E AT EF 2% 2024 5 11 A% 45 %% 22 8 Int ] Lab Med, November 2024, Vol. 45,No, 22 ¢ 2705 -

< it % -
ERGEXTREZMF miR-140-5p . VEGF k£ 5
SRk EFEN I EX ST

e BB EZR.S A
AARXKFEHEHEER/ LiETHER P EEREFA, E#& 200090

W OE.Bf > EREED XLEE L FMD RNA-140-5p(miR-140-5p) . 2 % W & £ ¥k B F (VEGF)
KPF LSRR AR R, iR S®R2022F 1 AE£ 2023 F 9 AZBKEHMERIEAT XEES0H A4
R AR NI F RGBT BRI RHEAR My HAFHA6 B 5 RAFH(34 6D, HEREH
JEZ AR P s AR A 0 4 B 40 ) A aF 2L, SR B 32 B2 8 PCR(RT-qPCR) A= B % % 9% R X 3 (ELISA)
ol % 3K i miR-140-5p . VEGF K -F ., B FZ# & &6t A 5 K& F A H Ak AT & B L. Pearson #=
Spearman AT E KB X T X B E G R TAHZ ML, F L Logistic MR S BmE KRB XY L EE
HEFHRBAERMGE L, R 3AZREHENEEF . L@BILEFE(ESR) AR AR T ERE . ZH
f#E(FPG) & Mk & % (FINS) B B % 3 4% 38 2 (HOMA-IR) . # 4 C B B & & (hs-CRP) ., miR-140-5p,
VEGF 2 %A %4t % & L (P<0.05), k& F B fo b5 2069 £ K2 B F . ESR.# 3 bk W&+ & B & . FPG. hs-
CRP.VEGF & F 821, FINS,HOMA-IR .miR-140-5p 1& F 2 B4, £ F A % it ¥ & L (P<<0.05), &f4a
HMERERF . AHMRABE Y ERE FPG.hs CRP.VEGF & T A& # 4, £ F A % it 5 & L (P<0.05),
FINS.miR-140-5p sk T A&, Z F A%+ FEL(P<<0.05), EREBX VT X EFZWERERF . HFHKA
B ERE hs-CRP 5 miR-140-5p £ fi #8 % (P <C0.05), %5 VEGF Z E48 % (P <{0. 05), miR-140-5p &5
VEGF Z fiifa X (P<C0.05), XM EBRF . AR AB P EZEE hs-CRP.VEGF A ¥k B X T K& F5F
KA PRBAHARAY EEEE . miR-140-5p 2P HEL, Fif XWNEXH XL EH LF miR-140-5p, VEGF 5
IR W AR ARAL 09 K AR £, miR-140-5p &+ L S IR B AFRRAL R B %, VEGF Z £ B % .

KEIW EREET L, FHBRARPEFRE; o RNA-140-5p; wFAEAKRT; MER

DOI:10. 3969/j. issn. 1673-4130. 2024. 22. 004 FEZESES:R593. 22

XEHS:1673-4130(2024)22-2705-06 Mk ARAARD A

Correlation between serum miR-140-5p, VEGF levels and atherosclerosis
in patients with rheumatoid arthritis”
FAN Jun ,LU Zhenhao ,QIAO Xin
Department of Rheumatology ,Yangpu Hospital Affiliated to Tongji University/
Shanghai Yang pu District Central Hospital ,Shanghai 200090 ,China
Abstract: Objective To analyze the correlation between serum miR-140-5p, vascular endothelial growth
factor (VEGF) levels and atherosclerosis in patients with rheumatoid arthritis. Methods A total of 80 pa-
tients with rheumatoid arthritis admitted to the hospital from January 2022 to September 2023 were regarded
as the study group. The study group was separated into the combined group (46 cases) and the non combined
group (34 cases) according to whether there was the middle layer thickening and atheromatous plaque in ca-
rotid artery ultrasound. Another 40 healthy individuals who came to physical examination center in the hospi-
tal for physical examination were selected as the control group. Quantitative real-time PCR(RT-qPCR) and
enzyme linked immunosorbent assay (ELISA) were applied to detect miR-140-5p and VEGF levels in the ser-
um of subjects. Ultrasound was applied to examine the carotid intima-media thickness in the combined group
and the non combined group. Pearson and Spearman were applied to analyze the correlation between clinical
data of patients with rheumatoid arthritis,and Logistic regression model was applied to analyze the factors in-
fluencing atherosclerosis in rheumatoid arthritis patients. Results There were differences in rheumatoid fac-

tor,erythrocyte sedimentation rate (ESR) ,carotid intima-media thickness,fasting blood glucose (FPG),fast-
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ing insulin (FINS),insulin resistance index (HOMA-IR) , hypersensitive C-reactive protein (hs-CRP), miR-
140-5p,and VEGF among the three groups (P <C0.05). The rheumatoid factor, ESR, carotid intima-media
thickness, FPG,hs-CRP,and VEGF in the non combined group and combined group were higher than those in
the control group, while FINS, HOMA-IR, and miR-140-5p were lower than those in the control group,and
the differences were statistically significant (P <C0. 05). The rheumatoid factor, carotid intima-media thick-
ness, FPG,hs-CRP, VEGF in the combined group were higher than those in the non combined group,and the
differences were statistically significant (P<Z0. 05) , while FINS and miR-140-5p were lower than those in the
non combined group,and the differences were statistically significant (P <C0. 05). The rheumatoid factor, ca-
rotid intima-media thickness and hs-CRP in patients with rheumatoid arthritis were negatively correlated with
miR-140-5p (P <C0. 05) and were positively correlated with VEGF (P <C0. 05) ,and miR-140-5p was negatively
correlated with VEGF (P <C0. 05). Rheumatoid factor, carotid intima-media thickness, hs-CRP, VEGF were

risk factors for atherosclerosis in patients with rheumatoid arthritis,and miR-140-5p was a protective factor

(P<C0. 05). Conclusion

Serum miR-140-5p and VEGF in patients with rheumatoid arthritis are associated

with atherosclerosis, miR-140-5p is a protective factor for atherosclerosis,and VEGF is a risk factor.
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30 ik P 2 R BE L hs-CRP. VEGF 4 5 i 25 KU i o miR-140-5p VEGF
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G B ZEAAE  MLIRE PR 19 9 A PR T 9k 55 4 31 52 5% i)
SO I o | = o A 7 311 O P R
VEGF #RREAE 78 3 (9 1 A B, 1008 1048 19 A B AR a2
g AN e e v i = o 1 D o = g RS 5 R e 910
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Correlation of TG/HDL-C,TyG and derivatives with carotid atherosclerosis
in patients with impaired glucose tolerance”
LIN Cheng', TANG Zhijia®* ,SHEN Qian'
1. Department of Clinical Laboratory ,Tongling Hospital of Traditional Chinese Medicine ,
Anhui University of Traditional Chinese Medicine , Tongling »Anhui 244000,China ;
2. Tongling Vocational and Technical College , Tongling sAnhui 244000,China
Abstract: Objective  To investigate the correlation of triglyceride/high-density lipoprotein cholesterol
(TG/HDL-C), triglyceride-glucose index (TyG) and derivatives with carotid atherosclerosis (CAS) in pa-
tients with impaired glucose tolerance (IGT). Methods Clinical data of totally 102 IGT patients admitted to
Tongling Hospital of Traditional Chinese Medicine from March 2021 to March 2023 were retrospectively ana-
lyzed. Patients were classified into CAS group and non-CAS group according to the presence or absence of
CAS. Univariate and multivariate Logistic regression models were utilized to testify whether TG/HDL-C, TyG
and derivatives were responsible for CAS in IGT patients,and receiver operating characteristic (ROC) curve
was plotted,then Spearman correlation coefficient was calculated to verify the correlation of TG/HDL-C, TyG
and their derivatives with carotid intima-media thickness (IMT). Results There were 57 patients with CAS
and 45 patients without CAS,with an incidence of 55. 88%. There were statistically significant differences in
age,high density lipoprotein cholesterol (HDL-C) ,triglycerides (TG) ,body mass index (BMID) , TG/HDL-C,
waist hip ratio (WHR) ,IMT between the two groups (P<C0. 05). The TyG and derivatives in the CAS group
were higher than those in the non-CAS group,and the differences were statistically significant (P <0. 05).
TG/HDL-C, TyG and derivatives were positively correlated with IMT (both P <C0. 05). Age, TG/HDL-C,
WHR, TyG and derivatives were the factors influencing the occurrence of CAS in IGT patients (P <C0. 05).
The cut-off values of TG/HDL-C TyG were 1. 04 and 9. 10, the area under the curve (AUC) of the combined
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