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Effect of metformin on coagulation function in patients with type 2 diabetes
LIU Yuxi FENG Daxiong”
(Department of Spinal Surgery ,Af filiated Hospital of Southwest
Medical University s Luzhou ,Sichuan 646000,China)

[Abstract] Objective To investigate the effect of metformin on coagulation function in patients with
type 2 diabetes (T2DM). Methods Two hundred and nine patients with T2DM who were hospitalized in the
department of endocrinology and spinal surgery of this hospital from August 2020 to August 2021 were retro-
spectively selected. They were divided into the metformin group (138 cases) and the control group (71 cases)
according to whether they took metformin or not,the metformin group was further divided into the low (1 g/
d) ,medium (1—<C2 g/d),high (=2 g/d) dose groups according to the dose of mettormin. Then a subgroup
analysis was performed on the metformin group to evaluate the effect of metformin and its dose on the coagu-
lation function of T2DM patients. Results There were no significant differences in platelet (PLT),thrombin
time (PT), activated partial thrombin time (APTT) and prothrombin time (TT) between the metformin
group and the control group (P =>0. 05). The fibrinogen (FIB) of patients in each subgroup of metformin
group was significantly higher than that in the control group,and the difference was statistically significant
(P =0.007). Multi-factor analysis showed that, taking metformin was an independent risk factor of FIB eleva-
tion in T2DM patients [3=0. 340, SE =0. 107,t =3, 168, P =0. 002,95% CI (0. 129,0. 552) ]. In each sub-
group of metformin, there was no significant difference between the low dose group and the control group
(P>>0.008) ,the differences among other groups were statistically significant (P <C0. 008). Multiple-factor a-
nalysis showed that,the dose of metformin was an independent influencing factor of FIB [ §=0. 393,SE =
0.059,=6.661,P<C0.001,95%CI (0. 277,0. 510) ]. Conclusion Medium and high doses of metformin can
increase the level of FIB in T2DM patients,and the higher the dose,the more obvious the effect.

[Key words] diabetes mellitus,type 2;metformin;function of blood coagulation
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R L3R ;% FH Kruskal-Wails H BEFIAG 6 i F7 2
2 [E) % B2 A8 W LA SR X K 365X fisher B D) A
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BEANERNE, N HZ Dk [ AR R, OB A g, A
K UE «=0. 05; P I HL BB, 4 IE J5 A 36 K 1fE o =
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2.2 WM Foxt BB E B ) AL IS AT LR

2 21 B Y EE I ) R 48 A AT EL AL, I/ Al
(PLT) ¥ il it JE st 18] (P L i F 35 43 468 1l 115 i Fsf [
(APTT) EE MRS 8] (TT) 22 ¥ HG I 2FE L (8
P=>0.05) ;{H = FBUICA 58 55 245 4 45 1 e (FIB) 1 %
X4 (P =0.007), W& 2. VLB EER .M
B s T2DM 52 . T2DM I &4 L I | 1L A= 4k
R 6 5 R A5 AR — F ORI, He At =R T2
H AR i, W 2 d 2Pk A X FIB iR 47 2 1 2 40 01 s
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[3=0.340,SE=0.107,£=3.168,P=0.002,95%CI
(0.129,0.552) ],

*®1 “HNAAMNRBEARE IR

W H TR UKL (n =138) XA (n=71) t/X*/ 2 P

WM (P P o) %] 57(51,63) 57(49,64) —0.007 0.994
B/ G 68/70 42/29 1. 835 0.175
WA [ (%) ] 26(18.8) 19(26. 8) 1. 741 0.187
T2DM 5[ M (P, ., P,.). A ] 72(36,120) 48(6,120) —2.015 0. 044
T2DM H & HE[n (%) ] 89(64.5) 51(71.8) 1.142 0.285
Wi & (& + 5 »mm Hg) 128418 129418 —0.399 0. 690
Pk E (x -5, mm Hg) 78(72,84) 75(71,87) —0.551 0.582
TC[M(P,;,P ;) mmol/L] 4.64(3.95,5.25) 4.87(4.11,5.45) —1.363 0.173
TG[M(P,;.P,;) mmol/L] 1.63(1.11,2.77) 1.45(1.08,2. 26) —1.328 0. 184
LDL-C(x %5, mmol/L) 2.7540.95 3.0140.93 —1.867 0.063
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i H ZH R (n=138) XL (n="71) LX)z P

HDL-C[M (P, ,P,;) ,mmol/L] 1.13€0.91,1. 36) 1.06€0. 94,1.33) —0.184 0.854

25 [ n (%) ]
ACEI/ARB 2 8(5.8) 7(9.9) 1.161 0.281
CCB 15(10.9) 8(11.3) 0.008 0.931
-3 17 L 5 551 0 1(1.4) 0. 340
FFR 51 1€0.7) (1. 4) 1.000

HoAb A R pE 25 [n (20) ]
ikt IR 2 38(27.5) 15(21. 1) 1.017 0.313
o HH A0 44 74 23(16.7) 9(12.7) 0.576 0. 448
LB S 3(2.2) 3(4.2) 0.163 0. 686
W I s T 2K 9(6.5) 4(5.6) 0. 000 1. 000
DPP-4 4l i 5 7(5. 1) 2(2.8) 0.161 0. 688
SGLT 11l 5 10(7.2) 4(5.6) 0.022 0. 881
GLP-1 K U#) 0 1(1. 4 0. 340

(EESICZPN! 1€0.7) 0 1.000

TC M [ B TG Hh = g s LDL-C. A% % BE % 2 1 00 B B HDL-C. = % B 15 2 1 0 [ s ACETL: I 45 % 5K 28 5% AL B 3 31 5510 s ARB . 1 45 % 9k
22 ARBEIEF ; COB: 45 8 F5@ R W70 ;1 mm Hg = 0. 133 kPa;*; 1 IR R0 25 v HE I = BUAR L

x2 ZHXAMAMBARERMIEEIEIRILE
i H XU (n=138) IR (n=71) t/Z P
PLT(Z45,x10"/L) 214461 198451 1.835 0. 068
PTLM(P,;,P,).s] 10.9€10.5,11. 7) 10.9(10.6,11.5) —0.337 0.736
APTT[M(P,;,P,;),s] 25.5(24.3,27.9) 25.3(24.0,26.8) —0.941 0. 347
TTLM(P,;,P,:).s] 17.1(16.4,17.7) 17.3(16.4,17.8) —1.601 0.109
FIBLM(P,,,P,;),g/L] 3.15(2.58,3.66) 2.80(2.42,3.34) —2.704 0. 007

2.3 W RUNR 25 A &2 FIB 89 % vk

R0 B 2 v ) A o R 2 R BR 4 AR A FIB
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LM R [B=0. 393, SE =0. 059,¢ =6. 661, P <<
0.001,95%CI(0.277,0.510)7,
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