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Effects of Huangqi Injection Combined with Puerarin Injection on KKAy Mice
with Diabetic Cardiomyopathy on Endoplasmic Reticulum Stress
Zhang Shujing, Wang Qian, Li Shuyu, Zhao Fujian, Wang Yanfei, Gao Yushan, Li Yixuan, Zhang Da
(School of Chinese Medicine, Beijing University of Chinese Medicine, Beijing 100029, China)
Abstract Objective: To investigate the cardioprotective mechanism of Huangqi injection combined with puerarin injection on
KKAy mice with diabetic cardiomyopathy, providing experimental evidence for the treatment of diabetic cardiomyopathy using tradi-
tional Chinese medicine. Methods KKAy mice were randomly divided into model group and treatment group ( Huanggi injection
combined with puerarin injection) according to blood glucose. The male C57BL/6] mice with same age were used as normal con-
trol group. The mice were sacrificed at 20, 24 and 28 weeks old, respectively. qRT-PCR was used for detecting the mRNA expres-
sion of IRE1a, XBP1U and XBP1S and Western blotting was used for assaying the expression of IRE1a and XBP1. Results:The
mRNA and protein expression of IREla in the model group increased at 20, 24 and 28 weeks, while the increase of mRNA and
protein expression of IREla reduced in the treatment group at 20, 24 and 28 weeks. The difference was statistically significant (P
<0.05). The mRNA and protein expression of XBP1S at 20, 24 and 28 weeks and the mRNA expression of XBP1U at 28 weeks
was increased in the model group; For the treatment group, the mRNA expression of XBP1S at 20 and 40 weeks and protein ex-
pression of XBP1 was down-regulated, whereas the expression of XBP1S and XBP1U mRNA increased. The difference was statisti-
cally significant (P < 0.05). Conclusion; Huangqi injection combined with puerarin injection could inhibit the expression of
IREla and XBP1, two stress signaling molecules of endoplasmic reticulum in the heart tissue of KKAy mice, and reduce the endo-
plasmic reticulum stress and exert cardioprotective effect on KKAy mice with type 2 diabetes.
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