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Correlation Between C110rf65 Gene Polymorphism and Urinary Albumin — Creatinine Ratio

in Diabetic Patients Treated with Metformin Monotherapy
WANG Lei'> ,WANG Dianlei'”
(1. School of Pharmacy,Anhui University of Chinese Medicine ,Hefei,Anhui 230038,China; 2. The People's Hospital of Chizhou ,Chizhou ,Anhui
247001, China )

Abstract: Objective To investigate the correlation between C1lorf65 gene polymorphisms and urine albumin - creatinine ratio
(UACR) in patients with type 2 diabetes mellitus (T2DM) treated with metformin monotherapy. Methods Patients with T2DM
treated with metformin monotherapy in The People’s Hospital of Chizhou from January to December 2023 were selected, and their
general data,as well as clinical indicators such as blood pressure, blood glucose, and blood lipids before and after six months of
medication were collected, UACR was calculated, and the polymorphism of the CI1lorf65 gene genotyped was detected. Inter — group
comparisons were conducted for different indicators among patients with different genotypes. Multivariate linear regression analysis
was performed to investigate the relevant factors affecting the changes of UACR before and after medication. Results A total of
175 patients were included, with genotypes including CC type (70 cases) , CA type (68 cases),and AA type (37 cases). The
distribution of genotypes was consistent with the Hardy - Weinberg equilibrium. Compared with those before medication, after
medication, the levels of fasting blood glucose (FBG),2 — hour postprandial glucose (2 hPG), glycated hemoglobin (HbA,.) and
UACR of patients with CC genotype were significantly decreased (P < 0.05);the levels of FBG,2 hPG,and HbA,. of patients with
CA genotype were significantly decreased (P < 0.05) , while UACR was significantly increased (P < 0.05) ;the levels of 2 hPG
and HbA,. of patients with AA genotype were significantly decreased, while UACR was significantly increased (P < 0.05).
Furthermore, after medication, the levels of FBG, 2 hPG, and HbA,. and UACR of patients with CA and AA genotypes were
significantly higher than those with CC genotype (P < 0.05). The results of the multivariate linear regression analysis showed that
the polymorphism of the Cllorf65 gene was an independent influencing factor for the change of UACR in patients before and after
metformin treatment. Conclusion The polymorphism of the CIlorf65 gene in patients with T2DM affects the hypoglycemic effect of
metformin, thereby influencing UACR,and its mechanism may be related to early renal function changes in diabetic patients.
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Tab.1 Frequency distribution of CI1orf65 gene polymorphisms

EEA Hs EEAE(%) FEEE SEERAE%) PHA

CcC 70 40. 00 C 59.43
CA 68 38.86 A 40. 57 0.614
AA 37 21. 14

2.2 —REMSIEKRIEIRLE
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Tab.2 Comparison of general data and clinical indicators among patients with different genotypes

184 P :QF@ . BMI ﬁ&@ts,mmHg) FBG(X £ 5,mmol /1) SCr(X £5,umol /1) Lac(X +5,mmol /1)
(B158)  (Mes,5) (Neskg/nd) SBP SBP ) Rk ) YA R kYA
CCln=10) 46124 6L 46237 1264241426 78.03£9.12  9.52+2.87  T.24x1.39°  8L16+135 8631529 1.22:0.27  1.2020.16
CAln=68) Q0 B.4:1L%  4.6:3.84 127.83£15.29 78465936 8942279 7.9:23"  84.24:1617 8.1l 123020 120018
M(n=37) U6 611621280 24902374 .47 1465 79.07:9.83 8825240  8.06xL97"  8L0613.29  SL14:1520  L2:0.16 1.23:0.22
YR 0.682 0.156 0.297 0.215 0.328 1.025 6.892 0.415 0.286 0.065 0.102
P 0.711 0.856 0.743 0.807 0.721 0.361 <0.001 0.661 0.752 0.937 0.903

p FC-P(X £5,ng/mL.) UACRIM(P, )] 2OPG(X £, mmol /L) T6(X & 5,mmol /1) TC(X £ 5,mmal /1) HbA, (X £5,%)
R T I D) EETS LT TS EETIR E EETIR ) D) T
(Cn=T0)  L41£0.31 1.2420.27 143708.42,26.17)  9.27(7.16,19.26)°  14.89+4.62  0.69+1.41° 2024138 L93+1.40 1372019 1.39£0.20 9.07+2.16 6.87+0.81°
CAn=68) 1.430.26 1342032 13.81(8.01,26.41) 14.1200.74,24.11)% 14462400 1052236 2054141 197137 1332020 1.36£0.23 8915240 7.5621.52%
M=37) 1382029 1265040 13.16(8.39,26.03)  16.27(10.16,30.08)%* 13.86+3.93 11.32£3.06% 198+1.19 195121 1342019 137£0.22 9.282.31 8.11+1.9%
YIFIHE 0338 1.865 0.528 26337 0.756 5.983 0.089 0.052 0.693 0.458 0.326 7.965
P 0.700 0.18 0.768 <0.001 0.471 0.003 0.914 0.949 0.501 0.633 0.722 <0.001

E: B RAAE P < 0.05;5 CCRILE P < 0.05; 5 CAR LA *P < 0.05,
Note: Compared with those before medication,”P < 0.05;compared with CC genotype, P < 0.05;compared with CA genotype,*P < 0. 05.
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Tab.3 Results of multivariate linear regression analysis

¥ B SE B 1A P&
e -0.291 0.294 -0.796  0.327
Cllorf65 & B % &1k 0.147 0.038 0.216  3.642 <0.001
AHDA,, 0.014 0.016 0.080  1.013  0.072
AlLac 1.423 2.629 0.041  0.563  0.579
ATG 0.007 0.036 0.033  0.359  0.613
ATC 0.127 0.092 0.142  1.328  0.235
AFC - P 0.057 0.141 0.032  0.870  0.399
ASCr 0.064 0.066 0.058  0.906  0.417
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