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Effects of Pomegranate Peel Polyphenol Cream on AMPK/ACC-1 Signaling
Pathway in of Golden Hamsters” Flank Organs

WEI Lu, ZHU Mingfang*, WU Shuhui, LIU Juan, ZHANG Xi
(The Second Affiliated Hospital of Hunan University of Chinese Medicine, Changsha, Hunan 410005, China)

(Abstract] Objective To observe the effect of pomegranate peel polyphenol cream on AMP-activated protein kinase (AMPK)
and acetyl-COA carboxylase—1 (ACC-1) signaling pathway in golden hamsters” flank organs, and to explore the action mechanism of
pomegranate peel polyphenol cream in the treatment of acne. Methods A total of 24 female golden hamsters were randomly divided
into 4 groups: a blank group, a matrix group, a pomegranate peel polyphenol cream group and a positive control group, with
6 golden hamsters in each group. Distilled water, matrix, pomegranate polyphenol cream and 0.025% Vitamin A cream were applied
to bilateral flank organs, twice a day for 4 weeks. After continuous treatment for 4 weeks, the change of golden hamsters” flank
organs in each group was observed. The histopathologic changes were observed after collecting materials. The expression level of
AMPK and ACC-1 in local tissue was tested by immunohistochemistry method. Results Compared with the blank group and
the matrix group, the size and quantity of sebaceous glands in each treatment group were reduced, and arranged loosely. The level

of AMPK in each treatment group were significantly higher than the blank group and the matrix group, and the difference was
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statistically significant (P<0.05). The level of ACC-1 in each treatment group was significantly lower than the blank group and
the matrix group, and the difference was statistically significant (P<0.05). Compared with the positive control group, the level of
ACC-1 in pomegranate peel polyphenol cream were significantly decreased, and the difference was statistically significant (P<0.05).

Conclusion The mechanism of pomegranate peel polyphenol cream in acne treatment may be related to the activation of AMPK/

ACC-1 signaling pathway expression, thus improving sebum homeostasis imbalance.
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