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Effect of different doses of Metformin on body mass index and peripheral blood inflammatory response in

patients with overweight or obese polycystic ovary syndrome
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[Abstract] Objective To explore the effect of different doses of Metformin on body mass index (BMI) and peripheral
blood inflammatory response in patients with overweight or obese polycystic ovary syndrome (PCOS). Methods We enrolled
127 patients with overweight or obese PCOS from September 1, 2017 to February 29, 2020. All patients received Metformin
1500 mg per day (3 times/day) within 6 months of the initial treatment, and the homeostasis model assessment (HOMA) in-
dex was performed after the end of the treatment. Patients with a HOMA index > 2.5 increased daily dose of Metformin to
2500 mg in the following 6 months (high—dose group), and the remaining patients continued to receiving standard—dose Met-
formin (1500 mg/day). The hormone levels, fasting insulin and fasting blood glucose levels, HOMA index, BMI, cholesterol
levels, and peripheral blood inflammation indicators were compared between the two groups. Results In PCOS patients with
25 kg/m*<BMI<30 kg/m*, Metformin (1500 mg/d) could significantly improve insulin resistance, BMI, peripheral blood inflam-
matory indicators, cholesterol levels, and hyperandrogenemia, while high—dose Metformin (2500 mg/d) may be required in
obese patients (BMI>30 kg/m*). The level of peripheral blood inflammatory response was significantly correlated with BMI (P<

0.05) in patients with PCOS. Conclusion Standard—dose Metformin can significantly reduce BMI and peripheral blood inflam-
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matory response levels in overweight PCOS patients, while obese patients may require high—dose Metformin.

[Key words] polycystic ovary syndrome; Metformin; body mass index; inflammatory reaction

% 4 O i 25 4 1F (polycystic ovary syndrome,
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AR (%) 2411213 23.96+2.01 0.721
HOMA 5% 3.130.24 2.88+0.37  0.062
BMI(kg/m?) 31.09+1.43 28.14+2.35 0.058
M#% (mmol/L) 90.22+1.54  84.37+2.51  0.043
JE 5 2 (mU/L) 14.37+1.67  12.82+2.41  0.059
MHMEE (mmol/L)  219.42+11.15  201.32+15.01 0.138
2 (nmol/L) 0.61+0.11 0.56+0.08 0.078
SHBG (nmol/L) 40.11£1.53 39.97+2.27  0.427
FSH ( mU/L) 6.08+1.04 6.52+1.54  0.058
LH (mU/L) 7.18+1.93 6.76x1.98  0.056
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R2EP LIRS AR AR LA (Rxs)

EiEga b=y raili FBIRIT R 2 BORIT IR PE’ PH®
HOMA$5 % 2.94+0.08 2.19+0.17 2.13+0.15 0.024 <0.001
BMI(kg/m?) 29.14%1.27 26.32+1.09 24.41+1.12 0.041 0.017
1A (mmol/L) 88.31+1.47 79.23+1.63 71.35%1.79 <0.001 <0.001
52 (mU/L) 14.01%1.52 11.13+0.69 11.32+0.76 <0.001 <0.001
JBRFEEE (mmol/L) 196.90£14.21 175.13£11.32 173.92+10.92 0.009 <0.001
2 (nmol/L) 0.58+0.13 0.42+0.06 0.43+0.14 0.031 0.042
SHBG (nmol/L) 39.87+2.24 45.36+1.22 44.91+1.17 <0.001 <0.001
FSH (mU/L) 6.27+1.11 6.92+1.71 6.72+1.54 0.027 0.021
LH(mU/L) 6.91+1.93 5.64+1.68 5.51+1.11 0.026 0.019
JEFE (cm) 82.85+2.23 79.19+1.54 76.49+2.89 0.004 <0.001
F gt 10%/L) 7.13%1.67 5.67+1.73 5.23+2.01 <0.001 <0.001
C R (mg/ L) 23.10+1.36 12.42+1.51 8.59+1.41 <0.001 <0.001
6/~ NI 4B - 7.12+0.27 7.02+0.27 - -
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El 3 FSH 7R BRI 5 LH 2R A8 A iR s —om o

F3  EFEAIRITHIG &R LA (X2s)
Bzt H=prgiif] BRI % 2B BRI e PAE’ PlE*

HOMA 5% 3.32+0.11 3.03+0.17 2.37x0.16 0.071 < 0.001
BMI(kg/m*) 32.12+1.02 30.91+0.81 28.62+1.22 0.068 0.037
M4 (mmol/L) 92.36+1.23 89.93+1.68 81.40£0.93 0.077 <0.001
JBE 2 (mU/L) 14.97+1.24 13.6420.91 11.93+0.74 0.063 <0.001
SHER ((mmol/L)  220.1+13.37 213.42+12.46 189.20+11.39 0.242 <0.001
2 (nmol/L) 0.62+0.11 0.59+0.08 0.46x0.16 0.078 <0.001
SHBG (nmol/L) 40.79+1.12 41.13x1.08 47.02+1.28 0.084 <0.001
FSH (mU/L) 5.98+0.93 6.14+1.08 7.12+1.88 0.049 <0.001
LH(mU/L) 7.21+2.01 6.84+1.82 6.07+1.68 0.065 0.046
JEEFEl (cm) 88.37+1.83 86.36+1.69 83.31+1.76 0.073 0.032
F A TE (10°/L) 7.97+2.32 7.36x1.82 6.13+1.47 0.085 0.023
CRW A (mg/ L) 29.2+2.15 26.17+2.69 14.70£1.62 0.091 <0.001
6/~ NI A 28 - 4.760.51 6.91+0.33 - -

W9 Y BOARYT R FIGYTRT IR ; 24 2 B BOIA YT IS SIA T S s HOMA KR B SR s BMI /R AR T 45 50 ; SHBG FR/n P i £ 45 &3k 4k
15 FSH, /R SR R s LH R B IR Az iU R —3n o8

R4 M CIE H KR HI SR 2 Z o0 R 8T R5 M EH AR A P2 2ot vk IRA 4By

AR B  brdER BIE tfE P{H AR BfE  Fr#fER BIAE t{E P{E
o -2.413  1.509 - -0.397  <0.001 W 4.982 0.858 - 5.762  <0.001
BMI 0.317  0.062 0.361 3.764  <0.001 SHGB -0.037 0.007 -0.293 -—3.627 <0.001
Jiga g 22 0.026 0011 0.294 3015  <0.001 S 1.731  0.681 0.175 2.318 0.027
VT T e —— BMI 0.074  0.032 0.162 1.993 0.039
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FHOSUMICHR) 2 % 4 ot k52 g 4 F 52 v e B, AE N R 2 —
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Il T 2 %9 (HSD3B2) #1170~ 2 AL /17, 20 Z4 1 i
(CYPT7AT) & B X B 37 A B2 1) 79 AR
HER,

AHIF S 1 R B A 7 4 H R I R Y £ 1 SR
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