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[ABSTRACT] AIM: To investigate the effect of Huangqi injection combined with puerarin injection on the myo-
cardium of the mice with type 2 diabetes. METHODS: Diabetic KKAy mice were randomly divided into model group and
treatment group ( Huanggqi injection combined with puerarin injection). The male KKAy mice of the same age were used as
control group. All mice were sacrificed at 21, 24 and 28 weeks. Morphological changes of the myocardium were observed
by HE staining. Apoptosis of the cardiomyocytes was measured by TUNEL staining. The mRNA levels of glucose-regulated
protein 78 (GRP78) , C/EBP hoinologous protein ( CHOP) and p53 up-regulated modulator of apoptosis (PUMA) were de-
tected by real-time PCR, and the protein levels of GRP78, CHOP, PUMA, caspase-3, cleaved caspase-3, caspase-9,
cleaved caspase-9, poly ( ADP-ribose) polymerase ( PARP) and cleaved PARP were determined by Western blot. RE-
SULTS : Cardiomyocyte hypertrophy, partly dissolved sarcoplasm and necrosis were observed in model group, and these le-
sion were alleviated in treatment group. Obvious increased apoptosis in model group and significantly decreased apoptosis of
cardiomyocytes in treatment group was observed (P <0.05). At 21, 24 and 28 weeks, the mRNA and protein levels of
GRP78, CHOP and PUMA and the protein levels of cleaved caspase-3, cleaved caspase-9 and cleaved PARP in model
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group were increased significantly as compared with control group (P <0.01), and these in treated group were decreased

compared with model group. CONCLUSION: Huangqi injection combined with puerarin injection has cardioprotective

effects on type 2 diabetes mice and its mechanism of the action was implemented via inhibiting the activation of endoplasmic

reticulum stress and caspase pathway, thus resulting in suppressed apoptosis.
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Morphological changes of myocardial tissue were observed using HE staining.
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Figure 2. Myocardial apoptosis in type 2 diabetic mice was observed by TUNEL staining.
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Figure 3. The expression of GRP18, CHOP and PUMA mRNA in each groups were detected by real-time PCR. Mean = SD. n =6.
** P <0.01 vs control group;*P <0.05, *P <0.01 vs model group.
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Figure 4. Expression of GRP78, CHOP and PUMA proteins in each group were measured by Western blot. Mean +SD. n=3. "*P<
0. 01 s control group; P <0.01 vs model group.
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Figure 5. Effects of combination therapy on apoptosis-related protein expression in myocardium of type 2 diabetic mice. Mean + SD.
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