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Effects of reduced glutathione combined with probiotics on glucose and lipid metabolism,
inflammatory factors and oxidative stress in type 2 diabetes patients”
SONG Qi s Xiamuxikamaer Abuduhupuer” ,YANG Libin

Department of Endocrinology »Friendship Hospital in Urumqi \Urumqi , Xinjiang 830000,China

Abstract:Objective To investigate the effects of reduced glutathione combined with probiotics on glucose
and lipid metabolism.inflammation and oxidative stress in patients with type 2 diabetes mellitus. Methods A
total of 96 patients with type 2 diabetes mellitus who were treated in the hospital from January 2021 to Sep-
tember 2022 were enrolled in the study. According to the random number table method,they were divided into
the control group and the study group,each with 48 cases. The control group was given metformin—+nateglin-
ide hypoglycemic treatment, and the study group was given reduced glutathione+ probiotics adjuvant treat-
ment on the basis of metformin+nateglinide hypoglycemic treatment. The levels of glucose and lipid metabo-
lism related indicators,inflammatory indicators and oxidative stress indicators before and after treatment were
compared between the two groups. Results The comparison of glucose and lipid metabolism related indicators
showed that the total cholesterol (TC) ,triglyceride (TG) ,low-density lipoprotein cholesterol (LDIL-C),fast-
ing blood glucose (FBG) ,insulin resistance index (HOMA-IR) and glycosylated hemoglobin (HbA1lc) of the
study group after treatment were lower than those before treatment(P<C0. 05) ,and were lower than those in
the control group(P <C0. 05). The comparison of serum inflammatory indicators showed that tumor necrosis
factor-a (TNF-a) ,interleukin-18 (IL.-18), I1.-6, I1.-8 and C-reactive protein (CRP) in the study group after

treatment were lower than those before treatment (P<Z0. 05) ,and were significantly lower than those in the
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control group (P<C0. 05). The level of 11.-10 in the study group after treatment was significantly higher than
that before treatment (P<C0. 05) ,and was significantly higher than that in the control group (P<C0. 05). The
comparison of oxidative stress indicators showed that malondialdehyde (MDA) in the study group after treat-
ment was significantly lower than that before treatment (P <C0. 05),and was significantly lower than that in
the control group (P<C0. 05). After treatment, the superoxide dismutase (SOD) and total antioxidant capacity
(TAOC) in the study group were significantly higher than those before treatment (P <C0. 05),and were sig-
nificantly higher than those in the control group (P<C0. 05). There was no statistically significant difference in
the incidence of adverse reactions between the two groups during treatment (P >>0. 05). Conclusion Reduced

glutathione combined with probiotics can significantly improve glucose and lipid metabolism, inflammation

and oxidative stress in patients with type 2 diabetes.
Key words: type 2 diabetes;
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