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Abstract Objective: To investigate the effects of exogenous hydrogen sulfide (H,S) administration on the

myocardial interstitial fibrosis, the activation of JAK2/STAT3 pathway and the release of inflammatory cytokines
in experimental diabetic cardiomyopathy (DCM) in rats. Method: DCM models were established using streptozocin
intraperitoneal injection combing with diabetic diets in young male adult Sprague-Dawley rats. NaHS was used as
the donor of exogenous H:S. 20 male type 2 diabetic rats with blood glucose higher than 16. 7 mmol/L were ran-
domly designed into DCM+ Saline and DCM + NaHS group (n=10). Another 20 male rats were randomly de-
signed into Control+ Saline and Control+ NaHS group (n=10). 8 weeks after the establishment of type 2 diabe-
tes, rats in Control+NaHS and DCM+ NaHS groups were injected with NaHS 100 pmol « kg ' « d ' intraperito-
neally. Rats in Control+ Saline and DCM - Saline groups were recieved equal saline instead. All rats were sacri-
ficed 12 weeks after the establishment of type 2 diabetes. The left heart ventricular tissues of rats were harvested.
Western blotting was used to measure the expression of p-JAK2 and p-STAT3. Enzyme-1linked immunosorbent
assay (ELISA) was used to quantify the release of I1.-18, 1L.-6 and TNF-a. Collagen volume fraction (CVF) in
masson staining was calculated to explore the extent of myocardial interstitial fibrosis. Results: Compared with the
Control+ Saline group, the CVF, expressions of type I and type III collagen in DCM+ Saline group were dramatic-
ally increased, indicating that the myocardial interstitial fibrosis was significantly higher in DCM rats. Meanwhile,

CR AR v N B FEH AT N A RBOT-F M E F RIS A 34 (No:0903-100020802)

"o dy AR (w9 )1 5E 0, 646000)

I HEMKFWEER.S A
BATAEH B E-1mail: lzyxyxnk02(@163. com



W S5 L A O IR BB PR O LSS - JOLIRD 5 2F 48 4k K TAK2/STATS 5 # Y 52 1

YANG Ping, et al. The influence of hydrogen sulfide on myocardial interstitial fibrosis

+ 1259 -

the release of inflammatory cytokines including 11.-18, 11.-6 and TNF-«a, the expressions of p-JAK2 and p-STAT3

were also significantly upregulated in DCM rats. Fortunately, after the administration of NaHS, the CVF in DCM

+NaHS group rats was dramatically decreased while the expressions of type I and type III collagen were also sig-

nificantly downregulated. Moreover, the release of inflammatory cytokines including 1L.-13, IL.-6 and TNF-a and

the expressions of p-JAK2 and p-STAT3 were also significantly downregulated. Compared with the Control+ Sa-

line group. no statistic difference of the above mentioned parameters was observed in the Control-+ NaHS group.

Conclusion: Exogenous H; S administration have no significant influence on the normal myocardial internal fibrosis

but can significantly suppress the abnormal deposition of collagens. These results suggest that the protective

effects of H, S may be related to the modulation on JAK2/STAT3 signal pathway that worth further studying.

Key words diabetic cardiomyopathy; myocardial interstitial fibrosis; hydrogen sulfide; JAK2/STAT3; in-

flammation
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Figure 1 Masson stain of myocardial collagen
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