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Effect of ketotifen on oxidative stress of pancreatic beta cells of
type 2 diabetic rats

CHEN Zi-miao®, NI Lian-song®, WANG Mei-rong®, PAN Liang-liang®, HU Wan-li®

1. Department of Endocrinology, the First Affiliated Hospital of Wenzhou Medical
College, Wenzhou 325000, Ching;
2. Electron Microscopy Center of Wenzhou Medical College, Wenzhou 325000, China

Abstract

OBJECTIVE To investigate the effect and mechanism of ketotifen on oxidative stress of pancresatic
beta cells in streptozotocin-induced type 2 diabetic rats. METHODS Male SD rats were fed with high-
carbon hydrate-fat diet 6 weeks and ip given STZ to induce atype 2 diabetes model. Rats of ketotifen

group were given ketotifen 0.09 mg * kg‘1 for 8 weeks. The fasting blood glucose (FBG), free fatty acid
(FFA), triglyceride(TG) and low density lipoprotein cholesterin (LDL-C), interleukin-6(1L-6) and
tumor necrosis factor-alpha (TNF-a) were analyzed,the content of malondialdehyde(MDA) and the
activity of superoxide dismutase (SOD) in pancrestic tissue were measured,the activities of cytochrome
C oxidase (CCO) and succinate dehydrogenase (SDH) in pancreatic cells mitochondria were
tested,Histomorphology were observed by transmission electron microscope. RESUL TS Compared
with normal control group,FBG levelsin diabetic rats significantly increased (P< 0.01), FFA, TG and
LDL-C levelsin diabetic rats increased(P<0.05), IL-6 and TNF-a levelsin diabetic rats increased
(P<0.05), the content of MDA increased while the activites of SOD, CCO and SDH decreased(P<0.05).

Compared with model group, ketotifen 0.09 mg - kg'1 suppressed serum glucose in diabetic ratsto (15.9



+1.9)mmol - L'l, and reduced FFA, TG and LDL-C levelsto 0.71£0.15, 2.364-0.40 and (.56 0.30)
mmol - L1, Ketotifen 0.09 mg * kg‘1 could significantly decrease IL-6 and TNF-a levelsto (33.84 %
3.82)ng * L'  and (1.12+0.27)ug * L1, reduced MDA content to (0.87+0.20)umol + g2, and increased
the activites of SOD, CCO and SDH to (31.3442.59)kU - g1, (15.87+1.64)mmol - ' and (4.92+
0.50)kU = gL, Transmission electron microscope observation showed that beta cells morpholoaical



