
R 3T YL TR RN TR, A6 BRI PR R 3y >

SCHRHGE R, US-WBC 121 UTI 191l 55 K
27.5/pL, FESF R 92.7% ARBAYER N 30.8% ., 41
DO S ) 2% 7%, US-WBC 2 W7 UTI 19 AUC K
0.784, e EIG FUE HJ 119.25 /L, HUBEE H 58.0% , 55
FER 86.1% . AWFFAE AT US-WBC 2l UTLHY
FRURR RIS, DU 1T BE A IR AE AR AS B 5 2% ZFh K 2
T FENW . WBC & S BB GR 2 1 — AN L
B, P I H WBC A TAG I T 4l B2 W UTL
A5 PG4 B-WBC /K- 38 1 X HR A, ek
FER AR . SR ERERIE " 56R , B-WBC i2 Wi 41
PE UTL G FUE R 9.79, SARBFGT S5 R 22 5IA K 5
FRURREE [RIRR AR . PR PR o0 119 T A 1 UTI
TR AR PR AL RS, DA B2 Wi ) U

Zi b ik, US-BACT . US-WBC .B-WBC %
UTI WA S %5 L, H =4S RER 2k m
{8, W SRR AN R SRS W AR . A5 = PR
PETE TR SRR AS i /D, AR ) 3] A T A %
() BB F AT 43 2 WE5T , J Wl s iR A 2 TR
[ AF i P AT, L3 5 US-BACT \US-WBC .
B-WBC X} UTI ({2 Wi/ {8 -
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SRR FEBURR N 46.1% , ¢ 515 82% ; HP-1gG HUBE R 80.4% , FEF N 94% ; 6 A BUB S 100% , Fe 57
FER96%. #ik  PG1.G17 . HP-1gG fil, 456G B o (LI XIS W22 41 15 A 1 = a4 o
[(8iR] HEAMR L BIBELT; WIS R 1gG bk H®OFR,; EHEE R

Pepsinogen 1, G-17, HP-IgG detection, combined with gastric xanthoma to diagnose the
accuracy of atrophic gastritis

CHEN Yajun', LUO Jun®, HAN Yi'*

(1. Department of Gastroenterology, Fuyang Hospital Affiliated to Anhui Medical University, Fuyang, An-
hui, China, 233000; 2. Department of Clinical Laboratory , Fuyang Hospital Affiliated to Anhui Medical Uni-
versity , Fuyang, China, 233000)

[ABSTRACT] Objective To explore the accuracy of pepsinogen 1 (PG1), gastrin 17 (G-17), Heli-
cobacter pylori IgG antibody (HP-IgG) detection, combined with gastric xanthoma to diagnose atrophic gastri-
tis Methods We selected and analyzed 102 patients with atrophic gastritis who came to the Gastroenterology
Department of our hospital from August 2017 to December 2020 as the experimental group, and selected 50
healthy patients who received physical examination during the same period as the control group. After hospital-
ization, 50 patients with chronic non-atrophic gastritis diagnosed by gastroscopy were selected as the non-atro-
phic gastritis group. The levels of PG1, G-17, and HP-IgG in the three groups were detected and compared,
and endoscopy was used to check whether the patients had gastric xanthoma, and the Roc curve was used to an-
alyze its diagnostic value for atrophic gastritis. Results The levels of PG1 and G-17 in the experimental group
were lower than those in the non-atrophic gastritis group and the control group (P<0.05), and the detection
rates of HP-IgG and gastric xanthoma were higher than those in the non-atrophic gastritis group and the control

group. The differences were statistically significant (P<0.05). The AUC of PG1.G17 . detection rate and HP-
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IgG . value in diagnosis of atrophic gastritis were 0.707,0.975,0.64,0.896, the AUC of the value of four com-

bined diagnoses of atrophic gastritis was 0.991. The diagnostic value of atrophic gastritis is highly accurate. Ac-

cording to the best cut-off value, the sensitivity of PG1 is 63.7% and the specificity is 74%. The sensitivity of

G17 is 89.2% and the specificity is 100%. The sensitivity of gastric xanthoma detection rate was 46.1% and the

specificity was 82%. The sensitivity of HP-IgG was 80.4% and the specificity was 94%. The combined sensitiv-

ity was 100% and the specificity was 96%. Conclusion PGl .G17 HP-IgG detection combined with gastric

yellow melanoma has a high accuracy in the diagnosis of atrophic gastritis.

[KEY WORDS]

gastritis
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Table 3 PG1.G-17 .HP-IgG AUC of diagnostic value of gastric melanoma in wilting gastritis
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Figure 2  Effect of gastroscopy
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Correlation between serum CTRP3, CTRPY9 and disease severity in patients with pre-
eclampsia

WU Mengfei, JIANG Yao, ZHANG Yahui, JIA Suhong*

(Department of Obstetrics and Gynecology , the Second Affiliated Hospital of Suzhou University , Suzhou,
Jiangsu, China, 215000 )

[ABSTRACT] Objective To explore the correlation between serum Clq tumor necrosis factor-related
protein 3 (CTRP3), CTRPO levels in peripheral blood and the severity in patients with preeclampsia (PE).
Methods A total of 84 PE patients admitted to the Department of Obstetrics and Gynecology in our hospital
from October 2018 to December 2019 were enrolled as the research objects. According to disease severity,
they were divided into the mild group (49 cases) and the severe group (35 cases). Another 40 healthy preg-
nant women were enrolled as the healthy group. The levels of serum CTRP3, CTRP9 and soluble soluble vas-
cular endothelial growth factor receptor-1 (sFlt-1) in peripheral blood were compared among the three groups.
And the correlation among the three indicators and PE severity was analyzed. The levels of peripheral blood
glucose-lipid related indexes [ triglyceride (TG) , total cholesterol (TC) , low-density lipoprotein cholesterol
(LDL) , homeostasis model assessment of insulin resistance (HOMA-IR) ] in the three groups were detected.
And their correlation with CTRP3, CTRP9 and sFlt-1 was analyzed by Pearson. The serum CTRP3, CTRP9

and sFlt-1 levels of PE patients with different pregnancy outcomes were compared. Results The levels of
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CTRP3 and CTRP9 in the severe group were significantly lower than those in the mild group, sFlt-1 level was
significantly higher than that in the mild group, and levels of TG, TC, LDL and HOMA-IR were significantly
higher than those in the mild group (P<0.05). The levels of CTRP3 and CTRP9 were negatively correlated
with TG, TC and HOMA-IR (P<0.05) , while sFlt-1 level was positively correlated with with TG, TC,
LDL, and HOMA-IR (P<0.05). The incidence of adverse pregnancy outcomes in the mild group was signifi-
cantly lower than that in the severe group (28.57% vs 51.43% ) (P<0.05). The levels of CTRP3 and CTRP9 in

PE patients with adverse pregnancy outcomes were significantly lower than those without adverse pregnancy

outcomes, and the level of sFlt-1 was significantly increased, and the difference was statistically significant
(P<0.05). Conclusion The levels of peripheral blood CTRP3 and CTRP9 are closely related to disease severi-

ty and pregnancy outcomes in PE patients. The detection of the levels of the two is of positive significance for

alleviating the progression of the disease and reducing the incidence of adverse pregnancy outcomes.

[KEY WORDS ] Preeclampsia; CTRP3, CTRP9
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Table 1 Comparison of general data among 3 groups(x +s)

WA n AEEY(E) BMI(kg/m?®) i ZERE JH) 2Bk (%)
fAEEZH 40 29.32+3.12  21.51£2.15  32.85+245  1.88+0.34
IRPEELH 40 20474324 22.01£2.34  33.10+2.64  1.92+0.37
TR 35 29.10£3.08  21.89+247  33.06+2.55  1.85x0.31
F1H 0.140 0.538 0.116 0.435
Pl 0.869 0.586 0.891 0.648
1.2 ik

121 [fiFERE

JI A R S A RS 22 10 T35 SRl s i A b
JE I 1ML 5 mL, 3 000 r/min #5.L> 10 min J5 J T4
KARFRAI
1.22 lJrk

(DCTRP3 J CTRPO ATV ML A5 A B A K 7
% 1K 1 (soluble fms-like tyrosine kinase receptor 1,
sFlt-1) 7K-F-2R FH BB S se W BT C e 2 iR & A
TR VU3 AE R A BN F A e B S e D
BRGEATREIN . @ H i =M (Triglyceride, TG) | il &
JH [ % (Serum total cholesterol, TC) iK% & 5 & 14
JH [# i (Low Density Lipoprotein, LDL ) 7K *F- >k H
Hitachi7170S 4> F g E AL M (H 2 A FDINE
1.3 WEHEhR

D4 3 AN IMLIMNE CTRP3 . CTRPY X sFlt-1
KAV 22 5% @ #E 3 #HAMA I TG . TC \LDL /K V- 2%
5 OMIEE A LA A RAEIRIS 60K PE B 7 AR
RAEYRZS A S TeA RAEIRES Jm 2 . oA R AR R
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2t R 45 5L 77 \HELLP %5 & 1iF (hemolysis, elevated
liver enzymes and low platelets syndrome) ., FJi . JIi
JUEE FALE B B LAET: JGILA RS2 R B
A LR E % LM 2H CTRP3 B2 CTRP9 sFlt-1,
Ji 5% 2 #K P18 £ (Homeostasis model assessment of
insulin resistance, HOMA-IR ) /K F- 255
1.4 Sit2firik

K H SPSS 20.0 Ge T8 T g it Ab 3L, 1o
PORLERH (x+5) 27, B R] FEBCR FH ¢ K256, 2240
) LA SR 5 22 0 B 5 THECSEBER T n (%) 3R
K H 2 K6 5 A ME 2R H pearson 2381, DA P<0.05
RESAGIFE L

2 &R

2.1 34 CTRP3.CTRP9 .sFlt-1 /KF 4%

% B 2l N FE B 2H AH L i B 4 CTRP3 . CTRP9
KV BEAR , sFIe-1 K P11 8 A, 22 S A 4e it
0 L (P<0.05) o HE ¥ ZH AH L3R ¥ 2H CTRP3,
CTRP9 /K - W i B A, sFl1t-1 7K B i T i, 22 52
B8 L (P<0.05), W2,

%2 34 CTRP3,CTRPY.sFlt-1 K FELLE (n,x=s)
Table 2 Comparison of CTRP3, CTRP9 and sFlt-1 levels

among 3 groups (n,x+s)

Z15)  n  CTRP3(ng/mL) CTRP9(ng/mL) sFlt-1(pg/L)
AR 40 274.68+42.54 152.3526.87  18.44+2.87
RPEH 49 241.12+36.59° 131.31+24.32°  24.15+3.05"
WM 35 21245+32.33°  115.56£21.69°  35.42+3.65°

F1H 25.884 21.441 273.94

PiE <0.001 <0.001 <0.001

T - SRR L *P<0.05 5 5 % BE 41 A L "P<0.05

2.2 34 TG.TC .LDL HOMA-IR /K 4%

R E A K H 4 TG . TC .LDL .HOMA-IR 7K
FH RS TEREA, ZRARIT¥HEL(P<
0.05), HEEHMNEARE-V D E TREH, 2R5H
it X (P<0.05)., W3,

2.3 PE # # CTRP3.CTRP9 . sFlt-1 /K 5 TG,
TC .LDL .HOMA-IR 7K - AH e 1
PE & # CTRP3. CTRP9 /K *F 5 TG. TC.

HOMA-IR ‘£ fi # 5% (P<0.05) ; sFlt-1 /K ¥ 5 TG,
TC.LDL .HOMA-IR £ [EAH(P<0.05) . WK 4.
%3 34 TG.TC.LDL.HOMA-IR /K F L (x+5)
Table 3 Comparison of TG, TC, LDL and HOMA-IR
levels among 3 groups (x +s)

A% n TG(umol/L) TC(pwmol/L) LDL(mmol/L) HOMA-IR

{4 40 2.82+0.84 5.15+1.21 3.10+1.15 1.39+0.51

Y 49 3.84£1.12° 5.46+1.33" 3.54+1.24°  1.58+0.60°

A 35 4.10£1.34"  5.92+1.45" 3.81£1.20°  1.74+0.62"
FAH 14.589 3.157 3.387 3.448
P <0.001 0.046 0.037 0.035

1 SEEELH A 1L *P<0.05 ; 542 5 40 M 1 °P<0.05.,

%4 PE &% CTRP3.CTRP9,sFlt-1 7K ¥ 5 TG, TC.LDL,
HOMA-IR 7K F 918 K 14
Table 4 Correlation between CTRP3, CTRP9, sFlt-1 levels
and TG, TC, LDL, HOMA-IR levels in PE patients

- CTRP3 CTRP9 sFlt-1
W —w Pm B PE I E PE
TG -0.382 0.004 —-0.415 <0.001 0.421 <0.001
TC —-0.468 <0.001 —-0.456 <0.001 0.405 <0.001
LDL -0.241 0.089 -0.264 0.078 0.379 0.035
HOMA-IR -0.474 <0.001 -0.515 <0.001 0.540 <0.001

2.4 RN[FJEFEE PE B EH WA RIEIRES 7 kA4
15 0 LR

BEHAANRMIRE R A 0 28 T8
H, 2T A5 FE L (P<0.05), W5,
2.5 A[E4EYR4S )5 PE 35 CTRP3 .CTRPY sFlt-1
KR

A B R 45 R 41 CTRP3 . CTRPO 7K -4 1 G
AN KT UR2H B B REAR , sFIt-1 /KF-IH B T, 2 5%
B L (P<0.05). W6,

*6 AREEIRLEF PE &% CTRP3.CTRPI, sFlt-1
KT (x+s)
Table 6 Comparison of CTRP3, CTRP9 and sFlt-1 levels

among PE patients with different pregnancy outcomes (x s )

I ; CTRP3 CTRP9 sFlt-1
(ng/mL) (ng/mL) (pg/l)
ANRIEIREEJRZE 32 2143523145 110.35+21.05 31.25+3.48
A RAEIRES R4 52 238.30£35.55 133.61222.48 27.43+3.12
i 3.130 4.716 5.078

P{H 0.002 <0.001 <0.001

x5 AEAEEREPEBRERARBRE/LEBRILE [(n(%) ]

Table 5 Comparison of adverse pregnancy outcomes among PE patients with different severity [ (n(%) ]

45 n Ry=  HELLPZA/ME i WJLEE BAaJLE=8 Bt RIVEKRZIR Brb ) UikES R &t
ZEd 49 5(10.20) 0(0.00) 1(2.04)  1(2.04) 1(2.04) 1(2.04) 3(6.12) 2(4.08) 14(28.57)
HEH 35 6(17.14) 1(2.86) 2(5.71)  2(5.71) 1(2.86) 2(5.71) 2(5.71) 2(5.71) 18(51.43)
AL 4.523
P 0.033
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R R, IBNIR T2 2 50K Fhw 21
A ERR  WOBE R PGS SERE SN 55, X AL Bl A
i B B R AR REER A
fERAEF AU H 70 CTRP 2 A Kk A PR
YER, JHorfr CTRP3 il X g 24 B Toll SZAARZE & (1)
TOHIVE R, 30 908 PR 7 1 2235 , Hi2 vai Bl 1% 28 fURK
P R BT HLARE R AC S ™ . CTRP3 3@ i
P10 441 155 1R A4 T A I TR 2 1 4 1 (Phosphoenolpyru-
vate carboxykinase , PEPCK ) I % % #¥-6 W& i ( glu-
cose-6-phosphatase , G6Pase ) it A= i 411 il HLAA B
SRR IR B RS MR P RCR ™ . BURIE ST AN
PE Jy 4= 5Pk RAEBR , 557K F CTRP3 ] 38 1 %o i 4
DAL B2 AT R 86 B 4 I 20 A = A 4 L R - )
T PSR 98 SN, G2 A 1 e e

CTRPY 5JRHCE B A M A Y2 hhe, %
AR L4053 WSS IESE ,, CTRPO 1] 3 i AKT-
ERK1/2 3 % 3000 85 LM 6 Xk 2 26 1) K 43 T
DIREARIABE" . shmrst R W], CTRPO % 3 A /N
B 5 RAPUKF- B 4%, HE 5 AMPK {57538 [
SR N AL i D R AR Ak, AL AR AR S R A
CTRPO i 1] 38 123 5 A S5 PR A 2 I8 5 i AILAA Cilgt
KR, #9535 %F CTRPO 3 2634 /)N Bl I g 400 At i
Frie e, HoM P CTRPO /K- i T 11 48 4 (K 7
IKOF-BH S RRAR ™ o sFIe-1 ] i 1 %o i 45 P p A K A
T B AZ (A R BELBT A/ P 07 N R AR . i
Bk sFIt-1 43 Whisk 5 nT 4l il 6 A v VEGF A& PLGF
LA mZ ks &, FEON I REER AL, TR AT
R I I R SR AT SR B Bl A 1
PR RGN, PE B sFIt-1 KB B T, R
sF1t-1 X} PE (7= A K itk e il BB AFAE— 52

AW 5T Pearson A &5 #r #2 B PE fR % TG |
TC .HOMA-IR /K3F5 CTRP3 .CTRP9 £ i AK, 5
sFlt-1 2 1EAHOC . PE 24 TG, TC.LDL .HOMA-IR
KT S 5 TR L AR R R AR ZE AL
CTRP3 Jz CTRPO Xt IfiL 1% 1fil fig B A R 47 1 8 454
FH, CTRP3 . CTRPO X 3R 3k Ay 5 1l Hs =3 LA 7™ A 1Y)
Mz fa s &R, i —2 $E78 CTRP3 .CTRP9 1] fEif
1T BERE A PR E F R4 2 30T PE 9774 I
HERE o AW ST R s A ] =3 %t PE (B E iR %S
SR T AT R HAT — R A (B

25 L ik, PE HE SN LI CTRP3 .CTRP9

K 5 R M RR W R A5 R DA O,
CTRP3,CTRPO 7] fig il if LA IR = 5
PE 7= Ktk ek 72 .
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SOD . TGF-B1. Vasohibin-1 1E 1 iR M liss 12 Wi Kz
A& e Ok e

PR EAPSE BE

(# E] BHH HITHEECYE AL (SOD) b4 & K1 (TGF-B1) 1K A il 3 AE s il 2 -1
(VASH-1) kil 78 11 s SR 40 f s 2 W UG IEAT e, F7iE  2EE 201545 5 A 2 2018 45 5 A AP
WCIE B 70 9] 11 J 285 JEE S0 R 40 RO 3, BB 3R 2 1 s R A 8 4 AR AR 70 15 (WS4 ) B BE B g
2 cm (55 IEH 2 (W BR4L) . %t SOD . TGF-B1.VASH-1 1E ARl 21 41 1 265150, ot = # 5
HIREARE M OC R o XN ADFF IR BT 2 4, T i % 2 R SET- A G ER I R . &R
WEZLH SOD Rk \ TGE-B1 #6153  Vasohibin-1 FHME 5K i & TXHRAH , 25 A G i3
X (P<0.05), SOD.TGF-B1.Vasohibin-1 ik 5 [ 60K 20 M B I IR 50 01 R L5 7% 8 (LR i
o K/ (P<0.05) . SOD k4615 \ TGF-B1 # %1k & VASH-1 3k BHEAY 5 ST R 5 15 (P<0.05) .
TNM (I~ VI A kL5 SRR (A3 4k) g K/ (=2 cm) .SOD (i85 ) \TGF-B1 (5%
iK) VASH-1 (BHPEZR IR ) S 5% 0 11 s 4R 40 e 98 F0 3 2 48 005 AR A7 I 2 57 fa s I R (P<0.05) o 4Eif
SOD , TGF-B1 , Vasohibin-1 B¢ K60 0] i 3 5 = 1 i IR A0 i s Wi 8, =34 kKR TR
o 1E R ISR G 5% A i AR bR

[%£%8i7] SOD; TGF-B1; Vasohibin-1; [ JEBibR 21 ff g

Value of SOD, TGF-1, vasohibin-1 in the diagnosis and prognosis evaluation of oral
squamous cell carcinoma

BAN Chen*, WANG Zhonghua, AN Feng

(Department of Stomatology, the First Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei,
China, 075000)

[ABSTRACT] Objective To explore the value of superoxide dismutase (SOD) , transforming
growth factor-B1 (TGF-B1) combined with vasohibin-1(VASH-1) in the diagnosis and evaluation of progno-
sis of oral squamous cell carcinoma. Method 70 patients with oral mucosal squamous cell carcinoma who
were admitted to our hospital from May 2015 to May 2018 May were selected. Seventy specimens of oral squa-
mous cell carcinoma in the above patients (observation group) and normal tissue adjacent to the cancer 2cm
away from the tumor (control group) were taken. The expressions of SOD, TGF-B1, and VASH-1 in differ-
ent tissues were compared, and the relationship between the three and the pathological characteristics of pa-
tients was analyzed. The subjects included in the study were followed up for 2 years. The related risk factors
that affect the 2-year prognostic death of patients were analyzed. Result The low expression rate of SOD, the
high expression rate of TGF-31, and the positive expression rate of vasohibin-1 in the observation group were
significantly higher than those in the control group, the difference is statistically significant (P<0.05). The ex-
pression of SOD, TGF-1, vasohibin-1 was related to the clinical stage, lymph node metastasis, differentia-

tion degree and tumor sizes in patients with oral squamous cell carcinoma (P<0.05). The mortality of patients

KA R RE v T 2020 4 W BAH R 8 F 2% B (2021054D)
Ve B ds Ay IR B H — B v A, ik, K £ 72 075000
*iBAEAEH  BE R, E-mail : 11916406zhang825@163.com
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with low SOD expression, high TGF-B1 expression and positive VASH-1 expression was higher (P<0.05).

TNM (stage l ~VI), lymph node metastasis, degree of differentiation (medium-low differentiation) , tumor

size (=2 cm), SOD (low expression), TGF-B1 (high expression), VASH-1 (positive expression) were in-

dependent risk factors that affect the 2-year prognostic survival patients with oral squamous cell carcinoma (P<

0.05). Conclusion The combined detection of SOD, TGF-B1, and vasohibin-1 can significantly improve the

diagnosis rate of oral squamous cell carcinoma. The levels of the three can be used as important indicators in

understanding the patient’s disease development and evaluating postoperative outcome

[KEY WORDS]

P J M R 240 g SE T 3R, A W N 2t
SR TR R PR MRS 22— o 20 AR BIL TR o R I B, 45
ZHEEMRIBEHOBERENEEZ5BEASARIKRE
P O s T T R R 20 e Y AR R
HAH A FALHI AR M AR A, S BUIR IR 12
Wiy RN FARL PR okl 4B 19 A= b ik W v
U Sl IR 240 B 988 A 12 W R ISR R TS B R
Ko CAMIUEL, 74k 4 K [+ (Transforming
growth factor-B1, TGF-B1)Z5 T i &2 K& J=2H Al
SRS R R SRR PR A A R A B -1
(Vasohibin-1,VASH-1)7EFURE | B 5 e
ERBRBRECHRBNBZHFTUESE ", T VASH-1
5 1 IR 40 e 10 ¢ R TR GE R D . AR
) AL i (Superoxide Dismutase , SOD) & VT 4F K32
JTREFEF TN EY Z — A5 SOD 5
AR IR A AT AR A OCHE . AR B
TEFR 1T SOD \ TGF-B1 Bt 45 VASH-1 6l 75 1 s ik
AR A0 MLIEE 12 W T PEAR A A A, RS AN F .

1 ARSI

11—k

X} 2015 4F 5 A & 2018 4F 5 H AR BeiiA ry 1 i
75 T duls DR 4 i R R A I DA R AT B )
Mo GHABRIE : I A B E 22 TR 505 00 76 K
SEA AR A A (BT T mT DL A 1 b e 2
B 1) VR 2 IR T T S ) AR R IR R L) | E S
Sk R R A0 AR s @R AR TR LI IR BT R 58
# QA IR AR VAT B ACTTIRYT o HEBR AR
HE OB I A MR S B T N
QBT IR 251 BRAE K I BRAS 3

HRAEIN A HEBRFREDN A 70 0118 (70 £33 11 JE 2k
IR AN AR A , BN EEAL) . Hoh 5 a0 1], &
30 {9 SE AR (55.73+3.51) % 5 M4 TNM 43451 743
o 1~ T3 42 451, T~ VIY) 28 f51 20 202 Ak A B
-4k 33 40 AR 34k 37 451, [l e bR

SOD; TGF-B1; Vasohibin-1; Oral squamous cell carcinoma

98G5 TE 22 (PRI 2R 3 em Ab ) 15 %t IELH .
1.2 ik

1.2.1  SOD .TGF-B1 ¥l J5 %

YN ABIEFE X 76 R H B SR 28 1 i R bk
I3 mL, B§.C> 10 min, 5325 M5 M M 3K, FEAS -
20C T PR A7 A o SR FH T 30K 922 T FF 325 A6 )
SOD \ TGF-B1 /K-, #H KI5 & R M F b 5t b A2
SHAEYBARARAF . SOD &% uH{H : 242~
620 U/L,>620 U/L # A & Kik"™; TGF-B1 2%
Rl : 140~183 pg/mL,>183 pg/mL M Hy &5 F23k,
1.2.2  VASH-1 #: )5 %

K S-P g 4l AL ULt 11 s b AR TR 20 i
S bR AS T 55 1E 8 AL 8UbR AR 2% R W) 7 G
KK VASH-1 SEAT R, 3% A 52 56 AR 5 R 7™ A%
iz PRI IEA T, A 52 B FR 2 7 i A1 9 IS U R
SUEER F . fdi A VASH-1 £ ik Rl [
X YHoR () ARAR .
1.8 VASH-1 PH:H0 % brife

VASH-1 BH M Wrbr e« i yeg 240 i e o sl 240
P A v B B BB A (0 R, G s T
43043 () 1 4rGREE) 250 (FRE 1) 34
(R348 ) 5 AR 79 35 AH e 45 S AT 1P . /N T 3 4
(=) 350 (+) 45 (++) 550 (+++) o PHMER=FHE
155 5 1 $<100% o
1.4 BV

A5 B U7 R B ARG TE AR, DL BT B
A B 5 14 B U B )25 A (AR B TR 2 2020 4F 5
H) o BEI R 4346 16 5~48 4~ A, S 27 BE 15 )R]
(20.12+2.55) 4 H (J5 =0 ok Be & A S L ig Flivi ) o
1.5 GEiteFrik

K HI SPSS 22.0 FAF AT S50 B, T Bk
K (x )i, R K585 i B0RE i n (%)
TR R H 7 K5 5 R FH 2 9T Logistic 17115 73 #7152
M) 1 J e R 200 i S8 2 AF U 2 A R O f
2 P P<0.05 WS AH G 2FE L,
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SOD . TGF-1.VASH-1 7RISR
WML 2 SOD ik £ 35 % | TGF-B1 5 £ ik % |
Vasohibin-1 FH¥E & AR Y W] T X0 B2 22 S
Giitef i L (P<0.05), W#FE1. K1,

2.1

2.2 SOD.TGFE-B1.VASH-1 5 I J§ bR 40 i 8 95
TEE IR

SOD . TGF-B1 . VASH-1 % ik /K F 5 [T s
R A e AR AR S L TE AR D (P>0.05) , 5
P J il R 240 s A8 35 O DR 43 0 R R 25 % 78 o0

ALFERE | JgRd K/ B IEAH & (P<0.05) . W2,

&1 SOD.TGF-B1.VASH-1 EAREBLhHRIEFER [n(%) ]
Table 1 expression of SOD, TGF - B 1 and vash-1 in different tissues [n(%) ]

15 R SOD TGF-B1 VASH-1

- [EESL K=k ISR L3Rk S B
WEE A 70 29(41.43) 41(58.57) 45(64.29) 25(35.71) 41(58.57) 29(41.43)
X IR AR 70 55(78.57) 15(21.43) 12(17.14) 58(82.86) 17(24.29) 53(85.86)

P! 20.119 32.226 16.955

P1a <0.001 <0.001 <0.001

®3 DORESHAYEMREBE R E SOD.TGF-B1. Vasohibin-
1 REPTFER [n(%) ]
Table 3 prognosis of patients with oral squamous cell
carcinoma with different expressions of SOD, TGF-B1 and
vasohibin-1 [n(%) ]

S é 3 :. &
Arer WAL B

ol u

A VASHL HIPE £k B VASHL Bk f6hF RFEL 1 EAE(n=25) BT (n=45) Ffl PIH
=] py N X
Figure 1 immunohistochemical staining (SP, X500) TRl fE&i5 25 20(80.00) 5(1L11)
EFEk 45 5(20.00) 40(88.89) 33220 <0.001
2.3 B bR 4 g s 5 AN [/] SOD ., TGF-B1 ., i ' '
N ——— VASH.1 BATE 29 22(88.00) 7(15.56) 30760 <0.001
VASH-1 AR i J5 151 B 41 3(1200)  38(84.44)

AR AE RN 35.71%(25/70) , SOD i % 1% . TGF-B1
15 23K M VASH-1 Rk FHVERY B AL TR
(P<0.05), W33,

B 17 25 S 718« 70 91 11 Js 09 1R 400 ik g A 2
&534k) i K/ (=2 em) . SOD (%34 ) \TGF-B1

(B 2e3k) \VASH-1 (FHM: 3K ) Ry 520 11 e SR 20
M 9 BB A 2 AF WS AR AE 0 T fE B R &R (P<
0.05). UWF 4.

2.4 RN L SRR 2 SEBUS LA R Z R
TNM (I~ VIE) Ak S5 R (-
&2 SOD.TGF-B1.VASH-1 5ORESIRMAMERFBEHRIXER
Table 2 Relationship between SOD, TGF - B 1, vash-1 and progression of oral squamous cell carcinoma [ (%) ]
SOD TGE-B1 VASH-1
L= n EFk Rk M OPE mERk O MEs O P B B 1 PE
(n=29)  (n=41) (n=45)  (n=25) (n=41)  (n=29)
(R =65 39 14(48.28) 25(60.98) 27(60.00) 12(48.00) 25(60.78) 14(48.28) 1.110 0.292
<65 31 15(51.75) 16(39.02) 1.110°0.292 18(40.00) 13(52.00) 0938 0.333 16(39.02) 15(51.75)
P (4] B 40 18(62.07) 22(53.66) 25(55.56) 15(60.00) 22(53.66) 18(62.07) 0.491 0.484
I 30 11(37.93) 19(46.34) 0491 0.484 20(44.44) 10(40.00) 0130 0.719 19(46.34) 11(37.93)
R T~ 42 22(75.86) 20(48.78) . 22(48.89) 20(80.00) 20(48.78) 22(75.86) 5.191 0.023
I~ VI3 28 7(241) 21(51.22) 5191 0023 23(51.11) 5(20.00) o481 0.011 21(51.22) 7(24.14)
R &l 31 7(241) 24(58.54) 25(55.56) 6(24.00) 24(58.54) 7(24.14) 8.146 0.004
I 39  22(75.86) 17(41.46) 8.116 0.004 20(44.44) 19(76.00) 0486 0.011 17(41.46) 22(75.86)
MMERE sk 330 200(68.97) 13(31.1) 15(33.33) 18(72.00) . 13(31.71) 20(68.97) 9.463 0.002
Kotk 37 9(31.03) 28(68.29) 9463 0.002 30(66.67) 7(28.00) 9.643 - 0.002 28(68.29) 9(31.03)
Jiily AN =2 37 8(27.59) 29(70.73) 31(68.89) 6(24.00) 29(70.73) 8(27.59) 12.689 <0.001
(cm) <2 33 21(7.24) 12(29.27) 12689 0.001 14(31.11) 19(76.00) 12:996 <0.001 12(29.27) 21(72.41)
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Table 4 single and multiple factors influencing 2-year prognosis and survival of oral squamous cell carcinoma

i HLEH 2 BT ZHZ 5 Hr
OR A 95%CI P{H OR A 95%CI P4
AR (=65 % vs <65) 1.656 0.410~1.624 0.830 - -
PER (B vs L) 1.568 0.567~1.598 0.705 - - -
TNM(I~VIH vs T ~1135) 1.798 1.517~1.94 0.028 1.258 1.467~1.339 0.028
WRELEE RS ( vs T0) 1.628 1.385~1.756 0.001 1.368 1.231~1.992 <0.001
AR (AR5 vs = 4 1E) 1.627 1.527~1.857 0.011 1.586 1.324~1.885 0.025
Jith 98 K/ (=2 cm vs <2 cm) 1.524 1.285~1.685 0.014 1.356 1.254~1.758 0.021
SOD (I35 vs i 321k) 1.268 1.235~1.456 0.019 1.354 1.372~1.698 <0.001
TGF-B1(fH#ib vs liFik) 1.358 1.342~1.568 0.001 1.647 1.247~1.654 0.034
VASH-1 (B2 E vs MR E) 1.425 1.458~1.687 0.023 1.221 1.247~1.657 <0.001
S S 2 T

3 itig

R 0 s R A0 9 ) SIS W R X
BEWG , KA ECER, TR0k
M R 200 B 98 A L R v ) R DR R AR
S BT R A B3 A i T R 2
— o ARWFFEGER BN < AF 1 R 20 i s 4 21
SOD ik K220 WAL T8 55 IE 4140, k]
I AE RS IR A i e & 2E kR Y B v SOD
A B E A, R4S R, SOD kK
TR B E TG AT R &, X —RERY
Madhuresh K 28" 22 2 Hii B 45 R —2,

TGF-B1 f&H Treg A/ WA= 4+, &
WS 5 2R AN AR P T VPR S R
PN o BEFERFST 2, TGF-B1 7 5 i LRI
RN ER R ) R RIS E AN SCRRIE
S b Rz ) SRR b B SRR R (1R 2 S R
BT %M AR LI, FEAT IR Z5 A TNM(I ~
VIIA) AR (R ARk s K/ (=2 em) 1
1 s R 20 B e H b, TGF-B1 S i B R4S, X
— WP FE s RS A SRR 25 SR —3

B ) R X bR B I IR 97 ) T A Sl
FARFF B E A, &P VASH-1 2 5 1545 it
DA 7 240 e ot 265 A PR 1) A BRI R I, %o P )
H R VERBREZEEMNT, ARG RER,
1 80 IR 40 9 2 40 b VASH-1 B ek R g 3%
B TR IE A4, H R VASH-1 ik 5 8%
o5 B AR 25 DA OG o 3l 3o X 1 s etk 4 g R
PEAT ARG BT , 45 5 % B VASH-1 Rk il 3%
e S R o R R B N O e P e
VASH-1 A] /5 A A 11 s i bR 40 i i 4 2 & B i)
WETERR B, 0T VR N PRA B 1 & e R G §

ZE Tk, 854 SOD ., TGF-B1 ., Vasohibin-1 =
HRI AT AR T R A 2 R, =
HOVER T B R R ST AR S A E
SRS , M RUR B R W RGBT F I SEIR A i
ST RERT LG o 5 SR e S 9T T B, T K
FEA | HE K WF 5T B H], DL T f# SOD . TGF-B1 .
Vasohibin-1 A [A] 3k X 1 J gt DR 20 Jifd 87 £8 4 3 3
HEAEFRI R

5% #

(1] sfEde, BRWIAS, EoE, 45 BRI 414U coX-2,
VEGF, MMP-9 Fil Bel-2 & ik /K ¥ K I R 3 LT fil il 22
PE2hZuik, 2017, 4(29):18-21.

[2]  Grauzan S, Brock AM, Holmes CO, et al. NEDD9 stimulat-
ed MMP9 secretion is required for invadopodia formation in
oral squamous cell carcinomal[J]. Oncotarget, 2018, 9(39) :
25503-25516.

(3] fblElE, Bisest, T WAL mRP ALY T IR & 2 AR AE VR YT
oS3 B R W RTS8 B 2 A Ay BT [0 ). AR A2 B2 2 5T
552k, 2019, 16(4) : 64-70.

[4]  Singh P, Srivastava AN, Sharma R, et al. Circulating Mi-
croRNA-21 Expression as a Novel Serum Biomarker for Oral
Sub-Mucous Fibrosis and Oral Squamous Cell Carcinoma|J].
Apjcp, 2018, 19(4) : 1053-1057.

[5]  Stewart M, Topf MC, Curry JM, et al. Oral Squamous Cell
Carcinoma in Young Patients- A Case - Control Analysis [7].
Int J Radiat Res, 2018, 100(5) : 1356-1357.

(6] kL, AL, 5K /7. TGF-B1, MMP-3 & Collagen IIl 7£
POP & 5 E W A 4Uh Rk L XL LT]. 472
53R97 443k, 2020,12(1) :39-43.

[7]  Bhuyan L, Sarangi S, Das BK, et al. Proliferative Index in
Invasive Tumor Front of Oral Squamous Cell Carcinoma: A
Potential Prognostic Indicator [J]. J Contemp Dent Pract,
2018, 19(2) :170-176.
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B84 55 8 B A ADAMTS 05 A i P i i 4 594
WL

KEET Rud s

(# ZE] BM WS | B/ MR ES &8 FE T 00 3R 88 R 4R 25 Ul (ADAMTS ) 7% 78 it
I i 4 529 (ICVD) W 2 Wi B . ik BEIORBE ICVD 35 104 4 W5 40 [ 2Pk 58 (ACD)
70 1) | J T A R & A (TIA) 34 81 ], [R) 30 £t B AR 4G 25 52 441 S X HEZH o LU 9 4 1ML 35 ADAMTS ¢ 1
1545 (ADAMTS-1, ADAMTS-4 . ADAMTS-12 , ADAMTS-13) /K-, % L MEZ4H ACT 55 TIA f23 ADAMTS
FIGEARR K, A B 55 55 [ [ <7 TR B 26 i 36 (NTHSS ) PE3 56 2, 20 W o) ACTL TIA (1 55132 W i
i, &R WL IE ADAMTS-1,ADAMTS-4 . ADAMTS-12 7K - T % R 4H , 5 NIHSS #7435 140 ¢
(r=0.872.,0.870,0.754) , ADAMTS-13 7K K T X B £ 15 NTHSS -4 52 71 A0 56 (1=-0.807) , 22 S B Gi it
27 X (P<0.05) 5 1ML ADAMTS %5 £ 6 bR % ICVD 42 W AUC 431 4 0.797 ,0.785 ,0.829 ,0.732 , Bk
G2 W U Oy 86.54% R S E N 80.77% s WLEX4H ACT 5 TIA M 3 I3 ADAMTS-1 ., ADAMTS-4
ADAMTS-12 . ADAMTS-13 /K- L3, 22 5 A Ge it L (P<0.05) ; 35 ADAMTS ZK 545 F8 bRk 4 4031
12K ACI.TIA /) AUC 5 KK 0.901 , & FAE— 48 ippltiz i, 458 B4 s 4 1 i ADAMTS K% A]
Y ICVD 5 6 NRESR edR s , % TIA L ACT % 5132 W A 4 s v AN

[EIA] WRSIEEAN; SPEmAESE; PG st m & 7

Diagnostic value of novel metalloproteinase ADAMTS family in ischemic cerebral vascu-
lar disease

ZHANG Xiajun*, YUAN Hongping, TAN Junhua

(Department of Clinical Laboratory , Danyang People’s Hospital of Jiangsu Province, Danyang, Jiangsu, Chi-
na, 212300)

[ABSTRACT] Objective To explore the diagnostic value of a disintesrin and metalloprotease with
thrombospondin type 1 motifs (ADAMTS) family in ischemic cerebral vascular disease (ICVD). Methods
104 cases of ICVD patients in our hospital were selected as the observation group [ 70 cases of acute cerebral
infarction (ACI), 34 cases of transient ischemic attack (TIA) ], and 52 cases of healthy physical examination
during the same period were selected as the control group. The serum levels of ADAMTS family indicators
(ADAMTS-1, ADAMTS-4, ADAMTS-12, and ADAMTS-13) were compared between the two groups. The
ADAMTS family index levels of patients with ACI and TIA in the observation group were compared, and the
relationship with the National Institutes of Health Stroke Scale (NIHSS) score was compared, and its value in
the differential diagnosis of ACI and TIA was analyzed. Results The serum levels of ADAMTS-1, ADAMTS
-4, and ADAMTS-12 in the observation group were higher than those in the control group, and were positive-
ly correlated with the NIHSS score (r=0.872, 0.870, 0.754). The ADAMTS-13 level lower than the control
group was negatively correlated with the NIHSS score (r=—0.807), and the difference was statistically signifi-
cant (P<0.05). The AUC of the serum ADAMTS family indicators for the diagnosis of ICVD were 0.797,

KARA MW lERE SRS T HARERR B (LCZX201513)
M s T R AR E A SR AL T 2K, JF A 212300
*@AEHEE SR E E, E-mial : lipingshi2021@163.com
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0.785, 0.829, 0.732, respectively. The sensitivity of combined diagnosis was 86.54% and the specificity was
80.77%. There were statistically significant differences in serum ADAMTS-1, ADAMTS-4, ADAMTS-12,
and ADAMTS-13 levels between ACI and TIA patients in the observation group (P<0.05). The maximum
AUC of the combined differential diagnosis of ACI and TIA by serum ADAMTS family indicators was 0.901,

which was higher than any single indicator diagnosis. Conclusion The ADAMTS family of novel metallopro-

teinases can be used as screening markers for high-risk groups of ICVD, and has high application value in the

differential diagnosis of TIA and ACIL.
[KEY WORDS]

Sk i 1 A 1ML 4 92299 (Ischemic cerebral vascular
disease, ICVD) S A A7 T55 7 iy Sve ik
PRI , B HE 20 I A3 BE (Acute cerebral infarc-
tion, ACT) . % &5 M4 i i 1fil. & E ( Transient ischemic
attack, TIA) o & ZHATMAE N ABITT, 5 &
PRSFIR YT BV AT A, (0 =38 R TR R AR (L HL W #1
AR F IO WA Ak B IF AN TR
ARG T BN /NRZS G 8 T R E N
4 Jm & 1 (A disintegrin and metallo-proteinase
with thrombospondin motifs, ADAMTS ) Z 5 ICVD
RIR R SRR X BE R M A —
W8 B L 4 & 2 B ADAMTS K% Kol n] oy
Il R % 5112 W7 TIA L ACL#RfIE 25 . AR5 VIR
29 73 Br ADAMTS 5% JiG 76 il 1 1 Fili 1fn 78 9% o5
(ICVD) 2 W A, & 76y 58 2 ik R 27 LI
2%,

1 RS

1.1 WX G R e bR e

FPEHUAR B 2017 4F 2 H 2 2020 4F 5 H e 1fi P v
LA FR A 104 BIFE R ER 2, A 4% 2 i A 5
(ACD) (8 2 70 5] | 0 8 1 ik e 1 & A (TIA) B3
34151 5 5 o [R) S AR RS 3 52 IVE Akt BB AL 4
AbRifE s O ELLH 283k 51 CT | ML 3 S A B 112 5
Qi 2 J8 P oA Al FH 52 e BE I L 79 RS2 . HE
B s i « QDI bR A M A5 B 5 () I 455 9 2 06 o
QLA M &3 | 106 20 ke Bt il B s DR A
SR NKZE AR AR AR A . g 41
55 i, 2 49 ], AE #7341 (56.56+6.69) % . X R4
B 29 {5, 4 23 ], AF -3 (57.82+6.15) % . P4
PEGI AR L3, 257 RS TH2H 3 L (P>0.05) . BF
FAARBEAS 2 53 2 W B PE LA 3 A i 5 5t
S  IEEITRE
1.2 ik

TH BRI S A BB YR T R R X R 25 iR

Novel metalloproteinase ; Acute cerebral infarction; Transient ischemic attack

K I 4 mL, B0 BRI, SR FH 8% 4x R 45
4 925 (R-CBA) Wl 22 57 K # 1 i ADAMTS-1 .
ADAMTS-4 . ADAMTS-12 , ADAMTS-13 /K-,
1.3 LS R

@ Lt #7640 11 3% ADAMTS 5 i 48 5 /K F- .
DI iE ADAMTS F 548 br7KF- % ICVD H)i2 Wi iy
i, @WELL ACI, TIA 4 IfiL i ADAMTS Kk
FEARIK o @43 Hr W22 4] 1L 7 ADAMTS %% 45
Fr5 NIHSS PEAHH2PEY . G407 1L ADAMTS
FIEAan S ACLE AN KRR, LIRS K4 ACLLTIA
PR R A i (R R A2 =0, K A=1) B & I & g 1
JiE | Hey IfLAE | I3 ADAMTS-1., ADAMTS-4 .
ADAMTS-12 . ADAMTS-13 1F 0 A 78 & (5 = g
MLAE : 75=0, &&=1; & I /& Hey IMLIE : 75=0, J&=1;
117 ADAMTS-1.ADAMTS-4 . ADAMTS-12 . AD-
AMTS-13 DLW G4 fir /7 ICVD 8 35 V- Y H o -
(<FEHHE=1,>FHEH=2). ©IiLE ADAMTS
FIEAEHRAT ACT 5 TIA (1) % 52 Wi 18 .
1.4 GEit=srir

K Ge 22 5k SPSS 19.0 2 FUBCHE 5 18k
B n (%) H5 , RH 2 K50 TH R, (R 5)
FA WAL [R] H AR A ST AR AR ¢ 46 565 5 AH OGP 4y
B >k H Pearson AH ¢ 2 FBL AU 5 13 I 2L g 43 #1 oR
FH ROC i1 £k , 2 Bl 28 7 i AUAS [ F00 0y € [
i 2 T T A7 LG4 SR FH DeLong #6536, 564012 W 52t
Logistic — 70 [/ 5 4807, & [9] 350300 48 % logit (p)
B HAE ST AR I AR B . P<0.05 4 2 %A Gt

2 &R

2.1 WZHIMTE ADAMTS ZEH5R KT s

WL 4] 1l ¥ ADAMTS-1 . ADAMTS -4 |
ADAMTS-12 7K ¥ & T XF I8 4 , ADAMTS-13 7K
AR T MR, 22 A SE i L (P<0.05) .
R,
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®1 FWAME ADAMTS RIEIEFRAKFLLE (x+s)
Table 1 Comparison of serum ADAMTS family index

levels between 2 groups (x+s)

w n ADAMTS-1 ADAMTS-4 ADAMTS-12 ADAMTS-13

(ng/mL) (ng/mL) (ng/mL) (ng/mL)
WL 104 32.31£10.14 96.47+25.17 48.23+16.01  37.69+10.03
XHAEZH 52 11.06£3.62 50.29+13.59 14.27+4.74  58.72+15.46
i 14.633 12.348 14.950 10.232
PH <0.001 <0.001 <0.001 <0.001

2.2 L7 ADAMTS ZK % $§ br KX ICVD 1912
W i

ADAMTS-1 . ADAMTS-4 . ADAMTS-12 . AD-
AMTS-13 U 86.54% , F¢ 5184 80.77% 4 T4
Febrephislr, A SR X (P<0.05), W2,
2.3 WLEZH ACI 5 TIA B3 I K %k L i 3
ADAMTS FIGEAERK - H A

ML ACT Y TIA 836 I = 5 IMUAE | =5 Hey
IMLAE \NIHSS P43 | 1.7 ADAMTS-1,ADAMTS-4
ADAMTS-12 . ADAMTS-13 /K L85, 22 %A 401t
L (P<0.05), W3,

2.4 WLELA M ADAMTS % 48 br 5 NIHSS 11
I3 A G

WL 5L 40 1ML 7 ADAMTS-1 . ADAMTS-4 . AD-
AMTS-12 5 NIHSS 114552 1IEAH & (r=0.872.,0.870
0.754, P<0.05) , ADAMTS-13 5 NIHSS 1435 1 AH
X (r=-0.807,P<0.05)., WK1,

2.5 IfiE ADAMTS ZIGHE 55 ACI TIA Hi5HE

Logistic [7] 5 43 #7 , Ifil 7§ ADAMTS -1, AD-
AMTS-4 . ADAMTS-12 . ADAMTS-13 5 ACI.TIA

RAERFEML, ZRAGITFE L (P<0.05), WL

# 4,

&2 [MiE ADAMTS Rik#EHR*T ICVD K2 #i &
Table 2 The diagnostic value of serum ADAMTS family indicators for ICVD

&b AUC 95%CI VAl N HWEBURE (%)  HWHER R (%) P{H
ADAMTS-1 0.797 0.726~0.857 8.574 >22.30 ng/mL 65.38 88.46 <0.001
ADAMTS-4 0.785 0.713~0.847 7.842 >67.99 ng/mL 75.00 73.08 <0.001

ADAMTS-12 0.829 0.760~0.884 10.013 >33.14 ng/mL 70.19 90.38 <0.001

ADAMTS-13 0.732 0.655~0.800 5.140 <56.12 ng/mL 95.19 44.23 <0.001

B 0.883 0.822~0.929 11.320 - 86.54 80.77 <0.001
x3 VBAACISTIA BEERERLLE [(n(%), (xxs)]

Table 3 Comparison of clinical data between ACI and TIA patients in the observation group (n(%), (xxs)]
figs ACI B4 (n=70) TIA 3% (n=34) P! Pl
AR (%) 57.49+6.12 55.63+7.26 1.367 0.175
5 36(51.43 19(55.

P e ( ) (55.88) 0.182 0.670
I 34.(48.57) 15(44.12)
BMI(kg/m®) 25.13+1.71 24.85+1.88 0.758 0.450
AR = 39(55.71 17(50.00
Eea =N JE ( ) ( ) 0.301 0.584
i 31(44.29) 17(50.00)
PN o | = e =] I3 .
& I =i IR I = 51(72.86) 12(35.29) 13.521 <0.001
= 19(27.14) 22(64.71)
4IE H J B 45(64.2 13(38.24
&1 55 Hey MUAE b= 5(64.29) 3(38.24) 6.296 0.012
7 25(35.71) 21(61.76)
NIHSS 1453 (43) 9.84+2.45 5.05+1.12 10.843 <0.001
IM7% ADAMTS %4845 (ng/mL ) ADAMTS-1 48.76+15.46 24.32+8.02 8.565 <0.001
ADAMTS-4 110.88+30.12 66.81+17.27 7.911 <0.001
ADAMTS-12 62.47+20.20 41.31+10.49 5.734 <0.001
ADAMTS-13 26.24+8.34 43.25+12.58 8.209 <0.001
70 160
2 oo} 2 1o ¥
2 50} 2 o H
7 a0} % 100 ° e o °
12: 30 % 80 g :
2 20t g o0 : '
10 L . ; , 40 °
2 4 6 8 10 12 14 2 4 6 8 10 12 14 2 4 8 10 12 14 2 4 6 8 10 12 14
NIHSS #F5r (43) NIHSS #F4r (53) NIHSS #¥-455 (41) NIHSS #F4r (43)

&1
Figure 1

W E2LH 1M % ADAMTS K ikF54x5 NIHSS 48 % 1%

The correlation between serum ADAMTS family indicators and NIHSS score in the observation group
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&4 IniE ADAMTS HKikigtR S ACLTIA X £H) X &
Table 4 The relationship between serum ADAMTS family indicators and the occurrence of ACI.TIA

- ACI TIA

AL g . ;

- BIE S.EAH Waldl*{i ORI{H 95%CI PH Bl  SEAE Waldlyfi ORH 95%CI P
ADAMTS-1 1498 0429 12188 4471 2467-8.104 <0.001 1.190  0.398 8.939 3.287 1.726~6.259 <0.001
ADAMTS-4 1968 0.514  14.665  7.159 3.602~14.228 <0.001 1.765  0.527 11.219 5.843 2.803~12.178 <0.001

ADAMTS-12  1.746 0.480 13.225 5.729  3.049~10.765
ADAMTS-13 -0.565 0.163 11.999 0.569  0.372~0.869

<0.001  1.527  0.469
<0.001 -0.878 0.286 9.430 0416 0.215~0.803 <0.001

10.595 4.603 2.457~8.622 <0.001

74 : [ NIHSS #7435 ADAMTS-1,ADAMTS-4 , ADAMTS-12 , ADAMTS-13 #15¢ R4 r #5>0.7, 2L[H1 90 A Logistic [7113 5 it 2 8 L2k v 4%

W, B NIHSS $E20 3114

2.6 [iL{5 ADAMTS FGETEFrXT ACI 5 TIA 1%
Bz W
ADAMTS - 1 . ADAMTS -4 . ADAMTS - 12 .

ADAMTS-13 BEG 12 W i BBUR N 84.29% , 5 57
1 82.35% ML T4 e bR i W, 2 A GeiT =
(P<0.05), W& 5 K 2,

&5 IiE ADAMTS FiEIEHRXT ACI 5 TIA B2 BT &
Table 5 The value of serum ADAMTS family indicators in the differential diagnosis of ACI and TIA

fits AUC 95%CI Z1g BT BT U (%) WM (%) PH
ADAMTS-1 0.807 0.718~0.878 7.026 >33.70 ng/mL 77.14 82.35 <0.001
ADAMTS-4 0.805 0.716~0.877 6.759 >73.52 ng/mL 90.00 61.76 <0.001
ADAMTS-12 0.837 0.751~0.902 8.488 >50.22 ng/mL 78.57 79.41 <0.001
ADAMTS-13 0.792 0.701~0.865 6.201 =<33.06 ng/mL 67.14 79.41 <0.001

BE 0.901 0.827~0.951 13.436 84.29 82.35 <0.001

100 F

80

60

HURIE (%)

40 B

---- ADAMTS-1

i — ADAMTS-4
20 ADAMTS-12
-~ ADAMTS-13
-

. . . . .
0 20 40 60 80 100
100-45¢5¢ B (% )

B2 Ii& ADAMTS HKikfE#Rxt ACI 5 TIA KIS BT &
Figure 2 The value of serum ADAMTS family indicators in
the differential diagnosis of ACI and TIA

3 itig

AN 5T 2L, ADAMTS SR 07% 55 40 il i
B RG LR &L R REVIMOE, A BN
O Jili 1 A8 0 B B R B 1 SR R R AR
FEE R LB, ICVD [ 34 1 ADAMTS -1, AD-
AMTS-4, ADAMTS-12 7K - 5 5 & ik |, IfiL 7 AD-
AMTS-13 /K 28K IE . 4rHrHEA , ADAMTS-1
0 3 A 0 AR T fE I L A S5
O, FET S5 S A8 BEB L ICVD (8 B IR
T, ADAMTS-4 1] M-85 LA i A5 A7 28 4 i A
Z 5501 LA B R T, R I A5 D B B il A5 25 48 5
Bk, Ren PAETHRSEALER Y, @Bk ADAMTS-4 Jt
RIS B FE s kst 21 4k 372 2 i 3R . ADAMTS-12
] i bR BB %L 5 2R 1 (Cartilage oligomeric matrix

protein, COMP) % IfiL 3 V-7 WLZH A i 3T 4% . Bt 41
AR, S0 a0 45 o8 RS R, 38 W ICVD &2 L T
ADAMTS-13 AP MR, ilf VWF 2R {K&1)
RN AR TS R B, TR LG A 5 1
SR, ADAMTS-13 Fih K FEAKAT 5 [2 ICVD %&
" 5340, Schuppner R 25 St U RTREVEBAS I IF 5T 18
tH ADAMTS-13 58l i Pk 2= thoAH DG o Fi el
ADAMTS KEAEHR T fE4E ICVD &4 &R %
TR, K ADAMTS Z5 A8 Hr il 45 Bl R H 51
ICVD = fa M, 5 S R R 2R
FEAEA ST SR, 29 12% 19 TIA B 7 d N af
EJE A ACT, 5 K Bsp % 5] ICVD 28RS Xotiifs R 79 By
e il A R = F A OGS, AR A 4R
H 1 ADAMTS 7E gl ks RE R A 06 & A Rk S b
RN EEEH . AL RS X EEE R
AL, LR SR = A HL AT RE N, 24 TIA B34
A N Bz 2 3, Ko AT 3Rk il D) e 1 8
KA T8 1P I A2 95 PR 7 (UL VW) 8 Bl , iff
117 51 2 ADAMTS13 75 FE 1 B A , S #f 0 [7] 566 i 4
TH 1Y 2P e O P A 2 N B ADAMTS L3 3%
FEARA— 2 A WF9 £, ADAMTS-12 %A
IF) 200 L P B 2 i A5 AR i A O A AN
151 ADAMTS-12 7K, S0ft H L R AR 1 D e T 1 e
AR HE AR N L I AE U LT RS S5 O T & AEVE R
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P28 2 Jk ok REAE Ak i A i el R a8 T s i A% AE.
KA Li H AR 2N RUBEAIIE B, BRI v 3 ik
R ZE T, B BB 40 il ADAMTS-1 mRNA
eIk, HLRESRFE R F-a 55 9 PR N A B RE
e BT e 5 40 Bt o ADAMTS-1 2634 7K -, S0 fdi
ZEU N R SR L iYs JH T ; ADAMTS-4 4 h RAE
SNV Tl , LSRR IKAY- T AT R 3 3 koo A
b2 B BEHIE sl gk & M il F0E , BHARBLEA 5
A JGR AT . P ADAMTS S5 B —$8 hRis i 4
B ACL TIA F77E— 5 Jry BR 1 , BCAR I 9 R UG 512
WA =X, 45 R R, ADAMTS %R 5 bR 364 12
AUC i KK 0.901, & TAE—Fa bR iz i

25 b, WA I R X ADAMTS &% 7E ACL. TIA
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Bioinformatics analysis of LOXL2 gene expression and its prognostic value in lung adeno-
carcinoma

QUAN Jingwen, LIU Jiahui, ZHOU Quan, LI Linhai*

(Department of Laboratory Medicine, General Hospital of Southern Theatre Command of PLA , Guangzhou,
Guangdong, China, 510010)

[ABSTRACT] Objective To explore the expression pattern and clinical significance of LOXLZ2 in
lung adenocarcinoma based on multi-database analysis. Methods UALCAN was used to analyze the mRNA
expression of LOXLZ2 in TCGA database for pan-cancer analysis. LOXLZ2 gene expression in lung adenocarcino-
ma was analyzed using Oncomine and GEPIA database. K-Mplot was used to analyze the relationship between
LOXL2 expression and prognosis in lung adenocarcinoma. The relationship between LOXLZ2 expression and
HCC clinical characteristics was evaluated using UALCAN ; DNA methylation in LOXLZ2 gene was assessed us-
ing online MEXPRESS tool and protein- protein interaction networks and functional enrichment analysis were
analyzed using String database. Results The expression level of LOXLZ2 in lung adenocarcinoma tissues was
higher than that in normal tissues based on multiple databases (P<0.05), and was related to TNM classification
(P<0.05). The os and PPS of patients with high expression of LOXL2 were significandly lower than those with
low expression of LOXL2(P<0.05). Aanalysis of UALCAN database and MEXPRESS database showed that the
methylation level of LOXLZ2 gene promoter region is higher in tumor tissues. Analysis in the String database
showed that MFAP5, MFAP2, FBLN5, PCOLCE, ELN, LOX, LOX1, LOX3, BMPI and TLL]I are closely
related to LOXLZ2. Conclusion By exploring and analyzing information from the tumor gene database, it was

shown that LOXL2 was strongly expressed in the tissues of lung adenocarcinoma and was associated with poor
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patient prognosis, providing an important theoretical basis for an in-depth study of the role of LOXLZ2 in the pro-

gression of lung adenocarcinoma.

[KEY WORDS] LOXL2; Lung Adenocarcinoma; Datamining; Prognosis
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Figure 3 The relationship between LOXL2 expression and
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Figure 5 The methylation level of the LOXL2 gene promoter

region in normal tissues and lung adenocarcinoma tissues
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Correlation study of changes of serum SicAM-1, sCD40L., ADMA, ALP and cognitive

function in SIVD patients

CHENG Ming', TAO Zhen’*, TANG Jigang'

(1. Department of Neurology, 960 Hospital of The Joint Logistic Support Force of the Chinese People’s Libera-
tion Army, Jinan, Shan dong, China, 250031; 2. Department of Neurology, 971 Naval Hospital, Qingdao,
Shan dong, China, 266071)

[ABSTRACT] Objective To study the correlation between changes in serum levels of SicAM-1,
sCD40L, ADMA, ALP and cognitive function in patients with subcortical ischemic cerebrovascular (SIVD).
Methods A retrospective collection of 162 patients with SIVD from March 2018 to June 2020 as the research
objects, and divided into severe group (62 cases) and mild group (100 cases) according to their severity , and
54 healthy people were selected as the control group. To compare the serum SicAM-1, sCD40L, ADMA,
ALP indicators between the three groups and the MMSE between the three groups, analyze the correlation be-
tween MMSE, SicAM-1, sCD40L, ADMA, ALP, and analyze the cognitive function Relevant influencing
factors of obstacles. Results Comparison of serum SicAM-1, sCD40L, ADMA, ALP indexes of the three
groups of patients, severe group >mild group > control group, the differences were statistically significant (P<
0.05 ). In the case of MMSE, it showed that the severe group <the mild group <the control group, and the dif-
ference was statistically significant (P<0.05). MMSE has a negative correlation with changes in serum SicAM-1,
sCD40L, ADMA, and ALP. Among them, there is a very low negative correlation with SicAM-1 (r=-—

AR A B EEEHLT TR B (2019YFC160630504 )
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0.273) , and a low negative correlation with sSCD40L and ALP (r =-0.434, —0.365) (P<0.05) ; moderately

negatively correlated with ADMA (r=—0.657) (P<0.05). There was a moderate positive correlation among se-

rum indexes (P<0.05). Input multiple linear logistic regression analysis was performed to analyze that AD-

MA, age, cholesterol, and creatinine are independent risk factors for cognitive dysfunction in patients with
SIVD, and the others are protective factors. Conclusion SicAM-1, sCD40L, ADMA, ALP level changes

and cognitive function There is a negative correlation between them, and the increase in the concentration in-

creases the cognitive dysfunction.
[KEY WORDS]

I R S5 8 v, B9 9 E R 5 e JB T e ot 2
Jigi Ifi. & (Subcortical ischemic cerebrovascular dis-
ease , SIVD) f& # I T g B0 (4 AH DG iy A+ 3=
BUELLUIME S-1008 & 1, I8 R 38 K o (Tumor
Necrosis Factor-a, TNF-a) , FH 4l ffd /1 2 6 (interleu-
kin-6,1IL-6) 7K°F-, F1 40 i/ % 1 (Interleukin-1a, IL-
la), 88 C Sz i & A (high-sensitivity C-reactive
protein, hs-CRP) %5 4y 3=, 1117458 /0 [ FH 44t i ()RS B P
T (intercellular cell adhesion molecule-1,SicAM-1) ,
I ¥ 7] % PE CD40 BE 4K (soluble CD40 ligand,
sCD4OL ) , Ifin 35 A X5 A — HH HkG 24 2 ( Asymmet-
ric dimethylarginine , ADMA ) , Ifil 35 fisk P % Fig il
(alkaline phosphatase , ALP) #1718 5% , J5i P & &
AT SBAR SR AT WEFE AR ) ADMA 724K ALP
AL 5N ) g A A R V)G R 1 A BT R %
T BRAE L IC I AT A, [H S SIVD B9 i 58 AH X 4K
A RSB B A AT RS, R AT

1 — A

1.1 BR Sk

W4 2018 4E 3 A & 2020 4E 6 A 162 f] SIVD
BAEVE MW FE X G, M 5% R B ) 49 oA i RE 41
(62 ) FEEAE 4 (100 441 ) , [R] B398 54 461 i e

SIVD; Cognitive function; ADMA; ALP level; Correlation

VERX HRL , =20 A e e ARG B IR S
fabs bW, 22 R gt L (P>0.05) . WE 1,

2 AFRAE : D% 5 MRI 7w 2 5T I B v fii
FEBE i 1B A8 s @A N D e ; @4FE 1 >18
@Bk g, HEBR bR AE : OFF 78 % R R
& QM AN A SR s QA IR YLt
PR B @M E O MR R E . AR S
A B 2E SRR T F )
12 ik

SR JFH T G 8 TR RS 32 A DN 1L ¥ sCDAOL (I
T3 B A W B A BR N A AR 7R, S B Ry 96T/
Kit, 8x12 wells) . ADMA (SimpleStep ELISA®Cus-
tom ELISA {7 &, th % [E Abcam ( i) 51 5 #7 R
ONFVEFR) RS ORI I T SicAM-1 (i
L EH AR A BR A R A ) R4 A s
P23 A A 58 1ML 3% ALP (i B (5 A R A
BRASEI A=) o SR 5 % AR RS MRk AS 126 (Mini-
mum Mental State Examination .MMSE ) "X} 521 %
F PRI AN Dy R4 T R B EA T IPA , 32 A6 A2 )
F1 R B G SR GEE e, — 3t 30
I3, 27~30 43 RN IEH L 21~26 43 2 7n 7 0 A0 B
3, 10~20 J3 &t BEIAMIBERS , /N T 10 Jy EEAE AN
Bl , i RIS 24 B B EITIERPEA

F1 3EBEMBREE (n(%), (x£5)]

Table 1 Comparison of general conditions between 3 groups (n(%), (x+s)]

21 51 FEAL (n=62) BAEA (n=100) X REZH (n=54) 1IF 14 P

P (B 1) 39/23 66/34 34/20 0.221 0.896
Y (%) 69.16+9.12 70.58+8.96 68.89+8.79 0.811 0.446

e LR 53(85.50) 61(61.00) 31(57.40) 13.481 0.001

W R 21(33.90) 30(30.00) 13(24.10) 0.940 0.625

Jrh A s 53(85.50) 61(61.00) 17(31.50) 33.823 0.000
PRI S 19(30.60) 28(280.00) 16(29.60) 0.137 0.934
B (em) 156.35+15.49 155.87+14.98 156.78+15.09 0.066 0.936
A (kg) 62.45+14.89 61.59+15.17 63.41+14.98 0.261 0.770

S JH [ B ( pumol/L ) 4.68+0.93 4.89+0.96 4.75+1.12 0.927 0.397
JRZE A (pmol/L) 6.98+1.25 5.89+1.24 4.83+1.21 43.860 0.000
WLEF (pmol/L ) 73.58+1.89 69.15£1.65 63.58+1.58 496.415 0.000
I8 (wmol/L) 5.86+1.35 5.41+1.12 5.06+1.06 6.790 0.001
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1.3 WEE bR

3 =2 B 3 13 SicAM-1.,sCD40L ,ADMA .
ALP F5475 S H: MMSE 15 5 S HAH I, [RIHsR FH —
G logistics 73 HTIANHI L REREAS A AR X ma K 2=
1.4 Giit#obr

K SPSS 25.0 BAFAT B Ge it 3 A s A5
B n (%) 2R AT Z A5 iR R (x£s)
N, SHBEER RN R Oy 2RIt TR R £
A B 5 >k H Spearson A 5¢ 43 #f MMSE 5 [fil i
SicAM-1,sCD40L . ADMA , ALP f& br A 561 , %

Z JLZNE logistics [71 1543 #7521 SIVD S A A1)
RETAH DG 2, DL P<0.05 22 S A Gei 27 X,

2 #R

2.1 3 4[] 1ML 7E SicAM-1.sCD40L . ADMA . ALP
FIRIKF LA

3 7H 5 Y I SicAM -1, sCD40L . ADMA .
ALPfEPRIER , EEAEASFRAE A > X IR, 22 A 5eit
2 L(P<0.05) . 341 MMSE M8, BhE 4 <54 hE 4
<WHRZ, 2R A G L (P<0.05) . W3R 2,

F2 3@EEME SicAM-1,sCD40L,ADMA ALP $8#RIE R LLEL (v +s)
Table 2 Comparison of serum sicAM-1, sCD40L, ADMA, ALP and MMSE among 3 groups (x +s)

2H 5 n SicAM-1(ng/mL) sCD40L (ng/mL ) ADMA (ng/mL) ALP(U/L) MMSE (4})
EAEL] 62 441.58+108.47% 7.58+1.84° 1.89+0.35% 91.56+16.98® 7.5942.39°
BRAELH 100 379.28+106.78° 6.25%1.62" 1.15+0.32¢ 75.89+13.48° 21.36+3.47*
Xof B4 54 312.56+97.43 3.56%1.58 0.69£0.28 65.74+15.28 27.25+1.58

FA 21.789 85.768 21.960 4.327 783.196

P <0.001 <0.001 <0.001 <0.001 <0.001

T SRR L, *P<0.05 5 5 4L L "P<0.05,

2.2 AHAMES BT

MMSE 5 Ifil & SicAM - 1. sCD40L . ADMA .
ALP %A~ 2Z A8 2 [8]JE i A DG, Hodh 5 SicAM-1
AR AAE G, A OC R BN -0.273, 55 sCD40L |
ALP R AILEE ARG, AHOC R EH-0.434 .-0.365 , 25
SAE G2 E L (P<0.05) ;5 ADMA H R iU 5%
MK RBN-0.657, 22 R A G2 2 L (P<0.05)
MLYE 25 e AR 2 (B 2 B IE A 06, 22 A Geil 2%
B (P<0.05) , W3 3. MH CHE P B Ok F
MMSE 5 [fiL 3 £ 4~ 48 b 2 [ 2 1 26 M 44 56 56
o WE1,

%3 MMSE,SicAM-1,sCD40L,ADMA ,ALP Z [&] 7 ¥
iEPS
Table 3 Pairwise correlations among MMSE, Sicam-1,
sCD40L, ADMA and ALP

BhR ZH SicAM-1  sCD40L ADMA  ALP MMSE

SicAM-1  rf{H 1 0.567"  0.549" 0.648" -0.273"
P{H 0.000 0.000  0.000  0.000

sCD40L  rf{H 0.567" 1 0.732°  0.680° —0.434*
PiE 0.000 0.000  0.000  0.000

ADMA  rfH 0.549° 0.732* 1 0.721"'  —0.657"
P 0.000 0.000 0.000  0.000

ALP rH 0.648" .680° 0.721° 1 —0.365"
PiH 0.000 0.000 0.000 0.000

MMSE rfHi -0.273* -0434" -0.657° —0.365" 1

P{H  0.000 0.000  0.000  0.000
H:'P<0.05, ZF AL EE L.

SICAM-1

[ﬁﬁ O sl
4l
s

|

SICAM-1 sCD40L ADMA ALP MMSE

B EXEREE

Figure 1 Correlation matrix

T 415
g O Faedl

R
dRN W

2.3 Ziu4tE logistics M4

2 JL 2R M logistic [ 9 43 #7 1. 7% , ADMA | 4
W4 A [ B LI 2 STVD FR 35 TA %0 ) BE s A 1) ik
SfERINER . Wk 4.

3 it

SicAM-1 J& T N K 4i it 32 2 503 2 5 R
(14— 5P PR, L 2 1) T v i e DY 2 400 i
PRI, 3040 A 38 B 8 FR A SicAM-1 7KSF ity
XA fiE 55 A A A R A SR AR DG o SR ERAE A
(2019) FH:-ASTA A1 3% PO A5, FLBE B iy 83 4l SIVD
BEAENZ W E, s 2okt miE, Iy
SicAM-1 7KF- 55 SIVD i # A HIHE J1 ToAH M,
B2, JH 244 N (2019) 1K SicAM-1 K F 5
SIVD (NN fE T L AH G, BB A0 e s e ™
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Table 4 Model coefficients
2z KRl R EL bR Ak 225 i Pl 059 _ LGt

BAE S.E.{H B I VIF

CHr ) 52.272 20.805 2,512 0.015 10.417~94.126
SicAM-1 0.009 0.008 0.113 1.262 0.213 —0.006~0.025 0.423 2.364
sCD40L 0.057 0.482 0.014 0.118 0.906 -0.912~1.026 0.246 4.073
ADMA —7.148 2311 -0.416 -3.003 0.003 ~11.797~-2.499 0.186 5.379
ALP 0.013 0.070 0.025 0.180 0.858 ~0.128~0.153 0.167 5.987
P51 0.154 1.207 0.008 0.118 0.906 -2.456~2.763 0.717 1.394
ARk 0.224 0.094 0.231 2.393 0.021 0.036~0.413 0.360 2.781
B 0.092 0.049 0.171 1.855 0.070 —0.008~0.191 0.395 2.531
R 0.008 0.049 0.014 0.169 0.866 -0.091~0.108 0.460 2.175
JlEN ] 2.059 0.846 0.247 2.435 0.019 0.358~3.760 0.326 3.065
IRER -0.310 0.670 -0.049 -0.463 0.646 -1.659~1.038 0.304 3.289
JWLEF -0.969 0.306 —0.433 -3.163 0.003 -1.585~-0.353 0.180 5.563
iR -0.104 0.662 -0.015 -0.157 0.876 -1.437~1.229 0.378 2.648
R IR 0.474 1.303 0.027 0.364 0.717 -2.147~3.096 0.606 1.649
W IR I 0.141 1.173 0.008 0.120 0.905 -2.219~2.500 0.744 1.344
g -1.315 1.377 -0.073 -0.955 0.344 —4.086~1.455 0.579 1.728

7 AE i MMSE,

#,SicAM-1 & asfifidg LA, EAME A
B AH R B 7%, Sanchez A R %5 A (2019)IK 4, A
F 210 R T i B 1 R I 179 2 R 5 B0 A5 A R B A
(VCID) [ & A=, T SicAM-1 £37E P J2 20 i B B b i
H R SRR RORE SO B & AR, Garcia Delatorre
P(2019) ] B $246% SicAM-1 1E R 45 I 45 A 200
R A B — A bR B, [RS8 H SicAM-1 A1 VCI
ZIARERE BT, i, 5T SicAM-1 5 A1)
REZ 6] A A D AILEEA Rk — 245 5T

sCDAOL 3 3f 48 Ak b7 38 S 7, Bee ARG 3 2 6 A ot
FH 30005 BB S D9 2 AN P2 R, sl a1
SicAM-1 175 & AR A S, 453493 £ M 48 76
Mg, SRR E AR TN, AT
F, FAE 4 1Y sCDA0L B /5 T 0E 4 %) i
4, HOEPRB ™ B S R . ADMA & N F2
— S AR A B0 38 0 5 R A RS &R e
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B D, T30 R D RR RS, 5 A I D BE

ALP 1ER—FEsA 3], 25 5 i i A 4540 , 760
JHF AT S 25 v A 45 45 BB, S22 B D Re R A |
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Fro RIS SCB T, ALP VN RAER T, 2 1
FHEI i 10558 45 2 b, il e S5 N (2018) 3k
MR AS oG 5 I DA 60 T RE R AT 52 v 4 o I T
SAA .BDNF ., ALP 7K V- 5 A I D) RE B A% 2 [B] 7 K,
XGARSCHIFFR A —3. 1LiE ALP 5 SIVD 3%
INHITIRERERSFAT O, SNk 1T IS | s B M A 4t

S5 /NS K AE AL TS, 17 ALP 2 151 LA
JLES AL R 4 5T, FiEe ik P R A 1 Bl Dk A Ak, 5220kl
BEMIAFIYIRE

logistic [AIHFEHK A , ADMA AEE H & L
M2 SIVD B AR D RERRAG YAt S A ps R 2R, Horp
ADMA J2& 5 N B2 4 i D e B fs AH OC , B2 i
FIAHITRERRAT . A AOCHTIEHE i, BEE A B3
INFI D RE R A 1) & A2 T LA 2338 i, MMSE 143 23 bifi
B R FE U AR R M DA BRI %) G B PR 28
TR 2 A R i e R PR B, R B
JIEL I 2 s ) 25% ~30% , 2 20 A B A ) = B
g3 HAE B TR 2 8B VEM R AR B,
il A A THEN N D RERRAT s LI S8 A — e R
[ WA RIS AR RE I 100, AE DGR o R B LS R
FEINAIEAG L IE L, RIDA RG24 A AH DG B 2AIG
TNHIER A" AL, SEL BRAEZ 5 0 R
ZH AL AR LL , S B2 R AR 4k, R E
HSERREH>KT IR, AR G o

2i FFTiAR, SicAM-1,sCD40L , ADMA , ALP 7K
AR SN Py R Z 18] 2 AR G OC R HOR EE
A FI D RERERS MR o 151U 53 AFr AT 1, ADMA | 4F
WA E [ B LET 2 SIVD DA A T BE R A5t
SIERIFRE

5% 3 Hk

(1] RFTFT, G DHER, TRE, &5 . B BT Sl Pk i 450 H o 1 375
sCDAOL 7K P25 Ak J = 5 D) e (A G P 5E [T ).
S G ZRAE , 2019,22(22) : 2465-2471.
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#H 21 miR-1243 . LGR5 . miR-146a {: PTC Jiyg %k 4
e S AR e A T

AR vHEE IR REAET

(# E] BH® FiT4H4UD RNA-1243 (miR-1243) | & @ MR H B T 9 0 G & B2 14 5
(LGR5) . f#/)» RNA-146a ( miR-146a ) 78 FF AR MR 7L 3k R (PTC) i 06 M 28 0 4 8 1E DA v ) f 1E
FiE PEE 2017 4E 1 H FE 2020 4E 8 H AR IGA BY 104 14 PTC 3% 20 2 Ry s 4 2R 21, I BCH s 5% 41 234k
RGN, SR EREEE (T 0 0k O 25 55 A2 PRAL PTC SEAE AR WA 5 AiF | SR SE T 24 6 42 & PCR
R g 2 20 g 55 41 21110 miR-1243 \miR-146a ik , R A e 4l bkl LGRS 35, Lh B4 o dl
21 miR-1243 \LGR5 . miR-146a 3R ik , I X ER AT ST 001, R 414 miR-1243 Tk 8 T
52141, LGR5 .miR-146a F ik & THH 5 H L, 22 RA ST 5 L (P<0.05) s 21U LGRS MM 2 &
TS A, 25 SR Gt 2 8 Y (62.50%v.4.81% , P<0.05) ; miR-1243 5 LGR5 (r=-0.570, P<0.001) .
miR-146a (r=—0.708 , P<0.001 ) & {1 #1 5% , LGR5 55 miR-146a 5 1E A 3¢ (r=0.726 , P<0.001 ) ; miR-1243 5
T 4330 bk 0 45 55 B8 5 17 4H 56 (P<0.05) 5 LGR5 . miR-146a 5 T 4311 bk 2 45 7 7 2 1F A 6 (P<0.05) o
#Z£i% #0241 miR-1243 . LGR5 .miR-146a 1] VE N PEAl PTC s v A= M 24 R 0 09 43 AR 59, 0 PTC #E
AT i RPOR S S F A,

[3£4837] miR-1243; LGR5; miR-146a; PTC ; [ kA 4 22 4 AF

Value of tissue miR -1243, LGRS, miR-146a in the evaluation of malignant biological
characteristics of papillary thyroid carcinoma

YOU Qinghua ', YE Huiying', WANG Jia', XU Dongxiang**

(1. Department of Pathology, Shanghai Pudong Hospital, Shanghai, China, 201399; 2. Department of Endo-
crinology, Shanghai Pudong Hospital, Shanghai, China, 201399)

[ABSTRACT] Objective To investigate the value of tissue microRNA-1243 (miR-1243) , leucine-
rich repeat-containing G-protein-coupled receptor 5 (LGR5), and microRNA-146a (miR-146a) (miR-146a)
in the evaluation of the malignant biological characteristics of papillary thyroid carcinoma (PTC). Methods A
total of 104 PTC patients admitted to our hospital from January 2017 to August 2020 were selected. The malig-
nant biological characteristics of PTC were evaluated by the degree of differentiation, T staging, and lymph
node metastasis. Real-time fluorescent quantitative PCR was used to detect the expression of miR-1243 and miR
-146a in cancer tissues and adjacent tissues, and the expression of LGRS was detected by immunohistochemis-
try. The expressions of miR-1243, LGRS and miR-146a in cancer tissues and adjacent tissues were compared ,
and the data were analyzed statistically. Results The expression of miR-1243 in cancer tissues was lower than
that in adjacent tissues, and the expressions of LGR5 and miR-146a were higher than those in adjacent tissues.
The difference was statistically significant (P<0.05). The positive rate of LGR5 in cancer tissues was signifi-

cantly higher than that in adjacent tissues, and the difference was statistically significant (62.50% vs 4.81% ,
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P<0.05). miR-1243 was negatively correlated with LGR5 (r==0.570, P<0.001), miR-146a (r=-0.708, P<
0.001) , and LGR5 was positively correlated with miR-146a (r=0.726, P<0.001). miR-1243 was negatively
correlated with T staging and lymph node metastasis (P<0.05). LGR5 and miR-146a were positively correlat-
ed with T staging and lymph node metastasis (P<0.05). Conclusion Tissue miR-1243, LGR5, miR-146a

can be used as molecular markers to assess the malignant biological characteristics of PTC tumors and provide

important reference information for PTC targeted therapy and clinical decision-making.
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%1 WAmiR-1243,LGR5.miR-146a KKK FLLE (x+s)
Table 1 Comparison of the expression levels of miR-1243,

LGR5, and miR-146a between the two groups (x +s)
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Jor gl 104 1.85+0.24 1.34+0.51 0.66+0.13
A 20.523 24.933 18.091
P1E <0.001 <0.001 <0.001
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0.708, P<0.001) & 11 #H 5¢ , LGR5 5 miR-146a & IE
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B 1 miR-1243.LGR5.miR-146a Z [B] A48 K 1%
Figure 1 Correlation among miR-1243, LGR5, miR-146a
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S FEOR 9 A ) B WA T S i R s L A AR
ZERAATATRFEAES S Wi G miR-1243 54014 v]
I Aktl F1 Akt2 35, 9k /D> PTC 4 i i FE 4%,
% J% miR - 1243 0 570 W) 77 £ 1 Akel Fil Ake2 3%
ik, M PTC 4 A 19 12 B8 4%, 4575 miR-1243 J2& 38

K2 FEVFEHHEEEFEHLE miR-1243 .miR-146a LLE (v +s)

Table 2 Comparison of miR-1243 and miR-146a in cancer tissues of patients with different pathological characteristics (x +s)

PRk %L miR-1243 o/F Al P miR-146a Y/FAL PiH
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135.239 <0.001 92.026  <0.001
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Table 3 Comparison of LGRS in cancer tissues of patients

with different pathological characteristics [7(%) ]
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The relationship between the changes of CD133, HER2 and PODXL levels and the patho-
logical characteristics and prognosis of gastric cancer
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[ABSTRACT] Objective To study the relationship between the expression of CD133, human epider-
mal growth factor receptor 2 (HER2) and podoxalysin (PODXL) and the pathological characteristics of gas-
tric cancer and its predictive value for prognostic survival. Method The clinical data of 80 patients with gas-
tric cancer (gastric cancer group) were collected. In addition, 74 patients who underwent physical examination
in our hospital during the same period were selected as the control group. Immunohistochemical method was
used to detect the expression of CD133, HER2, and PODXL protein in the two groups. And the CD133,
HER2 and PODXL protein expression and the clinicopathological characteristics and prognostic survival of gas-
tric cancer were analyzed. Result The positive expression rates of CD133, HER2 and PODXL in the gastric

cancer group were higher than those in the control group, and the difference was statistically significant (P<
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0.05). There were statistically significant differences between patients with CD133 positive or negative expres-
sion in tumor diameter, degree of differentiation, TNM stage and lymph node metastasis (P<0.05). The de-
gree of tumor differentiation and TNM stage in patients with positive expression of PODXL were significantly
higher than those with negative expression of PODXL (P<0.05). The patients were followed up for 1 year af-
ter the operation, 13 cases died, and the mortality rate was 16.25%. The results of multivariate logistic regres-
sion analysis showed that the low tumor differentiation, the TNM stage Ml ~IV , the combined lymph node me-
tastasis, the positive expression of CD133, HER2 and PODXL were risk factors affecting the death prognosis
of patients with gastric cancer (P<0.05). The ROC curve was used to analyze the predictive value of CD133,
HER2 and PODXL alone and combined detection of them for the prognostic survival of patients with gastric
cancer. The area under the curves of single CD133, HER2 and PODXL and the curve of combined detection
were 0.746, 0.686, 0.711,0.871, respectively. Conclusion CD133, HER2 and PODXL are abnormally ex-
pressed in gastric cancer. It is speculated that CD133, HER2 and PODXL are involved in the proliferation, dif-

ferentiation and development of gastric cancer tissue. Clinically, the progress and prognosis of patients can be

evaluated by detecting the expression of these three.
[KEY WORDS]
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1.4 Geiteenk FERITRIMANAR 5 L P<0.05 R 25 54 it 275 3L
R SPSS 220 BAFIATSEI O SHACRR ) g

Lhn(%) F5 , R 22 Ko o5 HHREVERHL (2a5) =

R ¢ KK R Z 00 Logistic MR - 2.1 AR5 CD133 \HER2 & PODXL i H 3Kk

I B8 UG AR A7 Bk ST S R RT3 SR ROC 1T 42 B4 CD133 HER2 % PODXL FH{EFe k445

/3 #F CD133 \HER2 N PODXL %} B i i # Wim 4k TR, 2R A8 L (P<0.05), WK1 K1,

%1 AEAER CD133.HER2 K PODXL EH KA [n(%) ]
Table 1 Expression of CD133, HER2 and podxl in different groups [1n(%) ]

CD133 HER2 PODXL
FH B FAPE Bk FHAE PR
=R 80 49(61.25) 31(38.75) 19(23.75) 61(76.25) 69(86.25) 11(13.75)
X R 2 74 7(9.46) 67(90.54) 1(1.35) 73(98.65) 6(8.11) 68(91.89)
71E 17.744 17.067 93.955
PiE <0.001 <0.001 <0.001

SR () e AR
i % CD133 %k, B MIEH A CDI33 I Kik, C N A% HER2 & Kk, D JIEH AR HER2 & £k,
E 2 ¥ J#% PODXL # 133k . F 9 IE# AMF PODXL 4 1381k
B 1 CDI33.HER2 & PODXL ZEHEAR AR HARIARELR (SP,x400)
Figure 1 expression of CD133, HER2 and podxI proteins in different populations (SP,x400)
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PR BRAFAE 1) 56 3R ARJG % BH AT VAR, HopgET- 13 491, 5E
CD133 PS5 BATE R H AW PER) AL T-F N 16.25%., £ T Logistic [71 )53 Hr 4 58 R,

BB ERYILG T E X (P>0.05) ,HCD133 BRI /L AR EEAK CTNM S0 TN~ IV & JF ikt 25 5%

PR 5 IV R g AR R EE TNM 3] 7% .CD133 \HER2 J¢ PODXL FHPE 33K 2 52 il 15 Jd

KMk 55 i 22 R A Gt L (P<0.05) .  BEBUSIET-WERFE (P<0.05), W% 3,

PODXL [H &3k & s AL A2 . TNM 43398 2.4 CD133 . HER2 2 PODXL FATfi Kz 156 & K6 0 Xof

i 5 T PODXL M tE R K H , ZF A 5T ¥E & 1 i B TS A A7 T AN

(P<0.05), W32, ROC £k 43 Hr7 , LA CD133 . HER2 }2 PODXL

&2 CDI33.HER2 X PODXL ERFRiZ5 BEIHEKBEFFIERIXER (2 (%) ]
Table2 Relationship between CD133, HER2 and podx] protein expression and clinicopathological features of gastric cancer [n (%) ]

A T A L
TS W o DN v o L0 e e
I s e PP s 52w o
REREG) M e 0w w20
IR ':P1~|_§J_ 773 418((1645..2795)) 7.129 0.008 f?;((gligl)) 16.265 0.001 645((58791(? 4)) 5.480  0.019
TNM}H] ]}I:I]\If é; 454((2699.114)) 9.220 0.002 127((1216.».7968)) 1.712  0.191 ;égg;gé; 8.449  0.004
ik BAEA I 32 zg)((ﬁ_ggf)) 5.290 0.021 I?EiIS(S)?) 6.180 0.013 iigsgggi 2.062 0.151
ML ﬁl\%\gﬁi ;Z ?gggi??; 0.725 0.395 190((3177.%6)) 3.579  0.058 ?ggggfzi 10451  0.228
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Table 3  Analysis of risk factors affecting the prognosis and death of gastric cancer patients

S L CEEY EA-EYn
i OR 95%CI PiH OR i 95%CI P{H
PRGN U (S84 %) 1.239 0.989~1.552 0.724 - - -
A =50 % (SR . <50 %) 1.250 0.871~1.793 0.697 - - -
JibJ HAR =3 em (2 B4 . <3 cm) 1.260 0.850~1.868 0.514 - - -
BlfRE o AL BE - AIG (S A b ) 1.644 1.312~2.059 0.014 1.730 1.254~2.386 <0.001
TNM 703 M~V (B4 T~1) 1.650 1.289~2.113 0.023 1.749 1.261~2.426 <0.001
WRELEEFRS A (S ) 1.398 1.062~1.839 0.021 2.330 1.778~3.054 <0.001
Jifsga (v . BT ) B R (SR H ) 1.121 0.756~1.662 0.541 - - -
CD133 [HPE (S M4l ) 1.960 1.595~2.048 0.007 1.842 1.111~3.055 <0.001
HER2 BH M (S RE4 - B 1.692 1.269~2.257 0.002 2.401 1.775~3.247 <0.001
PODXL PH: (S HR4 . FAME) 1.571 1.253~1.970 0.014 2.575 1.949~3.401 <0.001

6 A R 0 il 2 T AR A K, M 0871, L 4

K2,

%4 CDI133.HER2 ¥ PODXL EH B EBEAKRNXE
EEEVREENTNME

Table 4 The predictive value of single and combined
detection of CD133, HER2 and podxl on

prognosis and survival of patients with gastric cancer

MAFAE—EZ R, Maiti "2 BF5% & I, CXCR4
A8 3 PISK/A ke 38 B 1 1 iy e 4 40 it A o

CD133 B34 5 1M CD133 " 4fl Jifg i 4% 5% 5 Ji 14 5 5
RZERES . AYIIFF & BLE fE 41 CD133 fHPE %A
RS, SR PHME R R, CD133 & 1 & il
1o s LM B R R A A AR B R TNM 43 0
AR AR RS H CD133 B IA R,

s g snr ROCIER g5 Roy %" Rt HAMIT
CDI33 1765 0718 0435 0746 0.583~0.909 HER2 J& 198 2 ) A Wi bsic ) 2 — o HLAE
HERZ 1692 0507 0865 0686  0.510~0.861 e L o R 35 e 52 A R AR
PODXL 1598 0612 0712 0711  0.537-0.886 H P PP IE AV — 2 Park S BSEL
SHEBEA 1987 0971 0.802 0871  0.772~0.971 7 HER2 FHMH: 5% 0 22.1% ., HER2 ik 5 B iE

A3 49 It PSS BRASAIE ] BE LA — € & & . Mitsuda

ROC Hh£k
1o —7| e SEGE R I, SRR EE AR A I 45 B HER2
o HER? | PHPEFGR AR . ABTRS ER SCRIEARTT
# A Ny P N N Sl = YN
% - XA g5 HER-2 it £ (5 5 AR 5wk iR

E{ 0.4

02t/

0 02 04 08 08 10
1-45 54

B2 CDI33.HER2 & PODXL BT Bk & 46 i B 25 3 47
Figure 2 Analysis of single and combined detection curves
of CD133, HER2 and podxl
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HEAEY) PRI A T IR AT TR

CD133 J&—/MEXT 735 R 120x10° 1Y 5 IR 5
FERE B 1, ZEAS [R) g 20 2L sl IR AR 4 2 PP i 3Rk
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PODXL J& & 7 £t H faf i M VR R M 2 1 . AR
K, KEMFFT %~ PODXL 2 7 £ o 10 4%
B kb B s AR, B ARPLE A B
s ARG E I AR 44U PODXL 63k
KIL, B 4 PODXL BHYERAR B &= TIER
B4, )il PODXL 78 B kb R R R E
YEH . #E—4 5041 PODXL 2 3A -5 ' 98 I A B4
TR DG 2R 30, JH: PH 1 3% 3k R 5 i g AL R B
TNM 73 #1562 % Y] . 7l W PODXL % [ 76 &= 4
b R m R s rh 2RA /K, B PODXL 25 11
W28, 25 T B RAER A SR T

FERAT S i B U TS O, 5T X 80
1] ' g AR A TS I DL R AT A GO K B, iR
LR BEAR CTNM 2 8 M~V & JF ik B 45 7 7
CD133 . HER2 & PODXL [H 14 3¢ 34 ¥4 &5 i 1 9
FEE TS AR T I M ST G B PR &R X AT BRI R 43
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TETI1 45t 5-F H R Nahsihe 4 15 1 5¢ 28 4 IDH1 3
PRI IR AN S TR A 22

1%

GH OB T R A2

i
i

[(# Z] BMW HTTET1 A0 5-58 H LR IE (ShmC ) 2235 % A A6 8 i 20 1 (IDH1 ) 28 4%
1 U251 J Jo0 988 40 M 2E 24 AT M RS2 . Faik A R132H 28748 A IDH1 (IDH1M™") 3 23R 4044 | % Y
U251 A JBE 988 4 if 22 , 520 58 5 72 fiF PCR (RT-qPCR ) B2 2K 1415 62 B 328 (WB ) #:) IDH1M™" J% TET1 3%
KIK, G REDEEAE I ShmC K iA /K . IDHIM™ o F ik 3 M4 5 TET i # ik 34 2L 7% Y U251 40 i,
RT-qPCR Fl WB £l TET1 2235 7K -, F I CCK8 S 50 A5 ) fifr 96 4H it 1 7 RE 7, S0 91 552 56 A6 0 fiek 78 440 e
TR REJ) , transwell /)N 2 S50 K6 0 ik 96 200 10 42 2 A8 0, ot X 4 e S 96 A6 00 Tk e 200 it JR0 0 R A L
%R {E IDHIM™ 33 33K U251 41 th , TET1 2 5hiC 2% 35 K - [ AIE , 25 A B8 12 25 L (P<0.05) .
IDH1M# 3 3 1k U251 4ilJild Pt 63K TET1 R, ShmC /KI5, 2 54 481248 L (P<0.05) , [a] A 3 il i
AN A B TR R ZERE ) IRV R AN T (P<0.05) . Z5i8  TETI 45 9 5ShmC ik fE 0 1
IDHI1**" 55 2 ik U251 8 T80 240 M (1 34 5 =28 GRS Rk Ty, A2 ik e At i 0 7=

[S£4837] IDH 5878 ; U251 B 400l ; TET1; 5hmC

Effects of 5-hydroxymethylcytosine on biological behavior of IDH mutant glioma

LEI Zi', CHENG Jiangong®, HE Ying', LI Rui, WU Yingying*

(1. Department of pathology , The First Affiliated Hospital of Kunming Medical University, Kunming, Yun-
nan, China, 650032; 2. Department of pathology , Guangnan People’s Hospital, Wenshan, Yunnan, 663300 )

[ABSTRACT] Objective To investigate the effect of TEF1 - mediated 5 - hydroxymethylcytosine
(5hmC) expression on the biological behavior of U251 glioma cells with isocitrate dehydrogenase 1 (IDHI) mu-
tation. Methods The R132H mutant IDH1 (IDH1"*") overexpression vector was constructed, transfected into

1R132H

the U251 human glioma cell line, and the expression levels of IDH and TET1 were detected by real-time flu-

orescent quantitative PCR (RT-qPCR) and Western blotting (Western Blotting, WB). 5hmc expression level

was detected by immunofl uorescence. IDH1*"**

overexpression vector and TET1 overexpression vector were co-
transfected into U251 cells, TET1 expression level was detected by RT-qPCR and WB, tumor cell proliferation
ability was detected by CCK8 experiment, tumor cell migration ability was detected by scratch test, and tumor
cell invasion ability was detected by transwell chamber experiment Ability, flow cytometry test to detect tumor
cell cycle and apoptosis were deteced by flow cytometry. Results In IDH1%**" overexpressing U251 cells, the
expression levels of TETI and 5hmC decreased, and after overexpressing TET1 in IDH1®"** overexpressing
U251 cells, the ShmC level increased, inhibiting the proliferation, migration and invasion of tumor cells, and
promoting tumor cell apoptosis. Conclusion TETI1-mediated 5hmC expression can inhibit the proliferation, in-
vasion and migration of U251 glioma cells overexpressing IDH1%"*"
[KEY WORDS] IDH mutation; Glioma; U251 cells; TET1; 5hmc

, and promote tumor cell apoptosis.
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2 T 968 S B i AL ) D e P i S e 2 — |
RV A A, B FR T e, b R o B 41 it g 2
AEE R KF B LT R, E B E A
Al ST R I EU I (isocitrate dehydroge-
nase, IDH) 58 28 J2& i o 97 A R v B X 1) 4 -
FAEI B AR 7343 B AR YR 2. IDHI f %
JL Y 5€ A% & R132H,, 1 i IDH 2R 42 (1 80% » A iF
5€ 107~ IDH1 58 748 J2 ¢ B 9 & A b i v i) 0 =R
1 TR S5 98 )ik e L R A e A il 3 )
YER"™ . TET Z %8 (ten-eleven translocation pro-
tein family, TETs) J& — FHHST o- i 71— R F1 Fe2+
1117 5 PR TG P B9 XU 48 o TETSs J2: i fk DNA
WA R 5 — 2D, T 5- G fifg 1 g
( 5-hydroxymethylcytosine , 5me)¥% 4t A 5-57% H 3y
% (5 - hydroxymethylcytosine , 5hmC) JE H % 1L B
X, TET HHAr 309 DNA i AT B b
R H HEAEH . AR TEFL /%
[ 5-7% FH LA 935 (ShmC ) 33K % 5 47452 R i =0 il 1
(IDH1 ) € 722 1) U251 I 5t I 40 2= 0 22 A ol 1Y

M o
1 RS

1.1 ZHAf RN 3= 2]

NS TR 40 i U251 W [ D 1 5828 7 5 i
A= 1L 7% (FBS ) 4 [ Gibeo 23 A ; Trziol i85 & i %
SR & W H Invitrogen 23 7] ; IDHI1-R132H %8 4%
JERE S TET sk 383K Jok il DU TE A 4028 /) A B
CCK-8 i & A T i 0 & i | AR Ak A
W 5 20 S S ARG I 3 7] £ W B VAR 08 B Tran-
swell /N2 Matrigel F& it i 1) H 32 & Corning 23
F]; IDH1 $iL4A& . TET1 Hitk . 5ShmC HLiK I | Abcam
NS
1.2 MR i Yy

U251 41 Jifg fifi ] & 10% FBS f) DMEM (H)
WEFRIHE T 37C . 5% CO i s 55 . %R
Lipofectamine 2000 % 4% iz 7 & Ui 91 45, 20 My @t
& B3 # 50% I, IDH1R™ 58 2% 5 ki M B P
WL T A Y 20 B, % Y% 6 h S B 8 BT R 0 R O
Uk 2L 35 7 48 h, WUAR 40 M AS U IDHL |\ TET1 3R 3k
KAV 40 %% Y IDHL-R132H i k7 48 h )5 , 4k
SL % Yy TET1 i 2% 38 kL M b 38 35 XF IR ok,
gL a8 h T )5 2kl 5ShmC 3R ik K Je i A7

1.3 qRT-PCR Kl TETI mRNA ik

Trizol i 7 £ 42 B RNA , 73 66 B 311 RNA
W B, 44 BB 7 S R S U5 L cDNA, qRT-PCR
P34 H R EL L K TETI mRNA B 2235 7K, DL
GAPDH {E WS, 51 WL 1,

&1 PCR¥HESIMEEH
Table 1 Primers and conditions for PCR amplification
P R B B JORBEE
(bp) (C)
TETI F:CTGTTGCTACTGATATGAG 103 60
R:TGTGAAGAATGTGGAATG

GAPDH F: AAAGGGTCATCATCTCTG 80 60
R:GCTGTTGTCATACTTCTC

SR SIEs(5-3)

1.4 FHEAREENE LA IDHT  TET1 & (1334

RIPA 2L fiff i 24 A 240 M0, 8500 )5 WSO8 200 if 5 2R
1, AR5 BCA 350 &5 00 B A3 R 47 2 1 ik B 7
SDS-PAGE HLJk J5 % % % PVDF fii I, = i 35 4]
1 h, A —%t (IDH1 4744k, TET1 Hiik) , 4CrkA
e E R R, AR P, ERFEE 2 h,
TBST VM) , ECL &, W T b 9K 4y fb 2% &
JCAF 5 B AR SR A
1.5 HIESIEARI ShmC FikKF-

il 45 A L -, 5 P 49 22 58 W [ 52 , PBSS 2%
Yk, 2 IR B 20 min; 5% iF #2032 IR B,
A—Pi(5hmC Fiik) , 4CvKF L7 ; TBST 6L, N
AFEHRIE P, #E CERIEE 2 h; %0 50 wL
(4T3 K 55 F 70 (B DAPL) $ F, 98 s T 0
RLER
1.6 CCK-8 A5 I 240 Jfa 18 5

B UL A8 h 5 TH A AR, K 20 I AP 2 96 fLAR
W, LR 1 000 i, R4 3 FLE R, Rl
A 10 wL CCK-8 IR J5 55 #5248 NI F 2 h, ffi HI
BRI 450 nM P T AN OB o
1.7 4 S0 S 36 A ) 24 S A%

Tbidi Y IR f 14 455 5% ML T 24 FLAR 5 J6R il
AR 4, I 8 B Mk B R 2.5%10" AN /mL ; FE 47
PEAEAT AL A A 100 WL £ 41 B EL TR 5 24 200 Lt
BEJE B A 3K 1, 0,12 .24 h 81 B A0 R ILEEAn
W45 1 A IR
1.8  Transwell 1778 /N% S50 240 ifd =2 5%

i H Matrigel #4214 #£ Transwell % I, 37C+
W5 /N B NIRRT EANIAE 20%
FBS 1 JC A4t DMEM (H) 5¢ 4= 15 72 55, {3248
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FE 9% 48 ho A% 22 5 W 1 2 W 81 7 10 min, %5 i
YL {4 30 min J5 PBS {5 Uk, W IMEE T REALE I 5
ASLET LSRR
1.9 4 it o] AN

WA, 70% TV 2.1 ACHE 2 1 %2, PBS 14
BRI BRI s FH 500 WL 454 2% v R 2
Ji, B A 12.5 wL PI 1 10 pL RnaseA ‘% i k¥
DI BT it X2 AL G D 240 S
1.10 4 e T A

WeAE i, 100 pL 308 T 45 & 28 vhil
E410, A 5 wL AnnexinV-FITC 3¢ {4 1 5 L
PI YL (63 J5 2= IREEEF 15 min J5 ; PBS AR
P A 2 1 mL 5 7 240 2 5 AR A T 40 i
HT
111 GEileaab s

K F SPSS16.0 # A4 #E 47 B d 4 it 2% 43 #r L it
TR (x 2 s) F AR, I ALR) HL B 0 e K5, DA
P<0.05 ®RZEFAGIT2EE XL,

2 #R

2.1  Western blot ¥l 455

Western blot £ ] 4% 5 & 7 . 5 U251-NC 41
LA L, U251-IDHY 40 g tf IDH1 2K 4 3 ik /K
T ETE, EZRAGEIFE X (P<0.05) (E
1A.B) , TET1 EH R KK VPR E T, 27
At X (P<0.05) (K 1A .C) , D
K I 7% U251- IDH®™ 40 iy b 5hmC 4 & A
REBFERM, 2575 % 8 X (P<0.05)
(K 1D) .

A \&:fn\ﬁ ;\‘\

TDHIRS — — ]

C a

15
mHE 10
= —_
® 05
0.0

U251-NC U251-IDH1**"

AR XS

TET] - a—

TET1 &}

GAPDH S S
U251-NC U251-IDH1**"

DAPI 5hmC Merged

D
IDH]RHM - - -

A N5 U251-NC 4IEA e, U251- IDHM ™ 4| IDH1 4K 1435
K- T, TETL 25 R A K B3 T . B.C 5 U251-NC
20 FH 1t U251-IDHY" 4] IDH1 & 3% /K F- 7+ &5 . TET1 & ik K - F
. "P<0.05, D NHIEIOLEL,

B 1 Western blot # il 45 B

Figure 1 Western blot results
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2A B.C), DA 7R U251 -IDHY™-TET1 4
Mg sShmC I E A RIBEE LR, ZRE5ITFE
X (P<0.05)(E2D),

>
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Figure 2 Expression levels of TET1 and SHMC after over
expression of IDH1**" and TET1 in U251 cells

2.3  #h 3k IDHIM™ 5 TET1 {2 # U251 24 g 3
W GTH RZERET .

5 U251-NC 40 Jg 4 H , U251 -IDHY*'-TET1
(U251-TET1) 40 A7 15 R AL, 2R A Gt E X
(P<0.05) (B 3A) , iE#fig JIBEAR, 1R 22 JIBEAIK,
ZERAGIFE X (P<0.05) (K 3B.C),

2.4 pFFIK IDHIM 5 TET1 X U251 41 fitd 5 39 &
P15

5 U251-NC 4l g/ Lt , U251-IDH**"-TET1 4
g G1 # A 380, S WA G2 W10 Bsib, 2 565
T X (P<0.05) . dHME M TR a5 R RS
U251-NC g 1, U251- IDHM-TET1 40 )4 1=
B3N, 252 A Gt R L(P<0.05) . WA 4,

3 it

IDH 1 A1 IDH 2 75 A\ 8% Pk g 19 & A= ik
T W E W ER T B WFR &, IDH
Tif 308 A A S AR TR 1) O R VR A A a- TR R —
i (a-KG) , 76 I i 2 o 7= A 38 T 50 4 i 1
(NADPH) , IDH 1 J& A K i S HoAth 20 2 vh NADPH
) EF AR TR . NADPH i i ik /b S8 4k 75 e H ik ok



TSR AR

202144 H #5134 %544 T Mol Diagn Ther, April 2021, Vol. 13

No. 4 © 585

1507 A — B

~ 0Oh 24 h
® 7 5
% 100 g
\—N—g U251-NC
&
50

0

U251-NC

T A NI AL S a4

U251-TET1

3 BOWAR LRSI EE R s C Oy AR fRAR S04 . 19 U251-TET1 [LAL, #P<0.05.

Cc

-+-U251-NC - U251-TET1

2380
=70 &
= 300 *
e * o u2s1NC =2 550
i S 200
<4z 40 B

150
™ 100
50

0 U251-TET1L
§

T 0
Oh 12h 24h U251-TET1 U251-TETI

B3 EFRIE IDHIM™E TET1 @3 U251 paiEsE . T8 BEEED

1R]32H

Figure 3 Overexpression of IDH

>

U25-NC U251-TET1

Count

0 1024 2048 0 1024 2048 U25-NC U251-TET1

1390 2025 2150 . -2
] = =%
1042 2 1519 S -Gl
695 1 Z 10134 =
50
347 © 506 =7
\ 2 9
g

and TET1 promoted the proliferation, migration and invasion of U251 cells

U25-NC U251-TET1 . .
B 1000 1amw 1000 Tome = 25 - _
e Q2:000% des 8 . & 2
= 10 = 100 =5
ob ob ]
A 10 A 10 12110
= T = g 5
8 = 0
0.1 0.1 : = i -
01 1 10 100 1000 01 1 10 1001000 U25-NC  U251-TET1
FLI-FITC FLI-FITC

A AR ISE R, B oMM T AE R, 5 U251-NC 4IAAR [E, U251- IDHM™-TET1 4154 7= S4% 1 *P<0.05,
B4 EFR3& IDHIM™ 5 TET1 34 U251 40 A0 B # R%R T= R %00
Figure 4  Effects of overexpression of IDH1**" and TET1 on cell cycle and apoptosis of U251 cells

R Z A AL i . IDH 13 53 A7 1 R 4R
IR A= 1 NAPDH LA 1k i ot i) AL bl DNA 48
fe 455, P, B 45 A IDH A1 IDH2 75 45 P 4R
A I JEORT 25 o A48 B £ 5 7 ) R B T S 2 o
YER . IDHI 2848 W3 T — Pt 0 i 3% 1 | i 1k
o -KG i J5 R B 1 LA ) D-2- 52 A7 2
(D2HG) . D2HG fig#ii il JLFh a-KG R A8 P XU 48
il 1, L8 A8 1 2 3R 22 10-11 5 437 - W
T4 B (TET) K% . TET 2 2R IR = Wik X
AR o-KG FALE R IE O 38 3 0 45 1 B g
g A4k 5-mC #7281 5-hmC"’, 5mC F1 5ShmC 2 W,
WAL ERC R T RE 1Y B KRR E I C AR s 2
AYEE R AR RN . ShmC 8k IAFEAE TR
[ A 2 P 20 A, AR S5 1 200 LR P A R 22 200 B
1) AR H &, 5-hmC /4 DNA 25U S b 2 80
B S Al PR, HK AR R ) Lk TNk
R A AR Z AT $E R IDH 28748
UM & AR — A REALRDE I TET 8 LA &
1 L5 R ) L ShmC S 4G 3R 1) DNA 2 H 3E4b 50 )
SEOE . L, ARBFIE T TEF A 3089 5-72 B 3
MMz BE (ShmC ) 238 %) S 75 R i &l 1 (IDH1 ) 28
AR U251 Je ST A B A= 22 7o B
TR 20 S50 IDH1-R132H 28 48 5 ki i A i
o U251 4 il , W% IDH1 28 78 5k 48 it o TET1 DA
J 5hmC FRik 7KV 1520, 45 5 i 7 IDH 2828 7] ik
AN TET1 J ShmC By #R ik, Ffif5 4 TET1 i 3%
5 Ok FE A IDH1-R132H %78 U251 4 g v, 4%
7R TET1 1 238518 T 5hmC KR FH e,
P T e TR A0 g A R R AR A R SR A4

FOTEHT: . AHSEHFSE L IR, Shme 2635 T B ki
R 1 FEWR AL F AR, X 2510 76 WM T 33 4
Mrep &, IDH 2878 58 5hme [, IDH1™" 1) &
k38 5 40k TET 1 A1 TET2 [ (%9 35 P& 1 A%
S5hmC 7¢ HEK293 4fl g v i = J&£ 7, X 2 & 3
SRS 25 5 — 20, B IDH %8 A8 5 2
P R A ) — A~ FEEHLH 2 A0 TET B LA S fR itk
51 A A 5hmC R 18 3% 19 DNA 2 W 3 fb ) ) 2%
JVH, TT RE R RS IR A I 1] 96 T B AR L

S22k

[1]  Mesfin FB, Al-Dhahir MA. Gliomas [M]. Treasure Island
(FL): StatPearls Publishing, 2021.

[2]  PhilipB, YuDX, Silvis MR, etal. Mutant IDHI Promotes Gli-
oma Formation In Vivo[J]. Cell Rep, 2018, 23(5):1553-1564.

[3] Nafiez FJ, Mendez FM, Kadiyala P, et al. IDH1-R132H acts
as a tumor suppressor in glioma via epigenetic up-regulation
of the DNA damage response [J]. Sci Transl Med, 2019, 11
(479) :eaaq1427.

[4]  Seethy A, Pethusamy K, Chattopadhyay I, et al. TETology:
Epigenetic Mastermind in Action [J]. Appl Biochem Biotech-
nol, 2021.

[5] Bian EB, Zong G, Xie YS, et al. TET family proteins: new
players in gliomas[J]. J Neurooncol, 2014, 116(3) :429-435.

[6] LeRhunE, Preusser M, Roth P, et al. Molecular targeted ther-
apy of glioblastomal J |. Cancer Treat Rev, 2019, 80:101896.

[7]  Waitkus MS, Diplas BH, Yan H. Biological Role and Thera-
peutic Potential of IDH Mutations in Cancer[J]. Cancer Cell,
2018, 34(2) :186-195.

[8] Pramono AA, Rather GM, Herman H, et al. NAD - and
NADPH-Contributing Enzymes as Therapeutic Targets in Can-
cer: An Overview[J ]. Biomolecules, 2020, 10(3):358.

(T#% 589 )



- 586 - NTEWi SR F4E 20214E4 45134 45445 T Mol Diagn Ther, April 2021, Vol. 13 No. 4

. a
.’I,/a 3 e

i EE T a5 00 o A5 9 A8 A TN S BB B A R A G
VeSS

ERT IR OREH OFRLA REF EETH EZxW

M

(# ZE] B# HIIREM a(Lp(a)) SMk/NAEHAS (CSVD) & IR RERR AT 1A G . ik
PEFE 2012 4E 1 A 2017 4F 1 ARSI 149 200 4] CSVD H 3 1911 R 956, MR 2 75 4 9T A T Ak s i
A3 A4 (148 1, & I INEN T BE R A% ) (B 41 (52 ], R & I N FI T RE AR ) L I BET 100 441 ] 1 A4 45 1E
B AR R XS IR ZH, SR P G0 8 85 5 Ll i G 3 4H AR I Lp (a) KOF, 91 LA 3 4 3% 17 5 s itk
AP (MMSE) | 52455 F) R ARG i 6 (MoCA) AR TEBE /1R % (ADL) 5 Lp (a) M6 1, &R
3SHBFH MM SHATRE ) E B GEF ) MERARE ) A RE ST AERICIZRE ST E I )1 % MoCA 4%
FUI K MoCA S FLE : A 41<B <X R4, 27 A GiT 42 L (P<0.05) . 3 HZ K H I Lp(a) LR
AH>B Y>XF IR, 22 34 GiiT 245 L (P<0.05) ; ADL ¥4) MMSE 143 Heds . A 4H<B 4<¥ a4, % 5
HY 2 X (P<0.05) . Lp(a) 5 MoCA #-43 . MMSE 43 . ADL - 43 B & 62 4 3¢ (n=—-0.237 .. = -
0.214.7,=-0.305,P<0.05) . &t Lp(a)FFE MLt CSVD B EINAITIREFERS , 55 M 5 3 AE R fs 7 iE
FAHEAE

[ER] IEE T a; Wi/ INAIDIRERERT ; AHOCHE

Study on the correlation between lipoprotein (a) and cerebral small vessel disease with
cognitive dysfunction

DOU Ronghua™, WANG Wen', QIU Zhixin®, XU Xiaodong®, JING Haifang', WANG Xuejing', WANG Aiqing'
(1. Department of Neurology, Cangzhou Hospital of Integrated Chinese and Western Medicine, Cangzhou,
Hebei, China, 061001; 2. Department of Neurological Rehabilitation, Cangzhou Hospital of Integrated Chi-
nese and Western Medicine, Cangzhou, Hebei, China, 061001 )

[ABSTRACT] Objective To investigate the correlation between lipoprotein (a) (Lp (a)) and cere-
bral small vessel disease (CSVD) with cognitive dysfunction. Methods The clinical data of 200 patients with
CSVD admitted to our hospital from January 2012 to January 2017 were retrospectively analyzed. According to
whether they were combined with cognitive dysfunction, they were divided into group A (148 cases with cog-
nitive dysfunction) and group B (52cases, without cognitive dysfunction), and 100 patients with normal phys-
ical examination during the same period were selected into the healthy control group. Serum Lp (a) levels of
the three groups of patients were measured by immunoturbidimetric method. The three groups of patients with
the Mini Mental State Evaluation Scale (MMSE) , the Montreal Cognitive Assessment Scale (MoCA) , the
Living Ability Assessment Scale (ADL) and the correlation with Lp (a) were compared and analyzed. Results
The spatial and executive ability, attention, language ability, abstract ability, naming ability, delayed memo-
ry ability, orientation ability and the total scores of MoCA of the patients in groups A and B were lower than

those in the control group, and group A was lower than group B, the difference was statistically significant

AARB T EESHFHRLESRM(20171192)

VB AL 1. A e P 0 B A ERRAP 2 AAE, 7, M 061001
2. FTAbA  Pg E4E A B RAYZ R AAE, "k, i 061001

*BAEAEE £ %L, E-mail : abe2078861@126.com



NTWiEHRIrE 20214E4 4 %5134 4544 T Mol Diagn Ther, April 2021, Vol. 13 No. 4 - 587 -

(P<0.05) ; the serum Lp (a) level of patients in groups A and B was higher than that in the control group, and

group A was higher than that in group B, the difference was statistically significant (P<0.05) ; The scores of

ADL and MMSE in group B were lower than those in the control group, and group A was lower than group

B, the difference was statistically significant (P<0.05) ; Lp (a) was significantly negatively correlated with
MoCA score, MMSE score, and ADL score (1=-0.237, r=—0.214, r=—0.305, P<0.05). Conclusion Ele-

vated Lp (a) promotes cognitive dysfunction in patients with CSVD and is negatively correlated with the de-

gree of cognitive dysfunction in patients.

[KEY WORDS] Lipoprotein (a); Cerebral small vessel disease ; Cognitive dysfunction; Correlation
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Table 1 Comparison of MoCA scores between 3 groups (x =s)
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(# ZE] BH# H5E FTIREMN D-—RMAE(D-D) AN E-6(1L-6) L5 4 /& 2 1 i -2 (MMP-2)
FKEMIEEE X, FiE HE 2015 4E 10 A £ 2020 4F 10 H A Bz 104 575 F B fih s Z /5 W g4,
TR 40 1] fE FE AR A 3V Ry % BRZH , %) L i 2H D-D \IL-6 \MMP-2 /K-, 4347 D-D .IL-6 . MMP-2 575 F Jif 3%
P0G Z , AR T T BRI R R R G oy 2 K (n=15) 5K & (n=89) , XF L LI R BE R FA
)& D-D . IL-6 \MMP-2 /K-, 73 M1 &2 & %00 [H & I D-D \IL-6 \MMP-2 X} & & i F 8. Z58 W
21 D-D . IL-6 .\MMP-2 /K15 F X IR AL, 22 A7 i1t 8 L (P<0.05) ; D-D IL-6 \MMP-2 5% T~ IR ZE i A7
X (P<0.05); B R HBEARF ARG 7dD-D.IL-6 MMP-2 /KR 5 TR E BB, 2R AHSH¥E L (P<
0.05) ; T2 FE M AR R K TFRTT S D-DLIL-6 . MMP-2 4 J5 75 F IR 4% I 52 & 0 % (P<0.05)
AJ5 7d D-D.IL-6 . MMP-2 ¥ T AR R, A 7 d BEA AN EE 5, AUC 4 0.894, Fe B HURIE 55
BE 43 51°h 80.00% .86.52% . #5i&  D-D.IL-6 MMP-2 £ 75 I 54 W i & i ik, vl /5 b S0 A 48 45
Xif i Sl R R BT WU it , U A 5 2k B B

(&) & Mg, EmamENR-2; AN E-6; D- R

Clinical significance of D-D, IL-6, MMP-2 in sublingual gland cyst
ZHANG Qihong*, LI Chunyang, YING Dong
(Department of Stomatology , Huainan Chaoyang Hospital, Huainan, Anhui, China, 232000)

[ABSTRACT] Objective To investigate the expression and clinical significance of D-dimer (D-D),
interleukin-6 (IL-6) and matrix metalloproteinase-2 (MMP-2) in sublingual gland cysts. Methods From Oc-
tober 2015 to October 2020, 104 patients with sublingual gland cysts in our hospital were selected as the obser-
vation group, and 40 healthy subjects were selected as the control group. The levels of D-D, IL-6, MMP-2 be-
tween the two groups were compared, and the relationship between D-D, IL-6, MMP-2 and sublingual gland
cysts was analyzed. According to the recurrence of sublingual gland cysts, patients were divided into recur-
rence (n=15) and non-recurrence (n=89) groups. The clinical data of the two groups, the levels of D-D, IL-6,
and MMP-2 before and after surgery were compared, and the factors affecting recurrence and the predictive
value of D-D, IL-6, and MMP-2 on recurrence were analyzed. Results The levels of D-D, IL-6 and MMP-2
in the observation group were higher than those in the control group, and the difference was statistically signifi-
cant (P<0.05). D-D, IL-6, MMP-2 were related to sublingual gland cysts (P<0.05). The levels of D-D, IL-6
and MMP-2 in patients with recurrence before and 7 days after operation were higher than those of patients
without recurrence, and the difference was statistically significant (P<0.05). The course of disease, cyst diam-
eter, smoking, drinking, D-D, IL-6, and MMP-2 before and after the operation were all influencing factors
for the recurrence of sublingual gland cysts (P<0.05). The D-D, IL-6, and MMP-2 at 7 days after operation
were al >before operation, and the combined predictive value was higher at 7 days after operation. The AUC
was 0.894,, and the best sensitivity and specificity were 80.00% and 86.52% , respectively. Conclusion D-D,
IL-6, and MMP-2 are highly expressed in sublingual gland cysts, which can be used as early screening indica-
tors and are of great significance for guiding clinical interventions and preventing postoperative recurrence.

[KEY WORDS] Sublingual gland cyst; Matrix metalloproteinase-2; interleukin-6; D-dimer
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I P e DAy 1 T AR R DL
FAY 5T RN RT 28 LG ZUGE AT e B0y A 35
FRECE N I, ) S EGRIZ U KA . BRI
% R, D- B Ak (D-dimer, D-D) 55 11 Jf 0 1 34 ]
B i kA R R B R DG, DN D-D K- RT
it By Wiy A2 VBT 10 J 00 1A 0 1) B S g, Al 5 19
Ja™e FE 4 8 B F-2(Matrix metalloproteinase-2,
MMP-2) EL H Ik 5 [7] 55 2 Jik Ji A 2 P i 2 10 AR 1K
AR KR AR R R EA e . FAY R0
(Interleukin-6, IL-6) A HLIA 4 i i 1o 88 2247 o, 7
1 f s G o S v R KK T A R A [
W REE I K AR A AT AH SN , R WA WIS ik
B o T, AT E WAR T T IR A D-D
IL-6 . MMP-2 &3k Rl R S o Al o

1 ARSI

1.1 — R

FPEHL 2015 4F 10 A & 2020 4F 10 A A B¢ 104 4
TN BRZE b 5B VR S SR AL, 55 B 40 i) B {4
GEE AT IR . XIS 19 49, 4 21 9], 34
RS (34.70£7.36) %/ 5 LA AL 15 46 191, < 58 f4i], F-
B4 (33.6927.95) % s $EIP F 42 0.5~3.2 cm, 13
(18.71£5.03)cm, PHZLPES AP 455 A 22 7 48
P2FE X (P>0.05) .

A FRE : AR FI 2RI A DA AR S5 s B 12
SRR TC AR B I B E
SRR N AT I 25 R E A @ TR 2E 2
o HEBRARUE : OB/ I B A R ; @1
N SR 253 s OARTIAEAE Y ; @I Sk 1
T L QA M E OB  ORFAEE T
B B BE M UIBR AR FARAGAEH . ARSLI 4 B B {2 2E
%2 5ot
1.2 Jiik

ORL TR W T A AL 78 % S0 1) A
14 AR 0 48 B (BMID) e 2 22 i AR AR 2R
B A R R S IR IR BTk . @QF RGBT A
GO G2 N B M VIBR AT o Pl
H W BME A HE 7 17 i 88 19 4% Je) 0 i 4 B JRR I 5
PEBE TN A RS S IR M R MR U DR ES
JEEZH 2L, U] [] T A ) 28 R, BT 20 S i s
%, T R R RE ST AL Bl 4y B 2, B S 1
JR AR S B BE PR UA 5 P2, S8 LA R R T IR B
Jifr, 25 LW o 5 1k L R UER PR 4R S . @I E

K 5 TR ARG 7 d R B EE KM 5
mL, AFE 3 2 000 rpm B 0> 20 min, BUIML 3 , 77
T—20CHEErh R FH T 3K A 8 W B2 0 7 IL-6
IR, SR FH 4 2 Bl 0 5 D-D AKSF, SR e
AL A MMP-2 K. @& LR : KRG F
AE PN, X 2R i T 2 A A LT R L 4L A
RAME |, 28 2 i P9 25 W0 G i 1 R 20 (6 B R T
1.3 MEIER

D M4 D-D . IL-6 . MMP-2 /KF . @7 #r
D-D.IL-6 MMP-2 5& FIRE KR, @0 Hr
TR R A B 2 D-D . IL-6 . MMP-2 /K F- i) A 56
o UEARGEFEFEN, ERSREREHETFA
)i D-D IL-6 . MMP-2 /K-, &0 & T 74 fih
RIGELE#WMHEZE, ©@D-D.IL-6 MMP-2 X} F T
U3 Fo AR S5 A2 2 1 S A1 1
1.4 GEit=srr

K H SPSS 22.0 8 i A7 B b 31, T BU5 K}
Phn( %) ik, R 2 K, T GoR D (2 £5) Fi 3
PRI TE] L3 ¢ R 50, 5 N BRI AR 5 & & 5% i ]
# i i Logistic #7172 [N & 7144347, D-D . IL-6
MMP-2 X} 5 T 4 el AR J5 52 4 11 T00I0 21 RE 43 B %
3283 TAERRAE (ROC) fh £k, AN [R] F3i 0 7 2 [
i & T 1 FH F #5R ] DeLong #6546, LA P<0.05 4
ERAGIFE X

2 HFR

2.1 4 D-D.IL-6 .MMP-2 /K- [ 45
W EL4H D-D . IL-6 . MMP-2 7K &5 T-%f fR 4,
ERAGIFEL(P<0.05), WEI1,
xR1 FWAHAD-D.L-6.MMP-2 /KELLE (x+s)
Table 1 Comparison of the levels of D-D, IL-6 and MMP-2

between 2 groups (x+s)

215 n D-D(mg/L) IL-6(ng/L) MMP-2
W4 104 0.63+0.27 14.85+3.26  356.94+87.24
XR4L 40 0.45+0.20 10.4142.94  214.87+50.69

18 3.828 7.516 9.677

PiE <0.001 <0.001 <0.001

2.2 D-D.IL-6 MMP-2 5 T IREE i Ak

AT T BR e &R SRR AR & (R kA=
0, %=1),% D-D.IL-6 .MMP-2 4} A Logistic [f]
AT, A el J0, & T R P 3 D-D 5 IL-6.
MMP-2 7K IEACOE R IL-6 5 MMP-2 /K2 1F
55 2 (r=0.814, 0.693,0.779, P<0.05) , WL 2.
K1,
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%2 D-D.IL-6.MMP-2 5 & TFIRTMA X R
Table 2 The relationship between D-D, IL-6, MMP-2 and
sublingual gland cyst

ISk B SE  Waldly OR{H  95%CI P

D-D 1.685 0327 26.542 5.391 3.185~9.124 <0.05
IL-6 1.542 0362 18.149 4.675 2.841~7.692 <0.05
MMP-2 1618 0.301 28.886 5.042 3.074~8.269 <0.05
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Figure 1 The correlation of D-D, IL-6 and MMP-2 levels

in patients with sublingual gland cysts

2.3 BRSRERBFHKGOE N F ARG D-D .,
IL-6 .MMP-2 7K L 45

Bk GARE Kk BF R R EAA R AR
PR, ZR A5 E L (P<0.05) ; EEEBHE
ARG ARJG 7 d D-D . IL-6 .MMP-2 /K- 5 F A2
REBH  ZFAGIEE L (P<0.05), L33,

*3 ERSRELBERKRABKEFAAED-D.IL-6,
MMP-2 7K FEL 8 (x+5)

Table 3 Clinical data of relapsed and non-relapsed patients

and comparison of D-D, IL-6 and MMP-2 levels before and

after surgery (x+s)

P RPN
— gk KE K .
= N 2t P
#ir (n=15) (n=80) *' i
e 7(46. 39(43.82
P ] L (46.67) ( ) 0,042 0.837
@ 8(53.33)  50(56.18)
A <] 53.3: 46(51.
A 8%  8(53.33) 6(51.69) 0,014 0.906
>18 % 7(46.67)  43(48.31)
BMI <23 kg/m*> 10(66.67) 57(64.04) .
_ 0.039 0.845
>23 kg/m*  5(33.33)  32(35.96)
S P <3/ 5(33.33 57(64.04
it ~HA ( ) 7(64.04) 020 0.025
>34 A 10066.67)  32(35.96)
- i _ oy o
B AR <3cm  5(33.33) 59(66.29) =891 0.015
>3cm  10(66.67)  30(3371)
Jia A A i 12(80.00)  76(85.39)
mpi] 1(6.67) 6(6.74)  0.358 0.720
WP 2(13.33) 7(7.87)
% AR = 9(60.0 22(24.72
% AR P (60.00) (24.72) 6.044 0,014
i 6(40.00)  67(75.28)
i 2 10(66.67)  27(30.34
ol = (06.67)  27(3034) o) 007
f 5(33.33)  62(69.66)
D-D(mg/L) AT 0.69+0.12  0.62+0.10 2.436 0.017

RIF7d  058£019 047+0.16 2.397 0.018

IL-6(ng/L) ARHT - 15.92+2.04  14.67+1.78 2464 0.015
RIG7d 1407292 11.2322.84 3.569 0.001

MMP-2(ng/mL) AR 372.14+20.15354.38+18.26 3.434 0.001
ARJF7d 302.84+70.39236.19+67.14 3.523 0.001

2.4 5T BRAREM AR JS B 5 R ER S i
PLE T BRBERD ARG &2 5 AR RS & OR
k=0, 2%k=1),¥E3 FAPERGGIT¥E
SCHIFEARAN A Logistic [F105 5 2 , 434 vl 1, 2
PEMPEAR W P FAR AT S D-D IL-6 .\ MMP-2
B T RSN E LS &R (P<0.05) . L3 4,
x4 ETHREMAREELZMEZRSH

Table 4 Analysis of influencing factors for postoperative

recurrence of sublingual gland cyst

5 B SE Waldy OR{E  95%CI P1H
R 1.623 0.331 24.049 5.069 2.745~9.362 <0.05
BN EAE 1718 0.341 25369 5.571 3.026~10.256 <0.05
W2 1.793 0.375 22.865 6.008 3.174~11.374 <0.05
[veli] 1.723 0326 27.926 5.600 2.879~10.892 <0.05
D-D

pNi] 1.600 0.331 23.369 4.954 3.125~7.852 <0.05

ARJF7d 1595 0301 28.039 4.930 2941~8263 <0.05
IL-6

A AT 1.794 0375 22883 6.013 4.126~8.762 <0.05

RJF7d 1.647 0326 25513 5189 3.012~8.941 <0.05
MMP-2

A AT 1.831 0.321 32524 6238 3.941~9.874 <0.05

ARJE7d 1.722 0294 34303 5.595 3.052~10.258 <0.05

2.5 D-D.IL-6 MMP-2 X% T B2 b AR J5 & & 1Y
T AN E

ROC 14 .78 AUC{H : RJ5 7d D-D.IL-6,
MMP-2 >R, ARG 7 d BE A 10 A (i 5
AUC 4 0.941 , S AEBURBE Fr 53 55301 87.12%
95.51%, WL 2.3 5,

A RIG7d
* 100 o
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Figure 2 ROC curve in different periods
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%5 D-D.IL-6.MMP-2 X & TR EMAFE & BT MHE
Table 5 The predictive value of D-D, IL-6, and MMP-2 for postoperative recurrence of sublingual gland cyst

Eit7 AUC 95%CI A HUREE (%) R (%) P
D-D PN 0.701 0.604~0.787 2.627 >0.64 mg/L 53.33 75.28 <0.001
ARG 7d 0.810 0.721~0.880 4.236 >0.55 mg/L 73.33 86.52 <0.001
IL-6 AR A 0.787 0.696~0.861 5.402 >14.79 ng/L 80.00 66.29 <0.001
AR 7d 0.858 0.776~0.919 7.181 >12.87 ng/L 86.67 73.03 <0.001
MMP-2 A 0.797 0.707~0.870 4.704 >369.19 ng/mL 66.67 79.78 <0.001
ARJF7d 0.804 0.715~0.876 5.732 >265.17 ng/mL 73.33 80.90 <0.001
RHTEEA 12 W 0.890 0.813~0.943 8.846 73.33 87.64 <0.001
ARG 7 dEA 2 0.941 0.877~0.978 12.496 87.12 95.51 <0.001

Jifr, ASBFSE R R, MMP-2 55 T IR ih A 56, 78
T BRAE R A S A i AR R AR VR T
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D-D WA BKEF 4 35 (T £F U AR T 246 =
Ao TR, HoKOE 55 e AR DR GE &
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VB35 HE 5 T R4 i 28 35 107 D-D ZKF 48 R
LT I i AT B SOTE ML BRI R 5, 5 20l
I T 38 L P B AR AR 0, DL S R R
fife S W, T N R ES TR LR I A P 3 Ak il AR
T W £F 4 15 i 15 2, AT 2Ll D-D KSE T

HHT, 7 B SR DI R A R PRIA YT 5 T B
P b e ELEEAT A 7 0 AE s B it i T BB
H UG EEAER (AR REHEE TR
BRARA LR B ARG B & 80 TR =
KOARMESE R, & T Mg b i 4 N IR B
VIR ARG A — 8 W K%, AR A
SR EAT R AP ScRE, HARJS 7d D-D JIL-6.,
MMP-2 ] AUC > AHT, H R F W REE TR 7d
553 % W) ] () gl B, T A Sy o S B R
b 21 20 AR AR B, 1 T B R T AL RE

Zi b, R AENM B D-D IL-6 . MMP-2 /K
R RIR, KA AR IR R B B Ak B
FHNE, nT ARG E KBRS %

SE Lk

[1] Chen JX, Zenga J, Emerick K, et al. Sublingual gland exci-
sion for the surgical management of plunging ranula[J]. Am
J Otolaryngol, 2018,39(5) : 497-500.

[2] LeeRJ, Tong EL, Patel R, et al. Malignant sublingual gland
tumors : demographics, prognostic factors, and treatment out-
comes [J]. Oral Surg Oral Med Oral Pathol Oral Radiol,
2016,121(2) :180-187.

(3] RAFEE, BRG], R SC, 55 . D R MACRIET 2 48 1 st rE 1
JE 5T S 1) it g 8 3Rk R R SC LT ] v el i A
Bk, 2020,18(5) :417-420.

(4] EBE. BEAKM MG E-cad, MMP-2 J% VEGF ) 3 i X i
JE R B S W (B [T ], SEBREE 2 Be 4R, 2017, 42
(2):241-243,246.

(5]  ERIAI, MLt R0 D EEHE - NF-«Bpo5, IL-6 Kk 5
WA AL OG R T ], SR AR 2k, 2020,36(1):10-14.

(6] =AMy %, T 5 . &4F 2 BB PRI & O PRI IR U /8
J T 43 A B AR KT 5 2 R AR AR ST LT ], AR R T B
PE2, 2020,46(2) :192-194.

(7] SBT3, WM, 55 . ST I G M e 2 ARy 3 1 T
X 10 JF 58 925 4 7 28 B 5 1l 35 TNF-a \IL-6 . SOD |, SIgA \1gG
B (1], B ER B2 LR, 2018,18(3) : 545-548+596.

(8] BRSHPF, XEEAE VLA R, 55 . 55 BRWL/ O 55 5 (o 4 i 58
PR ) B S R AR AR AR DGR S (1], W B 8 7 R 2
i, 2018,45(5) : 587-593.

[9]  Yul, LiD, Lei D, et al. Tumor-Specific D-Dimer Concen-
tration Ranges and Influencing Factors: A Cross - Sectional
Study[J]. PLoS One, 2016,11(11):e0165390.

[10]  Zhao GR, Ji P, Zhao HW, et al. Modified L-shaped surgi-
cal approach to excision of the sublingual gland[J]. Br J Oral
Maxillofac Surg, 2015,53(8) : 725-729.

[11]  BRGDF, SR . & TR FARBITRCS I A (T]. h
ST AR, 2019,12(2):77-81.



- 504 - NTEWi SR F4E 20214E4 45134 45445 T Mol Diagn Ther, April 2021, Vol. 13 No. 4

. a
.’I,/a 3 e
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(¥ ZE] BM HIEMME C(CysC) B2-HIRFE M (B2-MG) . AN E-18 (IL-1B) . [ 4TI/
F-18(IL-18) X & i & 8 U B B A (W TN (B . 73 HEB 2015 4F 3 F & 2020 4 9 A A B & 1R
BB R T4 B s, T R el & i R 36 B X IR . HLER M4 CysC . B2-MG IL-1B . IL-18,
431 CysC .B2-MG IL-18 IL-18 5 ifit A G . B i 40 5% el (K] 28 J 45 HAn X B LA i sl (i . 45 R

PIZHAE IS M) AR 35 %0 . TC \ TG \FBG ,LDL-C \HDL-C  JR R JR R A HHK, 2 % LG22 L (P>
0.05) 3 19 28 75 1L 05 F2 ML 45 1175 00 . SBP . DBP H A%, 25 B A 4t i 24 % L (P<0.05) ; WLEZ 41 CysC .
B2-MG .IL-18 . IL-18 /K V& F X IR AL, 25 5 A1 et t2# 3 L (P<0.05) ; CysC .2-MG ,IL-1B . IL-18 5 SBP .
DBP &£ 1E #H X (P<0.05) ; CysC . B2-MG . IL-1B ., IL-18 2 & IfiL & 5. 37 1B 45 47 1) B 8 £ e PR 2% (P<0.05) 5
CysC.B2-MG ,IL-1B . IL-18 B—K&ill AUC {H 43514 0.798,0.842 ,0.753 ,0.788 , BEA Hilill AUC 4 0.854., i
& T B2-MG Bl Wi, B & T CysCLIL-18 IL-18 Bph Fiil , 22 47 Gi 31 & L (P<0.05) ., %8
CysC.B2-MG .IL-1B .IL-18 55 & ifiL & £8 35 i s 7K SF- e 2 A G, B0 A6 7K 1 A8 A6 FT AR Ay s A S0 2 40
Pt b TR AR RS IR TR A T2 N A E .

[REIR] PR C; B2-HORE T AR R-18: FAAIIEANFR-18; BG KI5 w51 ; R4
s s I E

The predictive value of CysC, 32-MG, IL-13 and IL-18 on early renal injury in patients
with hypertension

CHEN Xi, ZHANG Na, HU Guangmei*

(Department of Hypertension, The First Affiliated Hospital of Xinjiang Medical University , Urumgi, Xinji-
ang, China, 830054 )

[ABSTRACT] Objective To explore the predictive value of cystatin C (CysC) , B2-microglobulin
(B2-MG), interleukin-13 (IL-18), and interleukin-18 (IL-18) in early renal injury in patients with hyperten-
sion. Methods A total of 74 patients with hypertension and early renal injury in our hospital from March
2015 to September 2020 were selected as the observation group, and 36 patients with simple hypertension dur-
ing the same period were selected as the control group. The CysC, B2-MG, IL-183, IL-18 in the two groups
were compared. The correlation between CysC, 2-MG, IL-1f3, IL-18 and blood pressure, the influencing
factors of renal injury and the predictive value of each indicator on renal injury were analyzed. Results There
was no significant difference in age, gender, body mass index, TC, TG, FBG, LDL-C, HDL-C, uric acid,
and urea nitrogen between 2 groups (P>0.05). The duration of hypertension and blood pressure control in 2
groups were compared with SBP, DBP, the difference was statistically significant (P<0.05). The levels of
CysC, B2-MG, IL-1{ and IL-18 in the observation group were higher than those in the control group, and the
difference was statistically significant (P<0.05). Cys C, B2-MG, IL-1pB, IL-18 are positively correlated with

AeR A #HigkERAER A RAFEA(2014211C028)
VB ln R EAKFEE B ERS TS E R R, 458, 54 K5 830054
*BAEAEE ¥ M, E-mial : hgmmary@126.com
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SBP and DBP (P<0.05 ). Cys C, B2-MG, IL-1p, IL-18 are important risk factors for early renal injury in hyper-
tension (P<0.05). Cys C, B2-MG, IL-1pB, IL-18 single detection of AUC values is 0.798, 0.842, 0.753, 0.788.
The combined predicted AUC is 0.854, which is slightly higher than that of B2-MG alone and significantly high-
er than that of Cys C, IL-1B, and IL-18 alone, and the difference was statistically significant (P<0.05). Conclu-

sion CysC, B2-MG, IL-1p3, and IL-18 are highly correlated with blood pressure levels in patients with hyper-

tension. Combined detection of changes in levels can be used as an important way to predict the occurrence of ear-

ly renal injury in clinic, and has important application value for diagnosis, treatment, and prevention.

[KEY WORDS]

Hypertension; Early kidney injury ; Predictive value
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X HERR AL A8 92 2R W 5 vl i AR B E AN
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B2- Ik 1 (B2-Microglobulin, B2-MG) . 4 4R i1/
Z-1B (Interleukin-1B,IL-1B) . F1 408/ % -18 (Inter-
leukin-18, IL-18) ZEAN 4 | 4 8 /&5 1 B 80 161473
oy S S A, AT AR S B IROI  AE b A
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W LTy B B /N BRUE A 38 %) S B U S TL-18
IL-18 AL R+, T2 i A 40 -3
5 INE S I B A . ARG PR T A 4 B4R
DT g 1t A8 D A 7, B T I ARSI
22380 CysC . B2-MG  IL-1pB . IL-18 B 45 K6 I 75 25
I RIS N A . BRI .

1 FZRFAE

1.1 — R

PEHUABE 2015 4F 3 H Z 2020 4F 9 H = 1L+ F
B0 BB A TA IR LB AL, ) B R A B4l
o IR AR E 36 BIVE XS IR . i AdRHE : ODFHIFF
A e I AH DG BR HE s @ Uk 4 s (Systolic Blood
Pressure, SBP)/&T 5k J& (Diastolic Blood Pressure,
DBP)=140/90 mmHg ; @& Ifil &1 5 15 47 28 25
/INER JE 1 %2 (Glomerular Filtration Rate, GFR) <90
mL/(min-1.73 m*) ; DZARE B2 AE FIZS 51 23t
O BMERES . HERRE: OF I ZE4% .
LB I BB A A B A B IR AT @A T I R
R0 MR R R R PR | B RE
N 00 A9 9 L O 5 DU IR B L Lok
1.2 ik

PIFABE 1 d Nt TR A DI g H 7 KF,

Cystatin C; B2-microglobulin; Interleukin-1f3; Interleukin-18; Combined detection ;

KAE 5 mL 23 JEFK L, DL 3 000 t/min (1) 38 5 250
10 min, B.02FER 8 12 em, 70 B A 20T ; K
RER G L IEIE CysC, iR & A /e 50 /R B4
PIHE AR B 1 5 2R P T B G928 TR o3k 0 7 TL-18
IL-18 /K, iR & [ i ey R A R A BR 2
Al @B2-MG K-, HEZS R IR, KoK 500 mL, F3HL
1 h PRYRIEATAS I, SR FH G 73 348 5 L ek 32000 2 , 3
& H B SR 2 AR ARG RA A
1.3 WEHER

D M % W 41 CysC.B2-MG . IL-1B . IL-18
KV @43 # CysC | B 2-MG . IL-1B . IL-18 5 ifil
FEACF BRSO o B 4B e I e £ 10 B i
HREMAINER . @70 CysC.p2-MG \IL-1B IL-18 H1
— A AN St - A5 104 T A {1
1.4 Geitsorik

K H SPSS 22.0 X B4 #4773 M 5 THECHEREDA
n(%0) T AT R THE ORI (3 £5) ik, L[]
AR A ST AR AR ¢ 52565 5 #H 5GP 43 B R ] Pearson
2R M AH O R BB AL ; R H Logistic #E17 2 [H £ 1114
G3HT s BOMALRE 3B R FH 32 108 TAEHRRIE (ROC) i
25, FICH R £ T T R, A IR S0 € fA) il 26 T AR
H R H DeLong 656 , 6 & R #E 1T Logistic — 7t
1402, 3R [ T HE < logit (p ) , K5 HAE il <7 4
AR5 DL P<0.05 A ERA G L.

2 #HR

2.1 WL — Ok AS

PR AL AR ) R 5 45 %8 . TC . TG . FBG.,
LDL-C .HDL-C JRKI& JRFR A AL, 227 TG0
SL(P>0.05) 5 9 4 ey IR A% Il s 42 il 175 45 .SBP
DBP L, 25 A 501t L (P<0.05), W3R 1.
2.2 M4 CysC.B2-MG .IL-1B . IL-18 /K Ho #%

WMELLH CysC . B2-MG  IL-1B  IL-18 /K F & F
YRR, 22 A BT L (P<0.05) . WL#E 2,



59 - ATEWEIRIT ARG 202144 A

13% 548 J Mol Diagn Ther, April 2021, Vol. 13 No. 4

1 WHBERLR (n(%), (v£s)]
Table 1 Comparison of general information between the two
groups [n(%), (x+s) ]
pUE =%/ Xof 4

/N 5
L (n=74) (n=36) It P
() 55.31£5.29  56.48+6.14 1.032 0.304
les 48(64. 25(69.44
P 531) 5 8(64.86) 5(69.44) 0298 0.633
i 26(35.14)  11(30.56)
EL L
I E%*ﬂﬁ 23.45+1.66 23.73x2.02 0.772 0.442
(kg/m?)
e I AR (A1) 10.1322.04  6.27+1.48 10.121 <0.001
AL A I O il 46(62.16) 31(86.11) B
6.615 0.010
K 28(37.84) 5(13.89)

SBP(mmHg) 145.27+13.49 126.20+11.27 7.325 <0.001
DBP(mmHg) 97.31£7.36  85.18+6.13 8.546 <0.001
TC(mmol/L) 4.63£1.02  4.49£1.10 0.658 0.512
TG (mmol/L) 2.02+0.54  1.95x0.52 0.803 0.423
FBG(mmol/L) 5.08+1.14  4.96£1.07 0.528 0.598
LDL-C(mmol/L) 2.85£0.72  2.70£0.76  1.007 0.316
HDL-C(mmol/L) 1.16+£0.37  1.2120.40 0.648 0.519
JRER (umol/L) 331.74+75.49 323.56+62.78 0.562 0.575
JRE A (pmol/L) 5.85+1.77  5.62+1.84  0.631 0.529

K2 FHCysCB2-MG. IL-1B.IL-18 K ELLE (3 +5)
Table 2 Comparison of serum CysC, 2-MG, IL-13 and

IL-18 levels between the two groups (x +s)

A CysC 2-MG IL-1 IL-18
AU I (m)é/L) Epug/L) ( ng/f) (pg/L)
WEH 74 1424026 4.05+1.03 121.67+20.34 95.59+23.47
XTHEZ] 36 0.93+x0.22 2.28+0.72 98.36x15.21 53.17+17.56
tH 9.733 9.259 6.060 9.606
P1H <0.001 <0.001 <0.001 <0.001

2.3 CysC.B2-MG.IL-1B.IL-18 5Ifi A 5
%t Pearson A & PE 7 #F , CysC (r=0.587,
0.645) . B2-MG (r=0.576.,0.631) . IL-1B (r=0.603
0.507) \IL-18(r=0.617.0.630) 5 SBP .DBP & iF- Al
F(P<0.05), WL 1,
2.4 R I AR LI A 405 s e R R
2 Logistic [21J5 7304 , &y i s A | i Hs 428 il 17

L .CysC.B2-MG .IL-1B  IL-18 J& & IfiLFE 35 40
B E Gk &R (P<0.05), W3 3.

*x3 BIEEERHERGHZNESE
Table 3 Influencing factors of early renal injury in patients

with hypertension

At B1H S.E.{6 Wald ¥ OR{E

95%CI P1a

EEREE 1.356 0503  7.270  3.882 2.749~5.481 <0.001
LRI G 1.608 0427 14.174  4.991  3.028~8.226 <0.001
SBP 1.789 0.512 12208 5.983 3.271~10.943 <0.001
DBP 1.621 0489 10.983 5.056 2.805~9.114 <0.001
CysC 1.646 0.397 17.190 5.186 3.615~7.440 <0.001
B2-MG 1501 0406 13.671 4.487 2.302~8.745 <0.001
IL-1B8 1.522 0.378 16215 4.582 2.078~10.103 <0.001
IL-18 1.671 0409 16.695 5.318 2.346~12.057 <0.001

2.5 CysC.B2-MG .IL-1B .IL-18 % & ifi JE B30 5
493 %) S0 A1 (L

ROC 14k 7K CysC .B2-MG ,IL-1B . IL-18 Bk
BT AUC 2y 0.854, B 55 T B2-MG R T, &k
F & T CysC.IL-1B. IL-18 & ph i il , 95% CI :
0.774~0.914 , U E K 77.03% , F5 5 K 83.33% .
ILE 2. %4,
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Figure 2 The predictive value of CysC, 32-MG, IL-183,

and IL-18 on early renal injury of hypertension
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Figure 1 The relationship between CysC, 2-MG, IL-1$3, IL-18 and blood pressure levels
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R4 CysC.B2-MG.IL-18.1L-18 3t & I /£ F 11 B H s &
Table 4 The predictive value of serum CysC, 32-MG, IL-1$ and IL-18 on early renal injury of hypertension

eIz AUC 95%CI Z14 WA AR (%) (%) P{A
CysC 0.798 0.710~0.868 6.854 >1.19 mg/L 75.68 69.44 <0.001
B2-MG 0.842 0.760~0.905 9.158 >3.28 pg/L 78.38 75.00 <0.001
IL-1B 0.753 0.661~0.830 5.491 >117.12 ng/L 62.16 80.56 <0.001
IL-18 0.788 0.700~0.860 6.288 >69.65 wg/L 74.32 77.78 <0.001
BA 0.854 0.774~0.914 9.926 - 77.03 83.33 <0.001
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dNLR . PLR X} E /e iliges FRIEA B BUG VEAL

wmR* Wt RUA O XEM AR RES

[ ZE] B BHERARFHR A0S 400 E ] (dNLR ) | I/ -75k EL 41 AR FAE (PLR) SR/
I ARA AR R E TS IS E . F3E PRI 2016 4F 4 F 2019 4F 3 A HIAIABECIE 1Y 148 f5il3E /)N
AR TR AR B ARIEARSE BUS R MBS R (n=98) , TG A R4 (n=50) , 4 7T Logistic [l14
AIHTREI F W R 2, FE4T ANLR PLR A&, I ROC /I £R43HTT , 4530 100 75 =X s 38 s (e 1
LER 4 7 Jr Logistic [1J343 4, ANLR=1.53 ,PLR=122 /2 5% 0i NSCLC £ % ¥l J5 iyt ~7 -, 28 ROC [t
2R 0T, ANLR F i AUC Sy 0.813 , Fil U 5 40 80.6% , 45 57 FF 82.0% ; PLR Fiil A AUC 2 0.833, Tl 52
HUF 82.7% , 45 51 84.0% ; ANLR B4 PLR il AUC Jy 0.970, Tl R 4513 98.0% , 4557 14 96.0% , ¥4 BLA —
SEMERRZ, £ Kaplan-Meier 43#7T, 57K - ANLR \PLR # fHFE T %25 T%/K - ANLR \PLR % , 22 5 4%
HX(P<0.05), 51 dNLR.PLR 0[PPl IR/ N AR 1 AR B TS EE S H4847.

[SEIA] A i /MRITEUM A0 THE SR/ NI AR VA AR 5 TR 5 F50

Evaluation of dNLR and PLR on the prognosis of patients undergoing radical resection of
non-small cell lung cancer

XU Biao*, SHA Jiming, ZHAO Xudong, CAO Wei, WU Junxu, ZHOU Xiao, XU Shengsong

(Department of Cardiothoracic Surgery, The Second Affiliated Hospital of Anhui Medical University, Anhui,
Hefei, China, 230000)

[ABSTRACT] Objective To explore the preoperative neutrophil to lymphocyte ratio (dNLR) and
platelet-lymphocyte ratio (PLR) in evaluating the prognosis of patients undergoing radical resection of non-
small cell lung cancer. Methods A selection of 148 patients undergoing radical resection of non-small cell
lung cancer admitted to our hospital from April 2016 to March 2019 were divided into a good prognosis group
(n=98) and a poor prognosis group (n=50) according to the postoperative prognosis. After binary logistic re-
gression analysis of factors affecting the patient’s prognosis, dNLR and PLR were detected, and ROC curve
analysis was used to determine the prognostic value of the patients. Results After binary logistic regression
analysis, dNLR = 1.53 and PLR = 122 are independent factors affecting the prognosis of NSCLC patients. Ac-
cording to ROC curve analysis, the AUC predicted by dNLR is 0.813, the prediction sensitivity is 80.6% , and
the specificity is 82.0% ; the AUC predicted by PLR is 0.833, the prediction sensitivity is 82.7%, and the spec-
ificity is 84.0% . The prediction AUC of dNLR combined with PLR is 0.970, the prediction sensitivity is
98.0% , and the specificity is 96.0%, both of which have a certain accuracy. According to Kaplan-Meier analy-
sis, the mortality of patients with high levels of dNLR and PLR was higher than that of patients with low lev-
els of dNLR and PLR, and the difference was statistically significant (P<0.05). Conclusion dNLR and PLR
can be used as important reference indicators for evaluating the prognosis of patients undergoing radical resec-
tion of non-small cell lung cancer.

[KEY WORDS] Survival period; Platelet count/lymphocyte count; Radical resection of non-small cell

lung cancer; Prognosis; Prediction
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Al /Iy 240 Ja it 9 #1295 R (Non Small Cell Lung
Cancer; NSCLC) & ik % 5 fili i 81% , J2& & [F & 9%
B BT A e ey R R i AR AT R H T
RO T B . 28R T, RS B AR 36% ~
82% , 25 I, S T R HERf TN R U A
PEVERE VAL FE PR o A R I e AL 5 A
I AR AE RS AETE— AV, 52 e fii i 28 2
fE G S S T /N - Tk T 40 L LY (B (Plate-
let Lymphocyte Ratio, PLR) | 747 4 it 55 94k £ 41
Jitd . #91] (Neutrophil to lymphocyte ratio, dNLR ) 42 [
WA RS T FHFE bR, Hor PLR AU RERE S BBILIA
RAE K- WAESS H e | H 9 b B B A
{8, Hiz 1] Tl pt e rh i 3¢/ . ANLR 242 5
RAE RN bR ) 22—, W] R B Z2 B g i L (H
KT AT EAF S o Ry AR SO 5%
dNLR PLR AR F BN AT TIRARE It
T P AR AR AT T AR 0 22 7 NSCLC SR il
FAE HE R LA A A7 3R 1) T 4

1 AR

11—k

HTARBETE 2016 4F 4 J1 2 2019 4 3 H W]
1R 1Y 148 B =E /N 40 i il 958 AR A AR FR A SR AR TR R
T 8445, L 1 64 141] 5 AF-4% : <60 % 56 141], =60 % 92
15 F AR5 2 PR 102 4], St 4] 143 46 4415
Fsgg 2401 T 70 4], M-IV 3] 78 441] ., R #R 4 148
1 58 AR5 TS 0 R TS A2 (n=98) , Til)5
REA(n=50) . AR : DFF4 NSCLC I K2
Wi, LR G R BT R 12 , BAT se I R v
s QR 7R T s QAR FTAR AT 40 B by
T @B E OIS W AR UGS . HERR bR
IR A B G2 R0 FE e sl s @i —J8 N
R ol FH S B I R SR 2 s AR FTA B i
[N IR WO e ) -
B FFAGHRERE SN IF A,
1.2 ik

iy 773X Gl R R R R R
TUGERL, R AR MR R i PR TR &
{2A045 ML LA Sz ANLR \PLR 7K1 . i3 H A< %5 7%
%A AR AE SYSMEX XE-2100 %154 [ 3 1fiL 41
Ji 43 AFASCRG ) ANLR \ PLR 7K SFAE K6 2 /4> i
IR CRp AR ) (14 S o PLR= L/ 450k 12
S0 T HR T A5 B ANLR=4 % 18 v s 20 it 0/

(A — a5t mg ok A 4% ) . NLR fefd 4y
FLE R 1.53%, ANLR=1.53 H & M Wil 5 A B 3,
dNLR<1.53 H5E A5 BAIFH ; PLR S AE40 5
122" PLR=122 # A il J5 AN K45, PLR<122 $i| ¢
MG BRI . HERE=(a+d)/(atb+c+d) ; REE
=a/(a+b)*100% ; 5 57 [ = d/(c+d) ¥100% ; R 12 K=
b/(a+b)*100% ; ;12 % = c/(c+d) ¥100%
1.3 WELIE R

X} L T B 20 AU AS B 20 60 4% 10 9%
B @ LA S YK A BLAE Ry ) K, 4 A AR i
dNLR ,PLR LA B 1564 0000 A 1B 1 , 31 F ROC
20 B = P I g A L R U A (A
3BT dNLR . PLR P B2 Bt A v 76 7 22 35 A A7
&M AE . B A 77 B (Overall survival, OS)
AR A W12 S NSCLC J5 £ BE T 1 4 AT ] J5
(R BE T A s ]
1.4 Gil#abH

K H SPSS 20.0 Ge b 2# R F A 21 5 185058k
n(% )RR AT KB s 520 J 3 s R RSk FH ot
Logistic [71 )43 #7 ; ANLR , PLR  B¢& 9 5000 4 {5 2F
iR F ROC £k 5047 , 24 AUC>0.9 i 7500 o4 it 1
151 5 Kaplan-Meier 125 il A= 7 11 £& 5 4 [A) A= 17 22 5
b5z ] log-rank #5365 DL P<0.05 H 22 34 41t

2 HFR

2.1 L — ROk AL

PIA M AR TR R R AL B
i g6 o3 BA G 0 b A, 22 57 TR S iR L (P>0.05) ,
P41 ANLR,PLR L #, 22 3 A G it 2= & X (P<
0.05), W1,
2.2 J3HrEsm NSCLC B H)n &

dNLR=1.53 \PLR=122 J&35%/i NSCLC £ fil/s
FA7 T (P<0.05) . L2,
2.3 &Iy W HERRPEXT H

dNLR FiiAERRZ% N 81.08%(120/148) ,PLR T5iilll
WEB R Sl 83.11% (123/148) , Bk A T o 1 2R oy
97.30%(144/148) , A5 FOuM MRS %R B 2 T~ By T MR
R, ZEFIG L (*=0.017;P<0.05), WF3,
2.4 ROC £ 4r#r

ROC i £ 43 #7 & 7% , ANLR T390 () AUC N
0.813, PLR #ijill ) AUC & 0.833, dNLR BX & PLR
T AUC 24 0.970, ¥ — & HER %, Lk 4. K 1,



© 600 - ATEWEIRIT ARG 202144 A

H13E B4l T Mol Diagn Ther, April 2021, Vol. 13 No. 4

F1 MA-MEBLE (2(%) ]

Table 1 Comparison of two general data [n(% ) ]

whr gy DTRMALBRARA ey

el Bk 56(57.14)  28(56.00) 0.018 0.894
E’gis 42(42.86)  22(44.00)

AR <60 % 38(38.78)  18(36.00) 0.108 0.742
=60 % 60(61.22)  32(64.00)

TR W 31(31.63)  15(30.00)  0.041 0.839
Ml 67(68.37)  35(70.00)

LUzt H 25(25.51)  12(24.00) 0.040 0.841
7 73(74.49)  38(76.00)

Jilogea o> 4 3 47(47.96)  23(46.00) 0.051 0.821
M~V 51(52.04)  27(54.00)

1N 2 7% " 20(20.41) 10(20.00) 0.003 0.953
bW 78(79.59)  40(80.00)

dNLR =1.53 19(19.39)  41(82.00) 53.845 <0.05
<1.53 79(80.61)  9(18.00)

PLR =122 17(17.35)  42(84.00) 61.356 <0.05
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Table 2 Analysis of factors affecting the prognosis of

NSCLC patients

MXEKNE  BIH SE Wald ORH 95%CI PAE

dNLR=1.53 3.796 0.788 23.226 44.524 9.509~208.476 <0.05
PLR=122  4.043 0.790 26.227 57.020 12.133~267.968 <0.05

F3 BHAXBEFMERT L

Table 3 Comparison of accuracy of various methods

dNLR il PLR il B4 T
WEWHR  wE  #BUE BUs Bs WU BiUE

B AR B AR B AR

WG Bir  79(a) 19(b)  8l(a) 17(b) 96(a) 2(b)
WEARKE  9(c) 41(d)  8(c) 42(d)  2(c) 48(d)

71 0.042 0.043 0.483
PE 0.838 0.836 0.487
%4 JINLR.PLR IR BB & REFEBE RN
A

Table 4 Predictive value of dNLR, PLR and the

combination of the two on the prognosis of patients

HORIE BRI 49

WE H AUC brifER 95%CI (%) (%) 15k

dNLR 7 0.813 0.039 0.736~0.890 80.6  82.0 0.626 <0.05
PLR il 0.833 0.037 0.760~0.906 82.7  84.0 0.667 <0.05
BATIM 0.970 0.018 0.934~1.000 98.0  96.0 0.940 <0.05
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Figure 1 ROC curve of various prediction methods in

judging prognosis
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Diagnostic value of multimodal magnetic resonance imaging in cervical cancer staging and
pelvic lymph node metastasis

ZHAO Yao*, ZENG Xiaosong

(CT/MRI Room, Suzhou Hospital Affiliated to Anhui Medical University , Suzhou, Anhui, China, 234000)

[ABSTRACT] Objective To explore the diagnostic value of multimodal magnetic resonance imaging
(MRI) in cervical cancer patients with stage-by-stage lymph node metastasis. Methods 46 patients with cervi-
cal cancer diagnosed in our hospital from January 2017 to June 2019 were selected. All patients were confirmed
by pathological examination after operation. The FIGO staging and lymph node metastasis of cervical cancer
were determined according to pathological examination results. Conventional MRI plain scan, diffusion-weight-
ed imaging (DWI) and dynamic contrast-enhanced scanning (DCE) were performed by multi-modal MRI.
The diagnostic value of multi-modal MRI in detecting cervical cancer patients was evaluated by comparing the
staging results of multi-modal MRI and lymph node metastasis with pathological results. Results According
to the results of postoperative pathology, 26.1% (12/46) of stage 1 patients, 43.5% (20/46) of stage 1l ,
17.4% (8/46) of stage Il , and stage IV 10.9% (5/46). The results of multimodal MRI examination were 13
cases in stage | , 18 cases in stage I , 10 cases in stage Ill , and 5 cases in stage IV. Compared with the re-
sults of postoperative pathological examination, multimodal MRI showed the diagnosis of stage IV cervical

cancer. The diagnostic accuracy, sensitivity, specificity, positive predictive value, and negative predictive val-

KA A 2B A E LTS A %] (202004)07020026 )
Ve B4 B AR 2 B 5 M E B CT/MRI £, %4, 48 M 234000
*AAEAE % B HE, E-mail : hd63568@163.com
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ue were all 100.00% , which was higher than the diagnosis of stage Ill, II and I cervical cancer (P<0.05). A

total of 131 lymph nodes were examined in 46 patients after surgery, of which 63 lymph nodes had metastasis

and 68 lymph nodes had no metastasis. After multimodal MRI, 60 lymph nodes were diagnosed with metasta-

sis. The accuracy of diagnosis was 93.1% , and the diagnosis was sensitive. The sensitivity of diagnosis was

95.00% , and the specificity of diagnosis was 91.56%. Conclusion Multimodal MRI examination has high ac-

curacy in the diagnosis of cervical cancer staging and lymph node metastasis. It can clearly and comprehensive-

ly display the lesion and effectively identify the disease staging. It is worthy of clinical promotion.

[KEY WORDS] Cervical cancer; MRI; DEI; DCE
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Table 2 Analysis of the diagnostic value of patients with
multimodal MRI
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Figure 1 Imaging diagnosis of stage IB cervical cancer
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Figure 2 Imaging diagnosis of stage IV cervical cancer
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CTCs.HSP32.HSP27 1F & & W 2 icAbyy b gh 84
A B R 32 S

AT Bk BET

(# ZE] BM  HIUHEHR M A0 (CTCs) VR 50 11 (HSP) 32 \HSP27 4 &4 i (EC) [A] 25 i
IF S RIGIRE L. ik REURBESGA I 107 B BC [R5 BT B3, A48 R 28 k7 ) b
9ol L 2995 B N 43 0 S8 R AR AL (n=42) AR 2 F R (n=63) o LI PRI L AMH 1. CTCs \HSP32 \HSP27
AL HTIG R L. &8 BEALITHEFT, CTCs \HSP32 \HSP27 S [, 58 B 4R TR 52 2 5%
2, 2257 A8 ST # = L (P<0.05) s 17 1.2 Y7 JF CTCs \HSP32 \HSP27 35 3F 58 4= 2% fift 1Y) AH 5% 1A
#, H AT 2 497 12 5 £ 10 A0 {9 5 (P<0.05) 5 CTCs \HSP32 \HSP27 & 1 (2 3 AE A7 %I TIK 6 AR
T EFAGRITFE X (P<0.05), &i® ECHEFFLHIT T 4ME il CTCs \HSP32 \HSP27 A28 {k 1]
T [ 28 AT 77 R R TS 3, X4 S R A AR SE R R B A L
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Dynamic changes and clinical significance of CTCs, HSP32, HSP27 in concurrent radio-
therapy and chemotherapy of esophageal cancer

ZHENG Jie*, GE Xi, MA Zhiyu

(Department of Radiotherapy , General Hospital of Wanbei Coal Power Group, Suzhou, Anhui, China, 234000)

[ABSTRACT] Objective To investigate the dynamic changes and clinical significance of circulating
tumor cells (CTCs) , heat shock protein (HSP) 32, and HSP27 in concurrent radiotherapy and chemotherapy
of esophageal cancer (EC). Methods A total of 107 EC patients with concurrent radiotherapy and chemother-
apy were selected. According to the pathological response of tumor tissue after concurrent radiotherapy and che-
motherapy, they were divided into the complete remission group (n=42) and the incomplete remission group
(n=63). The changes in peripheral blood CTCs, HSP32, and HSP27 of the two groups before and after treat-
ment were compared and the clinical significance was analyzed. Results With the progress of chemotherapy ,
CTCs, HSP32, and HSP27 showed a decreasing trend, and the complete remission group was lower than that
of the incomplete remission group, and the difference was statistically significant (P<0.05). CTCs, HSP32
and HSP27 after 1 and 2 courses of chemotherapy were all related factors for incomplete remission, and the
predictive value of the data after 2 courses of chemotherapy was higher (P<0.05). The survival rate of CTCs,
HSP32, HSP27 high-risk patients was lower than that of low-risk patients, and the difference was statistically
significant (P<0.05). Conclusion The dynamic changes of peripheral blood CTCs, HSP32 and HSP27 dur-
ing concurrent radiotherapy and chemotherapy of EC patients can predict the curative effect and prognosis of
concurrent radiotherapy and chemotherapy, which is of great significance for guiding the clinical individual-
ized treatment plan.

[KEY WORDS] Circulating tumor cells ; Heat shock protein ; Esophageal cancer
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& & J% (Bsophageal carcinoma, EC) J& lIfi IR H
W ZRIKRGEMEES . HAlFAREBC £%
IGIT R AR R R E , Z8URE s n O i e
2 rp g A S AR TR BIAL, T R BRI iR YT o
H Al E 5 T RS MR 4 2UE K2 P EC ik e
NYECSARUET AR R AEERE, AR
RS, 724 ifRd 40 fifd ( Circulating tumor cells,, CTCs)
B M RN R Z —, HORE U [P
FAEECALIT Ja o ZBEAR" . R 32 & 11 (Heat
shock protein, HSP) & — 1 fE LR LN 12 43 AR
e BEDRSF 2 1, Horh PR SE 26 11 (HSP) 32 (HSP27
SN AR & HSPs K IGk dE i 0n , 2 5 ZFhfip
TR I &R K T St 2 A AR . BT, AR A
Ifi. CTCs \HSP32 HSP27 7 EC [f] 25 it b7 1 i) 2
AR AL ol AT A I PR 5E 3% EC [R5 Ak 7 7 R M 1
JE IR T PN ML RS %

1 ARSI

1.1 — Bk

PEHL 2016 4F 3 A & 2020 4F 1 A A B IA HY
107 ] EC [F2E A7 8 Bkt . BT /B 34 58 1
TR, IR 2 ST R R R DA R 2 AT R
PSSR (B 2 B IR YT R IR 41T
W FRAG A, AT AR HTe 19 105 491, AT R EIE G
7, A2 AR B 258 2 G, 63 1 FE 58 A S iR
R ) A AT S o 98 4L 4008 BRI N 43 A 58 4 2%
il (n=42) AL 76 2% fHH (=63 )

MAFRHE: QLB ZWH2" ; Q)R EC
Wi R FARIBITHAL @ K2, HA4
HIARZTALTT RPEIRTT S M RIT s @B FE K
J& UG P AR 2 B W . HERR AR A OB ST IR
B, AR Z A7 & @4k & 1 EC; @& 4 4 1L
H AT E O IRE E LG A . AR LI L0

[ARAEiIR]
1.2 ik
1.21 ()7

M fkJ7 : % & 5 (Hospira Australia Pty Ltd,
H20150351) , 135 mg/m®, 55 1 d; A (V195 55 75 25
W SEPFIABRA A B 255 H20010743 ) , 20 mg/m’,
F2~5d, @, 21 R, QU7 R
22 Bl i5 6MV Precise B 2k il & #% = 4 15 B
(3D-CRT) 83 & 458 (IMRT) it J7 i % 3 A7
67 . AT 24597, ILIERSTY 2 7R

122 Kt

O HL ARG AT, WO AR 4 8% B B B BOw
Jb A ZUE R, AR AR T RN A o 18T A0 ) e
[ AT o R A 5358 2 Dl O kbS58 2T 2%
TR WL ) AR SE 4R @CTCs K - R bt
e EL S M IUR 25 IR IR K 5 mL, St et
US5E CTCs, BHSP32 HSP27 Kl : % AR 41 4E B
23 R AL IS 23 JE R K 2 mL, B0 (GEAR 10 em, %
# 3 500 r/min, IF[E] 15 min) , %4 FE I, %
T 2R A B A BR 2 w2 ) A&
HSP32 HSP27 /K-,
1.3 GiileFabH

F G824 3 SPSS19.0 4b BB | T4k %%
BEEL n(90) fiid , R R85, i BORHA (x £5) 3
i 4 T E A SR R ST AR AR ¢ A5G, Z2 41 18]
225381 ; Logistic 719 77 #2430 AT 52 W PRI 28 7300 3%
AE AT R 3210 TAERHE 2 (ROC) 5 R85 2% -
3 HE il 28 (KM) 73 B 4 17 %, #1417 Log-Rank £
5. LAP<0.05 WESAHGIFE L,

2 HFR

21 — BBk

PRZE M) AE IS A T R AR R S T
B AT TR RS> (KPS PE43) i kk 7 B — A
FORHLES, 2 7 g2 X (P>0.05), WK1,
2.2 CTCs . HSP32 HSP27 )75 4k

SE ARG AT 1.2 497 B 5, CTCs.
HSP32 HSP27 [k FIE B &MUl , 2 7 A ZiT2#
2 L (P<0.05) 5 AN [A] B[] 88 4%, 2 AT 1.2 4>
J7 % CTCs  HSP32 \HSP27 4 R [ a#, 2 7 H
it X (P<0.05), WE2 K1,

T AN SE RGN ; B R i
1 AEFHEENREREZER(SP,x100)
Figure 1 Pathological examination results of patients with
different curative effects (SP,x100)
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K1 FHE—MERXTLE [n(%), (x+s5)]
Table 1 Comparison of general data between 2 groups [1n(%), (x+s) ]
— B BERt SR (n=42) e 58 2 LR R4 (n=63) iy i P{H
AR 54.67+6.44 53.71+5.89 0.788 0.432
51 5 26(61.90) 38(60.32)
02 ).
& 16(38.10) 25(39.68) 0027 0870
A5 B i BT i 19.68+1.01 20.03+1.02 1.729 0.087
R ZE 8(19.05) 12(19.05)
NE 16(38.10) 23(36.51) 0.032 0.984
¥ fi 18(42.82) 28(44.44)
R YR 16(38.10) 24(38.10) 0,000 1000
JEE T 26(61.90) 39(61.90) ’ ’
Ny B/
T KPS 35 RO EE NS 71.35+3.54 72.61+3.72 1.733 0.086
WIRES 83.46x4.15 84.67+3.79 1.543 0.126
Ja AV ]2 11(26.19) 16(25.40)
ik Bt 19(45.24) 28(44.44) 0.031 0.985
T Bt 12(28.57) 19(30.16)
*®2 TPi4H CTCs HSP32.HSP27 BT (x+5)
Table 2 Dynamic changes of CTCs, HSP32 and HSP27 of the two groups (x +s)
e b 20 n bELag:) 7 1A RS Iy 2497 RS
CTCs TG 42 11.03+3.07 4.55+1.72° 3.04+1.24"
B | teoes 3 (1N 63 10.86+2.59 6.89+2.36° 5.59+2.05®
t{H 0.306 5.519 7.222
PAiE 0.760 <0.001 <0.001
HSP32(ng/mL) SE LR 42 56.80+11.68 43.06%5.18" 40.35+6.25™
AE5E R AL 63 54.97+10.32 50.15+4.99" 48.24+5.07%
i 0.886 7.025 7.111
P 0.378 <0.001 <0.001
HSP27(ng/mL) e 42 65.49+10.36 53.64+7.11° 51.66+4.97"
B SE L A 63 63.89+12.04 58.65+6.32" 57.03+5.02
18 0.705 3.784 5.391
PA{E 0.483 <0.001 <0.001
: HRZARTTRIN L, P<0.05; 5 FIZST 1 A7 X L, "P<0.05,
%3 ER2ZMBYMEEIW
Table 3 Logistic regression equation analysis of factors affecting incomplete remission
A1 B1H SE{H Wald 14 OR & 95%CI P
I 1A R CTCs 0.961 0.225 18.257 2.615 2.361~2.897 <0.001
HSP32 0.393 0.115 11.680 1.481 1.168~1.879 <0.001
HSP27 0.357 0.123 8.422 1.429 1.204~1.696 <0.001
I 2 NP RS CTCs 0.973 0.207 22.091 2.646 2.402~2.914 <0.001
HSP32 0.724 0.214 11.437 2.062 1.598~2.661 <0.001
HSP27 0.580 0.187 9.633 1.787 1.614~1.978 <0.001

2.4 TINAESE 2221 ROC

PLAE 58 42 28 fif Jy BHPERE A DL S5E 42 2% it i B
PEFEAS , 4T ROC 434 , AR BUAS [] B 1] 55454 B 79
AR 58 4 2 i 1 ROC #h £k s , &35 b fbyr 2 4
JT G I AUC KFARy7 1 N7 A7 2 D7 iR
J5 TR 58 2 2B AUC MK F/IME IR CTCs

HSP27 .HSP32., WK 2.% 4,
25 6 1HAMF%E

HT AT 2 AT 8 Jim 45 48 bn 000 Al 58 42 22 i

100
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BV REA
1 RE A
—1LJ7 17 RE CTCs
--—{LJ7 1 ST RS HSP27
) 1&14 1(\‘%&“5] HSP52

A (%)
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20 [
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— 1LJ7 2 7 FLE CTCs

== fLIT 2 ST RS HSP27

| T 2 TR HSP32
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100-F5 574 (%)
2 WNIEE £ ZMEE ROC
Figure 2 ROC predicted by CTCs, HSP32, and HSP27 for

incomplete remission
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R4 ROCHMER
Table 4 ROC analysis results
EEzD AUC 95%CI cut-off & THURE (%) PR (%) PAH
7 1A PR CTCs 0.808 0.720~0.878 >6.78 66.67 85.71 <0.001
HSP32 0.753 0.629~0.807 >48.3 ng/mL 66.67 73.81 <0.001
HSP27 0.724 0.629~0.807 >58.98 ng/mL 53.970 80.95 <0.001
Iy 2 7 R CTCs 0.826 0.739~0.893 >4.51 68.25 00.48 <0.001
HSP32 0.793 0.703~0.866 >43.9 ng/mL 71.43 78.57 <0.001
HSP27 0.810 0.722~0.880 >55.38 ng/mL 68.25 80.95 <0.001

) AUC KT &8P fbyr 1 N7 /2, BOR I ALYT 2
NI AR ROC 230 T 1Y cut-off {EAE 20 F i, ¥ i
534 CTCs =& (>4.51) AL & (<4.51) (\HSP32 5
f& (>43.9 ng/mL ) FIIL f& (<43.9 ng/mL) \HSP27 {5
f& (>55.38 ng/mL ) FIi & (<55.38 ng/mL) , Fi 1/ 6
AL G 2 B, R A K-M A0 Hr, 45 R B R,
CTCs .HSP32 HSP27 /& i i 35 A A7 R I TR G i
#F(=10.654 .5.277 12.725, P ¥J<0.05) . VLKl 3.

HETE 5T R AL BRI AT 53T R R
1.0 T 1.0 1.0 T
wost 0 e < =08 T =08 by
= = =
& & &
R Zo06 R
= ol = 15
& 04 & 04 Eoar  Lmseriis
s s 5 "o - HSP27 ffEfis
02 + CTC U5 O 4 HSP32 By i K 02 + HSP27 5 iK1
+ CTCs ik f&- K7 + HSP32 fiLfi- K Sl + HSP27{ILfE- 1851/

01 2 34 5 6 01 2 34 5 6 01 2 34 5 6
i ) B 1) i ()

B3 BHEANALEREXR
Figure 3 6-month survival rate of CTCs, HSP32, HSP27

high-risk and low-risk patients
3 it

B R , EEREAEA T 30 J7 NJRSET EC, 1
K EJE EC &k B2z —, BAEF B NS0 15
T, BEBRITEOR D e EC B &by T iR
ST BT RS BN W T, B Ao S EANF  ATR
Sl R SRR T 7 2 AR AT AT i e n)
Mz —

5T I 4 205 A 2 I R A2 B IE Al T K
B« G bRIE” o 7B 3 XBTH B OTY J BC 414
PRRRAESEAT AR GT , AR U5 BB 7 o 4% o JEERE L
PRI N AR, FRE TS B, e 2 s, BC B
2[R AT 5 B B T R BTG A T R A R IR YT
SR AEAT 2 1] BB A DR T B o LT R
R A A AT GE 52 0 g 1 B 52 T 48 4 52 52 g FRLAG:
A, BV I VAR AE — R BR M . A A i AR
T8 brer i HAT B E T B 22 2tk e hT B R R
SEPL IR NG IR )2 W 45 A 5 s 1912 Wit S Tt
Je VEA A 2T . CTCs J2: e R PPA% 35 4% ik Jgg 52 %

T IRV B T S 1 & FH A1 JEL LA B, {HLIE 5
A i PR A R R AR AN B R, H R
= CTCs bRl 7k, Horh 0k R
WL CTCs BRI 7%, B4 £ 2 Bh e =X an
WA B 2 AL 2R R Ja A B i i S SR 5 Tl
5N B R A TR S N AR S ARG vk e
WEL N M 25, HLBCRER 5 2 B3 R 52 e 2 ]
SIB PR, A 2 DR T S EOR T G , 4
S B AR R R RE A A B A, SRETH 2 I
PRXT A LR A 43 B 2Kk ™ . ABFSE A1 A Il CTCs #ar
D285 AT A AT A8 TCEPE NI ) R AE , 32 2R
37 EAT T B RVE FH AT RE B T 0 TR & g At
Jrid RIS A7 AT B R KGR 43 CTCs .
WAL, BifRs s 2 A0 A I CTCs & K s 5 H:
1RZBHRIE VA ¢, I HSPs 5% 5 B b & A=
KR REHRIEH R HEY) ", HSP32 T4k
PRAESE , 72 EC A rhim RGk , AR AR JE 5 i
W L2 5 B SR AR AR G ARHFSE AR S i
EC /8 % 1L HSP32 ik T 1wy , 50 4 G fiff 20 1o 2% 1%
%, AR T e S8 A G, AR R,
HSP27 7KV Tt 55 5 19 A1 A | 2L 98 400 it 5 4= 28
MBI ER IEAC, 5 R 5228 R R
TAHE™, {H HSP27 7€ EC "hHLHI AN, 2238 2 1%
SRR TEAR o A 1 IR A0 4L HSP27 15 3R
SEA i ot d OR  T (T -5 e A i S Ll
HSP27 = ik 5B M MR IR E 2 A G, A
WF5Y EC £ 3% I35 HSP27 7K G 97 #E 4T 2 BRI
B AT 5 A 58 R — B R AT e T e R
B WA TR A %, CTCs HSP32 HSP27 & fi i
AR TG B, 1B CTCs \HSP32 , HSP27
[F] A sl AT W F T EC [FI2E AT 7 58 B s 1A
Zi Ll A, BC /B A A I CTCs . HSP32
HSP27 7 [l 5 Ak I 5 35 B ARG, HL 58 2 22 i %
TG B Ay B BRI B 5, DL &5 SR X 48 I R A
AL TEBIRIT TR EAAELEE L, (T4 6147W)
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N2 1P B2 98 VIR AR b A BNIP-3 . EpCAM . FNDC5 f£
 SEP=Y. 2 HlisFi gl

| EAR* Mk kzEE

[ ZE] BH HPEEEITREIERASRA B 40 MMk R/ H 15%-2 ARG 75 E1B19 000 AH AR
FHZE 1 3(BNIP-3) . I K A0 B 4> T (EpCAM) | TN &1 34 28 (1 2544 358 5 (FNDC5) 76 AR J5 & % Hh i T
M. Ak HEIL20174F 1 7 & 2020 4F 3 A ARBCA Y 122 61 =S TE DI R R B IEAR S 6 1~
AZ KRG NE EH (n=18) . K& K H (n=104) , Lt 5 7 4 23 FiL 9z 55 44 41 BNIP-3 mRNA | EpCAM
mRNA . FNDC5 mRNA , Il B % 4 R B & 49w 443 BNIP-3 mRNA . EpCAM mRNA . FNDC5 mRNA,
R AR 244 Logistic [E 75 B 48T R Ja & & ARG B £ |, R H 32 0% TAERHE 2k (ROC) & ROC
T HE A (AUC) 43 #7 BNIP-3 mRNA . EpCAM mRNA . FNDC5 mRNA T ARG B RN E. &R FHHS
FRAS BNIP-3 mRNA #0955 40 48 W FRAL , EpCAM mRNA . FNDC5 mRNA B 52 A B ETH & LR H
Bt L (P<0.05) s B kM 5K E R MR FE S LU, 258 512 8 L (P<0.05) ; & & 4 BNIP-3
mRNA R 5 & 21 B3 5K (P<0.05) , EpCAM mRNA .FNDC5 mRNA 3k 8 K H BET 5, B2 A 53T
20 L (P<0.05) 3 B I 505 238 AR5 5 K 0 KUK 7T BE & 0 I 20 0% 50 4 19 1.173 £i% , BNIP-3 mRNA |
EpCAM mRNA , FNDC5 mRNA & F¥MA & AR J5 & % 09K 43 32 A8 F 3 E # 19 0.222 11,103 . 3.627 i
(P<0.05) ; BNIP-3 mRNA . EpCAM mRNA . FNDC5 mRNA i illl & J& & % 1y AUC 43 %)~ 0.823.0.775 .
0.845, BNIP-3 mRNA 4 FNDC5 mRNA i) AUC 4 0.954(P<0.05) . #5i& #54< BNIP-3 mRNA . EpCAM
mRNA . FNDC5 mRNA A E N G WE B VIR ARG 52 & 53 Fhr s, Ml R It E M S %5 .

[%$2i7] BNIP-3 mRNA; EpCAM mRNA; FNDC5 mRNA; RJ5E &

The predictive value of BNIP-3, EpCAM, FNDCS of laparoscopic liver cancer resection
specimens in postoperative recurrence

TIAN Guobiao*, CHEN Xiaobo, ZHANG Jianguo

(General Surgery, Pinggu Hospital, Beijing Friendship Hospital, Capital Medical University, Beijing, Chi-
na, 101200)

[ABSTRACT] Objective To evaluate possibility of using the B cell lymphoma/leukemia-2 and adeno-
virus EIB19 000 interacting protein 3 (BNIP-3), epithelial cell adhesion molecule (EpCAM ), fibronectin type
Il domain-containing protein 5 (FNDC5) in laparoscopic hepatectomy specimens for the prediction of postoper-
ative recurrence. Methods We selected 122 patients undergoing laparoscopic liver cancer resection in our hos-
pital from January 2017 to March 2020 and divided them into a recurrence group (n=18) and a non-recurrence
group (n=104) according to their recurrence at 6 months after surgery. Comparison of BNIP-3 mRNA, EpCAM
mRNA, FNDC5 mRNA in cancer tissues and adjacent tissues, and comparison of BNIP-3 mRNA, EpCAM
mRNA, FNDC5 mRNA in cancer tissues of recurrence group and non-recurring group, Unconditional Logistic
regression equation was used to analyze the related factors of postoperative recurrence. Receiver operating char-
acteristic curve (ROC) and area under ROC (AUC) were used to analyze the value of BNIP-3 mRNA, Ep-

F o 2R EARE F R AT RIS S KR B (17-02-12)
Ve A% H AR E A K 3 B AL R AR B R4 B -5 S, 4L 101200
*BAEHEH @ B AF, E-mail : ttw777123@163.com
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CAM mRNA and FNDC5 mRNA in predicting postoperative recurrence. Results The mRNA levels of BNIP-3
in cancer tissues were significantly lower than those in paracancerous tissues, while the mRNA levels of Ep-
CAM and FNDC5 were significantly higher than those in paracancerous tissues (P<0.05). The difference in fam-
ily history of liver cancer between the recurrence group and the non-recurrence group was statistically significant
(P<0.05). BNIP-3 mRNA in the recurrence group was significantly lower than that in the non - recurrence
group, while EpCAM mRNA and FNDC5 mRNA in recurrence group were significantly higher than those in the
non-recurrence group (P<0.05). The risk of postoperative recurrence in patients with family history of HCC was
1.173 times higher than that in patients without family history of HCC. The risk of postoperative recurrence in
patients with BNIP-3 mRNA, EpCAM mRNA and FNDC5 mRNA higher than the average was 0.222, 1.103
and 3.627 times lower than that in patients with family history of HCC (P<0.05). The AUCs of BNIP-3 mRNA,
EpCAM mRNA and FNDC5 mRNA in predicting postoperative recurrence were 0.823, 0.775 and 0.845, The
AUC of BNIP-3 mRNA combined with FNDC5 mRNA was 0.954 (P<0.05). Conclusion BNIP-3 mRNA, Ep-

CAM mRNA and FNDC5 mRNA can be used as molecular markers for recurrence after laparoscopic hepatecto-

my, providing important clinical reference information.

[KEY WORDS] BNIP-3 mRNA; EpCAM mRNA ; FNDC5 mRNA ; Postoperative recurrence

IR J B B8 VD B R AT B /N R A, R R
ISP M Bk 2 — ek R AR AA I A
BURAE R BRG] S B RS , IR S
T A5 5 A WA R 6 BRI R 5 A R
FENAE, IR E A T I A AR S B
SCo B 4 K LR/ L -2 FIARE B E1B19 000
A HEAE I 3(B cell lymphoma/leukemia-2 and ad-
enovirus E1B19 000 interacting protein 3, BNIP-3) F*
BT N S RIZRLAAR , 5 TR B2 A
| Bz 41 9 %5 BfF 43 F (Epithelial cell adhesion mole-
cule, EpCAM) F 2RI THE A IEH AR 2
A B AN AR, S E RS R R 2R A
K, H EpCAM 45 [ i 235 1 B SRR I8 # A
Lo, IR AE AR 5 4R AR AR BRI, S RIS A
B M R A K RS SR R IR VIR AR S
SRAHADA FRHRIT >, M 2F 3% 2 (1 45 30 5
(Fibronectin type Il domain - containing protein 5,
ENDC5) 5k /KA & P Flg B AT 5C , ek 21
LU RIK 03 = TR L, SIm R0 k2
B SR BRI AT G . AHIFSEIR IE  BE TEE 1)
B R A5 4 BNIP-3 mRNA . EpCAM mRNA , FNDC5
mRNA TEAR G & & P BN (E, et I o

1 X&MTTE

1.1 W4

PEHL 2017 4E 1 H & 2020 4E 3 H 7 B a1y
122 15 162 Jes G 9 DD B AR S, vl R 438 T 49
59 1, 11 ] 63 1, Child 4> 2% A 9% 109 1] , B 2% 13

B, WA 6 A Z RN HEKH (n=18)
RE KA (n=104) , BT 3 cm HEWE T4

PANRUE : OFF A T K& M2 Wibs
Q17 IR B R DIBR A ;s O A LT TC I AH R
J7 L @I M o HEBR bR o - OBE I ) e i
s QU I KA i ; QRRIRAS 77 s DIE K
B 2R H/ERER L (AR B s QIR i %585
— G T @OBR A PR
1.2 Jiik
121 HIrSEE

AR AT 16 I B2 e DI B RGBT, Rl
Gevl FE AR AR T A O s A
o S S L Child 289 R HLAR L LS T A
1% 22 3L 55 74 Jiff ( Alanine aminotransferase , ALT) . K
A R % % I (Aspartate aminotransferase , AST) |
JAJIHZT 2 (Total bilirubin, TBil) I R4 . 4 95
TR, RE12E AU, B3 N EE—
Uy Ag I IER R A s R, RIS R E
HE— 2B AT CT S = kA, — H R B
IRV R R BRI ZEARG 6 ™ H .
1.2.2  FI5hrAi

BUOAR U185 1 i 9as 4120 g 55 41 20, R FH S
7 1 A W% 3X SN (Polymerase chain reac-
tion, PCR) £ {ll BNIP -3 mRNA . EpCAM mRNA |
FNDC5 mRNA ik , K603 AR X ik =222
1.3 MEEFR

OB AL w55 2 2554 BNIP-3 mRNA |
EpCAM mRNA ,FNDC5 mRNA %3k, Q& E Kk
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R R P AR R G s T
HH s P98 S8 05 sh L Child 43 2% M98 B 4% L ALT .,
AST . TBil |G R A IR i . OEE R
MK KU 4l 41 BNIP -3 mRNA | EpCAM
mRNA . FNDC5 mRNA ik . @t R J5 & & 1)
R [N . 4> #F BNIP-3 mRNA , EpCAM
mRNA . FNDC5 mRNA Hiill A J5 52 &% B i
1.4 Gt0rik

K 1 SPSS 22.0 K 4 &k BREC A | 31 & % kL DL
(X +s)FR, BAL] LBECR IS, FEAS ¢ K 50, 114K
PR n(%) e, H K5, >R FHAE &4 Logistic
[l 59 77 B 43 A AR S5 52 Kk A S sg R 2, R A2
R TAERAE i 2 (ROC) B ROC F 1 f1 (AUC)
43 BF BNIP - 3 mRNA ., EpCAM mRNA , FNDC5
mRNA Tl AR 552 &M E. P<0.05 K2 %A%

-9
2 #HR

2.1
Fb A

I 4 2R A8 BNIP -3 mRNA 8 55 4H 21 (P<
0.05) , EpCAM mRNA .FNDC5 mRNA %55 5541 41
L, ZE A S E R L (P<0.05). W1,

x1

NIRIH L bR 7 BNIP-3 mRNA . EpCAM mRNA

AEALAFRZ BNIP-3 mRNA , EpCAM mRNA |
FNDC5 mRNA LE%E (x+s)
Table 1 Comparison of BNIP-3 mRNA, EpCAM mRNA
and FNDC5 mRNA in different tissue specimens (x +s)

] BNIP-3 EpCAM FNDC5
21 5 mRNA mRNA mRNA
TN 122 1.03+0.45 4.55+1.26  21.16+6.77
Joi 55 2 41 122 2.16+0.57 1.72+0.83 5.15%1.04
tE 17.187 20.717 25.818
P1a <0.001 <0.001 <0.001
2.2 PHAIGIRTER LA
ZHEERTEN S TN NS S S UN e

91 Child 43%% ¥R EL4& L ALT  AST . TBil . Ilfi /R 43
WA IR LA, 22 R IEGE TR 5 L (P>0.05) ;
R MG ARE KWK L i, =25 A S0t
N (P<0.05), WFE2,
2.3 44141 BNIP-3 mRNA  EpCAM mRNA |
FNDC5 mRNA 45

52 k2 BNIP-3 mRNA #5452 k4 0 35 FEAI%,
EpCAM mRNA . FNDC5 mRNA % K4 % 41 . T+
L, ZERAGIERE X (P<0.05) . W 3,

x2 FWAKRKBRITEE (n(%), (x+5) ]
Table 2 Comparison of clinical data between 2 groups
(n(%), (x=s) ]

R

RERH

Bkt (n=18) (n=104) it P
AEIB () 52.44%11.15 50.87+9.80 0.610 0.543
B (B ) 11/7 63/36 0.123  0.726
RS E (kg/m®)  24.18+1.97  23.8622.14  0.592  0.555
PRI 14(77.78)  90(86.54)  0.369  0.543
2 0K 10(55.56)  64(61.54)  0.230 0.631
IIRES L 4(22.22) 5(4.81) 4.500  0.034
Child %%
A 15(83.33)  94(90.38)
0232 0.630
B 3(16.67) 10(9.62)
Jiliea AR
<5cm 13(72.22)  85(81.73) . )
0.379  0.538
5~8 cm 5(27.78)  19(18.27)
R
ALT(IU/L) 51.77+12.68 47.63+13.52 1210 0.229
AST(IU/L) 52.68+15.14 48.91+16.44 0.908 0.366
TBil ( pmol/L ) 18.98+5.23  16.52+6.79  1.462  0.146
I PR 53 1A
I 8(44.44)  51(49.04) .
0.130  0.719
I 10(55.56)  53(50.96)
GBI
1 Mg I AE 2(11.11)  12(11.54) 0121  0.728
PR 2(11.11) 3(2.88) 0.964 0.326
L WEG 1(5.56) 3(2.88) 0.017  0.897
=INES 1(5.56) 15(14.42) 0424 0.515

*R3 FHEEL BNIP-3 mRNA EpCAM mRNA
FNDC5 mRNA EE%E (x+s)
Table 3 Comparison of BNIP-3 mRNA, EpCAM mRNA
and FNDC5 mRNA in cancer tissues between 2 groups (x+s)

ZH 5 n  BNIP-3 mRNA EpCAM mRNA FNDC5 mRNA
2R 18 0.52+0.21 5.46x1.17 29.15+6.37
KEKM 104 1.12+0.59 4.39+1.05 19.78+5.16
t{H 4.256 3.925 6.863
P1E <0.001 <0.001 <0.001

2.4 ANJGEEFWKZEM Logistic M1H 77 #2453 #r

DRGEE RGN AR Z R, 0=KE L, 1=K
K5 AR FK % $ L BNIP -3 mRNA |, EpCAM
mRNA . FNDC5 mRNA 1E R [ A8 &, f4 % 22728 L
PO A 3B Ry o A7 53 J2 RO, 1 HH 2 25 [l 1
Barin 4B ST N SN Y o N SR A
JRU IS P RE S TG JH 98 28 5 s 35 19 1.173 /%, BNIP-3
mRNA . EpCAM mRNA . FNDC5 mRNA &5 T ¥ {5
TG R0 R 43 = AR T B E A Y 0.222,
1.103.3.627 f5(P<0.05) ., W 4.
2.5 BNIP-3 mRNA.EpCAM mRNA .FNDC5 mRNA
A J5 & & 1) ROC

ROC 1445 . 7% , BNIP-3 mRNA #U# f
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x4 REEXZMEZEM Logistic BIFF RS
Table 4 Logistic regression equation analysis of influencing

factors of postoperative recurrence

MR E W pIE SE{H Wald Y OR{H  95%CI  P1{A
IIRGES A
g 0 1.000
el 1 0.159 0.046 11.969 1.173 1.036~1.327 <0.05
BNIP-3 mRNA
<1.03 1 1.000
>1.03 2 —1.507 0.405 13.840 0.222 0.154~0.319 <0.05
EpCAM mRNA
<4.55 1 1.000
>4.55 2 0.098 0.031 9.947 1.103 1.015~1.198 <0.05
FNDC5 mRNA
<21.16 1 1.000
>21.16 2 1.288 0.355 13.173 3.627 2.819~4.667 <0.05

5 , FNDC5 mRNA %5 53 [ fit = , BNIP-3 mRNA Ik
4 FNDC5 mRNA il R J5 &2 & 1 AUC 24 0.954
LR FE 5,

U (%)

/" — BNIP-3 mRNA
- EpCAM mRNA
e ENDC5 mRNA
e B
.

. . \ .
0 20 40 60 80 100
100-55 521 (%)

B 1 BNIP-3 mRNA,EpCAM mRNA ,FNDC5 mRNA
MRS E %K ROC
Figure 1 The ROC of postoperative recurrence predicted by
BNIP-3 mRNA, EpCAM mRNA and FNDC5 mRNA

BNIP-3 J& T Bel-2 15 8 11 BH3-only W.5¢
B, B TM 5 25 44 DX A1 BH3 25 #43k , X 41 i A
FEEA ZREMREER" . AR R, 555
HAUMIL , 9 4H 21 BNIP-3 mRNA i A%, 5 T
AXK, HEREH BNIP-3 mRNA BARE ZHIK, B
AIA NG A hr SRS . BNIP-3 Al i BH3
ALY 3 R E T S Y = ) ) Ve S <3 N4 571 W =
FIBTT-IRE , A48 1>, H.BNIP-3 ) BH3

SEARAA R SPUMTER FUE T R K R A
TR AR, IR EE R TAE- T . BNIP-3
mRNA & FYEE ARG & &R R T I E A
1 0.222 5, IR IR0 . ] WL BNIP-3
mRNA 5B b8 20 it 0] Tl ], FiebJd 240 it
ENEAEY) AT SR, 24 BNIP-3 mRNA<0.93 i,
I R 1o 45 £ T s B TP VI B R 5 B R &2
S IO XA i, e KRR s FR A T o

AT R B A R T A A T i Ok R
2 $ B 4 R 2 — R T AN M A OGP
5 EpCAM mRNA EN T AL afk 4q GAT33-2,
AT A5 A b A0 T 7 O B 1, B A R A
JHL & B 3 T RE S R T A Y — R A A
Pt BREAAETVHGE R OR G R R B
EpCAM # 1 BHPE R B AR T2 L B H , SA5R
SEVSHAAL , AST) 0 S , AR 5 S DA 3K DR 7K S A6
(4, (A4 EpCAM 5 HE ARG & & A K.
AT AR A EpCAM mRNA 3k , ] F I i 1 B2
FEVIBRA G & & W W, R Rt 2 S

FNDC5 mRNA S5 & A —F A 7, &g A
0 il A 18 5 00 R TG 2 ARy A TR R A
Z—, W R A AR R D, TR SRR
B Y AR R A RE kAR KRR AL
(%) T 986 41 24 b FNDC5 mRNA 3k 8 3% 5 T Jo ik
ERALHE , SRR B G, A WA S
Z AL, E T FNDC5 mRNA RS/ . {2k
SR BN, LR B 4121 FNDCS 2K
F 2B IK T o5 41 2UR R0 &, AR A58 $dis
AR Z R TR), FLR P — 5 ] B S , FNDC5
mRNA TEAEASVRE A% FEAN ) g vh Rk e e 22
5, SRR ZARES G 8B T NI RS,
AP RI VR 55— 7 I, iR 8 T R 4
JiJ , FNDC5 mRNA (1) 32 (4 AH X ke =, M5 3
FNDC5 mRNA 7K¥-F+ 5 o A58 7R, BNIP-3
mRNA . EpCAM mRNA . FNDC5 mRNA A g8
FE, L BE IR LA S HE R

&5 ROCHMILER
Table 5 ROC analysis results

il AUC 95%CI cut-off BRI (%) RS (%) PiH
BNIP-3 mRNA 0.823 0.743~0.886 <0.93 94.44 60.58 <0.001
EpCAM mRNA 0.775 0.691~0.846 >4.19 88.89 59.62 <0.001
FNDC5 mRNA 0.845 0.768~0.904 >26.97 72.22 90.38 <0.001
BNIP-3 mRNA B4 FNDC5 mRNA 0.954 0.900~0.984 94..44 91.50 <0.001
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mRNA ,FNDC5 mRNA ¥ 5RJGE LKH XK (H=%
ZHESRAXRIERDFAZSE TAREE LN K
PN I ERE DSR4 NEA A DUE -
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9 BB LY p53 . PDCD-5 . survivin #&3k K - K Fo ik
I

Baxt kil B KA

(& E] BH HiTEEEE LS ps3 AP ARSI T4 7-5(PDCD-5) 41 it i T4 il 4 11 77
15 2 (survivin) 235KV S HBRA B HMAE . Ak 28 201245 9 H 5] 2015 4 9 A EAR B2 11
108 191 75 Jis 5 3, Wi [0 300 [ 477 Wi BB At A 3 119 54 ) ML T R AR SR 0o R AL . T B s BB A T — i
FORE ALRE A M CTNM 43307 R /N R o AR e R R DL AT TE I B 2 RS s SR
ELISA U 1ffl 35 #¢ & 71 p53 \PDCD-5 Fll survivin ZR357K - 1677 J5 BV 835 0928 A2 ] 5 R TS R R AR A7
43 MT Kaplan-Meier 2 A= A7 2k . 53R SxFIELIAH L, 8 04 L3 o PDCD-5 A ik /K- B 3% T %
(P<0.05) ,p53 Fl survivin Y23k K 5 THE (P<0.05) ; B 620 B 3% 15 p53 .PDCD-5 Hl survivin (315
IR 5 bR AR AR B RIEIRE CTNM 201 DL R 75 A R ik S5 i B O (P<0.05) 5 AE 740 T i
N, B R LV T p53 | survivin (R R IR BUE 3 AR SV AR SR TONR A A K I 3 IR T p53 L survivin IR K
£ (P<0.05) ; PDCD-5 ,survivin i 2615 B # 3 4F B FF 3R A JOHE A 773 1 3 = T PDCD-5 . survivin Il
REFE (P<0.05), &5i18 B EHE S ps3  survivin (K ik H PDCD-5 & # ik AT LU i H: 3 4R SR f7 %
FTCHE AL A3 I RAT B4 R LTS BR824 .

[E8i7]  BE; ps3; BT MEAIRIET 2 F-5; M T-IH & A FE £

Application value of combined detection of serum p53, PDCD-5 and survivin in gastric
cancer

FU Baiyu*, LIN Yi, XU Qi, ZHANG Jiewei

(Department of Gastroenterology , First Affiliated Hospital of Hainan Medical College, Haikou, Hainan, Chi-
na, 570102)

[ABSTRACT] Objective To explore the expression levels of serum p53, programmed cell death mol-
ecule-5 (PDCD-5) and survivin and their combined application value in patients with gastric cancer. Meth-
ods A total of 108 patients with gastric cancer who were diagnosed in our hospital from September 2012 to
September 2015 were selected. Serum samples of 54 healthy examiners of the same age group at the same time
were collected as the control group. The general data of patients with gastric cancer were analyzed, including
age, gender, TNM staging, tumor size, tumor differentiation degree, tumor invasion depth and presence or
absence of lymph node metastasis. The expression levels of p53, PDCD-5 and survivin in serum samples were
detected by ELISA. Survival time of patients was followed up after treatment. Survival curve drawn by Kaplan-
Meier was analyzed by univariate survival analysis. Results Compared with the control group, the expression
level of PDCD-5 in the serum of patients with gastric cancer was significantly decreased (P<0.05), and the ex-
pression levels of p53 and survivin were significantly increased (P<0.05). The expression levels of p53, PDCD-5
and survivin in the gastric cancer group were related to the tumor diameter, differentiation degree, invasion

depth, TNM staging and the presence or absence of lymph node metastasis (P<0.05). Survival analysis showed
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that the three-year overall survival rate and the disease-free survival of gastric cancer patients with high PDCD-5

expression in serum was significantly higher than that of patients with the low PDCD-5 expression (P<0.05).

The three-year overall survival rate and the disease-free survival of patients with high p53 expression were sig-

nificantly lower than those of patients with low p53 expression (P<0.05). The three-year overall survival rate

and the disease-free survival of patients with high survivin expression were significantly lower than those of pa-

tients with low survivin expression (P<0.05). Conclusions The Low expression of p53 and survivin and the

high expression of PDCD-5 in patients with gastric cancer can improve the 3-year overall survival rate and dis-

ease-free survival rate, and it is clinically expected to be used as a prognostic marker.

[KEY WORDS]

B i — P UL T AR R R IR T
R B R, ROk R AR e R e e T
PR A SR I I RS 322 . BT, AT
i 1) FE G T B — (B4R R I REIE Gl
O K BRI S ) 23 P BUR S 1 IS Tl B AR
O], ™ E S AT RCR AR B T
HOFRE ISR T R ARV T Y 3 AR, B
PEAG R R S A BT B EIR T TR,
WD I R RS AT BE S m IR T A S p53
S DL AR, 5 2O R (R
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ST AR 2 B — BT R 43 , AT LAGE 2 i e 4
ML PR T AR E T 0 2R AT 3R (survivin)
ST AR B — B A TR B 1, X5 bR A T B
AL A EEAER , ATVE R R0 o i6 )T 3
HU AW TS g LS p53 .PDCD-5
Al survivin 1Y 28 35 K AR I 5 115 2Z 18] 1Y ¢
F, B e HAE B Gy AU b e v A

1 MREFE

11—k

YEHE 2012 4F 9 H 3] 2015 4F 9 H TEA BRI 1Y
108 1 B 98 &, B 63 B, L 45 B, AR i
(52.63+11.28) % . Y4 AbRifE : 28528 R B 4H 21
M2 N B R P R S Lm0 (R
B R A EREEE PR R ST HEbRbs
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Gastric cancer; p53; Programmed cell death molecule-5; Surviving

W 25 5 8 55 1] . B[R AR i Be A K 1 54 44
fEE R M R XTI A, 5 32 ], % 22 9], -3 4%
(51.36x11.75) % , 2 HAES M0 55 — e wE ek LAt
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1.2 A5
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A& B B SdUEY TR A RAF  Z D68
FRASHIAY (iMark ) W) ] 3¢ [# Bio-Rad 23 7] 5 i 8 250
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1.3 RIT

B AT a0 A BB 3 Y HE AT H R SRR IR YT
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1.4 RFE PR
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1.6 Gl #abH

K SPSS 17.0 F A X E 48 647 /0 #r , 11 0%
BEUL (3 £5) 3R, PR TR R ¢ 9, 22 21 ) Rk
T7 225301 5 45 VAL S AN 2 ) 2% S Al 24 Mann-
Whitney U ;% ; 5K Ji] Kaplan-Meier 2 il 4= 77 i 2k,
43 #F PDCD-5 . p53 Fl survivin 2631k 5 15 AE 77 2 ]
IEFR, R LA 3 4 AR AR RN 3 AR J00R A A7 %A
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R ERL S, A R RN BT 4 U B Y
IR s TR AEAE R RN T A T A R A 1Y
TCFAFEARIRAS, LRBCR H Log-rank ¢ K45, DL P<
0.05 FR2ZEFAGLIFE L,

2 HFR

2.1 BB I T p53 . PDCD-5 Al survivin #
kIR

55X HRALAH LE , 1B R S I PDCD-5 3%
K2 R R (P<0.05) , p53 Fil survivin Y5 7K
VR ETE RIS E L(P<0.05), )£ 1,
*x1 BEEEMESP p53.PDCD-5# survivin FiEKE

(xxs)

Table 1 Expression levels of p53, PDCD-5 and survivin in

serum of patients with gastric cancer (x+s)

% n  PDCD-5(ng/mL) p53(IU/mL) survivin(ng/L)
XHR4] 54 1.58+0.14 0.2420.07 76.43+15.47
B 108 0.79+0.82 0.52+0.11 113.86+16.39

tHE 7.018 17.045 14.231

P{H 0.000 0.000 0.000

2.2 AN[EEEARHE H 9 8K 1L T p53 . PDCD-5
1 survivin FY 1A

G 2H 58 3% 117 PDCD-5 ., p53 il survivin (143
HKE5BEFERE MRTCE, 2RISR X
(P>0.05) ; 5 M0 B A2 M EFREE RTETRE . TNM
SRR A IR R RO 2 R A ST
2 X (P<0.05)., W#E2,
2.3 p53.PDCD-5 Hl survivin () #35 5 B 95 B3
iEwii

AT R, B R R L P p53 survivin 5
PR 3 AR RV EER AR A7 R T p53.

survivin ik B # (P<0.05) ; PDCD-5 . survivin 5
PDCD-5 .survivin {X5RiA 5 (P<0.05) . .3 3,

3 it

B R R IR T E A L R 0 e AT
R, WU U R MRS 2, 16 IR sk = A
BRI IR R BRI R, B R
(T f5 5 R B AL 2R A AT o DA
IRIT T BOR DG (H 3K 2L I PR s B AR B AT — 2 i
Je e R R BRPE™ . p53 i 3 PR SR 2 L1 A
RZ— AL T E R AERE, FEOLY 6
T SE R S I 8 L A S U G L R N
SER B, B B Mg ps3 RikKF TR L 5 B
AT — 2, R ML A= 7 i 99 3L 1R p53 1l B
RARA  FEOLIRER NG , i — P UESE p53 3R
K5 B AR A R SR DIAA G, 15158 RUAE A
T pS3fEHIAH A RIS, K ps3 MRIAH H
i U AR TNM 203 ik B 25 55 55 45
G, HAE 58 45 2R — 30, R W H 8 B i
p53 AL , W] g i PR ALK 2 A5 508 B A
A R A0 M S B A, i — 2R SE p53 R
55 B 9 A R ARG A B N KBS AR R .
PDCD-5 j& —FJd T-AH C AL 11, v LA i) 25 firb 3
AR (0 IR/ A0 B e R 8 BRI A ) AR K
P E R T, 8 0] DU AR Y R B I AR R
Wang 55" 381 T H & B 1LY PDCD-5 K5
CD133 FHPEFRIAZ A Y G &R , A BLILIE PDCD-5 7K
5B TS WA OC, A AE S CD133 FH %
I8 B B IRYT B AR . ASHIE ST i e SR L

F2 AREAREFEBREESEMFH p53.PDCD-5 # survivin B R IE (v+s)

Table 2 Expression levels of p53, PDCD-5 and survivin in serum of patients with gastric cancer with different basic features (x+s)

20 53 %% PDCD-5 t{E p53 t{E Pl survivin t{H P1E

£ < £ 81+0.12 510, 112.56213.54
FIR(E) 0 >0 08120 1807 o074 0RO o on7 S0£13.5 1.074  0.286

>50 58 0.77£0.11 0.53+0.07 115.21£12.11

el 5 63 0.78+0.10 0.53+0.08 114.08+12.56
1.068  0.288 1.348  0.181 0.566  0.573

k' 45 0.800.09 0.51+0.07 112.71+12.18

Jibdi B4 (em) <5 51 0.81+0.08 0.49+0.06 109.43+12.56
2771 0.00 4.32: .00( 3.102  0.003
>5 57 0.77+0.07 0007 k006 300000 g O 0

e LR =e A = = = b

fiRa bR E zﬂt 56 0.75+0.08 ss01 o000 095005 o 117.8§¢15.14 2010 0.000

i1k 52 0.84+0.09 0.49+0.06 108.23+11.76

TNM 431} 1~y 42 0.85+0.08 0.47+0.06 105.54+11.24
6333 0.000 6.755  0.000 5.196  0.000

11 ~ I 3 66 0.75+0.08 0.55+0.06 2 118.12+12.87

TR 2 i TR 4 T~T, 49 0.85+0.08 0.480.06 105.82+11.92
6.467  0.000 6.304  0.000 5276 0.000

Ty~T, 59 0.75+0.08 0.56+0.07 118.84+13.43

WL FE RS 2 53 0.75+0.07 0.5420.06 118.65+13.74
5.522  0.000 4712 0.000 4472 0.000

7.5 55 0.83+0.08 0.49+0.05 107.32+12.58
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&3 p53.PDCD-5 F survivin RIEEBEEZFELEER (x2s)

Table 3  Analysis of expression levels of p53, PDCD-5, survivin and survival rate of patients with gastric cancer (x+s)

WH % 3AFEAEARE (%) K18 PE 3AETCIRAEAE R (%) P! P{A
PDCD-5(+) 49 47.98 31.31

5222 0.022 5521 0.019
PDCD-5(+) 49 32.65 18.37
p53(+) 49 30.61 16.33

6.651  0.010 6.806  0.009
p53(-) 49 50.07 33.40

survivin(+) 49 28.57 6744 0,009 14.29 6,857 0,008

survivin(-) 49 52.14 ' ' 35.54 o '

PDCD-5(+) H p53(-) 38 55.26 39.47

PDCD-5(+) 5§ p53(-) 18 38.89 12480  0.002 22.22 10.375  0.006
PDCD-5(-) H. p53(+) 42 25.97 11.91
PDCD-5(+) H. survivin(-) 41 51.22 41.43

PDCD-5(+) 5} survivin(-) 14 42.86 11.162  0.001 22.22 10.225  0.006
PDCD-5(-) H survivin(+) 43 22.04 11.63
p53 (=) H. survivin(-) 44 56.97 39.19

p53 (=) I survivin(-) 14 35.71 20.912  0.000 21.43 16.974  0.000
p53(+) H. survivin (+) 40 20.00 7.500
PDCD-5(+) H.p53 (=) H. survivin(-) 33 57.58 42.42

PDCD-5(+) 1 p53 (=) B survivin(—) 28 29.06 28.924  0.000 28.57 27.000  0.000
PDCD-5(-) H. p53(+) H. survivin(+) 37 16.76 5.41

IR HARIE RN R

15 1 PDCD-5 ik KV T R, F— 2 UF S H mT fE 3
Tk o A s AL A R 4 0 B e AR 0 2E AT N o Zhuge
A BT T PDCD-5 5 LR G #5538 I p53 2
] {5 & , & B PDCD-5 J& p53 By L i 8 35 1, mJ
PL3d 3 1 p53 RS, P Caspase-3, 175 5 41 g 4
-, W25 &, PDCD-5 2 B g 41 40
) —MEZEETESEA, 7T LUE S B m 4l 4UE
T, AWFFEEEH 0, PDCD-5 v] G838 i3 445 p53
AR T IR AR 15 S B A S T IR
AN RIS

survivin J&—FpJE TR LA, AT LU 40 A 6
E C LKA RETL , &5 Caspase-3 . Caspase-7 45H M
14| Caspase (1935 , BELIBT F 4555175 & 2t Mo 4
TR N s ARG HE/R survivin 7] B8 i 13 i
HE B AL, MHILE T, 2 5 BRI RS
o AWFTERLEAE 53T & 3K, p53 I3k .PDCD-5
{2 IA I survivin (IR IK B 5 8 HATHE S AR A
9,7 D)t B R L 3 AR R AR RN IO AR AR
H survivin {35 B 1Y RS R RGN A7
L R U A % B p53 .PDCD-5 Fl survivin A
L) e A A e T o S B R
()T 2 DIAH O G R AT 2R survivin AE 8 U AR
T, FE 25 FRI4 Rl PN T [R) A ARG = o 2 P 114 35
TRIRARGEIN , DA e HL 00 T

Zi L prid, B A IS ps3 Al survivin 36
K i E N, PDCD-5 ki & T, HHER

RS IR B R AR R R TR (TNM 431
DL Rk B 25 e B A 56 . PDCD-5 3 ik H. p53 Ik
223k H. survivin fI& 2635 0] DU =5 B 38 10 A A7 300 DA
N 34 R AR SRR TR LR A7 I R BB AR R LT
JEARIEY . {H p53 . PDCD-5 Hl survivin 22 i) 4 5.
PEFBLSED , 275 S [ LIRS 5l i 2 5
kA R H AN R A R AR
ARBFFEA R Z AL AR B 5T 0 e R
B TS SRt T — 2 B

S &k
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LncRNA ROR e 5 il Pk -2 b ity aed & 3 i
SR ARG

RAA RMES T B

[ ZE] B# HFIHCHEEESS RNA ROR(LncRNA ROR)ZE A 7 54T 41 it v it 2k 263K %6 i &
B IREARISEI . F7iE PEER 201845 1 A 2 2019 4F 1 A ARBEIUA 1Y 40 91 T 4B 2 ALk 25 VR I iFse 4, )
P 35k B[] 309 380 A o {4 G 2 40 81 1 St B AT o SR S 26 6 a2 1 R 5 T % I 1 (qRT-PCR ) 4
LncRNA ROR 7€ W 454 G i Wl vE T4 b 257K F- o U WAL BIF 5 6T S 1T 1 JER AR BRE At A8
B BRSO K 22 AN BTSSR Pearson 273 HF LncRNA ROR ik /K - 5 8 dn i ki et . S8R
EjXT REAH LA, AT 9T 2H LncRNA ROR [ZRIA /K- 25 T (P<0.05) o 5 X7 JRZH LU, T oE A B o 4 2
JRECHE MR TP 43 45 5 10 3 TR (P<0.05) o R HH Pearson {243 BT LncRNA ROR 3k 7K - 5 T #B BE
BB R RS SRR (0 BE S TE AT 54 (P<0.05) , r {20510 0.446 .0.527 .0.394..0.415, 4518  LncRNA
ROR 7ENg M 512 b 90 2635 45 IR0 1 W A & A T Ji 12 0 3 E A G

[%$i"] LncRNA ROR; AW URIET4H0M; HIH R AR ; 6K L

Effect of IncRNA ROR overexpression in adipose-derived stem cells on facial skin aging
LIANG Shugqi', WU Xinjun®, LI Yan®, LI Jian®*

(1. Renzhi college, Sanquan college, Xinxiang Medical College, Xinxiang, Henan, China, 453003; 2. The
second ward of general surgery, the First Affiliated Hospital of Xinxiang Medical College, Weihui, Henan,
China, 453100; 3. Department of Cosmetology and Plastic Surgery, the First Affiliated Hospital of Xinxiang
Medical College, Weihui, Henan, China, 453100)

[ABSTRACT] Objective To investigate the effect of overexpression of IncRNA ROR in adipose-de-
rived stem cells on facial skin aging. Methods Forty patients with facial aging who were treated in our hospital
from January 2018 to January 2019 were selected as the study group, and 40 people who underwent health exam-
inations in our hospital during the same period were selected as the control group. Real-time fluorescence quanti-
tative polymerase chain reaction (qQRT-PCR) was used to detect the expression level of LncRNA ROR in adipose
-derived stem cells in two groups of subjects. The facial skin spots, wrinkles, skin texture, and UV stains of the
two groups of subjects were compared. The correlation between LncRNA ROR expression level and facial indi-
cators was analyzed by Pearson analysis. Results Compared with the control group, the expression level of Ln-
cRNA ROR in the study group was significantly increased (P<0.05). Compared with the control group, the
scores of spots, wrinkles, skin texture, and ultraviolet spots in the study group were significantly increased (P<
0.05). The pearson analysis showed that the expression of LncRNA ROR was positively correlated with facial
spots, wrinkles, skin texture, and ultraviolet staining (P<0.05). The r values were 0.446, 0.527, 0.394, and
0.415, respectively. Conclusion The overexpression of IncRNA ROR in adipose-derived stem cells is signifi-
cantly positively correlated with the occurrence and development of facial skin aging.

[KEY WORDS] LncRNA ROR; Adipose-derived stem cells; Facial skin; Clinical significance
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Ji W DR T M — 2R B e E R £ 3
RE 9 T 4 M, 305 AP R A 45 Fh B 18 & rp R FE R L
FEEMAE", FLAE Y2 Dy R 7 138 Kz Bk 0 PR 4
P P E RGN, B A2 k2 A
RV el S R AT A T 8 Tt ok, R ik
2 AV I R A R R, AR A B R R R
D, R g, B 8UmER , R IiE , kA
OB RS | PAE TAE TP R EEE IR 4, it AT
BT IR St A RO, B B R A ' R
1A BEL A R R A R SE R B, LncRNA
ROR £ R 195 514 1 240 i v ) 2 3 dEe 31— 7 11 4
FVEH, E 89 LncRNA ROR ] GE 3 1 1F [ 38 45
fi# AH 156 25 1 -1 (Uncoupled protein-1, UCP1) il PR
25 ¥4 2 19 16 (PR domain protein 16, PRDM16) i
Feik, AR 28 B 107 U5 T A A R e Ak, AR
¥ B BT ST LncRNA ROR 76 A8 I Vg 41 it o
F14) 2235 % TR 18 12 R 149552 il B i DR S

1 ABSHE

1.1 — R

YEHL 2018 4F 1 A % 2019 4F 1 H A BRI 9 40
5] T 8 A B R AR AR g AL, Hodh B 20 6],
VIS (32.4423.25) % 5 20 20 B, P 4E 14 (34.25+
4.25) % . [R] B 3 B[] B B AR G i R AR K 40 1)
YE Rt BRH , o 55 19 4], ~F- 244 188 (36.72+3.41)
4 21 ), SE AR (35.30+4.26) % o A5 ST
XTGm R R 8 22 5 oG 124 L (P>0.05) ,
HAT M., ARG ZE 0 S, T
AWFFERT RS HA R E .

Y ANRUE : DR IRAT KA1 2 T HR i s @A
F S 0 T IS T B SRR s BT AT A T
TFAR, B Bl . HEBRbRE . OF bk
PR PR R QR TR TRUR A& ; @221
FLIA LM s @AY AR 18 %

1.2 SEEA R

Trizol i 7] & ( 32 [# Invitrogen /3 7] ) ; Prime-
Scrip™RT 5] & . SYBR Premix Ex Taq 5 & ( H
7% TaKaRa 2\ 7] )

1.3 R T4 i A%

T 18 KR A5 1 05 A0 B, X6 I B A 0 A
JrERIRREE . MR BT, R S, R 2 )
%2R R WA 100 mL, fRIFIE I 2% 25 E
i A2 TC B AR R /K vhdke , 15 2 O 5k R i £ 4

Ve, AR A R o] U %) I FN 2T 2 25 4 A 40,
Pk iR AR R, SR 05 HRBFBY 773 BY 1, 73248 28 B0
Brp B0 5 ming B0 JE I LIZ IR KT 2wk
WK I I 2 ERT R 28 B 08 In BRI L 2o
ATCH PIARFU 8 0.1% ) T R JE R, 78 37°CTHR
LK ¥ A5 min, H 28 D7 SO, 5.0 10 min,
BLOE AL LT MRS A IR Z A B K
2 UUEZE 3 2. WA B0 ENTIER, A 70 pm
O P It 8 L B0 5 min, 7 Y&, A 20 mL A= #iER
IR, AR M (0.5~1.0)x10° /L, 5 7
1.4 SERZOEE R A HFEE RV (Quantitative Real-
time PCR,qRT-PCR) il LncRNA ROR £ 157K

K & Trizol ¥ 2 HU4H i 1) £ RNA, i H
Nanodrop2000c #8 i3 it 43 6% BE 1146 ) RNA ¥k i
54l . LncRNA ROR IE [ 5[4 5'-GTTCCAAA-
CACATCGCCACT-3", i 1 51 ¥ 5'-GGAGTCAG-
GAGAAGGTGCTG-3' ; GAPDH 1F [ 5| #) 5'-AAC-
GGATTTGGTCGTATTG-3', [ 7] 51 ¥ 5’ -GGAA-
GATGGT GATGGGATT-3', 5| ¥ LA T4y
TREBGARAR RGN, S B0 &
Vi 455 B RNA 45 i cDNA, L4 cDNA iy £ i ik
1T qRT-PCR [/ , 2 IR SER 28 1 5 PCR A7 £
T S AR FR L R 25 A - 95C 148 1 5 min, 95C
5P 30 s, 60CIB k 30 s, 72T HE i 30 s, 40
WA . L GAPDH A N2, R 2-2“ 3511 &
LncRNA ROR [P X ik o
1.5 WEFE bR

I3 FH VISIA Bz ok R 43 B 4SO 7 ZELBF 5 %o 42
AT 00 BE A, A 0| B IR SU B | R A R B AT T
O o B JRAS TN T 3 P AT S, I ORI B PR R
M RE O RCRR G R 3 BHLTE S 15 min J5 N
VISIA FZ ik B 53 AT A0 8] 18 25 2 ) T 1E T
A TE = AR B TR IR S AT gk 5 A M ROt
AT, A A A X B, 48X 53 K/NRIR
JIr 3 R DX R IR AR TR % B RN B 1 25 5 5
5 T REALTE R AN = A B R — R R
IR X5F 431 AR SRR 43 88 e 150 D T 0 2 K & A 1
S A B RSN Y 2 R ARG ]
— N AT A5 B0 T B RASHI A B
1.6 Gile#abs

K HI SPSS 21.0 A T4 240307 A5 B IE A A
IO () oo, AL F R A ST AR
t K 56 5 K ] Pearson 35734 LncRNA ROR 5 [ #1 7
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JRAEFRIA M . DA P<0.05 22 A GEi T4 Lo

2 #HR
2.1 H—MTOR I
YRR ST 4 LB, AR IS [ AR L

B, ERILGIFE L (P>0.05), WEI1,
F1 AR (v+s)

Table 1 Comparison of two groups of general data (x+s)

ZH 5 n AR R () TR ()
X HE 24 40 27~48 35.42+4.35
WFoE 4l 40 25~45 36.81+3.37
tE 1.598
P{H 0.114
2.2 WiZH LncRNA ROR FiA/KF b #
555t FRZH L%, W97 4H LncRNA ROR [I5E 357K

FRETE L ERAG R (P<0.05). W2,

%2 P4 LncRNA ROR RiEKFLLE (v+s)
Table 2 Comparison of LncRNA ROR expression levels

between the two groups (x+s)

215 n LncRNA ROR
bopilEEEl 40 1.02+0.13
oAl 40 2.56+0.25

tl 34.565

P1a 0.000

2.3 A AIRIEHR LI
550 AR 2 Lo g, W 5T A BT s, A R R R
WO ABEE N aS R E TS, ERA S EE
X (P<0.05), W3,
®3 FHEMELERLE (vxs)

Table 3 Comparison of related indicators between the two

groups (x+s)

4 n BER 85 e N VI ki
XA 40 40442586 53.43+6.52 50.36%6.82  20.28+8.31
W4l 40 60.33+7.89 65.31£7.62 63.71£7.30  35.41%10.20
i 12.800 7.492 8.452 7.273
P{H 0.000 0.000 0.000 0.000

2.4 LncRNA ROR Fik /K55 1B 48 br 09 A M
% H Pearson 438 LncRNA ROR £ iA/K -5
TIPS FE PREE A A | B R EUH 20 AR B B ) AH O
P, 455 B 7R, LncRNA ROR F5A/K 3 555 480
FRBCH S AMR B IE AR DG (P<0.05) . ILER 4.

3 itip

TE 78 B Jik 2 A — b B IR BORE T BRI R
W RS AEY E i R TR R 2
SEA, o0 N IRPE SN AL, SR B

%4  LncRNA ROR RiZKFS5HEEBIERAIE X E
Table 4 Correlation between LncRNA ROR expression

level and facial indicators

o LncRNA ROR
ﬁl*ﬂ‘ rﬁ P{E
B 0.446 0.000
4 g 0.527 0.000

Bk 0.394 0.000
LA aBE 0.415 0.000

JIRAR il ARSI AR B ALY KA EL ]
RE 2 BOR KR TH 1 BURY R S0 JEIE A . R E
A, 3R PR IR B R Y L S Sy 3 R A R
RE T T IR W0 A4 21 G ORI I 78 A i 55 B2 IR 2
FEJ7 T , 33X 5 UK R AT 58 AP A AR A5 UK, ik —
AR HE BB o B KA IE T 5 R 2 R K
9o 4 AR, L R g ] GR B B W i Y i — 2Dk
& o Bz R 2 Ak 35 8 s A 240 M KO- A5 TR T2
M4k, A0 40 B RRAE 2B T TR L, 1] 4n 4
ML AR JEERNAEY) KA. AR 4
JAE R T A M3 BE A A Ak RE D B B —
PGS PR o 20 M Al — PR AT i S R T
D SR LR it A2 2 240 it 2 Ak 2 DR 35r 1 K B 25 3
DAEAH) T B AR

TElG IR, R BARIBT AR 2, £
SEYIRRIT MBOGIRYT |, (HIX 28 )5 vk BRI
K EBUBRIEINLE, B S EMARER . I
U7 W5 A e B A S A R R oA R O, B
120 LR LE, B U T A i g 22, HAR L
BT, T LA ASURT DAAE B2 ik A 400 3 38 A6 4 1 1]
I ERCIN DS i PUR =R X f R S (T 2 7 s <)
Ae . AR, B T 4 Sk R B R S
RERSTE R A& 7 T A AR AT

H 2 [ g 5 41 21 (Dermis white adipose tis-
sue, dWAT)J& [ IR B B 4k, HOAMU 2 X B 4%
FRAE T R B4R, [F]IHFE K Bk EF defb 4 i
R R BRI S R W B A PR T Re . T
LRz A R B S AR RE T 1Y LR AT 4 2
(Dermal fibroblasts , dFB) , J& A i 2 17 40 i %) 5=
BERE AN BUNE W RIECT i — AL
dWAT %5 IR I 0 21, ixX 2 22 4y JL Bz R At i
B A YRR AR, 3 ERR T 2 SRR N RAE
W AR HG s/, TR A B W R kAR K
“f-B (Transforming growth factor-B, TGF-B) {5 i
FAEAEY A Th A ME SE K — A s, B
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& dFB $L & B8 7 S AL R 197 20 L RE 3 AN T 1%
TGF-B 15 5 &b F AW A, 15 B il 2T 24k 44
MaFFAE I BRI 414Uk N 2 ) 2T el 2R

LncRNA 7E B WG T 4R 17 4 Ak AE e 25 55
iK™, LncRNA ROR T AR 185 4L o ik, J&
—FhE S RNA, SRR 6 i 52 iR 3E , LncRNA
ROR &5 Tl M A i oAb AE A, AERg i1
Y i v A AR S L B AR AR o AR ST A
. #2278 LncRNA ROR i %35 1] GE 2 5 1 6 1z ik
LAY KA J T LI T 25 LncRNA ROR i
K0 1 1E [\ 345 UCP1 Al PRDM16 235, {2 ffi
JR I IR T 20 A a4k, LA & LncRNA ROR i 3k
2 5 TGF-B {57 0 B 0 52 BE U , IR 4l 51 5 et
A 20 ML VBT ) £ 4R BV A H R S 3 dWAT i
JEE YRR/ T T T 3 B DR A Ko

2% | TR, LncRNA ROR 33 &35 B & 1
TR 08 Bz JER ) BRE A, L AR L B R BB R 58 AN A B 1
0, T T TR R R Y Ak

5%
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Effect of different doses of budesonide on lung function and levels of PCT, MMP-9 and
TIMP-1 in patients with AECOPD

ZHANG Dongqin', TIAN Xiang®, LIU Sufen’, WANG Lixian*, FU Xiaoli '*

(1. Department of Geriatrics, the First Central Hospital of Baoding, Baoding, Hebei, China, 071000; 2. The
Second Department of Cardiology, the First Central Hospital of Baoding , Baoding, Hebei, China, 071000 ;
3. Department of Nursing, the First Central Hospital of Baoding, Baoding, Hebei, China, 071000; 4. The First
Department of General Medicine, the First Central Hospital of Baoding, Baoding, Hebei, China, 071000)

[ABSTRACT] Objective To analyze the changes of lung function and serum procalcitonin (PCT) ,
matrix metalloproteinase-9 (MMP-9) and tissue inhibitor of metalloproteinase-1 (TIMP-1) levels during the
treatment of patients with acute exacerbation of chronic obstructive pulmonary disease (AECOPD ). Method
120 AECOPD patients admitted to our hospital from December 2017 to December 2019 were selected and di-
vided into low-dose group (1 mg/time budesonide ) and high-dose group (2 mg/time budesonide ) according to
different treatment, 60 cases in each group. The clinical efficacy, pulmonary function, arterial blood gas in-
dexes, PCT, MMP-9 and TIMP-1 levels and the occurrence of adverse reactions were compared between the
two groups. Results The total effective rate in the high-dose group was significantly higher than that in the low-

dose group (96.67% vs 75.00% ) , the difference was statistically significant (P<0.05). Before treatment,
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there was no significant difference in the levels of FEV1, FVC, FEVI/FVC, Sa0,, PaCO., PaO,, PCT,
MMP-9 and TIMP-1 between the two groups (P>0.05). After treatment, the levels of FEV1, FVC, FEV1/

FVC, Sa0., PaCO., and PaO. of the patients in the two groups increased compared with before treatment,

while the levels of PCT, MMP-9 and TIMP-1 decreased compared with before treatment, especially in the high-

dose group, the difference was statistically significant (P<0.05). There was no significant difference in ad-

verse reactions between the high-dose group and the low-dose group (x°=2.143, P=0.143). Conclusion 2

mg/time budesonide has a significant clinical effect in the treatment of AECOPD patients, which can effective-

ly improve lung function and blood gas indicators, reduce PCT, MMP-9 and TIMP-1 levels.
[KEY WORDS] Different doses; Budesonide; AECOPD; PCT; MMP-9; TIMP-1
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Correlation between the changes of EOS, 25 (OH) D3 and SS levels and the severity of
asthma in children

XU Mengxia, LIU Xia, WANG Jingjing, JIANG Zhong*

Department of Pediatrics, Qingdao Central Hospital, Shandong, Qingdao, 266042

[ABSTRACT] Objective To study the correlation between the changes of eosinophil count (EOS) ,
25 -hydroxyvitamin D3 (25 (OH) D3) and somatostatin (SS) levels and the severity of asthma in children.
Methods The clinical data of 198 children with asthma treated in our hospital from August 2019 to August
2020 were selected as the study group. According to the diagnostic criteria for asthma in the “Guidelines for
the Diagnosis and Prevention of Children’s Bronchial Diseases” formulated by the Respiratory Group of the Pe-
diatric Branch of the Chinese Medical Association in 2016, patients were divided into the mild group (n=76)
and the moderate group (n=67), the severe group (n=60). Another 93 normal children who had a physical ex-
amination during the same period were selected as the control group. The clinical data was collected to compare
the levels of EOS, 25(OH)D3 and SS in different population, and multivariate Logistic regression was used
to analyze the factors that affect children’s asthma. Result The levels of EOS and SS in the study group were
significantly higher than those in the control group, and 25(OH)D3 was lower than that in the control group,
the differences were statistically significant (P<0.05). EOS and SS levels were as follows: mild group <moder-
ate group <severe group, and 25(OH)D3 levels were as follows : mild group >moderate group >severe group
(P<0.05). Re-examination results showed that 127 (64.14% ) cases were well controlled (group A), 71
(35.85% ) cases were poorly controlled (group B). Multivariate logistic regression showed that children’s his-

tory of allergic rhinitis, family history, treatment history of medical advice, EOS, 25(OH)D3 and SS levels
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were independent risk factors for poor control of asthma in children (group B) (P<0.05). Conclusion The

levels of EOS, 25(OH)D3 and SS are abnormally expressed in children with asthma, and their expression lev-

els are closely related to the severity of the disease. Clinicians can strengthen monitoring of these three indica-

tors to understand the progress of asthma and assess the prognosis of the child.

[KEY WORDS] EOS; 25(0OH)D3; SS; Asthma
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Table 4 Analysis of multiple factors influencing poor control of asthma in children
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Relationship between the expression of oxidative stress-related proteins in serum and pla-
centa of pregnant women with gestational diabetes mellitus and pregnancy outcomes

TAN Jiongxin, LI Rui, GUO Qiling, LIU Huaichang, XIAO Lei*

(Department of Internal Medicine, Foshan Maternity and Child Health Hospital , Foshan, Guangdong, China,
528000)

[ABSTRACT] Objective To investigate the relationship between serum and placental oxidative stress-
related protein expression and pregnancy outcome in patients with gestational diabetes mellitus. Methods A to-
tal of 108 pregnant women who were diagnosed with GDM during pregnancy during the period from August
2017 to June 2019 in our hospital were selected. 90 normal pregnant women were selected as the control group.
The pregnancy outcomes of 2 groups were recorded. Serum GSH, MDA and SOD]1 levels were measured by
ELISA in all pregnant women, and the expression levels of SOD1, HO-1, NQOI1 and Nrf2 in placenta were de-
tected by immunohistochemistry. The relationship between oxidative stress-related protein levels in placenta and
pregnancy outcomes were analyzed. Results The GSH and MDA indicators of the GDM group were signifi-
cantly lower than those of the control group (P<0.05), and the SOD]1 level of the GDM group was significantly
higher than that of the control group (P<0.05). There was a significant positive correlation between placental
SOD1 and serum GSH and SOD1 (P<0.05) , and a significant negative correlation with serum MDA (P<0.05)
in pregnant women with GDM. The expression levels of HO-1, NQO1 and Nrf2 in placenta were significantly
negatively correlated with serum GSH and SOD1, but positively correlated with serum MDA (P<0.05). The ex-
pression level of SODI1 in placental tissues of cesarean section pregnant women was significantly lower than that

in non-cesarean section pregnant women (P<0.05), and HO-1, NQO1 and Nrf2 expression levels were signifi-

AAME ) AEEFAFHEARIRLALT B (A2019214) ; Hhly T T A Fo it £ 5 E S48 (20180131)
A A5 Al T S AR TR R, 7 A& Hh L 528000
*iBAEAES B &, E-mail : greenhot@163.com

%
2t



- 632 - NTEWi SR F4E 20214E4 45134 45445 T Mol Diagn Ther, April 2021, Vol. 13 No. 4

cantly higher than non-cesarean section pregnant women (P<0.05). Conclusion The serum and placental tis-

sues of patients with gestational diabetes have significant oxidative stress. The oxidative stress indicators of pla-

cental tissue are closely related to the occurrence of cesarean section and premature delivery.

[KEY WORDS] Oxidative stress; Gestational diabetes ; Pregnancy outcome; SOD1; HO-1
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&5 MiFEMAGE SN HIERNEXES T

Table 5 Correlation analysis of serum and placental

®2 MAZRAMNFIREBLE (v+s)

Table 2 Comparison of pregnancy outcomes between 2 S L
oxidative stress indicators

SOD1 HO-1 NQO1 Nrf2

groups of pregnant women (x +s)

G 0 (%) Hiike) BMikgm') ZJHGH) W T P e P cfi P rf P
GDM 4 108 30.6£2.1 56.5x1.7 23.3x1.7 37.320.5 GSH 0.432 <0.05 —-0.417 <0.05 —0.521 <0.05 —0.461 <0.05
X MR 20 90 30.4+2.8 56.8+1.9 23.1x1.5 37.4+0.4 SOD 0.857 <0.05 -0.367 <0.05 —-0.561 <0.05 —-0.426 <0.05

i 0.574 1.172 0.852 1.532 MDA —-0.358 <0.05 0.551 <0.05 0387 <0.05 0451 <0.05

P{H 0.567 0.243 0.395 0.127

%3 FAZENMERLIBIEIREE (s 2.5 JEREALRIE S RS A IRES R G A
Table 3 Comparison of serum oxidative stress indicators HE A 0 iR L4121 SOD1 3Rk /K FAIR
between 2 groups of pregnant women (x +s) FAEHE 722213 (P<0.05) ,HO-1 .NQO1 £ Nrf2 3
e n wErs BEXRIL REEReE R LK = THER S r= 4215 (P<0.05) . L EL Y= 11
GDM H 108 53 13 16 12 N
e Sue lez LR 20 HO-1 TR 2 RATS R L (P<0.05) -
PAi 0.017 0.201 0.310 0.039
ILz& 6.
2.3 WA I AL BN G bR 2R 15 %6 GDM ZAF FIERLE B AL & SR s AR b B
43 W HT A 32 JEI Y9 GSH. SOD1 Il MDA 7K % (3+5)

22 g 2R L (P>0.05) , 7 WA Al 32 JE ) Table 6 Comparison of placental oxidative stress indexes of
GDM #1161 1#) GSH Fil MDA f8 bR fik T X% it 4, 25 different pregnancy outcomes in GDM pregnant women (x +s)
SAG R X (P<0.05) ,GDM 4122 1H ) SOD1 4§ HEWREE ) n_ SODI  HO-l _NQOI  Nrf2

e R JE 53 4.9+08 7.7xl5 69£1.6 5.6xl.1
i X IR (,=9.721, P<0.05), W4 K 1, % 55 58612 69514 50515 50512
FE B 1 4568 2867 3352 2706

;E 4 Bﬁéﬂﬂﬁﬂﬂé‘ﬁéﬂgﬂﬁ’ﬂaﬂﬂﬁﬁ?ﬁﬁ%ﬁ%& (x is) P{H <0.001 0.005 0.001 0.008
Table 4 The expression of oxidative stress indicators in the FRIL & 13 5.6£19 7.8£19 6.8x2.1 5.2+2.1
placenta tissue of 2 groups of pregnant women (x +s) 795 54x10 72£13 63x14 5310

tH 0.594 1.469 1.130 0.287

iogl] 21 5] n GSH SOD1 MDA P{E 0.554 0.145 0.261 0.774

(wmol/mL ) (U/mL) (nmol/L)

328 GDM# 108 2.13+0.21 12.4+1.9 1.82+0.29
YR 90 241023 14.8+1.5 1.64=0.15

Jif B L =16 52+1.6 7.1x1.6 6.0+20 5.0+1.8
92 5411 7.3£14 65+1.3 54x1.2

il 8.045 0721 5393 tE 0.624 0516 1.300 1.134
P <0.001 <0.001 <0.001 Pl 0534 0607 0196  0.259
S UEHT GDM 4] 108 2.21+0.33 12.842.6 1.85+0.26 By = 12 3.8+1.7 7.9+0.8 7.1x2.2 59+2.2

XPHRZE 90 245+0.35  15.3+29  1.70x0.29 96 5.6£1.2 72+l 63xl5 52xl1
tHH 4.957 6.392 3.835 t{H 4.661 2.131 1.645 1.815
Pl <0.001 <0.001 <0.001 PiE <0.001 0.035 0103  0.072

GDM 41 SOD1 X R 4L

GDM 41 HO-1 X IR 4L Xof HR 20 GDM 4 Nrf2 X R4

G, 4%

E1 EEAKLE (IHC,x200)

Figure 1  Immunohistochemical diagram (IHC,x200)
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ALY 3t ROS 540 4 Ak B 80 3 [ 98 7,
PR R S AL EE RN R, RN T
GDM It & S B IBL I 6 AR5 2, BRI 58 e I 4
b1V 38 7E GDM 1195 1 a2 J rp HLoA s BAE R
REAE BT 3 B A v /E %) GDM 22 11 Il 15 2% 45 b
PEAT W, AEIG 2 iR LS 400 22 ) 40 J5 22 46 1) T
TLAE , GDM 22 AU AR AL B R IR S, AT
AE ELHE M iR R 2 PR s A R,
AHEFT H ST GDM 22 A iR A 2 S Ak R
FHSEFEAR A FR T I L B H S IR IR ZS SR K 2R

SOD 1 GSH Jz& A 3% 3t £7 75 B Bt S8 AL 7
A DU HR SR AR T s 1 9 FAi T (H B T 7E GDM
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GDM ZiANLR P G 3 R P AL RE T B &
B, 141 F % A -1 (heme oxygenase, HO-1) J&—
Tl 75 S (1 I R 11, HO-1 ) 12 I —Fh i
JiE 50 B RN AT 5 B AL L bR e Y . BEAE AT
2% VX IR 350 B8 T 0% % A0 b WL B HO-1 R 3
i% . [AHT, NQO1 J& Nrf2-ARE & 42 (1~ g i 45 Al
+, Nrf2 (3 3Rk W 5 3N T GDM 4 it Nref2 il
NQO1 By ik . Nrf2 T & Ak bij 18 i85 72 7T e A 2
6 500 PR AH O 1 S Ak I B IR T TR TR T
S X SR 3 Y AR Ak U8 B A O 4 T TR
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AL F RSB R IR LA R AR

H AR 8L RS e T kb R 5 45
S22 A R IG RS R AR I . BFE™ R W, GDM
SEE T AN R85 R KU, s E L VE
G LT BT A JLAET ME= e IR TR . ARSI
1, SOD . HO-1 .NQO1 Fl Nrf2 7K V-3 5 2 43 5 7
PR AREYIRIE . BEAIFR " B8 GDM A KL
5 SOD 1 shZ 1A ¢, GDM 3¢ J HF RZLLAY A
M PUEAL B ARSI . (HAHFZE R = K
B2 ARG B SRR 7 FRB A OP B 2=
5,3 AT BESE AN IR N A REAR A b b . IR,
GDM 4 A 11 i 5 4 20 b A7 76 B S 19 Ak g 50tk
. SOD,HO-1, Nrf2 F1 NQO1 f] # ik N J& ¥k
GDM Z ARG E NG LB AL R A FAR )

AT A 5T AR A b R Bk — 2
INREEA 8 FBE T B R PR . 27 A Bk, 4
R SUTARE DR s B 0 LT RN 5 4L U 3 AR

PR PR N B 2H 200 S A D S8 A 55
SR i R HE AR G

S % 3k
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PTA B Y P IL-1. TGF-B J2 TNF-a Bk Bl

Xk FAME TR

(¥ ZE] BE SWa0H e R (PTA) BH X P A A Z-1(IL-1) b AEKHE -8
(TGF-B) B M9 R AL F-a (TNF-o) (9 3R 35 R IR X o ik $EI 2017 4F 8 1 £ 2020 4F 8 A APtk
IR Y 192 4] PTA SBE AR RO G MG B 1 OG5 48 )™ H 1 45 48 (index of severity for knee joint osteo-
arthritis , ISOA) 73 A H EE 4 (n=45) = E 41 (n=46) AEH = HA (n=50) W™ ELL (n=51), [FFZA 155
Wi e AR X IR . LA A% 4H ) IL-1 . TGF-B  TNF-a /K F-25 5, 5% H Pearson i34 PTA H % IL-1
TGF-B . TNF-a 7K V- 5 ISOA WYAH . S8R DF5E 41 IL-1. . TGF-B . TNF-a /K3 = T X R4 , 22 A
Gt L (P<0.05) o A[EEFEEEH IL-1  TGF-B . TNF-o /K FHK : HbRE 20 <™ 8 21 <JF 5 ™ 51 21 <
FRE A, R A G L (P<0.05) . PTA #3% IL-1 . TGF-B . TNF-a /K15 ISOA B IEAI L R (P<
0.05). #if IL-1.TGF-B. TNF-a /KF-7E PTA B3 5% Fhi, =& 5 E 0 ™ B AR 1 5L 3% IR A 56
P LA 0 TR SR DA 10 R B 1A A B0

[X8EE] QTR AN FE 1 B ERET B MRRSEHE F-a

Expressions and clinical significance of IL-1, TGF-f3 and TNF-« in the joint fluid of pa-

tients with post-traumatic arthritis

FENG Wentao, LI Songlun, HE Yuxiang*

(Department of Orthopedics, Youyang Hospital, the First Affiliated Hospital of Chongging Medical Universi-
ty, Chongging, China, 409800)

[ABSTRACT] Objective To analyze the expressions of interleukin-1 (IL-1), transforming growth
factor-B (TGF-B) and tumor necrosis factor-a (TNF-a) in the joint fluid of patients with post-traumatic arthri-
tis (PTA) and analyze the clinical significance. Methods A total of 192 patients with PTA admitted to our
hospital from August 2017 to August 2020 were selected as the research subjects. According to the index of se-
verity for knee joint osteoarthritis (ISOA) , they were divided into a moderate group (n=45), severe group
(n=46) , very severe group (n=50) , extremely severe group (n=51). At the same time, 155 healthy volun-
teers were included as a control group. The differences in the levels of IL-1, TGF-$, and TNF-« between the
groups were compared. The Pearson method was used to analyze the correlation between the levels of IL-1,
TGF-B, and TNF-a in PTA patients with ISOA. Results The levels of IL-1, TGF-B and TNF-a in the study
group were higher than those in the control group, and the differences were statistically significant (P<0.05).
Comparison of levels of IL-1, TGF-@, and TNF-« in patients with different severity levels: moderate
group <severe group <very severe group <extremely severe group, the differences were statistically significant
(P<0.05). The levels of IL-1, TGF-B, TNF-«a in PTA patients were positively correlated with ISOA (P<
0.05). Conclusion The levels of IL-1, TGF-B, and TNF-a are abnormally elevated in PTA patients, and the
three are significantly positively correlated with the severity of the patient’s condition, and their expression can
be used as a basis for assessing the severity of the condition.

[KEY WORDS] Traumatic arthritis; Interleukin-1; Transforming growth factor 3; Tumor necrosis factor-o
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1455 14 575 48 (Post-traumatic arthritis , PTA ) f&
TR R Y DA G B 1 1R AR 728 1 AN Ak i 1Y
BB A B FEREARE , LIS G 3h
IReRE Tl F B KRR — R, Ak,
PTA 1 &5 52 R W B A W T H xS
PTA B2+ IR, HL = 4 Sk 0 1 T
Jiti DAY D 2 905 28 DA B 0 92 s R 1R a2 R 30 m 5 ko
PTA B4 5k JEIFEMFRE L EK, KREMTRE
7N B A 200 M PR A T 9 i e v e 44 i
AOFEH, Hod 1 40 A 2 -1 (interleukin-1, 1L-1) |
8 {4 K A F - B (transforming growth factor- (3,
TGF-B) M I Jei R HEH - (tumor necrosis factor-a,
TNF-o) /&2 5 80 8728 S B A% IT 51 PTA FEAR Y
e AN A T AWFSOE IL-1 . TGF-B J&
TNF-a 7 PTA S35 T 335 Sl R 2 SCHEATRIFSE

1 BREFE

1.1 — ek

BEHL 2015 4 8 H & 2020 4F 8 H A& Bt Utif 1Y
192 5] PTA & FAE WA X4, Hod 55 101 4, %
91 il , - 4474 (46.51£2.02) %

gy ABRE : D 2 PTA 2 bR s @ %35 R
TS 2593 s Bl IRFOR 63

HEBRARAE : QRGBT R AR
PESCTTIR ST P bR A R At S M O 0
QEIHEGERAR ;QFIHNF B O IEHEZES
HIUREA 2 ; @BME 2 B # ; O4
FF MRS DI REBN . ARYER R
R PR % (index of severity for knee joint osteoar-
thritis, ISOA) * #4750, 43 W AL (5~7 53 ,n=45) |
JEHE L (8~10 43, n=46) AEH TEHE A (11~13 43, n=
50) M ELL (1443 ,n=51) . [RIFEHA 155 filfa R
JEEAE AT IR, Hodh 5 85 ], £ 70 4], 4 A
(46.68+2.17)% , [Al—fGERI L2 S Iose 7 X

(P>0.05), A TTHE . AHIFSE B ARAAS B BB B
VoA, A S A B A TR T

1.2 Ky ikt

i 32 A8 3 S BIMYJE R 900, JCpy A g iR
QbR 2 R SRS iR I RS, DA 7 5 T A 1 Y
) 25 5 32E A SCTT E N, IOC T 1 mL (G TS
WA R 1 mL B AT S A TC AR BEER K 10
mL J5 PRI ) o FERSCT REA BP 45, 7E 4T
P, 8.0 (3 000 r/min, 10 min) B F I &, (5 4F
F—20CUKFEHRFRE o 2R FH B fs 28 WA BV 72 G DU
IL-1,TGF-B . TNF-a 7K, 107 & ¥ 0 I
A8 A ) T AR BRI A e B U H A
e,
1.3 GEirF ik

K SPSS 22.0 #AF AT S 140 B, 1 6 R
Ph(x+s) 3R, LA LR H e K56, 24110 L ECR
H F K56 5 AH ¢ 1% 5% F Pearson A 3¢ 43 #7 ; LA P<
0.05 W ZEFA LI FE L,

2 HFR

2.1 WA 5B IL-1 . TGF-B. TNF-a /K He#
WFSE2H IL-1 . TGF-B . TNF-a 7K V-2 55 T % 1R
H, 225 AR L (P<0.05), WK1,
xK1 PRASIRAIL-1.TGF-B. TNF-o JKFLLE (x+5)
Table 1 Comparison of IL-1, TGF - 3 and TNF - « levels

between study group and control group (x +s)

2H 5 n

IL-1(pg/mL) TGF-B(ng/mL) TNF-a(pg/mL)

WFE4H 192 26.85+10.41 8.98+3.31 35.81+11.49

XFHRZH 155 4.03+1.52 4.05+1.22 4.85+1.01
A 27.053 17.599 33.433
P{H <0.001 <0.001 <0.001

2.2 ANaERLEH IL-1 TGF-B . TNF-o /K- H 4%
AST] R B  IL-1  TGF-B . TNF-a 7K Eb

B EA<EH<AEE T EA<N T EL, 25

BEitarmE L (P<0.05), WFE2,

£K2 AREEEEEEIL-1.TGF-B.TNF-o 7KELLE (x+s)
Table 2 Comparison of IL-1, TGF -  and TNF - « levels in patients with different severity (x+s)

2H n IL-1(pg/mL) TGF-B(ng/mL) TNF-a(pg/mL) ISOA(4})
BRI 45 21.05+5.74 5.74+1.26 30.71+5.88 6.0120.82
JUE A 46 25.78+6.35" 7.39+1.73" 36.7426.12" 9.18+0.86
A E Al 50 20.11+6.87% 8.6622.90" 39.98+6.33" 12.7420.26
W™ 4 51 34.09+3.15™ 10.89+1.05" 43.08+3.74™ 14.01+0.13
Fi8 44.79 63.56 42.71
Py <0.001 <0.001 <0.001

o G4 e, P<0.05; " 5B AL i, P<0.05; SRR B4 i, P<0.05,
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2.3 PTA 3 IL-1.TGF-B . TNF-a 7K *F- 5 ISOA
)RR e

PTA % IL-1(r=0.980) . TGF-B (r=0.840) .
TNF-a (r=0.978) /K ¥ 5 ISOA £ 1E A K &R (P<
0.05), UL 1,

ISOA
ISOA

2 3 6 8 10 12 3 10
L1 TGF-B TGF-a

B 1 IL-1.TGF-B.TNF-a 7kF5 ISOA FItHK M Hra s B
Figure 1  Scatter diagram of correlation analysis between
IL-1, TGF-B, TNF-« levels and ISOA
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K, B 02 1 T 2 A8 E S 1] 98 4 T IR A A8
RGN TGF-B 155 7+ v FIF B Y
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Wit — A 3E IL-1 . TGE-B . TNF-a 5 PTA ¥ 15 &
JRKZEY) o o B L AE T AR G RYEABE
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T BICE AL 3 0 R O 1 R MR ML R
Bl 4 1 200 it PR 7 Wk R Y i — 25 TR R oG
R 20 A A ARV IRBE [R] Es ACE JR JTAS B
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IR TR BRI 78 Jmy #5 , AHDOE T LY A N, B R
WL T 422 i Wt L 78 2 B 5 [l s, 5%k DG 19 W i
AT AN 38 T L i £ il At 5 9 B 48 PR 28 %F
25 F i s e BRI R 0 A O U
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20, % 30 B IR) 30 70 A Be ARG 1 73 490 i B 3 152 R W BELZH . L4845 4 E-cadherin . COX-2 J2 TRACPSb [ 3
ik, 77#1 E-cadherin ,COX-2 & TRACP5b 5 5 & 4 B B AN B4 £ B S HU A G L >R FH 27T Logistic
8] 5 43 A s i S M B L A MR R B R WGl R . 458 E-cadherin J¢ COX-2 TE#E 24U FAM: R
TR TR SR IR 2, SRR PR B AN R B TRACPSD /K VB T X IR, 2 F 3 il
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Relationship between the levels of E-cadherin, COX-2 and TRACP5b and the recurrence
of patients with primary giant cell tumor of bone

XIANG Yong', ZHOU Wei', LUO Liang', YANG Yunkang”*

(1. Department of Orthopedics, Southwest Medical University , Luzhou, Sichuan, China, 646000; 2. Depart-
ment of Bone and Joint Surgery, the Affiliated Hospital of Southwest Medical University, Luzhou, Sichuan,
China, 646000)

[ABSTRACT] Objective To analyze the relationship between the levels of E-cadherin, COX-2 and
TRACPSb and the recurrence of patients with primary giant cell tumor of bone. Methods The tumor tissue
and normal bone tissue adjacent to the tumor of 65 patients with primary giant cell tumor of bone from January
2018 to December 2018 in the pathology department of this hospital were selected as the cancer tissue group
and the normal tissue group adjacent to the cancer. In addition, 73 healthy people who were examined in this
hospital during the same period were selected as the control group. The expressions of E-cadherin, COX-2 and
TRACPSb in three groups were compared. The correlation between the levels of E-cadherin, COX-2 and
TRACP5b and the pathological parameters of patients with primary giant cell tumor of bone was analyzed. Mul-

tivariate logistic regression analysis was used to analyze the risk factors affecting the recurrence of patients
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with primary giant cell tumor of bone. Results The positive expression rates of E-cadherin and COX-2 in can-
cer tissues were significantly higher than those in normal tissues adjacent to cancer, and the TRACPS5Db level of
patients with primary giant cell tumor of bone was significantly higher than that in the control group, the differ-
ences were statistically significant (P<0.05). The larger the tumor, the higher the clinical stage and the higher
the Jaffe grade, the higher the positive expression rates of TRACP5b, E-cadherin and COX-2 protein in pa-
tients with primary giant cell tumor of bone (P<0.05). The recurrence rate of patients was 32.30%(21/65). Tu-
mors = 5 cm, Jaffe Il grade, surgical methods: curettage alone, E-cadherin protein positive, COX-2 protein
positive,, and abnormally elevated TRACP5b levels have a high recurrence rate (P<0.05). Jaffe grade Il , sim-
ple curettage, positive E-cadherin protein, positive COX-2 protein, and abnormal increasing of TRACP5b
were risk factors affecting the recurrence of patients with primary giant cell tumor of bone (P<0.05). Conclu-
sion The levels of E-cadherin, COX-2 protein and TRACP5b are highly expressed in patients with primary
giant cell tumor of bone, and their changes are closely related to patient recurrence. Clinical detection of their

levels is of great significance for monitoring patient recurrence.

[KEY WORDS] E-cadherin; COX-2; TRACPSb; Primary giant cell tumor of bone
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Expression and significance of TRF, IAP and HMGB]1 in patients with pulmonary tuber-
culosis infection

WANG Yuecai', RONG Yanxiao’, WANG Xianlei’, ZHANG Jingmei’, SUN Yang', SU Yuanyuan'*

(1. The Third Department of Tuberculosis, the Fifth Hospital of Shijiazhuang City, Shijiazhuang, Hebei, Chi-
na, 050021; 2. The Second Department of Tuberculosis, the Fifth Hospital of Shijiazhuang City, Shijia-
zhuang, Hebei, China, 050021; 3. The Third Department of Tuberculosis, Hebei Chest Hospital, Shijia-
zhuang, Hebei, China, 050041 ; 4. The First Department of Tuberculosis, the Fifth Hospital of Shijiazhuang
City, Shijiazhuang, Hebei, China, 050021 )

[ABSTRACT] Objective To analyze the expression and significance of serum transferrin (TRF) ,
immunosuppressive acidic protein (IAP) and extracellular high mobility group box-1 (HMGBI1) in patients
with pulmonary tuberculosis infection. Method The total of 142 patients with tuberculosis admitted to our
hospital from June 2017 to June 2019 were selected as the observation group, including 46 cases with pulmo-
nary tuberculosis whose lesions were in progressive stage, 53 cases in absorption and improvement stage, and
43 cases in stable stage. During the same period, 100 healthy people who were examined in this hospital were
selected as the control group. The levels of TRF, IL-6 and HMGBI in different subjects were compared. Logis-
tic regression was used to analyze the related factors that affect the clinical outcome of patients with pulmonary

tuberculosis. Result The levels of TRF, IAP and HMGBI in the observation group were higher than those in
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the control group, the difference was statistically significant (P<0.05). The levels of TRF, IAP and HMGB1
in patients with progressive stage were higher than those in the absorption and improvement stage and the sta-
ble stage, and the levels of TRF, IAP and HMGBI in the absorption and improvement stage were higher than
those in the stable stage, the difference was statistically significant (P<0.05). 41 cases of 142 pulmonary tuber-
culosis patients were ineffective in treatment, 101 cases were effective, and the effective rate of treatment was
71.13% . Mechanical ventilation, recurrence, APACHE II score, TRF, IAP, HGMBI levels were positively
correlated with the prognosis of patients with tuberculosis, and standardized treatment was negatively correlat-
ed with the prognosis of patients with tuberculosis (P<0.05). Recurrence (yes) , standardized treatment (no) ,
APACHE 11 score (=25 points), TRF (abnormal ) , IAP (abnormal ) and HMGB1 (abnormal ) levels are inde-
pendent risk factors affecting the prognosis of patients with pulmonary tuberculosis (P<0.05). Conclusion
The levels of TRF, IAP and HMGBI1 are significantly increased in patients with pulmonary tuberculosis. The

three are closely related to the prognosis outcome of the patients and can be used as effective indicators for dis-

ease monitoring and prognosis evaluation.

[KEY WORDS] Pulmonary tuberculosis; Serum transferrin; IAP; HMGB1
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HLARIAIE 52 v 0 B 2248 A, T S 92 400 A R P 2R
(Immunousuppressive Acidic Protein, IAP) j& — Ff
Xof 20 B AR TR e 2 B s Z LA IR R A e,
T T e b By N AN (B — R AT A
U A T B8 % 2 1 B (high mobility
group box-1, HMGB1) 1 2y 5 %2 1Y 4 P i 5T il %
PE B -, AT A S0l R RE RO . H ET A R
HMGBI1 5 45 1% ¢ & 1Y 48 80, A 0F 58 il
TRF . IAP 5z HMGBI 7£ Jifi 25 #% e 2 & rh iy 38
L SGHAT BT, BT R I R M 7P e 2%

1 RS

1.1 —Bgek

PEHL 2017 4F 6 H & 2019 4F 6 H A B2 U 34 1Y
142 W45 8% 5 e o WLgEd] . Hidh 58 8o 4], 4
53 ], SEIJAE RS (46.95+£7.53) % . A ABRAE : DY
A AR B 2 S BE R 27 o o il W (i 45 % 12
Wi MR HE FE ) 2 W AR E . QI IR R 2
IR, HEBRbRE : O AHATA R B LA
QA IFH AR ZPER R OB I RIE RS
M RGEEBIRAE ; OBAEAR)G L H 5 R im
G o i 5 A% R 4T 46 191 | W ISCIT- B 1 53
B Feg W43 . o IR D TR sh i R . FLE

&I 1 I R I S B kB sh It S AR
ek T 0 B I 5 s T O A BRI AL 5 IR A
Oy SCAFTEFRPE . WA 0] . JLELE TR 91 1 100 TR
U H 1) < 95 20 e 5 WAL - e 5 a5 R A
IN IR o AT B e . T e LA H 41
1 00 J A I e 28 TC A Bl s 2R P 5 IR 4
oy SR L FIvE (R H =B 3K ik 6
R UL b A 23 R A7, 008 45 4% 43 SR 1 0 i
SEMIPE LA LA b PRICEI T AS B A4S LIl R 9%
FHE B 100 B (i R F AR %t B 2], b 55 66 191
1 341, B AE L (46.81£7.49) B, BRALYE S AR
I LB 28 IR L (P>0.05) o AR5 E 3R
TR BEBEAe B2 51 o bl , PIr AT 52003 1 26 38
&4,
1.2 W57k

W B BT A BIE 5 X Gl DR BTk , A 45 4R 1k
i) HUAMGE T R B IR IE O L SR
P A Sk A B N VA IR AL T (acute
physiology and chronic health evaluation scoring sys-
tem, APACHE Il ) " (370 Vi il 0~30 43, 73 £
RN BAE 2 55, R AR 251 Logistic Al H 45
Y53 Biv 52 0l fili 25 4% 28 8 T B9 A ST FE R R R
1.3 WESRIR

WA BIr AT I 5 0 G 23 R BK AL, 750 (3 500 1/
min, 5 min, #0248 8 em) J5 WU B LG - 0
H ULV J5 SR FH A i 35 B L b B A U TRE 7KF- ik
R & A% A KA R 56 B Arry-360 4F
SE AR 3 TAS, 4 R FH U B 5484 , TRF 1208 &
IEH RS :2.20~4.0 /L. TAP K IUR FBUIE S 0
R G B EERE SO AT BR 2 F L TAP 45
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& 1F % 36 Bl : 250 wg/mL~500 pg/mL, HMGB1
K-SR FH R i T K 5 MR B3k 1R A7 0, 3700
Wy H RIS LAY TRA R A, HMGBI i 7
& 1F % {3 [l 2.5~80.0 ng/mL. J7 &4y N IR .
R,
1.4 Sitrik

K H SPSS 22.0 A AT Gt b, i Bk
K (X +s)FR , 48] LLBCR H e K50, Z2 2 0] L3
K FAGE s THECe kbl o n (%) Fom , R 24

2.2 AS[R) i &5 A% s b 1E JR A I R B TRF JJAP J¢
HMGB1 7K He 85

HFJE 1 % TRF . IAP }2 HMGB1 /K- & T
WA B 1 R A e 0 R R AT B 7 B R3S TRF
IAP }2 HMGBI1 /K- FRoe B # , Z 5350
P L (P<0.05), W2,

K2 AERMEZRELERERLEE TREIAP X HMGBI
KELEE (v +s)
Table 2 Comparison of TRF, IAP and HMGBI levels in

B 5 52 il 25 A2 H A TS O A 56 IR 2R AR S R 2R
NZEMZIHNE Logistic [F1H 4341 5 LA P<0.05 Jy 22 5

progression (x +5)

patients with different pulmonary tuberculosis lesion

AGitE X %1% n TRE(pmol/L) IAP(pg/mL) HMGBI (ng/mL)
PRI 46 14.6322.82  915.60£100.87  125.67+2.75
2 #8 WU ] 53 11.33£1.79  836.94£149.52  108.954.66
FasEW 43 641%1.07  763.80£140.92  92.08+5.65
21 Wgﬂ TRF \IAP & HMGBI1 7}(5’2 H:ﬁ F1H 184.100 10.510 620.340
P <0.001 <0.001 <0.001

W4 TRE . IAP }2 HMGB1 /K &5 - % 1R
H, EZRA52AE L (P<0.05), WLk 1,

*® 1 VA4 TRF.IAP & HMGB1 KELLE (x+s)
Table 1 Comparison of TRF, IAP and HMGB1levels

%]  n  TRF(g/L) TAP(pg/mL) HMGBI (ng/mL)
WEELH 142 12.52+543  841.26+152.30 99.55+7.32
XHIRZH 100 1.09+0.74  302.69+90.12 4.02+1.60

M 13.400 31.662 20.856

P <0.001 <0.001 <0.001

x3 wNMEREBEEWEHNRARESN (n(%), (xs) ]

Table 3 single factor analysis of prognosis of patients with pulmonary tuberculosis [n(%), (xs) ]

2.3 142 il g% 5 A WS FE A1 O
BURIRTT 45 0, 142 il il 45 4% 2B B IR Y7 ol
41 B, A% 101 6 J8IT A 3R R 71.13%
between 2 groups (x+s) 2.4 s fitigh i R TR R R AT
MBS .5 % . APACHE Il i/ . TRF .IAP,
HGMBI1 7K V- 5 fitfi 45 #% &8 55 i 5 &2 1F AH OC (P<
0.05) , B AL IR 97 5 il 25 % 28 3 T 2 A ¢
(P<0.05). W53,

i)
i AR ARFALE B (n=142) . ' At PH
" A (r=101) T2 (n=41) z
(L) 20~35 19 34(33.66) 15(36.58)
36~60 50 37(36.63) 13(31.71) 0.312 0.856
> 60 43 30(29.71) 13(31.71)
5 3 23(56.10
il % 89 §§(§5 5) 3(5§ ) 1066 0.302
1( 53 35(34.65) 18(43.90)
2R ] 50 15(14. :
82K A 5( 5(14.85) 35(85.37) 63,561 <0001
7o 92 86(85.15) 6(14.63)
35 A 94 =]
MIEAIRYT = 84 80(79.21) 4(9.76) 8918 <0.001
i 58 21(20.79) 37(90.24)
AN ﬁ i1
& I IR R H 52 37(36.63) 15(36.59) 0.006 0,940
Jc 90 64(63.37) 26(63.41)
| . p .
W2 SR sl A 80 51(50.50) 29(70.73) 5554 0110
o 62 50(49.50) 12(29.27)
LB X 39(95.
HLA A < i 48 9(8.91) 39(95.12) 06.861 <0.001
g 94 92(91.09) 2(4.88)
e 7ﬁ 51 33(32.67) 18(43.90) 1.598 0.206
J 91 68(67.33) 23(56.10)
APACHE II #-43 (43) 18.05+2.63 26.18+2.71 16.548 <0.001
TRF(mol/L) 63.17+14.56 75.84+14.61 4.695 <0.001
IAP(pg/mL) 471.26%85.98 786.09+142.03 16.178 <0.001
HMGBI1 (ng/mL) 56.57+1.59 106.08+5.49 82.837 <0.001
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2.5 UM TS5 1% B TR 1 2 R 4 Hr
k() Ftkinyy (45 ) .APACHE Il 143 (=

25%3) .TRF 54 JAP 54 & HMGB1 5% 7K -5
Wiz B 3 TR ST G R (P<0.05) . W3R 4.

R4 RMAHEZBEWEHES AR

Table 4 multivariate analysis of prognosis of patients with pulmonary tuberculosis

AN [EES s FrifEiR Wald x* {8 OR 95%CI PH

B <, 0.969 0.889 4.098 2.635 0.461~15.051 0.519
H R (Tvs &) 0.982 0.131 4.879 2.670 2.065~3.451 <0.001
HVEIByT (2 vs ) 0.835 0.188 4.638 2.305 1.594~3.33 <0.001
APACHE 11 345 (<25 43 vs =25 43) 0.874 0.135 4.284 2.396 1.839~3.122 <0.001
TRE(54H vs 1IE%) 0.851 0.195 4.993 2.342 1.598~3.432 <0.001
IAP( 524 vs 1K) 0.945 0.121 4.098 2.573 2.030~3.261 <0.001
HMGBI1 (5% vs IEH) 0.987 0.298 4.465 2.683 1.496~4.812 <0.001

3 itig

AR PR I 3G SR 45 % 2 it 24 TR Rk Y
PR WA R B B R FET R EHER T IS A%
B R S A BT TR 1) JER AL ) B 73 A 1 2
7 A ] PN A o AR A [l

SERLAT AR R P R TR, b R DL T 4
it Ay = Y AT A B TRE VR R 45 AT 1 3 R A
WP EES 5 AL b PR 4 B
5 W5 200 i (14 7 s . v PR 0 L ) B4 B L SRR R
I 3% v 3 BB R B T AR T A R AR A R A AR
Z (8], JE FF i R PR S A% 3 0 MO A K BT R Y
GRion O TRVBE Y TAP FEERIE T W A ki 4n
LRI AR, SI2 56 0F B TAP B 300 A8 42 1 058 22375 5 1M
LA, S 25 B T 40 A i T 40 Al L ] ok
PE A G RE LA ITAE R [ P A L I
I3 (R BIF 5 T 2 B iR £ (R DY TAP /K- B B
Fhim ™ AT FH R B Mt 45 4205 S8 8 MW TRF
IAP 5% Ft 5 T BE & R BUM S5 A% & E R R JR A
Z— JF H 591 K I AEAE W S A DG

HMGB1 [H 7 58 i ik v A AR e 1 iR 8 %
A2, S22 AE7E T EAZ AN M b 2 AR 4
EABEA, LA/ ZMEI Y. 55
7, HGMB 1 1 il 38 4 S 40 i 1% A6 ] 2 E & 407 5
B PRI S PR R 743 W i AN B A4 , W CH A AR
IR 3 3 v 5 /03 e S o 1 % A T A 5 DD AH
KM, HATA X HMGB1 5 45190 ¢ R 1 418 55
o HEFHESCHRIRIE , HGMB1 1] Ry 2H ZUsk gy s,
0 A5 A5 S DL B G 8 S 0 388 5 11 B
B AWK AR &2 [ Logistic 9113 4y
B & L HGMB1 7K 7E i 4 4% (8 5 vh i 5 0, HL
2 R KO- 18 S5 2 52 ) il 45 A% S8 3 TS 19 ST
FE R 2, $78 HGMB1 XL G0 28 17 25 AL 1 4 1

FH T G 03 1 225 429 17 10 2 Joe | Xob M 48 % S8 i 15
Al TS PR A5 5 A E1 2 I R, AN (B

WA, AR TR EME & () HERTT
(75) . APACHE [ -3 (=25 43 ) A 5% i fii 445 1% 1 i
ST fE R R 2, R R T Be e TR & ARREfkR
ST 5 5| R B5 4% Z2 T 25 AR 0 7725 52 R YT IT A8
11l APACHE 1 943 Ry I W S0 2 0 1 0 S ST 32
P E T oM, R TS RO R 2% T
B ER A, FENG PR TAE T, 32 F SBAR Y438 A5 X 7]
DL AT EE A 25 0 AN B O [R] B fin i Xof
BIFER R BE T, DAscE 5 .

Z& LRk, TRE \IAP 2 HMGB1 /K75 i 45 4%
BEPRETE, S H SRENRERAXREY],
AT A 15 Wl R 1 DA A8 R b

S % STk
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T A A0 A . GLUT-1 ik K F S0 e br i A1
Kk

TG HAZ EFX

[ ZE] B® U ATIH AN U8 48 2 8 -1 (GLUT-1) 1238 7K B S A8 45 1)
M. AiE HEI20174F 3 F % 2019 4F 4 A AR BEGA 19 100 61558 5 8 283515 0 TR AT 4L, o) 1k
B TR)3H A I A B ARG 11 A EE 100 81, 15 S it B, 52 FF S 323805 GLUT-1 ik KF B AR AH T8 5
WP Z 13 GLUT-1 3Rk KT R AR bR oK F- 5 SR H Pearson 4 J5 #2437 GLUT-1 Rk KV 5+
SHRTICIEHEPR A M e . R THRRTII4L GLUT-1 mRNA K8 R KKV T R4, 2 34 5
TH 3 X (P<0.05) 5 ARHHHE Ar 7L B2 /K OF VR B BR 7K 7T BT 28 v T X IR, 28 o et 2 i L (p<
0.05), Pearson BT HE7R GLUT-1 mRNA K85 115 9 g B A6 b FLER K 7 (R R 7K T &2 1E AH
K(P<0.05). 51 GLUT-1 mRNA K8 13235 KA T i B 2 A0 i rp 2 kv TR AHE, 5 F
I T EA AT AR FLIR KT (N ER R K T 2 E ARG 0 GLUT-1 3 5 T i s e B A B .

[REIA]  AEEaE; FRATY; Wagmia s n-1; R

Correlation between the expression level of GLUT-1 in peripheral blood and metabolic in-
dexes in preeclampsia

LUO Peifen*, CHEN Xiaolan, HUANG Wen

(Department of Obstetrics and Gynecology, Dongguan People ’ s Hospital , Dongguan, Guangdong, China,
52300)

[ABSTRACT] Objective To investigate the expression level of glucose transporter-1 (GLUT-1) in
peripheral blood of pregnancy preeclampsia and its correlation with metabolic indexes. Methods Selected 100
cases of pre-eclampsia patients admitted to this hospital from March 2017 to April 2019 were included as the
preeclampsia group, and 100 cases of the population who underwent a physical examination in this hospital dur-
ing the same period were selected as the control group, and all subjects were measured The expression level of
GLUT-1 and metabolic indicators were compared between 2 groups of subjects. The expression level of GLUT-
1 and the levels of metabolic indicators were compared ; the Pearson linear equation was used to analyze the cor-
relation between the expression level of GLUT-1 and the metabolic indicators of preeclampsia. Results The ex-
pression levels of GLUT-1 mRNA and protein in the preeclampsia group were higher than those in the control
group, the difference was statistically significant (P<0.05) ; the levels of metabolic indexes, lactic acid, pyru-
vate levels in the preeclampsia group were higher than those in the control group, the difference was statistically
significant (P<0.05). Pearson correlation analysis showed that the expression level of GLUT-I mRNA and pro-
tein were positively correlated with the levels of lactic acid, pyruvate, triglycerides, and low-density lipopro-
tein, which are metabolic indicators of preeclampsia (P<0.05). Conclusion The level of GLUT-1 mRNA and
protein in the peripheral blood of patients with preeclampsia is higher than that of healthy people, and it is posi-
tively correlated with the levels of lactic acid, pyruvate, which are metabolic indicators of preeclampsia. It is
speculated that GLUT-1 is involved The occurrence and development of pregnancy-induced hypertension.

[KEY WORDS] Pregnancy-induced hypertension; Preeclampsia; Glucose transporter-1; Metabolic index
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SRR LR Z5 A AT, 2 — el Z2 e R ke iR
LR 20 S J5 B0 T v B e I R R 9
Wit 5 9 1) % Je AT S Jre S R A OF AT i AR
PR VIR AL GBIt | IR A S SRR
Cao" 55 N e BUTE /&1 I £8 3 Hh i 2 W 4T
i B 7 A ) ATP T 1E 40 i 1 B Ok T A i 22
T2 fifk 7 £ 36 mol ATP, [l Hif ZLIR . P43 T 18 255 W T
FERIAKAE TV iRy, 22 BH 7 AR ATLAAR PR A7 1) 2 i e
SR o HRIBERR R 2 S B SEE E RE E RA
52 #3246 -1 (Glucose transporter-1, GLUT-1)
JENUA EZE A28 . Hien ™S ALESY)
S0 I SEE IS ST T AL A S v 2 W R A T
SECE A 2 A GLUT-1 FHm . X R0, HLA
A v i i R B i 5% 3R IR A A A A A e A
PTG OL T, W] RE & A A A i 12 8 11 GLUT-1 K1k
MR o ASBIFSE G0 A GE = E ST A IR A IR T
GLUT-1 FiA 7K -2 5 M H S AR bR A DG .

1 BREFE

1.1 — R

PEHL 2017 4E 3 H & 2019 4F 4 A A B iA #Y
100 1] 7 1i5 #2631k TR BT AL, A0 A B
OFr s BE G PR 2207 RE2E 50 43 2015
AP R T B 90 1 10 R B 12 TR AR R ) TR T
17 (2 Wi bR o s QA IR 1 25~30 % 5 @ BRI UR
@HE H=40 g/L; G145 (2.25~2.75) mmol/L,
B bm e - DA IF 0 R A5 ™ 50 245 T 1 AR
@ I kM e I 5 QA IFHA [ B e s
ol R OBE I D RE B AT . 5k TR
TA B A FEARAS 1 A RE 100 151] , 25 R % BRZH . i A
Pt : QAR TE 25~30 % s QP indE ik, HEBRBRIE
OB FBE PR | 5100 H | 55 18 IUE 55 5 @A I AR
PPN ; OREAE T AT 5 @ HA O T VE A
TRk iT . BFIEXT R & E M R E 1, R &
AR B 2EAS R By 2 L A
1.2 fRiHERR
1.2.1  GLUT-1 mRNA ik /K- &

W 2 T A 223K A1 A KO ARE AR 2 mL; 7
4C, 1 000 r/min {1 2% 4 T & 0> 10 min, {# ]
TRIzol M 4= IfiL 743 &5 & RNA, fifi ] 5% [# BioTek
Synergy ™H1 2% 32 ff 2 a5 M 2 RNA 4l . ffi H H
7R Takara Biotechnology 2% ] & F= Y PrimeScript
RT 277 & RNA FEA 5% 53 5 SO 254 : 42°C 20

min, 99°C 5 min, 72°C 10 min, 3153 cDNA ik . i
JHl 3% B Thermo Fisher Scientific 4= 7= f/ SYBR
Green PCR Master Mix i fl] & #1 ABI 7500 Real -
Time PCR &G GLUT-1 mRNA #1%§ T GAPDH
() 7K 5 78 d A 2042 55 O 454 - 94°C
ASE 60 s,98C7EYE 10 S, 58CIR & 2 s, 74CHEAH
30 s, P18 30 MEFR, 74 CHRA G 7 min, 51H)F
Y4 : GLUT-1 L5198 5'-CAAACAAAGGAC-
CAAGAAATT-3', Fiif5 ¥4 5'-UUUCUUGGUC-
CUUUGUUUGT-3' ; GAPDH i #f , 5’ - TCCCAT-
CACCATCTTCCAG-3' flJZ 7], 5'-GGTATCCATC-
GCCATGCTC-3' .,
1.2.2 S ENIR AR I GLUT-1 85 &1k

B RE B TR AE T e i R 4 (SDS ) - R
TN 045 Tk i ¢ i F, Tk (PAGE ) 2% i (125 mmol/L
Tris-HCI, pH 6.8,4% SDS, 20% H il , 100 mmoL/L
PMSF, 10 mg/mL #I ik, 1 mg/mL 7%k 25,1 mg/mL
BIZE A) s in A FLAG Fit& (1:1 000 # B8 ) AN
2 B-actin HL1AR (1:4 000 Fi B8 ) ACHEF 3% 5 5 H
RO EFERHE A FR 2 F) GLUT-1 $iL i (4ifk i
W 2EHL Hi PR 1:10 000 B8 ) HEAT H 38 BN
KRR T, FBE R W AG AT B 958 B3 257 IR
HIHAT53HT o
1.2.3 AR At

KA A EA S (ER, D5 S PER
Fi, AUS800) il 1 3% 24 h JRE L IRIR 6 TN
A A R B I LI FLRR N R K F-
1.3 LS bR

OP B E IR RE R 5 . @GLUT-1 mRNA
FEIRAKE 5 F 9 B AR 5 8 b LR 2K S L D9 R R
IKF- B AH S . @GLUT-1 % [ 235K F 5 W
RS PR LR KT L N R PR 7K - B AH GHE
1.4 W4l

UG i i ™ SRR 44, 43T GLUT-1 357K
55 U v i AR B AR AR AR DG
1.5 GEiteFhik

ff F SPSS 22.0 #F 47 %04 Ab 24 5 1 o5 Bk
(x £5) 3Rl H ¢ K B A7 LA s AR = ] i A 7
Pearson FH5&/MHT; P<0.05 Fn 22 R A Gl % X,

2 #R

2.1 T E 2 5 O R AR I R BT R L
TR AT GLUT-1 23k /K V- T HE e, 22
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A E L (P<0.05) AR AR FLIR KT (TN
Pl 2 7K T A e T B, 22 A gt
B (P<0.05), HAadetrtbis, 27 Bait# 8 X
(P>0.05), W31,

x1 MABFRRIRELER (x£5)

Table 1  Characteristics of the two groups of patients (x+s)

S FIWHTIII X HE 2 ) )

I AR B (n=100) (#=100) i PIE
R (R 27.56+1.14  27.84+1.63  0.939 0.353
Hi(em) 156.27+4.62  157.01+5.13  0.753 0.455

R HE (kg) 63.75+4.27  62.87#541 0.872 0.387
BMI(kg/m?) 27.21£326  26.84%3.84 0509 0.613
Y54 i (mmHg) 149.16+5.11  124.87+14.39 9.773 <0.001
&5k (mmHg) 08.63+4.92  84.18+6.80 11.557 <0.001
NEARR (mmol/L) 0.120.02 0.07+0.02  11.346 <0.001
L2 (mmol/L) 1.09+0.06 0.94+0.05  14.472 <0.001
BNFE (mg/L)  38.7424.32 3617223  4.483 <0.001
JRIR(umol/L)  226.89+74.40 219.45+56.87 0.612 0.542
AEH B (mmol/L)  33.21+2.44  31.47+2.14  3.988 <0.001

MENLEF (wmol/L)  115.47+12.82  62.94+19.71  14.715 <0.001

JRZE (/24 h) 0.67+0.21 0.25+0.02  19.746 <0.001
B /NERE R
_ 131.54+9.30  134.51+8.27 1.769 0.082
[mL/(min™, (73m*)™"]
GLUT-ImRNA 1.00£0.08 0.81+0.09  11.054 <0.001
FikIKF R o o '
GLUT-1ZEH#EIE  0.70+0.15 0.64+0.13  3.023 0.003

2.2 GLUT-1 mRNA ik /K5 79 B A i 45
FRFLER K- TN A R A - P A S

GLUT-1 mRNA FRik/KF- 5T br
FLER KT A ERER K T2 IEAH R (P<0.05) . BLET 1.

=
53
5

):_ |
< %
2 3 -
*j Lo 1.0 . od&'. °
z <Z: - L .
e ] o 3§
— 0.5 g  lgq .
B R=0.4081 — 05 R*=0.3886
3 Y=0.7365X+0.01086 5 ¥=0.7365*X+0.5747
© P<0.000 1 3 P<0.000 1
0.6 0.8 1.0 1.2 1.4 06 08 10 12 14

FLEKF (mmol/L) PR F (mmol/L)

B 1 GLUT-1 mRNA 5ZB R WEER/K F 48 K 1%
Figure 1 GLUT-1 mRNA is associated with lactate and

pyruvate levels

2.3 GLUT-1 & 28K 5 70 Bt i 45 4r
LR K- | A R 7K ST 18 R S

GLUT-1 & &KX KF 5 i G r
7K R R K T2 IEAE DG (P<0.05) , DL 2,

3 itip

U AR S0 o ML T 5 s G R U R AT B B, LA
4 B /NI AE 95 25 D i BRARE A, 5 2 LA 458 U Uk

0

¥ %
¥ %
# # 10 .
&0 > o ® 2,8 o
t o fre o 9 Ha .
i .. éﬁ {
= 05 oY o T R=0.2507 x 0. . . R20.2350
2 . Y=0.7918%X+0.06887 = L Y=2.006%X+0.5302
© P<0.000 1 3 P<0.000 1
07 08 09 10 L1 12 0 0.05 0.10 0.15
FLARZKT- (mmol/L) PR K- (mmol/L)

B2 GLUT-1 ER 53 BRERIERKFHEXHE
Figure 2 Glut-1 protein is associated with lactate and

pyruvate levels

L= (1WA e e e A = A RS 73 /e 4 e
FEAE AN R AE L & AR T ) R R R 2 — e
Park ™45 A IE B A Hf 2 5 00 e 1 2l A R o it 4
Y- UL L i 7 A 1 TR 2 2 33 P ) 280 e B i
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Correlation between the serum ApoA-I, CD40L and VCAM-1 levels and stress hypergly-
cemia in elderly patients with severe pneumoniaand prognosis

SHEN Jingjing*, LIU Jianhua, CAO Liang

(Department of Respiratory and Critical Care Unit, the First Affiliated Hospital of Hebei North University ,
Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To study the correlation of serum apolipoprotein Al (ApoA-I), tumor ne-
crosis factor-related activator protein (CD40L) and vascular cell adhesion molecule-1 (VCAM-1) levels with
stress hyperglycemia (SHG) and prognosis in elderly patients with severe pneumonia (SP). Methods The
clinical data of 97 patients with SP and 102 patients with common pneumonia who were admitted to the hospi-
tal from January 2018 to September 2020 were analyzed retrospectively. Meanwhile, 104 healthy individuals
were selected as a control group. According to the presence or absence of SHG, patients with SP were divided
into the combination group (55 cases) and the non-combination group (42 cases). The levels of serum ApoA-I,
CD40L and VCAM-1 in each group were detected. The influencing factors of prognosis in elderly patients with
SP were analyzed by Logistic regression model. Results The levels of serum CD40L and VCAM-1 in the se-

vere group were significantly higher than those in the common group and the control group, while the level of
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serum ApoA-I was significantly lower than that in the control group. The differences were statistically signifi-
cant (P<0.05). The level of serum ApoA-I in the combination group was significantly lower than that in the
non-combination group, while the levels of serum CD40L and VCAM-1, and APACHE I score were signifi-
cantly higher than those in the non-combination group (P<0.05). The level of serum ApoA-I was negatively
correlated with the APACHE Il score (P<0.05), and the levels of serum CD40L and VCAM-1 were positively
correlated with the APACHE Il score (P<0.05). There was no statistically significant difference in age or gen-
der between the survival group and the death group (P>0.05), but the APACHE Il score, serum CD40L and
VCAM-1 levels in the survival group were significantly higher than those in the death group, and the level of
serum ApoA-I was significantly lower than that in the death group, the difference was statistically significant
(P<0.05). The APACHE I score, serum ApoA-I, CD40L and VCAM-1 are all independent factors affecting
the prognosis of SP patients (P<0.05). Conclusion Serum ApoA-I, CD40L and VCAM-1 are abnormally ex-

pressed in patients with SP, and are closely related to the severity of the disease and the occurrence of SHG.

They can be applied as important indicators for clinical evaluation of the prognosis of SP patients.
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Table 1 Comparison of serum apoA-I, CD40L and
VCAM-1 levels among 3 groups (x=s)

4 n ApoA-1(g/L) CD40L(ng/mL) VCAM-1(ng/mL)
EAEH 97 0.93+0.31 2.78+0.67 613.25+158.54
EimsH 102 1.15+0.34 2.31+0.72 523.59+132.47
XTR4] 104 1.32+0.38 2.060.74 465.76+108.83
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P{H <0.001 <0.001 <0.001
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Table 2 Comparison of serum levels of apoA-I, CD40L and
VCAM-1 and APACHEI scores of the combination group

and the non-combination group (x+s)
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Z n S
(gL)  (ng/mL) (ng/mL) W (1)

AR 55 0.83+0.29 3.02+0.68 659.67+163.75 28.23+4.81
RAIEA 42 1.06£0.34 2.46£0.65 552.49+151.73 24.28+4.45
tHE 3.591 4.096 3.296 4.138
Pt 0.001 <0.001 0.001 <0.001
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Figure 1 Correlation between serum levels of apoA-I,
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Table 5 Prognostic factors of patients with SP

$ebr  BIH SE  waldy OR{H  95%CI P4
APACHEIL 1) 0137 1530 1176 1176-2.013 0.002

oy

ApoA-I 0472 0.124 14489 1.603 1.257~2.044 <0.001
CD40L 0.204  0.092 4.917 1.226 1.024~1.469 0.027
VCAM-1 0.312 0.145 4.630 1.366 1.028~1.815 0.032
3 itig
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Table 4 Comparison of general data of SP patients with different prognosis [n(%), (x+s) ]

() .
el n %r A % AEWA (%) APACHEI 43 (43)  ApoA-I(g/L) CD40L(ng/mL) VCAM-1(ng/mL)
el 67 39(58.21) 28(41.79) 69.70+7.82 25.21+4.39 1.10+0.34 2.66+0.62 590.61+£153.89
e 30 22(73.33) 8(26.67) 72.26+8.21 29.46+5.25 0.81+0.25 3.04+0.78 663.81+£168.93
t/;f{ﬁ 2.031 1.467 4.143 4.187 2.571 2.101
Pl 0.154 0.146 <0.001 <0.001 0.012 0.038
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E PR T GL X GDM J% vl i e S 1 55 i)
shMe ZKHT'* 4rfE’ A EB4EY Hga' mi’

(5 E] B8 F0E BB B 6 (GL) YT 2 % IR W18 PR 9% (GDM) I & w25 i 1ML 4E i
B, FiE HEI2019 4 2 F % 2020 4F 7 J FABEHAZ B8 5119 GDM 4 1 =5 R UE 8 424
BIVE N BFFE XI5 . MRAE A BRI 2 R BF 98 2H (n=245) F X BEZH (n=179) , %} B8 2H >R B3 L GDM IR & 48
5, WFIE AR X R LR L 45 T i AT 3 6 M fR ey 7, bR A T AT 5 4 IR IR (FPG) VB 5 2 h
K% (2hPG) AL 11212 H (HbA L) Hl =8 (TG) B HEEFE(TC) ALHE NG E H (LDL-C) &S S &R
(FINS) J 5 ZHHTHEEL(HOMA-IR ) i £ 2 SUBFR B (IST FEARAE Ak 5 X5 W3 20 -1 T HA ) 1A 2 A8 1k S A= L
AR AT LA X 2 2R RARIRSS M i T bR . &% WF9E40 T 8 il 5 FPG .2hPG \HbAlc . TG . TC .
LDL-C /KB B AR T X M4, 22 5 A G242 L (P<0.05) . BFFT4H 179 8 J&J5 FINS \HOMA-IR 7K F-HH fg.
IG5 BR A, IST /K- B i T X R4, 25 S Bei 250 X (P<0.05) o AIFFE 4+ s (4 o b sk i A4 L
S AR R I AR TR IR, 22 A SR X (P<0.05) o BIFSTZEAN BT UREE 5 2 R A2 289 18.78% , W A
FRRLLH 27.93% , 2 F A G0 F 5 X (P<0.05), 518 & RFRAL 3B MR £ fry 73k % GDM I & i Ifi.
SiE S5 AT B 0 A R IO B I AR KT, BRAIRS R AR UIREE Jm & A 36, AT R A I PR IS FH A

[SE$IA ] ATORBIME PRI s BB IE 5 IR T ARG

Effects of quantitatively reducing staple food GL on patients with GDM complicated by
hyperlipidemia

HAN Ye', ZHANG Qian'*, REN Yang®, LI Dan’, WANG Yajuan', JIANG Manhong', LIU Lihua’

(1. Department of Nutrition, Hebei Petro China Central Hospital, Langfang, Hebei, China, 065000; 2. Depart-
ment of Occupational Hygiene, Langfang Center for Disease Control and Prevention, Langfang , Hebei, China,
0650003 3. Department of Traditional Chinese Medicine, Hebei PetroChina Central Hospital, Langfang, Hebei,
China, 065000; 4. Department of Obstetrics and Gynecology, Hebei Petro China Central Hospital, Langfang,
Hebei, China, 065000; 5. Hebei Petro China Central Hospital Health Center, Langfang, Hebei, China, 065000)

[ABSTRACT] Objective To explore the effects of quantitatively reducing staple food glycemic load
(GL) on patients with gestational diabetes mellitus (GDM ) complicated by hyperlipidemia. Methods A total
of 424 patients with GDM and hyperlipidemia given diet guidance in the hospital from February 2019 to July
2020 were enrolled as the research objects. According to voluntary principle, they were divided into the study
group (n=245) and the control group (n=179). The control group was given routine GDM diet guidance,
while the study group was given the therapy of quantitatively reducing staple food GL on basis of the control
group. The changes in fasting blood glucose (FPG) , 2h postprandial blood glucose (2hPG) , triglyceride
(TG), total cholesterol (TC), low-density lipoprotein cholesterol (LDL-C), fasting insulin (FINS), insulin
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resistance index (HOMA-IR) and insulin sensitivity index (ISI) before and after intervention, changes of

weight during intervention, birth weight of neonates, and adverse pregnancy outcomes were compared be-
tween the two groups. Results After 8 weeks of intervention, the levels of FPG, 2hPG, HbAlc, TG, TC

and LDL-C in the study group were significantly lower than those in the control group (P<0.05). The levels of

FINS and HOMA-IR were significantly lower than those in the control group, and the ISI level was significant-

ly higher than that in the control group (P<0.05). After intervention, weight gain and birth weight of neonates

in the study group were significantly lower than those in the control group (P<0.05), and total incidence of ad-

verse pregnancy outcomes was significantly lower than that in the control group (18.78% vs 27.93% ) (P<

0.05). Conclusion The therapy of quantitatively reducing staple food GL can significantly improve the levels

of blood glucose and blood lipid in patients with GDM complicated by hyperlipidemia, and reduce the inci-

dence of adverse pregnancy outcomes.
[KEY WORDS]

U W 3] B JR 5 (gestational diabetes mellitus,
GDM) ML WA TTIEZ — , HoR e, faF
PER, OO I R R A B R R i
REIRILAE R EFRT R, IR 2o A bR A
ZEALAEREIR , PRI, 1tnWE 2 it B i 4 6T GDM AR
HIIRIT U N E B 30%1) GDM M # £ 7E IfiL
Jig 55 RAS , GDM A5 JF 151 B e R fin AR 3 A
WS BG4S RS R AR URES R A 1
U™ S 5 R AR IR 0T 5 5 AR AR J R R iR 254
NGB TR YT L A ek R LSRR bR L X i
JIg B 5 o] 50 S B A, AT T 4 R M v i R Y 7
ACBEIRE KILR A, AW R I e 08 7 4
(glycemic load, GL) > GDM & i 8 22 K 3, PG
GL Xf TR PR S IR A — AR Rl
PRk Z BAREE X GDM A 9= IR ILE £ 35 A4
BIRIGIT 3 o WORBE S BIRHZ 0 B T
IR B T T, R HIRITACR , i GDM #5242
R S IR TR — e i3 SR

1 RS

1.1 — Rt

FEEL 2019 4F 2 H % 2020 4F 7 H TABeds ik
1531 GDM A I i MUAE 35 424 BilVE MBI
X4 ARRE : DFF A 2010 4E [ BRI YR I B R

Gestational diabetes mellitus ; Hyperlipidemia; Glycemic load ; Metabolic index

W 5% ¥p 2> (International Association of Diabetes and
Pregnancy Study Group,IADPSG) " /145 GDM 2
Wibn it ; @QFF & b E SR 523 BiiG e ) v
A G 4 U 0 =5 B IM0E 12 Wi o 5 O BAG U Uik ; DU
DR AT TCHE PRI 58 5 &4 8] 24~27 [ o HEBRBRE -
OUEIRA I MR s Q= FO B3
Vi s O Ytk B KMl R Ge e B s @K
PRS2 s BE TR I (B (5 FH e i R sl B 25 24
Y& P g0 G4t A R A3 2 X B (n=
179) 92 4 (n=245) , P20 — e 55 B} b3 25 7+ 6
GiiteE i L (P>0.05), Wk 1, AL A PR
TR By oAt , 2 B2 B G R 15 .
1.2 ik

Xof R 2 AR A (2 77 10 5 ) S AS () A B 1
Pt B R . PR it & 200 keal/d, =K
B RV Bk KE G Y B AT R i=5:2:3 It
B 53T, AT 3 o = S PO, AR 15%~
20% , |7 N4 5%~10% ; 14 20%~25% , F F il
4 5%~10% 5 i 25%~30% , L[] & 5%~10% ;
HEE F fIN % 0.04%~0.08% I 57 20 75 %) B 4 a1
BT EEMEINE R GL I, EHEJLAMKGL W&
i Ol SR ROK S DL E R GL<70/1 000 keal
PR AR GL £ 8 S8 | i, Jf i =
HAET, WS T T AR

R1 WA-MBABLLE (rxs)

Table 1 Comparison of general data between the 2 groups (v +s)

20 n I (%) B ) BMI(kg/m®) ZER () SBP(mmHg)  DBP(mmHg)
oA 245 28.41£3.25 25.21x1.32 22.41£3.10 1.21+0.15 116.56%7.41 74.32%7.65
pagiHiEl 179 28.95+3.30 25.39£1.17 22.64+3.17 1.24+0.18 115.21%7.35 73.41%7.51

A 1.679 1.454 0.747 1.868 1.859 1.219

P 0.094 0.147 0.455 0.062 0.064 0.224

7 : SBP: it 45 [ ( Systolic blood pressure ) ; DBP : 7 5K [ (diastolic blood pressur ) ; BMI: B4 5 #5844 (Body Mass Index )
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1.3 WEEHEDR

O MR : T T 10T K T30 8 Jil s b i s
J1& Ifil ¥ (fasting plasma glucose, FPG) }%& J5 2 h IfiL
B (2 hour postprandial blood glucose, 2hPG) . # fk
Il 21 75 1 (glycated hemoglobin , HbAlc ) 7K °F- i 17
W22 s QIR HE bR« T 0T S 1T 8 Jal g % i 3
H i =[5 (Triglyceride, TG) . Jj& JH [# f% (total cho-
lesterol, TC) | ik % J£ i5 % F1 (low - density lipopro-
tein, LDL-C) 7K *F-fif Fi] Hitach7170S 4> H 8l 4= fk 43
AL CH S22 /7)) #4700 5E 5 @ F A QuickPlex
SQ120 L AL~ 2 7 B A (MESO 23 w1 7 ) Xt (i
T 5 25 16 & 2 (Fasting insulin, FINS ) #4745
N0 [ A 5 1B B 2R HIR 4T 46 2 (Homeostasis model
assessment, HOMA -IR) . JiE & 2% G835 2 (Insulin
Resistance, IST) ; @ HL A W0 21+ 10 T ) 14 8 Je (A
WK EEE L AR O LR A B AT IRES
Jay A F K 2 R RE T R R T R
tR I 2R R
1.4 Gil2#irik

K1 SPSS 20.0 FAFHEAT ST AL B, T R
K (2 £5) TR AT e k30 THECH BRI n (%) %

2 #R

2.1 AT PGS RS O AR

5 411 7 8 J& Ji FPG . 2hPG . HbAlc 7K - i &
T T HET, 2258 ST 8 L (P<0.05) s F 5T 4l
T 8 J& J& FPG . 2hPG . HbAlc 7K i A% T %) 1
M, EZRHGI#E N (P<0.05), WLE2,
2.2 AT IUEG S MRS O AR

W4l T 7 8 J& J5 TG . TC .LDL-C /K- . %
T T HUAT, 2258 G 8 L (P<0.05) s WF 5t 4 T
i 8 )& TG .TC .LDL-C /K F i Z A% T % B4, 2%
SAGIFE L (P<0.05), W3,
2.3 PIZH TP S e B AR SCHE A AL

Wi+ 1 8 J&] J5 FINS \HOMA-IR 7K~ i 311G
TR ISTKF B 2 T R, 2 R A4
it 2% 3 X (P<0.05) 5 #F 5% 4 T #i 8 JHl J5 FINS
HOMA-IR 7K - I 2 ik F XF FE 4, IST /K F i 3 )
TX A, ZRHA 5552 L (P0.05) ., U
# 4
2.4 WA RE AR BB A L AR R LR

WF 5 20 1 10 A i o R 2B L AR iR

N AT R, LA P<0.05 =R A SRR L,

®2 MATWAREMEBRILE (vxs5)

Table 2 Comparison of blood glucose between 2 groups before and after intervention (x s )

FIRT IR, ZRA g #E L (P<0.05) . W5,

2151 n FPG(mmol/L) 2hPG (mmol/L) HbAlc(%)
awiin +7 8 JH )5 amin + 8 JH ) + T 8 A5
olEne| 245 6.72+1.69 5.53+1.24 10.20£2.03 7.66+1.42 9.35+1.64 6.51+1.03
X} B 2H 179 6.45+1.44 5.79+1.35 0.87+1.95 7.99+1.50 9.49+1.68 6.74+1.25
il 1.728 2.054 1.681 2.308 0.859 2.071
P8 0.085 0.041 0.094 0.022 0.391 0.039

®3 WMATHWAREMEEBERILE (x+s)

Table 3 Comparison of blood lipids between the two groups before and after intervention (x+s)

a9 ; TG (mmol/L) TC(mmol/L) LDL-C (mmol/L)
T AT T 8 Ji e i T8 JHE i T 8 Ji s
WFE 4L 245 2.94+0.65 2.15+0.40 6.84+1.21 4.62+0.77 4.59+0.70 3.14+0.31
X R ZH 179 2.82+0.61 2.32+0.45 6.67x1.16 4.81+0.82 4.71+£0.73 3.27+0.26
1l 1.927 4.099 1.454 2.441 1.712 4.560
Pl 0.055 <0.001 0.147 0.015 0.088 <0.001

x4 WMATMHERDE B AEBEXIEIRILE (vxs)

Table 4 Comparison of related indexes of insulin beta cells between the two groups before and after intervention (x+s)

i . FINS (wIU/mL ) HOMA-IR ISI
) T8 G i} Twis s a i} TH 8 M
WHrEd 245 9.44%1.46 5.33x1.12 2.82+0.52 1.30£0.42 0.35+0.12 0.77+0.24
poicEicl 179 9.64%1.51 5.571.20 2.76+0.48 1.43+0.36 0.360.14 0.700.21
t{H 1.373 2.114 1.212 3.855 0.790 4.018

Py 0.170 0.035 0.226 0.001 0.430 <0.001
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x5 WMAGRETUBERARFTEILHEFRSEILE (v+5)
Table 5 Comparison of weight change and neonatal birth

weight between the two groups (x+s)

THRTRE  THUGREIEE B A LI AR

Q 1]
413 (kg) (kg/A) (ke)

5T 245 56.32+7.35 1.82+0.34 3.47+0.67

YR 179 57.17+7.21 1.97+0.40 3.89+0.73
i 1.186 4.162 6.138
P1a 0.236 <0.001 <0.001

2.5 M RIEYRES 7R A E DL LR
WFSE A RAEIRES R a5, i T

M, E R A SI2FE X (P<0.05), &6,
3 itig

AR, FeIF GDM SR B B2 T, HLAR
Z S A W] Y R P S RS TR S i
SiE A I RS B AR R 25 Jey 7 A Y e FE DR 3R o) B 2

Fo MAFREIRE/EZEBRILR (%) ]

Table 6 Comparison of adverse pregnancy outcomes between the two groups [ (%) ]

21 n FoKiZE By iRk S 77 )5 i 2 IR Bk
ol 245 5(2.04) 12(4.90) 3(1.22) 20(8.16) 2(0.82) 4(1.63) 46(18.78)
X R 2] 179 7(3.91) 12(6.70) 2(1.11) 22(12.29) 4(2.23) 3(1.68) 50(27.93)

PR 4.952

P1H 0.026

AR RN . ORI Z WHEIE & B, A B
AR T A B il h R RS E A, GL
GL M PRIRE FEI0IT LG b, Horp GI S miefilk
KA AW, i GL WSh GL 5z & Y& i e,
X B ARG 0 R B Re B AR RIFIEIE
Sz, FeE P AE LR GL 90% L ok A AW, TG
SERIRA B GDM = A s 2 R A, Ik GL AR
BXE I B ) 45 ) EL A AR R S, mT B gk >
GDM A A R U IR A AR

LR SRR, R GL AR & ] #i GDM
FEAE BRSPS AE B, X% GDM
S5 TR B AT O R KT ARF R A
PER FRAK 1 GL J7 I 0 (8 & MW oo a0 R )
U o X 5IZ R B B B, B 08
BT, s TR DIREA G,

KEEFFH DN RHCHTLES B 4 )
AE 54 & GDM &R =AM EER K™, g ME
51 R M ERAH G, GDM B o T2
PR & RS AEAE | 0 2 SaR e T AIR, il 59 JR
BESWRES, FANE T GDM R Em " 200
IR PR SRR A R BRI ] 388 ok 5 43 0%
N S R, IR & 0T — e R R
B 55 AP, XF GDM A —EiRIr IR, Aigg
WL T R B A0 MU AH AR bR B0 HE A M3 4%
W R T8 GL Al #s% GDM & 9 s g i
i B R TIRE . 3T R ] BESH AT h i ST 4
VEPHIC GL B AR FC LR A F & A —8
Yy GL AR, [ s ] B Sl s o R, LAk Ak

SR ZARRPAR, BE A RO G 1B I RE

GDM R H AR B 1 32 57 A i 17 [R]85 57 5%
A B s SRl R, 2 BUR LA K 2 BRAE I I
PR o U YR i R T S R A A TS P
WA A DI REZRTL , HICJHE AT B 5 4 5 e i 3R
BT, B L 2L S 14, mT o3 22 b i 5 PR 1
Xt 1 5 DI RE A BORSE W o 5T A B, 2R IR A U Y
PRE I il S EO A LA I, IR, 5 B il
RE A B AR LR ARWTEE R R E5E
21 AT 08 o 3 R RO A LA R A n) TR 4 B I
%, R HIRHRRAR £ & GL 19y =X AT 445 1 3 1A &
RO, B e R UE URAS R K R

Zi BRI R R 2B GL Yy ik il W e ks
GDM & I i Jig MUAE 28 AR AU A , BRI AN R
U YRES SR A 3 BRI PR

S &k
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PA . TGF-B1 J% ACTH TEG! 5 PEA% Fir-br ik Be s i
B

ke RHD ERAY A

(8 ZE] BH BHITmEm A EA (PA) Sk A K T (TGF-B1) Kb i R 42 B 1 I e g &
(ACTH) £ BIitE B 3 i i 38 R R B . F7i I 2017 4F 5 A & 2019 4F 5 A fEAR Bt ATI6I7 1Y
114 B3B8 RS 4L (L R B 41 60 191, T 5 4 54191 , BEEUAS e ) 30 118 491 (e B A AR 15y
X AR, X6 R R CBE IS PA JTGF-B1  ACTH /K-, Ffivhi 6 1 H |, TFFOLES AL R R kot 28 & 2B 3%,
logistic 53 AT 5% W0 J8 34 kA= T OUR T KA JE A A DG AR I 28 . 6 R WS4 AR 3 PA W B IR T4 R4,
TGF-B1 . ACTH /K- B35 TR, 2 F WA G248 L (P<0.05) . B4 EE PAKFHBM TR
JE4H , TGF-B1 . ACTH /K V-3 i 25 5 TR AL, 2 F B G245 L (P<0.05) . 47 16.67%(19/114) ¥ &
KA R ER KR 28, PA(IRERIE) \TGF-B1 (1K) (ACTH (IR AN 5 P B 4T B35 & 28 T iR bk
M ZEARTT R (P<0.05) o AT e MU PRI s LI A2 0 R (e it ) /™ B R (F ) \PA(MIR
FiK) TGF-B1 (3K ) ACTH (43K ) A s i G 5 PE 54T H o 2 28 T OB kR ZE (1 A ST fa B R 28 (<
0.05), #5i& PA .TGF-B1.ACTH =& n[ VA Q4051 B4 i 3 & A2 v e Ik e 2 I SR ik o

[£43] PA; TGF-B1; ACTH; A5 VEE4T

Expression and clinical significance of PA, TGF-31 and ACTH in traumatic fractures

HE Feng'?*, ZHANG Wenju’, TANG Yujin', LIU Jia'*

(1. Department of Orthopedics, Mingguang People’s Hospital, Mingguang, Anhui, China, 239400; 2. Grad-
uate School of Youjiang Medical College for Nationalities , Baise , Guangxi, China, 533000 ; 3. Department of
Cardiology , Mingguang Peoples Hospital, Mingguang, Anhui, China, 239400; 4. Department of Orthope-
dics, the Affiliated Hospital of Youjiang Medical College for Nationalities , Baise, Guangxi, China, 533000 )

[ABSTRACT] Objective To explore the expression and clinical significance of serum prealbumin
(PA) , transforming growth factor-B1 (TGF-B1) and stress hormone adrenocorticotropic hormone (ACTH)
in traumatic fractures. Methods 114 patients with traumatic fractures treated in this hospital from May 2017
to May 2019 were selected as the observation group (including 60 cases in the mild group and 54 cases in se-
vere group) , and 118 people with healthy physical examination in the hospital during the same period were se-
lected as a control group. The levels of serum PA, TGF-31, and ACTH in different groups were compared.
All patients were followed up for 6 months to calculate the incidence of deep venous thrombosis of the lower
extremities of patients in the observation group. Logistic analysis was used to analyze the risk factors that affect
deep vein thrombosis of the lower extremities of patients. Results The PA level of patients in the observation
group was significantly lower than that in the control group, and the levels of TGF-31 and ACTH were signifi-
cantly higher than those in the control group, and the differences were statistically significant (P<0.05). The
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PA level of patients in the severe group was significantly lower than that in the mild group, and the levels of

TGF-B1 and ACTH were significantly higher than those in the mild group, and the differences were statistical-

ly significant (P<0.05). 16.67% (19/114) patients with a lower extremity deep venous thrombosis and patients

with traumatic fractures and PA (low expression) , TGF-B1 (high expression) and ACTH (high expression )

had a higher rate of deep venous embolism (P<0.05). Combined with hypertension, diabetes, hyperlipidemia,

cause of injury (high energy), fracture severity (severe), PA (low expression), TGF-B1 (high expression),

ACTH (high expression) are independent risk factors for deep vein thrombosis in patients with traumatic frac-

tures (P<0.05). Conclusion PA, TGF-B1 and ACTH are can be used as sensitive indicators to detect deep

vein thrombosis in patients with traumatic fractures.

[KEY WORDS] PA; TGF-B1; ACTH; Traumatic fracture

B PE BT RN Hh i 2R e 1) — g
G , Lo AR SF R A (BT X R P ALITZ
HiD 2", KAEG B, BEIUAN K
A S RN, 25 T LI AR AR AR K AR
Y, IIERT & (Prealbumin, PA ) 2 —7F B -4
JL G B B 2 1, AT AR A I PRGE ARSI . Mar-
cussen GEF PHGE , YHUARZ A , PA FRIBIK T2
I R L, AR, Fe Ak A K ¥ (Transform-
ing growth factor-B1, TGF-B1)3Z 2| Rz H 5,
W5EHE , TGF-B1 ) 2 2 SHLAR A E B o 2, 5
RAE B A B AL 2R ) R R RS
PI''o MR AL B R BT ER (Adrenocortieo-
tropic hormone , ACTH) /AR M AN , A&
TE A U 5 2 s R RRAET 0 ACTH 7E414
PEBIT R E TP R RBIKOFEEA B . A3 PA
TGF-B1 . ACTH 7EGIHTE B P i3k Rl R 2 S,
IR G RIS QIR BT B PR S S

1 RS

1.1 —eweR

PEHL 2017 4E 5 H % 2019 4F 5 H AEABE A6
IR 114 BIFE A ULEEL . g AbRifi . D2 X 4t
&2 N B R G B B G2 Wb
S QT BE Z 0 Z 2 i [ <24 h; OB 7E
80 % LA'F o HEBRRE : OEE M T AEFE R & IF

O VB SRR T HER A QWA Rk
FH3 5201 PA \TGF-B1 X ACTH /K F-HIZ5¥ % ;3
G OF HA S B E A H A SR
FR P17 AR 4 S — BT A IR R
HBAG S R IR (n=60) ; Z R EB T R E S
1% R ERE AL (n=54) . BEHURIII AR Be i) 118 1) fet
FRERKG #35 x HRAH . WI2H— MR L B 22 570
Giit2Em L (P>0.05), W3R 1. RIS B fe Bl
Z it ot A2 B B s
1.2 ik
1.2.1 PA.TGF-B1 & J5 =

MEL T ABEE S H KR TR H
Y15 /= 8: 00 25 A G Ik Il 3 mL, 3 500 r/min
B0 10 min, 20 ML K M3, BEAS B F-20C F %
FERFRS o R T EEC 92 W B VA A T PA \ TGF-B1 7K
o KRS A H Sz A A Sl AR A AT SR A DG
ARG T P SR AP HEARA R AR, PA
2% L FIH : <208.0 mg/L K 54 B s TGF-B1
B0 EIE :>10.0 pg/L W S5 THE
1.2.2 ACTH Kl 5 %

I35 ACTH 7KF- A 0 52 2R Ak 24 % i, il
SE M ACTH 7K F 24 v Jor FH B4 700 4 H 26 [
DPC /3 7 (LosAngeles , USA ) 45 {1t | #6111 &5 S &
AL KW . ACTH 2% Y5 [F{f - >80.0
pg/L Ry S e

R1 WAHAEBIE (n(%),(x+s)]

Table 1 Comparison of the two groups [n(%), (x+s) ]
el . WEAE B P s Z A5 A
AH n 5 & () ! . % FiAbEA T R DLBEEIEM R
FREE) mAEE)  (EhEmE)  (KAE=)
WELLH 114 59(51.75) 554825  55.41+5.31  8(7.02)  106(92.98) 20(17.54)  23(20.18) 8(7.02) 63(55.26)
XHREZL 118 62(52.54) 56(47.46) 55.48+5.39  5(4.24)  113(95.76) - - - -
1y {E 0.014 0.0997 0.847 - - - -
PAH 0.904 0.921 0.357 - - - -
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1.3 WEE bR

% B 780 G2 1 I R G RE, % b W5 20
Xif B 41 177 PA . TGF-B1.ACTH /K ¥, X Ho A [f] 72
10 B 405 P B B BB B 1LY PA L TGF-B1.ACTH
IKF- o X A1) B AT R A 6 A~ H 1) Bifi
Ui (B D577 X iR BE VT 8 112 8 A, BE U5 K 1k i
] 52019 4 11 H ), T fi# A [ PA. TGF-B1.ACTH
FIR M) TS R AT OO i kR 28 ) 15 I o
@1 11t 2R JH £ JC Logistic 817 43 H 5 0 5% i &
RN OUR R IR ZE A M ST SRS 2R
1.4 Gt 5k

K H SPSS 22.0 #AF AT S 150 H , 1B Bk
Ph(x+s) 38R, R e 5 56 5 THECRORA n (%) 01
K K5 5 2R FH £ 9 Logistic [819 43 K7 5 1 52 i
B R AT IBR e kR ZE 1 ST e B PR 25 LA P<
0.05 FZERAGIFE L,

2 H#HR

2.1 M4 PA . TGF-B1 .ACTH /K- [t 4%
WL 2] B PA I 35 AIC T X R4, TGF-B1 .
ACTH /K2 i & 5 TR | 22 e B 4iit2F
B (P<0.05), WFE2,
%2 24PATGF-B1.ACTHKFELLE (x+s)

Table 2 Comparison of PA, TGF-$1 and ACTH levels

between the two groups (x+s)

21 5] n PA(mg/L)  TGF-Bl1(pg/L) ACTH(pg/L)
WL 114 184.21+18.65 32.65+7.54 98.21+19.32
YR 118 312.21+22.15 7.32+2.14 45.21%14.65

M 47.533 35.063 23.595
P1E <0.001 <0.001 <0.001
2.2 N[A) R EE A Ml Y BROE W I TS PAL

TGF-B1 . ACTH /K& ik 1E M

oA B PAKR TR 4, TGF-B1.
ACTH /K FH & TRIEA, ZRHARIT¥E X
(P<0.05), WL#E 3.

®3 AEREMNEGEEHTEERMLEPATGE-81,
ACTH 7K FRIEER (x£s)
Table 3 expression of PA, TGF-B1 and ACTH in patients

with traumatic fracture (x+s)

209 n PA(mg/L) TGF-B1(pg/L) ACTH(pg/L)
ZEE 60 199.58x17.65  25.54+6.14 82.65+17.56
MR 54 1656521545  38.65x8.20  103.32+22.87

t{H 10.867 9.722 5.443

P <0.001 <0.001 <0.001

2.3 HhiiLh

PA({£3%35) \TGF-B1 (%35 ) \ACTH (5%
X)) BG5BT B & A T B R ke 26 R B i
T PA( #3K) . TGF-B1 (£ %15 ) . ACTH (it %
BB, 2R AT FE L (P<0.05), W4,
2.4 S E TR & AR T R E KRR ZE R
FHOC 2 A #r

A I I OB R 9 R IR B 9 L 32 403 D TR
(FrReE) B EEE (EE) PAKEE) .
TGF-B1 (= #ik) \ACTH (= %35 ) 52 mi ) 445
BT R AT O R oM ZE R ik ST fa B R
(P<0.05), WLFE5.

3 it

HASRWFIER H HLARTE B 3 @A 7 b i
22 A [R) 40 i Y 8 B 5 A (E sk — A 1 AL =
A AR PA SRR RIEREW) , AT IE
B, B T RN R AL TR ] AR
Mo AT HA A L PA X AG IR 40 IR 45 0
e U 7, HLH R IR KPS LR S8 AE S AR
Ko BRTEEFHOTIR N, PR K LRI R
TFANSZ 45, I PA 2 W& AR o ARTTELE
X — B A5 R 5 Aleshire 55 2 R E 25 2 —
B o3BT PAKE T BB LA < BLIA & AR B
S7 LR NN T A A2 A, T BUT A RE
RELG I, JHFJE & 1 22 73 W0 PA Y RE 1 T e, TRt 21
Ptk 4 B8 M P PA e RE 25 W] I B A1

R4 EA(KRFE PATGF-B1.ACTH Rk ) BERE TRIRFIKMEERR [n(%) ]
Table 4 observation group (different expressions of PA, TGF-B1 and ACTH) patients with lower extremity deep venous
thrombosis [7(%) ]

et e ke PA TGF-B1 ACTH
PROREIERIDL 0 e Gss) fidib(nim50)  Tdeib(nm6l) MEE(53)  (EEIE(n=55) Pidih(nm50)
KR R kAR 5 19 18(31.05) 1(1.79) 17(27.87) 2(3.77) 15(27.27) 4(6.78)
KEET BREIKEZE 95 40(68.97) 55(98.21) 44(72.13) 51(96.23) 40(72.73) 55(93.22)
71 17.549 11.855 8.380
P1E <0.001 <0.001 0.004
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Table 5 Analysis of related factors influencing deep venous thrombosis of lower limbs in patients with traumatic fracture

Al LS ZH R
- OR1H 95%CI P OR1H 95%CI P
AR (=652 vs <65) 1.656 0.410~1.624 0.830 - - -
5 (5 vs Z0) 1.568 0.567~1.598 0.705 - - -
B IR PRI s I (O vs A5 1.798 1.517~1.943 0.028 1.558 1.467~1.939 0.028
ZOR P (RRE R vs (RAE =) 1.628 1.385~1.756 0.001 1.368 1.231~1.992 <0.001
BYTEEFEE (HE vs %) 1.627 1.527~1.857 0.011 1.586 1.324~1.885 0.025
PA (f435 vs k) 1.268 1.235~1.656 0.019 1.454 1.372~1.698 <0.001
TGF-B1 (3L vs LK) 1.358 1.342~1.768 0.001 1.547 1.247~1.654 0.034
ACTH (35 vs IR X) 1.525 1.458~1.687 0.023 1.321 1.247~1.657 <0.001

TGF-B1 ji I {2 40 fifg 258 1) 32 B g2 a1 A 1
YT A1, BAT e 00 27 4 A8 s A9/ . Marsen
Atp ey S ESY 8, TGE-B1 7] 38 3o 20 Jfd 35 11 A2 A
F3% GoL11A2 fist I3 DR A e 51t , 38 TN I JE A 6 1l
PEFEAR B JR R 1A 0, AnaT 4k 1 1 BOIREE A
HWNEER, RS ER (EHEMMEINERE S
B, R EPT A A . AR AR TR A
BE T I3 TGF-B1 7K V-1 2 v Tt AR, iff— 20
WESEX —WFFT 45 5 . ACTH J2 i 3 A Rif -0 1 1Y
— PR, v - TR R e
B SRR, AUz B0 P s, 2 B
TR Z5 N A W6 LN, ACTH K- i 3 i o), A
W98 & B, ACTH 7ERI M B T & Th 2 =
NRAS, ACTH /K- &7 , A4 M B P i & i ™
FARE ™, T SR i s ACTH
KT 1 J B« B HILAAR Ah 7 3 sk TR 2 bk
A VOR T ISR SN, I 22 T AR 48 40 B IR 5
A3, L% ACTH 2B T . ARBFSTiR B, 1t
155 1) ACTH 23 34 i FS U i kA% 2 % 26 1 AU
FEGBE TG A R o DB I PR AT s Al i v
ACTH 7K, VLT fiff B DL TR AR

B TR AN 2 JPIRES T S BUR e Lk
A SE AR BGE SR PERE IR 840 2 S S D e & A
AR AR AN B T B RO W A TR e K A A
T RAE LA AR ES R, IR TR+
TSR LT PA TGF-B1.ACTH Wil , PEAS 614551
BT RE R RO ER KR ZE A, DU R
S ST A R T TRUR i, R AT TS PR R R A 2
RAER R RFFRE

25 Lk, A0 0B A S8 I PA UTGF-B1 .
ACTH /K- S5 ABE L 25 R B G2 E L,
PA(fikZRik) \TGF-B1 (= #£ik) ACTH( R 3Rk )
B M 3T R E R A T R TR R SE I PILR

1, = AR R B A5 A R A R TR
i ioRe ZE 1 OB SR AR

SE

(1] Bk, RO, VE/NT . TR DO 30 B0 6 45 0 5
S8R JE O BN AR N B e [T )L o R ),
2017, 52(7):98-101.

(2] sk¥%, XUR, 54, % . TGF-BL,bFGE X [ cEgs ) Ui s H i 2e
Sr-EEa R ], e, 2020, 18(1):36-39.

[3]  Marcussen B, Negaard M, Hosey RG, et al. A Case Series
and Literature Review: Isolated Traumatic First Rib Fracture
in Athletes[J . Clin J Sport Med, 2020, 30(23) :64-69.

(4] ohigk, 5546, 2. B0 &R B @G fih FGF-2 |
TGF-B1 F 3k K RAE 0GP 5 0 (14 A 5% [T 1. 1l R 1 52 3
BE2EA%R, 2019,17(18) : 46-51.

[5]  Fischer V, Haffner-Luntzer M, Prystaz K, et al. Calcium
and vitamin-D deficiency marginally impairs fracture healing
but aggravates posttraumatic bone loss in osteoporotic mice
[J]. Sci Rep, 2017, 7(1):7223-7228.

(o] Yu/he, BRER, WRIGEMG , 45 . M NEAf 4 A B0 0 8
MV TGF-B1 3RK AN Bl B B @ G isgm [1]. 8
MR 245, 2019, 40(5) :650-652.

(7] ARWSHE, WOFIE, SK05, 4. il TGF-B1, Treg 2 fitd %
it KPR L LSRN R F N R a0 1. o
B 5IRYT 2R, 2020, 12(8) : 74-77.
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TR A 5L PAPP-A L PIGF J% 25(0OH)D3
K-S P AHE RS

wmE RRNEY B W

(# =] BHEY WOHERMXNEEN APAPP-A) B4 K H 7 (PIGF) % 25- 44k % D3
[25-(OH)D3 [ X FH Fi i (PE) I M. Ak 4397 2018 4F 3 JT & 2020 4F 3 A AEABE 43619 1 200
1) BB T R 2 A W I R B9 . L e R 3 1 122 4] (IE % 2H) , PE 35 78 9l (PE #H , 5 i PE # 29 4], 2 %
PE % 49 {9 , LB Wi 21 & AR 1% PE Hi#% PAPP-A \PIGF & 25(OH) D3 /K-, 4-#r E ik 175 PE Ji 15
MM, &8 PE 4 PAPP-A .PIGF .25(0OH)D3 ¥ B ZL T I 4, 2 548 %112 & X (P<0.05)
B 5 PE 55515 UF & , PAPP-A \PIGF % 25(OH) D3 /K2 #i K&K (P<0.05) . At/ Hrah 5 S, i
i PAPP-A PIGF J% 25(OH)D3 45 PE Jjf§ ™ B f B 1 2 A OG (P<0.05) . 518 ST ORI 4210 PAPP-A |
PIGF X 25(0H)D3 /K- F BT 65 PE A 2E & R A 56, il i A L34 B TG 800EAh PE 17 o

[EEIA] MIEEAA; KEAERNTF; 25-544 %K D3; FInn

Study on the correlation between PAPP-A, PIGF and 25 (OH) D3 levels and disease in
early pregnancy of patients with preeclampsia

YANG Jun, CAI Zhenyu*, SHENG Wei, YANG Na

(Department of Obstetrics, Aviation General Hospital , Beijing, China, 100012)

[ABSTRACT] Objective To study the predictive values of pregnancy -associated plasma protein A
(PAPP-A) , placental growth factor (PIGF) and 25-hydroxyvitamin D3 [25- (OH) D3] for preeclampsia
(PE). Method The clinical data of 1,200 women with singleton pregnancy who gave birth in our hospital
from March 2018 to March 2020 were retrospectively analyzed. Among them, 1,122 cases were normal (nor-
mal group) , 78 cases were PE (PE group: 29 cases were severe PE, 49 cases were mild PE). The levels of
PAPP-A, PIGF and 25(OH) D3 in the two groups and PE patients with different conditions were compared ,
and the correlation between the above factors and PE conditions was analyzed. Results PAPP-A, PIGF and
25(0OH) D3 in the PE group were significantly lower than those in the normal group, and the difference was
statistically significant (P<0.05). And with the development of PE patients, the levels of PAPP-A, PIGF and
25 (OH) D3 gradually decreased (P<0.05). The results of correlation analysis showed that serum PAPP-A,
PIGF and 25(OH) D3 were negatively correlated with the severity of PE. Conclusion The decreased levels
of PAPP-A, PIGF and 25(OH) D3 in pregnant women in early pregnancy may be related to the occurrence
and development of PE. The detection of these factors can effectively assess the condition of PE.

[KEY WORDS] Pregnancy-associated plasma protein; Placental growth factor; 25-hydroxyvitamin

D3; Preeclampsia

TN AT (Preeclampsia, PE) S ME ORI & ™ 42K, PE &% LT 25% , %22 7= 10 S iG ) LA v %
R I RAE , A SO SR K SR, SR AU EE Y SR, B TIR R H AT = A 8L
GILERK SR R A A G R, T 20 FOTRINFE bR, 8 R 7R 2R IR R A 4 A
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Ve A% B E I 2 AE, B 100012
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FrRPRETR YT, (H i © i J O 8% 1N, 30" 10
K H P LTUG 22, se T KU B, BEAEWTIE &
B, PE 5 REARAE SRS B VA OC , S0 G B AR
K T 3k, 0 A B Pk RE BN K N Bz D g
Pref B B SR AE W bR R o)
TR HTY, 48 PR IR, BAEEIRRE L, A
AT TR 2 I 22 0 i TP AR IRAR DG IR A A
(pregnancy-associated plasma protein A, PAPP-A) |
fif %% 4 K K F (Placental growth factor, PIGF) A
25-#24k 4 Z D3 [ 25-hydroxyvitamin D3, 25- (OH)
D3 | B K- AT R, R 1 22 RIS A Ay Bk
P57 X5 PE (18 B0 AN (8L, L3 A i DR T80 PE 2 43
Z%,

1 ARSI

11 VR

HEHL 2018 4F 3 H & 2020 4F- 3 A FEAR B 43 16 )
AR IRA IR G RGORE, A ABRIE : O 5k
UER s @¥FF & KU B2 ) 5 JLRRCH PE 2 7 b
HES s ORI 2 Sy 11~13" J&1 2240 ; @ JEHi 1 B
REAIT L, HEERARE: DATFRILIE TS B 11
FIEBIR s Q5 IO NFE TIREA 4 @7 IF HoAls
UEUR I ARE s ARG # 5 3  TCIA Bl 5 AR IR F 5T
o AT L 200 ], Forb IR H 1 122 45
(IEH41),PE 4 78 (7l (PE 41, H & PE # 29 f4l, %%
JEPE & 49 Bil) o ML —MLBTRE LB 22 57 ST
HEX(P>0.05), W1,

F1 FMA-BABLER (vzs)

Table 1 Comparison of general data between 2 groups (x +s)

4151 " AR PRERSE 7 JE] ﬁfiz)fz?’x%ﬂz

(%) (kg/m?) (J&) ()
PEZ 78 29.48+6.58 27.89+3.15 11.67#3.15 1.76+0.51
R 1122 30.33x7.04 27.68+2.84 11.59+2.84 1.82+0.62
HE 1.035 0.627 0.239 0.835
PiE 0.301 0.531 0.811 0.404

12 Hik

23 W IBUIT A 2200 4 mL F bk I, H R
L, =20 CIK IR AR AE . PAPP-A PIGF 6 I {X % « fifi
] PerkinElmer AutoDELFIA® 4> [ 3 & 18 12 #i =X
s 1] 3~ G 38 2 S ARG I, BiE 45466 FH PerkinElmer
5% 2% Wallac 2 #] 4 7 ) PIGF 1 PAPP-A [ i [1]
IR OGN & M B & . 25(OH) D3 Sk H
FL Ak 27 G G e A ik A %) & e 98 [ IDS
A BR mI AL AL A5 A B G4 A B Ak 2E &

TEARIESTHTAL o ELAARSRAE ™A% e B U6 5 04T o
1.3 LS bR

@ [t # Wi 40 PAPP-A . PIGF }% 25(OH) D3 7K
¥, @B PE ¥ PAPP-A PIGF J 25
(OH)D3 /K. PEJRIE 4390 5 5 N 4T i 20 J&]
J& & 1L (BP) =140/90 mmHg, /R 14 (+) 5,=0.3
/24 h; E JF 4 BP=160/110 mmHg , JR 8 4 (++) 5§
=2 /24 h, JR R & (BUN) T, & Ifi B bt (8] (PT)
L AR E I (ALT) T, A4 5 % (AST) 1
34+ HT PE i % PAPP-A .PIGF /% 25(OH)D3 7K F-
B I A 1
1.4 GiteFrik

K H SPSS 22.0 FAF AT ST 4B, T i Wk
K (x+s)fl3AR , PIALR] L BEOR H e ke 56, Z2 41 i
KU K5 . R FH Pearson % 4 SHGHATAH G
PEIIHT , 2 RIS RBESY, LA P<0.05 N 22 3 G it

2 #R

2.1 4 PAPP-A PIGF }% 25(OH)D3 /K- [ #%
PE 41 PAPP-A . PIGF . 25 (OH ) D3 ¥ i # {i%
TIEFA, Z 5 A5 %E X (P<0.05), W
*2,
&2 T4 PAPP-A PIGF & 25(0OH)D3 7K FLLE (x+5)
Table 2 Comparison of PAPP-A, PIGF and 25 (OH) D3

levels between 2 groups (x =s)

PAPP-A PIGF 25(OH)D3

215 n

(mU/L) (pg/mL) (ng/mL)
PEZ 78  4028.90+2875.50  38.75#8.75  12.55+1.16
EHA 1122 478049+2718.37  56.78+15.62  18.24+2.51
1l 2.352 10.082 19.868
P 0.019 <0.001 <0.001

2.2 IEHY S5 KM PE ¥ PAPP-A \PIGF %
25(0OH)D3 /K H 8¢

1E# 41 PAPP-A \PIGF } 25(OH)D3 /K- i 3
mTRE CEEPEY, ZRASIFE XL (P<
0.05) ., FfiZ PE 835 %4 1% ik J'¢ , PAPP-A \PIGF &
25(OH) D3 7K V-2 Wi RA, 4] P PR L3 22 A 40
P L (P<0.05), WL# 3,
2.3 PAPP-A .PIGF % 25(0OH)D3 4 PE % /™ &
TR B A G

A 43 #7465 5 R, 175 PAPP-A (PIGF J¢
25(OH) D3 5 PE i If /™ 51 72 & 1 52 17 AH ¢ (P<
0.05), WLIE 1,
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®3 EFHSTERTEPE EE PAPP-A PIGF &
25(OH) D3 K FLb A (x+5)
Table 3 Comparison of PAPP-A, PIGF and 25 (OH) D3
levels between normal group and PE patients with different

diseases (x+s)

211 9 PAPP-A PIGF 25(0OH)D3
- " (mU/L) (pg/mL) (ng/mL)
EHA 1122  4780.49+£2718.37 56.78+£15.62 18.24+2.51

ZEEPE4] 49
HEPEH 29

3936.98+2589.84"  42.45%£8.36" 12.09+1.16
2587.56£1746.36™ 29.06£9.71°  7.67+0.54*

F1a 11.37 65.21 401.40
Pl <0.001 <0.001 <0.001
T SRR AL LR, SR UL, P<0.05.
4500 60 Ay 20 L5
Of it PE S Ofé it PE
4000} N2, e 50 Neao OMEPE | OfiJi PE
2 R 3 5 EP
2 3500 Ew - 2
z s % ° 2 w0
4 3000 g ol & =
=z = < o
& 2500 0p & g 0
2000 R lo| R&HE=0.746 o RegktE=0701
140 150 160 170 180 190 140 150 160 170 180 190 40 150 160 170 180 190
o 7 o 1 7 R Wt R
B 1 PAPP-A.PIGF.25(OH)D3 5 PEfRiE™=&E2E
TR B E

Figure 1  Scatter plot of correlation between PAPP-A ,
PIGF, 25 (OH) D3 and severity of PE

3 itig

PE 2270 = JLAE T B 2 — e
PE IIfi RAER TGRS0 (25 FEURE T-56 L s 2
58 R ME MK s T PE AT 3020 10 Sk R
BT IR AERER T . HET, 55 PE [ &AL HE 2
05 Tr] 0L A5 M) e A LG R 2410 . PAPP-A S
S IRA R —M R FEA, e b EA R
B Z TR A . Zafman 25 SERF5T KR,
NG LIRS R R IRER G A2 A 22 5L PAPP-A
KB EFIEH 4. FANCAWFITIESS, PAPP-
A S5 FHEYRA IR , AN YRR | 2 1057
Tr=EE s PR E™ . ARAWFIT LS R PAPP-A 5
PE CREY), v —E R E LI muRiE % E, PER
H LG PAPP-A K HIE # 22 {3k 7T B8 5 PAPP-A
(TP A OGS R i BB AR A K R 7 R G52
M 5

PIGF J& T 45 N B A K IR 5, R i g
JiG #2033k HLA A1 G 45 10 % A RN 9 B
M A KA E R AR R, SIEF 4L
3, PE 4 PIGF /K1 i 2 F5 A%, H 5 B PE 4 1Y
PIGF /K V552 PE JRAA L, RO R, /b
LR AT BE 2 R TR A i A B A AR PIGF R fiE

JIu 5, T 6 S 2 | B4R TR A i R
S 25 52 PIGF 143 W , Jin 78 Jif 5% 2 2L i, | k4
FREE, FREUMAT AR, e &5 & PEY . [HIL, ATIA
“} , PIGF /K - %} 1500 PE 5 | Wr PE & 4 95 1 ™ &
FRERA BN S HENE.

PE &5 (R B A B i R AT 4 AN B, 5
— B BEUA TR S U S R At A K R R R
1, X B R AN AL, B R Bh koG ik
I, G BB A TR, IR B TR, 8L
fif B B 28 B B, Hh TR ST RE SR S
I A, O 8 R T AR AR I VR 3 5 1k
Iz B AAE PN R A AT Y . dEAEF D R R
D) 240 16 PR 5L R G gge , 0o AR Ny RS R 1Y
EH . 25(OH)D3 Z4E/E R D iR F B ALY
2, A A R RIS B K OF F0E- 8% 454k , B4
158 RGE APERG MRG0 A B 0 it
AR, AR AR, [ 25(OH) D3
I P 3 T LA PN R A A R, R I A8 P B
Y, 11 25 (OH) D3 /K FEAK S , X il 8 19 AR 4 1
FHBRAI , 525000 A5 MR 14 RARK , 42 2F sh Bk A hiAk
SR ML ETE o ABFRAR S TR BoR % H F
K5 PE i ™ B R 2 A AH G

25 L iR, 4 ik 0 22 10 PAPP-A (PIGF }¢ 25
(OH)D3 /K R[N BES PE & E kA G, il A
| PAPP-A PIGF }% 25(OH)D3 "%l PE Ji i .

Sk

(1] FRH, JHUBSE. PLGF, IL-6 5 4T U 1 5 0 R 15 72 3 BB
LSRR OCIET]. 23 T2 W 5IRYT 0K, 2020, 12(5)
674-677.

[2]  Miller EC, Gatollari HJ, Too G, et al. Risk Factors for Preg-
nancy - Associated Stroke in Women With Preeclampsia [J].
Stroke, 2017, 48(7):1752.

[3]  Bailey LJ, Alahari S, Tagliaferro A, et al. Augmented tropho-
blast cell death in preeclampsia can proceed via ceramide-me-
diated necroptosis[ J]. Cell Death Dis, 2017, 8(2) :e2590.

[4]  Wikstrm S, Lindh CH, Shu H, et al. Early pregnancy serum
levels of perfluoroalkyl substances and risk of preeclampsia in
Swedish women[J ]. Sci Rep, 2019, 9(1) : 484-486.

[5] Boeldt DS, Bird IM. Vascular adaptation in pregnancy and
endothelial dysfunction in preeclampsia [J]. J Endocrinol,
2017, 232(1) :R27.

(6] Premru-Srsen T, Kocic Z, VodusekVF, et al. Total gestation-
al weight gain and the risk of preeclampsia by pre-pregnancy
body mass index categories: a population-based cohort study
from 2013 to 2017[J]. J Perin Med, 2019, 47(6) : 585-591.



666 NTEWi SR F4E 20214E4 45134 45445 T Mol Diagn Ther, April 2021, Vol. 13 No. 4

[7]  Piccoli GB, Cabiddu G, Castellino S, et al. A best practice A case-control study[J]. Medicine, 2019, 98(26) : e16069.
position statement on the role of the nephrologist in the preven- [12] Mihalceanu E, Scripcariu IS, Lazar IT, et al. Expression of
tion and follow-up of preeclampsia: the Italian study group on PIGF and sFLT-1 Biomarkers in Pregnancy Toxaemia[J ]. Re-
kidney and pregnancy[J . J Nephrol, 2017, 30(3):1-11. vista de Chim, 2020, 71(1) :450-455.

(8]  JHeWe, SEPHA . B B ZLAT DA TR I 48 96T U Ui 30 2 v [13] Erez O, Romero R, Maymon E, et al. The prediction of late-
P B T8 5 04 R 280 SO0 U Wik 45 JR R s i [ ). (R % 2 onset preeclampsia: Results from a longitudinal proteomics
WY 5528, 2020, 17(2):61-63,68 study[J]. Plos One, 2017, 12(7) :e0181468.

[9]  Zafman KB, Getrajdman CS, Arnold MK, et al. Are Wom- [14] Dias-Junior CA, Chen J, Cui N, et al. Angiogenic Imbal-
en with a History of Low PAPP-A at Risk for Adverse Perina- ance and Diminished Matrix Metalloproteinase-2 and -9 Un-
tal Outcomes in a Subsequent Pregnancy? [J]. Am J Perina- derlie Regional Decreases in Uteroplacental Vascularization
tol, 2019, 36(6) :647-652. and Feto - placental Growth in Hypertensive Pregnancy [J].

[10] Benachi A, Baptiste A, Taieb J, et al. Relationship between Biochemi Pharmacol, 2017, 146:101-116.
vitamin D status in pregnancy and the risk for preeclampsia: A [15] Tamblyn JA, Susarla R, Jenkinson C, et al. Dysregulation of
nested case-control study[J |. Clin Nutrit, 2019, 39(2) :56-58. maternal and placental vitamin D metabolism in preeclampsia

[11] Visan V, Scripcariu IS, Socolov D, et al. Better prediction [J]. Placenta, 2017, 50:70-77.
for FGR (fetal growth restriction) with the sFlt-1/PIGF ratio :

(L34 658 )

[5]  Metzger BE, Gabbe SG, Persson B, et al. International asso- 1548, 2016, 31(16) :3266-3268.
ciation of diabetes and pregnancy study groups recommenda- [11] B, T4, w7 B AR Kaz shik &+ O G iR 30 b
tions on the diagnosis and classification of hyperglycemia in PRI [J].TdEEEZY, 2020, 42(11): 1702-1704+1708.
pregnancy [ J ]. Diabetes care, 2010, 33(3) :676-682. [12] Mastrogiannis DS, Spiliopoulos M, Mulla W, et al. Insulin

(6]  EEAMAE S Biia e rE tlI T G Z 0l 25 . P E R resistance : the possible link between gestational diabetes mel-

SR PRATER L] PO IE, 2007, 19(5) :4-14. litus and hypertensive disorders of pregnancy [J]. Curr Diab

(7] M - s sRIM jta-)\bejlitﬂmﬁi 2014:46-67. Rep, 2009, 9(4) : 296-302.

[8]  Whfs, BRAEER, MDY, 45 30 ARMKAL S IR IRYT [13] 93P, B, 2k, & EFRIERBa &5 T g IR
BRI R RBCR AT D], AR E, 2020, 23(16): 8 F0) R R AT R G 5 M IRE SR AR | 1 i B e AR
2030-2033. S5 )RR (3], v A Al B A, 2017, 32 (12) : 2561 -

[9]  Hasbullah FY, Mohd Yusof BN, Shariff ZM, et al. Factors 2564.
associated with dietary glycemic index and glycemic load in [14]  SKRR . BB IS T FIE Y7 UT U RS PR B 2 1 30 o K
pregnant women and risk for gestational diabetes mellitus JoE 5 FARBT AT IR ZS SRy s [T ] o [ B2 25 Rk, 2019,
[J]. Int Food Sci Nutr, 2020, 71(4) :516-524. 9(13):59-61,217.

[10] i3, 544, W4 PCPA IR & T Bix 4F 4R [15]  FJK, XIES, JUMRH: . AR 200 5 R A A IR S P
SO bR 2R R A ST RS R s e [T 1. b E A %) KEGESD ] hERIAE TG, 2020, 28(2):213-216.

(E#% 662 1)

[12] Zhu ZL, Mannambeth RV, Mcgiffin DC, et al. Traumatic of chronic obstructive pulmonary disease [J]. Lung India,
fracture dislocation of the thoracic spine sparing both the spi- 2017, 34(1):3-8.
nal cord and aorta: Images for surgeons[J]. ANZ J Surg, 89 [15] Aleshire SL, Bradley CA, Richardson LD, et al. Localiza-
(5):E212-E213. tion of human prealbumin in choroid plexus epithelium [J]. J

[13] Poorman GW, Segreto FA, Beaubrun BM, et al. Traumatic Histochem Cytochem, 1983,31(5) :608-612.

Fracture of the Pediatric Cervical Spine : Etiology, Epidemiol- [16] ERi, miks, BREAE, 5. B4 1 i 16 4’}7 L R
ogy, Concurrent Injuries, and an Analysis of Perioperative ACTH %l 1l TSH 2% /K 7 KRl e bn i A2 A0 [T ], de
Outcomes Using the Kids’ Inpatient Database [J . Int J Spine M ESRE, 2020, 19(6) :566-575.

Surg, 2019, 13(1):6009-6015. [17] Kendall-Taylor P, Lambert A, Mitchell R, et al. Antibody

[14] Mohan A, Arora S, Uniyal A, et al. Evaluation of plasma that blocks stimulation of cortisol secretion by adrenocortico-

leptin, tumor necrosis factor-a, and prealbumin as prognostic

biomarkers during clinical recovery from acute exacerbations

trophic hormone in Addison’s disease[J]. Brit J Clin Pharma-
co, 2019, 31(66) : 1489-1491.



BT SIRYT 4 2021464 0 ¥513% 4541 T Mol Diagn Ther, April 2021, Vol. 13 No. 4

© 667 -

IS E O S 2 PR B S R AL B Child-
Pugh 7 4RI &K

ARAe'™ HR TANC

(¥ E] BH  Ho0muE s s Z At 5 (HOMA-IR) 5 iF i fk £ # Child-Pugh 73-4%
BIRFR, FiE L 20154FE 7 H % 2018 4F 12 H ARBEBUE Y 185 Bl {b 8 35 4 AR 4, 4% /R Child-Pugh
S bRAER] 4> A Child-Pugh A 2%20 (58 {4 ) . Child-Pugh B 240 (77 5] ) . Child-Pugh C Z%2f (50 5] ) , %3 #% [
1 AR B 100 )it R AR SR AR T R AT o 0 A 45 A 32 00 3 A W 2 P L s U 2 I 2 2R (FINS ) 25 il 2
#1455 (FPG ) /K F- B2 HOMA-IR 7K -, 43 #7 1ML 3 4 % 25 11 \HOMA-IR 5 Child-Pugh 43 4% [ AH 1% , 2l
ROC & s i 45 F8 AR 2 Wi AR R B I AL R 2 i . 558 T2 41 FINS .HOMA-IR ¥ & & F
SHHRZH , 2% A G L (P<0.05) . FINS .HOMA-IR ; Child-Pugh C 2¢>B Z(>A %% , 22 34 Giit2# 75 X (P<
0.05) W5 ALILTE S 8 FH 7K B AT REAL, 22 A i # 8 L (P<0.05) . i 8 (A : Child-Pugh C %
<B H<A ., R AGI2FE L (P<0.05), #4524 FPG g 22 7 4t 1124 = X (P>0.05) . Spearman
AT s, WFFE 4 Child-Pugh 43-2% 5 1ML 7 4 #4585 A 2 7 A 56 (r.=-0.415, P<0.05) , 5 HOMA-IR £ IF
FHK (r=0.510, P<0.05) . ROC MiZk7R , Il 3 4 ¥ 25 11 \HOMA-IR 12 Wi fk, Child-Pugh 43-2% B 4¢+C 2
B2 T mA SR 0.644,0.805 , 5 {H 43 311 2 302.10 me/L J 2.80; IfiL i 4 # 2K 11 \HOMA-IR 12
W JIF i 4k Child-Pugh 434¢ C 98 19 il 26 7 AR 4301 2 0.719,0.874, 1 s2 fH 43 %1 2 320.20 mg/L K
3.08. Zit ML S FIPUE S AFAE 1L #E Child-Pugh /X BAFAE— @ REEEAC, v 1E R
PTG B LI D RE I S F6 br .

[EsiA] WEFEN; PSRBT, HFAE{L; Child-Pugh 434%

Relationship between serum ceruloplasmin, insulin resistance index and Child-Pugh clas-
sification in patients with liver cirrhosis

ZHENG Neng'*, CHEN Yan', YU Lili*

(1. Department of Gastroenterology, the Second People s Hospital of Yibin, Yibin, Sichuan, China,
644000; 2. Yibin Center for Disease Control and Prevention, Yibin, Sichuan, China, 644000)

[ABSTRACT] Objective To investigate the relationship between serum ceruloplasmin, insulin resis-
tance index (HOMA-IR) and Child-Pugh classification in patients with liver cirrhosis. Methods 185 patients
with liver cirrhosis admitted to the hospital from July 2015 to December 2018 were selected as the study group.
According to Child-Pugh classification criteria, they were divided into A-class group (58 cases) , B-class
group (77 cases) and C-class group (50 cases). Meanwhile, 100 healthy volunteers were selected as the con-
trol group. The levels of ceruloplasmin, fasting plasma insulin (FINS ), fasting plasma glucose (FPG) and in-
sulin resistance index (HOMA-IR) in the two groups were measured. The correlation of serum ceruloplasmin
and homeostasis model assessment of HOMA-IR with Child-Pugh classification was analyzed. ROC curve was

used to analyze the diagnostic value of each indicator for patients with different degrees of liver cirrhosis.
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Results
and HOMA-IR in the study group were significantly higher than those in the control group (P<0.05). FINS

There was no statistically significant difference in FPG among the subject groups (P>0.05). FINS

and HOMA-IR were significantly higher in Child-Pugh C-class group than those in B-class group and A-class
group, and significantly higher in B-class group than in A-class group (P<0.05). Serum ceruloplasmin level in
the study group was significantly lower than that in the control group (P<0.05). The level of serum ceruloplas-
min: Child-Pugh C -class<B-class<A-class group, the difference is statistically significant (P<0.05). Spear-
man correlation analysis showed that in the study group, Child-Pugh classification was negatively correlated
with the serum ceruloplasmin (r=—0.415, P<0.05) , but positively correlated with HOMA-IR (r=0.510, P<
0.05). ROC curve showed that areas under curve of serum ceruloplasmin and HOMA-IR in the diagnosis of
Child-Pugh classification B-class and C-class were 0.644 and 0.805, respectively. The cut-off values were
302.10 mg/L and 2.80, respectively. The areas under curve for diagnosing Child-Pugh classification C-class of
liver cirrhosis were 0.719 and 0.874, respectively. The cut-off values were 320.20 mg/L and 3.08, respective-
ly. Conclusion Serum ceruloplasmin and insulin resistance index are related to Child-Pugh classification of

patients with liver cirrhosis to a certain extent and can be used as reference indicators for rapid assessment of

liver function in patients with liver cirrhosis.
[KEY WORDS ]
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Figure 1  ROC curves of serum ceruloplasmin and HOMA-IR

in Child-Pugh classification diagnosis of liver cirrhosis
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Table 3 Diagnostic value of serum ceruloplasmin and HOMA-IR in liver function of patients with liver cirrhosis

i) I AUC A REE (%) PR (%) 95%CI P{H
il Child-PughB+C %% 0.644 302.10 89.70 50.20 0.566~0.722 0.002
Child-PughC %% 0.719 320.20 70.40 66.00 0.641~0.796 <0.001
HOMA-IR Child-PughB+C %% 0.805 2.80 84.50 64.60 0.740~0.870 <0.001
Child-PughC 2% 0.874 3.08 66.70 94.00 0.823~0.925 <0.001
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APN . TNF-a J Fibroscan 52 5 %5 0 2 £ AF B 10 K Pk
i RS e

mEMT AL HaR' AEE HReR RS

[ ZE]1 B8 WP IS RE T A 7 X RS M B 5 AT 28 & IR BE R (APN) R IR AL I F-a
(TNF-a) } Fibroscan (FS) Z ¥ Rl S 4W M . ik HEHL 2019 45 12 A 2 2020 4 12 A A BE 100 $ilE
TAEVERR W I 2B B BRI G2 ARl T 1007 R 125 54 R oT 40 (A 36 2 A7 R 5 X0 T B+ A P [C 1%
FETE , n=53) A BB L] (A HEAT A= 36 B AT R 05 s T 3, n=47) o HLERPILLIRYT TG AT I g L APN | 98 P A
F AN S (CAP) (MR AR T8 80 (BMD K25 . &R JAI7)a , AL IF DI REFIT APN ¥4
ATk, WF5T 404 TBIL Fil DBIL 7K 8% BEZH A , APN ALB . PTA K400 IE4H 5 , 22 S 3 HoA G i3 &
S (P<0.05), JRIT S WFFE 4] TNF-o IL-6 ¥R T X HRAL, IL-10 & T IR4L, 22 R B A Gt E L (P<
0.05) . BT JE 54 TG \HDL-C .LDL-C /K B30T HT Ao BRAAAR, 22 R HAA Geit4 3 L (P<0.05) . RYT
J5 P41 CAP . BMI S5 MIG , ELBF ST 4R F X B A, 22 R A Gt 8 L (P<0.05) . 4518 i [CiEh)
AP SS AR PAE 1 B I R T R L R AIK A DR 175t 49 LML B W BMIL A CAP /K-, (EASHE

[X#iR] APLICEERER ; APN; TNF-o; Fibroscan 32 #5241

Changes of APN, TNF - a and fibroscan controlled attenuation parameters in patients
with non-alcoholic fatty liver disease

GAO Meili'*, HE Wenyan', AN Hongjie', TIAN Xuemei®, XU Jinfeng', REN Yanping®

(1. Department of Nosocomial Infection, Hebei PetroChina Central Hospital, Langfang, Hebei, China, 065000;
2. Department of Laboratory, Hebei PetroChina Central Hospital, Langfang, Hebei, China, 065000; 3. Depart-
ment of Laboratory, Clinical pharmacy of Hebei PetroChina Central Hospital, Langfang, Hebei, China, 065000)

[ABSTRACT] Objective To analyze the effect of Saccharomyces boulardii treatment on adiponectin
(APN), tumor necrosis factor-a (TNF-a) and fibroscan (FS) controlled attenuation parameters (CAP) in pa-
tients with non-alcoholic fatty liver disease. Method 100 patients with non-alcoholic fatty liver disease from
December 2019 to December 2020 were selected and divided into the study group (intervention of life and be-
havior style + Saccharomyces boulardii, n=53) and the control group (only intervention of life and behavior
style, n=47) according to the difference of intervention plan. The differences in liver functions, APN, inflam-
matory factors, controllable attenuation parameters (CAP) , blood lipids and body mass index (BMI) before
and after treatment were compared between 2 groups. Result  After treatment, the liver function and APN be-
tween 2 groups improved (P<0.05). The levels of TBIL and DBIL in the study group were lower than those in
the control group, and the levels of APN, ALB, and PTA were higher than those in the control group, the differ-
ences are statistically significant (P<0.05). After treatment, TNF-« and IL-6 in the study group were lower than
those in the control group, and IL-10 was higher than that in the control group, the differences are statistically
significant (P<0.05). After treatment, the levels of TG, CHOL and LDL-C in the study group were lower than
those before treatment and lower than those in the control group, the differences are statistically significant (P<

0.05). CAP and BMI of 2 groups decreased after treatment, and the level of the study group was lower than that

A AR A Ry TAFE AR A (2019013132)
A Ar . 1L A b B b B R AL Tk, B3 065000

2. 7T AL P B P B R TR, T Ak BR 35 065000
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of the control group , the differences were statistically significant (P<0.05). Conclusion Saccharomyces bou-

lardii can improve the liver function of patients with non-alcoholic fatty liver, reduce the levels of inflammatory

factors, and regulate their blood lipids, BMI, and CAP levels. It is worthy of promotion.
[KEY WORDS ] Saccharomyces boulardii; APN; TNF-a; Fibroscan controlled attenuation parameter

F T HE P A I P2 1ot A% - PR - A 1 R G
PRI , S5 BR YNPGRS RN At B B 0 453 495 PR 2%
B, LASK T8 P 200 M v Bl Iy 728 2 A o B
FEOERY , 550 e | JR 5 3R I AE | 2 BYWE PR v % )
AH B IE PRI BLZE A1 . B BK &K (adiponectin,
APN) 7534 58 [ % 28 SR 008 4 g s 22 i
PR T SN A T R PG AR, S AR A
PENG W FIE 2R 2% U)o T WU Ik e 53 2 A ARG A
(Fibroscan , FS ) BV fi i B2 A I, AT A1) H B 5 5% e
P AR A, 38 O AT 9 5 98 S 21 (Controlled
Altenuation Parameter, CAP) & Il A1 %2 &= Jig I 2% ,
A A 5% LA F SRR 5 22 , R B DX 434
Jig W5 A8 55 v - B R 0 78 R DA B D5 728 4 RN 2 4
Ao IR i T R A R VAT AR 1 B 1 T
BN MBI RN A L ThimiEhER,
H AT OC T A P IQ e BE T A T A RS VB 7 g 0F
FER AW GRS 38 1 R A B G B T X AR T
K6 kNG W5 A2 APN I8 34 58 Bl F- - o (Tumor
necrosis factora., TNF-« ) M Fibroscan 5% ¥ & il &
B85 e SR s A A 2 R0 AR IR M B 7 AR
FARYT TR O E AR E 4R

1 ARSI

1.1 — R

PEHL 2019 4F 12 H £ 2020 4= 12 H TABE TR
1192 B AR ot 012 B AR TR 1 B 7 I R, N
ABRiE : QI 18~70 2, MO R ; @45 & (2018
SRR M G W 27 18 B ) rh a2 Wibn e O
JIE % 12 Wi B A B T @e0< 48 TN % A il <
250 U/L"' . HEBRAR HE : DA PRI B (5 P 2O &>
140 g/J& , ik >70 g/ JE) WRs i IF & ;@ H B
95 M T B EC Al mT U R 7 A2 19 82 05 5 BN DR

I, IRGE B B SO R s @ik 3 4
R BN 245 | 97 Bl 2 245 £ P 2 sl LAt T g 3501
FE R i AR b PR 259 &1 A H A 45 AR T
il Bl INCaR e LB e /I WA % e 3 AU ) 7B TE Rz R = A N7
WEY . YA 100 5 AR 208 6 E 5T
T T 6 1 22 5 53 R 98 41 (n=53) A1 X BR 4 (n=
A7), P — MR LB 22 S R gt B (P>
0.05) , HA R, W3R 1, ARBFRC RIS B/
Zz e o, A A2 U E A B S R S
1.2 hi:

X RRLAAGHA T A T8 S AT RO KT, E2
e 28 BIEARRIT A IREZERM Ak
FEMC E N GRSt B s DLY) T I AF IR
SR REMN 32 19 8l 2542 8l BV Sz 3ok 3, e i
HPRE AT (115~125 2P/43) iRk Sz s 5, &K
30 min, [ 8~10 HBHPTIIZE, R 2 vk BFFEAH
BB AEXT R W JEab I, 25 T A hr IC B i (P6 [
HRRR G 25T, HEHE S S20150051, HLA% - 0.25
gx64%) , H11:0.5 ¢ B H 2 IR 12
1.3 WEFRIR
1.3.1 ATFZIREM APN

2 F 3l A A A ARSI PR A3 9T T O
APN . 2 TN %% & fifi ( Alanine transaminase , ALT) .4~
I 5 it (aspartate transaminase , AST) \y-7A 2 [t 5%
RK B (y - glutamyltransferase , GGT) . IfiL ¥ & IH 2T &
(The total bilirubin, TBIL) .

1.3.2 RIEHET

b 987 3K %E A 7 - o (Tumor necrosis factoro,
TNF-a) . H 41 il /- 2 -6 ( (interleukin , IL-6 ) &z FH 4
Jii 4 % -10( (interleukin, IL-10) /K , 3897 B 3497
J& 12 JR ST AT s RS I ER KL 3 mL, 250
(3 500 r/min, 5 min, #0242 8 cm) J5 U B 11T

x1 FWHA-MABLE (2(%), (x£5)]

Table 1 Comparison of general data between 2 groups [n(%), (x+s) ]

g o ) FRCE)  RERCE) : il
E: E's BR g il
WA 53 30(56.60) 23(43.40) 62.54+4.31 5.74+1.29 14(26.42) 23(43.40) 16(30.18)
bopiliEtl 47 28(59.57) 19(40.43) 62.41+4.35 5.78+1.32 12(25.53) 20(42.55) 15(31.92)
Pa/kIE} 0.090 0.150 0.153 0.036
P4 0.764 0.881 0.879 0.982
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36 e it K B 5 A IO 92 300 2 P 4H ) TNF-ax  IL-6
IL-10 ¥ B2, fh At 5t SE R A B R BF 5 O AT BR 3¢
2w AR AR A 00 A R0 R 4R R S B S
BRERAE
1.3.3  Fibroscan 3245 5 98 S50 22 A 195

{i F Fibroscan-502 H1%! (% Echosens 73 ] )
M 5K AT I A 107 728 2 s A, L CAP 260K, H
HA dB/m, BEFIXTG LRGN 10 UK, AT A 30k
W25 T ) 5 R e 45 5 Jr A ) <2 A D 4o
[F1] 85 5 o 57 B0 L AP (TIQR/med ) <30% , HL A% 31 %
RIS RS SRS IR K50 >60 %o S A 25
1.3.4 [fiLfig

H M =5 (Triglyceride , TG ) . = % J& g £ F1 AH
fi£ (High density lipoprotein cholesterol , HDL-C)
S AR % B g £ 11 JIH [ B (Low density lipoprotein
cholesterin, LDL-C) , TIRITHI JIARYT 12 M5 % =
i1 0T A B X G A T K I, S 5 A& R EE 30
min i #5025 B IR, AR5 AR TBA 120 4
H A A BT G T I
1.3.5 A8 %0 (Body Mass Index , BMI)

BITHT GRYT 12 B JE M A B H 5 & Ak
#1153 BMI={AH (kg)+ &5 (m*)'7

1.4 Stk

K% FH SPSS 22.0 B HEAT Ge 400 L
R e s )R AT K305 THECFORN n(%) 32
11 ks LA P<0.05 J9 25 5 Geit 23 L

2 FHR

2.1 PIAHTIHERT APN LA

Wi TBIL .DBIL . ALB . PTA . APN Y /K % 7E
IBITHT L 2 T RSB L (P>0.05) 53097 )5,
filF 5T 41 19 TBIL F1 DBIL 7K S %5 Xf B8 41 ik , APN |
ALB PTA /K V-3 XT A &, Z 7 A S i E X
(P<0.05), %2,

2.2 MHRVERT

TRTT R0 A R PR R v B e 25 R G
E S (P>0.05) 3697 J5 W58 41 TNF-a \ IL-6 YL T
X REZL  TL-10 & F XTI, 2 53 A G it2a s L (P<
0.05), W% 3,

2.3 M4 TG.HDL-L,LDL-C,CAP } BMI %

Wi ZH 3477 Hil TG .HDL-C ,LDL-C .CAP } BMI
KA 22 F RG24 B L (P>0.05) ,IRYT T IFAY
20 TG .CHOL .HDL-C .CAP } BMI /K %147 Hif &
XTRRZIG, Z R AR L (P<0.05) . W3 4,

%2 WHEEYTBIE TBIL.DBIL.ALB.PTA 7K (x+5)

Table 2 the levels of TBIL, DBIL, ALB and PTA in the two groups before and after treatment (x =s)
- TBIL(pmol/L) DBIL(wmol/L) ALB(g/L) PTA(%) APN(g/L )
2o n 5 o 5 5 o 5 N % N N N N 5 EVSENN
IRITHI NEbIg S RITHI NEEIg S IRYTHI NEEg S BT H bR S WL IRIT)E

WFFEAL 53 321.59+114.76  96.39+36.74  257.96296.37 68.63+19.60 21.79+9.34 48.63£11.85 35.98+12.47 63.09x13.71 4.06x1.25 7.96=1.39
X HRZH 47 326.40£114.58 185.63£87.63  256.87+95.78 103.65+37.26 21.85+9.39 36.75+10.23 35.81£12.45 50.97+13.06 4.13£1.26 5.98+1.21
tH 0.209 6.776 0.057 9.382 0.032 5.333 0.068 6.372 0.278 7.552
P{H 0.835 <0.001 0.955 <0.001 0.975 <0.001 0.946 <0.001 0.781 <0.001

R3 FHEBFTHE TNF-o IL-6 & IL-10 Lb % (x+s,pg/mL)
Table 3 Comparison of TNF-a, IL-6 and IL-10 before and after treatment between the two groups (x s, pg/mL)

w5 " — TNF-a ‘ 1IL-6 ‘ IL-10
ST I ST VI ST VI
oISk 53 36.59+5.38 10.79+4.22 39.81£11.57 14.47+4.39 13.08+5.31 26.78+6.85
X HRZH 47 36.57£5.45 18.53+4.71 39.56x11.55 20.88+5.71 13.12+5.39 20.33+6.71
tH 0.018 8.668 0.108 6.332 0.037 4.745
P{H 0.985 <0.001 0.914 <0.001 0.970 <0.001
F4 FHANBEK TG.HDL-C,CAP 1 BMI b4 (x+s)
Table 4 Comparison of TG .HDL-C, CAP #1 BMI between the 2 groups (x +s)
au n TG (mmol/L) _ HDL-C(mmol/L) LDL-C(mmol/L) CAP(g/L) _ BMI (kg/nf )
WITH TR WTE s WRE itk WRE v el itk
WF5E4 53 5.26+0.63 2.07+0.42 2.6320.86 0.76x0.31 5.63x0.85 2.03+0.52 278.63x12.85 235.41+10.13 31.63+1.15 26.96+1.03
XFHRZH 47 5.21+0.51 3.88+0.56 2.68+0.85 1.88+0.42 5.69+0.88 2.94+0.61 278.79+12.89 249.80x11.65 31.65+1.19 28.52+1.15
18 0.433 18.409 0.292 15.282 0.347 8.052 0.062 6.607 0.085 7.156
P1E 0.666 <0.001 0.771 <0.001 0.730 <0.001 0.951 <0.001 0.932 <0.001
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Research of progress on the pathogenesis of middle ear cholesteatoma

ZHOU He', ZHAO Miaomiao®, MA Jiwei', XI Yue', ZHAO Miaoqing'*

(1. Department of Pathology, Shandong Provincial Hospital Affiliated to Shandong First Medical University ,
Jinan, Shandong, China, 250021 ; 2. Library and Information Center, Shandong Taishan Vocational College
of Nursing, Taian, Shandong, China, 271000)

[ABSTRACT]

ratinized epithelium enters the middle ear and can cause damage to bone and cause various complications. So

Cholesteatoma is a progressive non-neoplastic disease. The abnormal proliferation of ke-

far, the complete molecular mechanism of the occurrence and development of cholesteatoma has not been thor-

oughly studied. This review summarized the recent progress of cholesteatoma on inflammatory mediators , mi-

crobial infection, oxidative stress, and related gene research.
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