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Abstract: Objective To observe the effects of naringin on interstitial fibrosis, signal transducer and activator of transcription
(STAT3) phosphorylation in diabetic rats. Methods The male SD rats were administrated with streptozotocin (STZ) by ip to
establish diabetic rat model, and then randomly divide into model group, naringin low, middle and high dose (25, 50, and 100 mg/kg)
group. The normal rats injected with vehicle were designed as control group. Rats in each group were given the corresponding
medicine by ig, once a day for eight weeks, while the normal group and the model group were orally administered with saline. At the
end of the 8th week in treatment, fasting plasma glucose and heart mass index were measured. Masson staining was used to observe

the myocardial fibrosis. QRT-PCR was used to detect the mRNA levels of collagen I and fibronetion (FN). Immunohistochemical
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method was performed to detect the depositions of collagen I and FN. Western blotting method was used to detect STAT3 and

phosphorylation of STAT3. Results Compared with control group, fasting plasma glucose, heart mass index, the degree of

myocardial fibrosis, and the expressions of collagen I and FN in left ventricular myocardial tissue of model group were significantly

increased (P < 0.05 and 0.01). Compared with model group, fasting plasma glucose, heart mass index, the degree of myocardial

fibrosis, and the expressions of collagen I and FN in left ventricular myocardial tissue of naringin middle and high dose group were

significantly decreased. Conclusion Naringin retards the process of myocardial fibrosis in diabetic rats by downregulating the

expression of STAT3, reducing the synthesis and depositions of collagen I and FN.
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100 25.19+1.39 3.90+0.32*

Lt P<0.05 TP<0.01; SHIMAILLE: “P<0.05
"P<0.05 "P<0.01 vs control group; “P < 0.05 vs model group
3.2 KRUOANZESZE Masson St 25 R
w1 s, BRSO S LT 4EFE S



%yt Drug Evaluation Research 35 4174 2B 1#] 201841 A *51

MR/ (mgkg™

Bl 1 &KHAXFROIHELE Masson &

Fig.1 Masson staining in myocardium tissues of rats in each group
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Fig.3 Immunohistochemical results of Collagen I and FN in myocardium tissues of rats in each group
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