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Correlation Analysis of Intestinal Microflora and Acne: A Retrospective Study
on 110 Patients
WANG Cui',ZHANG Liu-ying , HUANG Wei-xin?
[1.Department of Plastic Surgery,Shulan (Hangzhou) Hospital,Hangzhou 310000,Zhejiang,China;2.Zhejiang Tongchuang
Yuecheng Health Technology Co.,Ltd, Shaoxing 312000,Zhejiang,China]

Abstract: Objective In this study, we retrospective investigate changes in intestinal microflora in patients with acne, and their
role in this dermatological disorder. Methods 110 patients whose fecal flora were analyzed within a year were retrospective
studied. They were classified into acne group and non-acne group. LND tool was used to assess the acne. The numbers of
intestinal microflora between the two groups were statistical analyzed. Results The number of fecal lactobacillus, as well as

bifidobacterium were significantly deceased in patients with acne compared with the non-acne group, and B/E (Bifidobacterium/
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Enterobacter) was significantly deceased in patients with acne compared with the non-acne group, the differences were

statistically significant(P<<0.05). There was no statistically significant correlation between acne severity and B/E value.

Conclusion Intestinal flora in patients with acne was severely disturbed and gut microbiological colonization resistance was

impaired. Suggest that the alterations to the microbial flora, specially decreased probiotics, may involve in acne pathogenesis.

Keywords: acne; intestinal microflora; polymerase chain reaction(PCR); retrospective
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