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Exploring the impact of HPV52 infection on female vaginal microecology based on 16SrDNA high-
throughput sequencing

ZHU Jianghong' ,HUANG Lei*, WEI Meiyan® (1. Department of Gynecology,The Third People’s Hospital
of Jiujiang Jiangxi 332000, China ;2. Department of Gynecology . The First Hospital of Changsha ;3. Pathological
Laboratory s The First Hospital of Changsha) *™*

Objective Exploring the impact of HPV52 infection on female vaginal microbiota based on high-through-
put 16SrDNA sequencing. Methods From April 2022 to December 2022,142 female patients admitted to the gynecolo-
gy department of Changsha First Hospital and the gynecology department of Jiujiang Third People’s Hospital were select-
ed for Vaginal flora detection and HPV52 detection,and the relationship between the characteristics of Vaginal flora and
HPV52 infection was analyzed. Results A total of 28 vaginal bacteria and 453 vaginal bacteria were detected,of which
the main bacteria was Bacillota,and the others were Actinomycetota,Bacteroidota,etc. The main bacteria are Lactobacil-
lus, followed by Gardner and Peptoniphilus. After sequencing,a total of 8 689 OTUs were obtained, including 1 768 u-
nique to the HPV52 infection group,2 114 unique to the HPV negative group,and 4 807 unique to the two groups. The
ACE index,Shannon index,and Chaol index of the HPV52 positive group were slightly higher than those of the HPV52
negative group,while the Simpson index was slightly lower than those of the HPV52 negative group. There is a certain
difference in the distribution of flora between HPV52 positive patients and HPV52 negative patients at the gate level and
genus level. The network diagram directly reflects the distribution of Vaginal flora between HPV52 positive patients and
HPV52 negative patients.  Conclusion The main infectious bacteria of HPV52 positive and HPV52 negative patients are
Bacillota,and Lactobacillus is the dominant bacteria. The diversity of Vaginal flora of HPV52 positive patients is higher
than that of HPV52 negative patients. HPV52 infection may be related to the increase of Peptoniphilus,ciliates and other
levels. Therefore,related diseases caused by HPV52 infection can be prevented and treated from the perspective of main-
taining the balance of Vaginal flora.
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Note: The ordinate is the Diversity index.and the abscissa is a ran-
dom sampling sequence. Each sample has a curve. The highest point of
the curve is the Diversity index of the sample.

Fig.1 Sample dilution curve
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Note: The vertical axis represents the number of OTUs after sam-
pling.and the horizontal axis represents the number of samples.
Fig. 2 Species accumulation curve
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Fig. 3 Distribution of vaginal flora
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Note: HPV52_ N is the HPV52 negative group, HPV52_ SP is the
HPV52 positive group
Fig. 4 Number of HPV52 negative and positive OTUs
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Table 1 Alpha diversity analysis of Vaginal flora [M (P25,P75)]
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(1182.72,12799.10)  (0.77,2.50)  (636.17,2406,96)  (0.27,0.74)
2348. 25 1.42 1243.65 0. 64
4
A s (1229.92,3318.86)  (0.64,2.20)  (518.89,2017.10) (0. 35,0.88)
71 2052 2253 2061 2109
Pl 0,092 0,394 0,100 0.147
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Table 2 Analysis of distribution of Vaginal flora at phylum
and genus levels (%)

s HPV52 FPE4L  HPV52 fik4]
Phylum or genus Positive Negative
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TR TR ] 12.5 18.0
1RG5 A W] 4.7 4.2
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FUAT R 64.8 60. 7
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Note: HPV52_N represents the HPV52 negative group, represen-
ted in yellow; HPV52 _SP is the HPV52 positive group. indicated in
blue; Abundance is represented by area, and the larger the area, the
greater its abundance.

Fig. 5 Network relationship diagram based on gate level
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greater its abundance.

Fig. 6 Network relationship diagram based on genus level
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