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Efficacy of metformin in metabolic syndrome induced by
olanzapine in schizophrenia patients*

Mei-hua Li, Su-juan Zhang
(Department of Psychiatry, The Affiliated Kangning Hospital of Wenzhou Medical University,
Wenzhou, Zhejiang 325000, China)

Abstract : Objective To investigate the changes of inflammatory factors and their effects on body mass
index (BMI) and glucose and lipid metabolism in schizophrenia patients with metabolic syndrome induced by
olanzapine. Methods The 100 schizophrenia patients admitted to our hospital from January 2017 to January 2020
were enrolled and divided into observation group (n = 50) and control group (n = 50). During the study period, the
original olanzapine treatment was maintained. The two groups of patients received lifestyle intervention, on the basis
of health education, diet control, and proper exercise, while the observation group was additionally given metformin
hydrochloride tablets orally. The course of treatment was 24 weeks in both groups. The changes of BMI,
Homeostatic Model Assessment of Insulin Resistance (HOMA-IR), blood glucose, blood lipid and inflammatory
factors were compared between the two groups before and after 24 weeks of treatment. Results The differences of
BMI, HOMA-IR, fasting plasma glucose (FPG), and glycosylated hemoglobin (HbA1c) before and after treatment in
the observation group were higher than those in the control group (P < 0.05). The differences of high-density
lipoprotein cholesterol (HDL-C), low-density lipoprotein cholesterol (LDL-C), total cholesterol (TC) and

ks H A : 2020-07-17
* LT ¢ 2018 4R T IERIPERMATIE (No: Y20180561)

.« 82 -



PIAE, G5 UG WA B0 M 2O B AU B AR T RO

triglyceride (TG) in the observation group before and after treatment were higher than those in the control group as

well (P < 0.05). In addition, the differences of C-reactive protein (CRP) and tumor necrosis factor-a (TNF-a) before

and after treatment in the observation group were higher than those in the control group (P < 0.05). Conclusions

Metformin has a good effect in the treatment of metabolic syndrome induced by olanzapine in schizophrenia

patients, playing roles in reducing BMI, improving dyslipidemia and ameliorating inflammatory reaction.

Keywords : metformin; olanzapine; schizophrenia; metabolic syndrome; inflammatory factors; body mass in-

dex; glucose metabolism; lipid metabolism
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Jag R T I BE IR ARG B o 2R AR 100 491 o AR i
P EDRS R 9 4y 24 52 Wb i) 7 OGRS A
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(2013 4FJl) ) BRI ZR G IR S WibR e, ¥ 455 L
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QIEEF : M FmEEIEHE A (high density
lipoprotein, HDL) <0.9 mmol/L (1) 3<1.0 mmol/L
(L) Fval Hyh =M (Triglyceride, TG) >1.7 mmol/L;
UL E TF w5« W 4 /47 5K R >140/90 mmHg ;. @) =
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OB FL I A 2
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A Al HOMA-IR, HOMA-IR=FPG x 2% i i &%
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205 BMI/(kg/m*) HOMA-IR
WML 1.78 +0.43 0.40 £ 0.06
XTHRZH 0.24 +0.06 0.02+0.01
t{E 25.081 44.174
P 0.000 0.000
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popiiEe 0.06 +0.02 0.04 +0.01
tfH 15.383 19.935
Py 0.000 0.000
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density lipoprotein cholesterol, HDL-C) . Ik % & Ji5 5
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205 HDL-C LDL~C TC TG
WMEA 028+0.05 036+0.12 035+0.08 0.38+0.06
XHRZL  0.02+£0.01 0.03+0.02 0.03+0.01 0.04+0.02
i 36.056 19.181 28.066 38.013
P 0.000 0.000 0.000 0.000
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28571 CRP/(mmol/L) TNF-a/(pg/L)
WL 3.12+0.89 0.39 £ 0.07
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Pia 0.000 0.000
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