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Abstract Objective To investigate whether growth hormone releasing peptide =2 (GHRP —2) could attenuate cardiac fibrosis in
spontaneously hypertensive rats (SHR). Methods SHR shows severe cardiac fibrosis and were used as a model of cardiac fibrosis in this
study. SHR were treated with GHRP —2 (100wg/kg, sc, qd) for 4 weeks starting from the 12th week of birth. Picro - sirius red staining
was used to visualize type [ and type Il collagens, Van Gienson staining was applied to visualize total collagens, and hydroxyproline as-
say was used to quantitatively evaluate the synthetic level of myocardial collagen. Results Compared with control Wistar rats, GHRP -2

treatment significantly decreased the levels of type I and type Il collagens and the total collagens, and also reduced the level of

hydroxyproline. Conclusion

GHRP -2 attenuates cardiac fibrosis via suppressing cardiac synthesis of collagens.
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