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Abstract:Objective To investigate the predictive value of T lymphocyte subsets combined with 12(R)-li-
poxygenase (ALOX12B) in the nature progression of high-risk human papillomavirus (HPV) infection. Meth-
ods A total of 179 patients with high-risk HPV infection admitted to the hospital from January 2020 to Feb-
ruary 2021 were selected as research subjects. Based on the natural progression of their condition during a 2-
year follow-up period,they were divided into the clearance group and the persistent positive group. Clinical da-
ta, proportions of CD3" and CD4" T lymphocytes,the CD4" /CD8" T lymphocyte ratio (CD4" /CD8" ) and
ALOXI12B mRNA levels were compared between the two groups. Logistic regression analysis was used to i-
dentify factors influencing the natural progression of high-risk HPV infection. Receiver operating characteris-
tic (ROC) curve was applied to evaluate the predictive value of T lymphocyte subsets and ALOX12B mRNA
for the natural progression of high-risk HPV infection. Results During the 2-year follow-up,1 case was lost
to follow-up among the 179 patients with high-risk HPV infection. Among the patients who were followed up,

124 cases (69.66%) showed natural clearance,while 54 cases (30. 34%) remained persistently positive (per-
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sistent positive group). Among the persistently positive patients,5 cases (9. 26%) experienced disease pro-
gression. The proportion of patients with biopsy results of cervical intraepithelial neoplasia (CIN) grade [ ,
and those with cytology == atypical squamous cells of undetermined significance,as well as the high-risk HPV
viral load in the persistent positive group were higher than those in the clearance group (P<C0. 05). The pro-
portions of CD3" and CD4" T lymphocytes,as well as the CD4" /CD8" in the persistent positive group were
lower than those in the clearance group(P <C0. 05),while the ALOX12B mRNA level was higher than that in
the persistent positive group (P<C0. 05). Logistic regression analysis showed that, after adjusting for biopsy
results, the proportions of CD3" and CD4" T lymphocytes,the CD4" /CD8" and ALOX12B mRNA remained
factors influencing the natural progression of high-risk HPV infection (P <C0. 05). ROC curve analysis re-
vealed that the combined prediction of CD3" T lymphocyte proportion,CD4" /CD8" and ALOX12B mRNA
for the natural progression of high-risk HPV infection had an area under the curve of 0. 928 (95%CI ;0. 879—
0.961). Conclusion The proportions of CD3" and CD4" T lymphocytes,the CD4" /CD8" and ALOX12B mR-
NA are factors influencing the natural progression of high-risk HPV infection. The combination of T lympho-

cyte subsets and ALOX12B mRNA can serve as a predictive approach for the natural progression of the dis-

ease, providing valuable information for clinical decision-making.
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Correlation between BDNF gene rs6265 polymorphism and cognitive
dysfunction in adolescents with subthreshold depression”
DING Hu .ZHOU Jun,LIU Xianglai,LI Jia®
Psychological Counseling and Treatment Center , Hainan Anning Hospital ,
Haikou , Hainan 570100,China
Abstract: Objective  To investigate the correlation between brain-derived neurotrophic factor (BDNF) gene
rs6265 polymorphism and cognitive dysfunction in adolescents with subthreshold depression. Methods A total of
216 adolescent patients with subthreshold depression admitted to this hospital from March 2020 to June 2023
were selected as study subjects. According to the Montreal Cognitive Assessment Scale (MoCA) scores, pa-
tients were divided into the cognitive impairment group (141 cases,the total MoCA score << 26) and the nor-
mal group (75 cases,the total MoCA score == 26). DNA was extracted from the venous blood of all patients.
The TagMan probe single nucleotide polymorphism (SNP) genotyping technology was used to detect the BD-
NF gene rs6265 polymorphism. Serum BDNF level was detected by enzyme-linked immunosorbent assay. The
MoCA scores between the two groups were compared along with the allele and genotype distribution of rs6265
and serum BDNF level. The correlation between serum BDNF level and the total MoCA score in the cognitive
impairment group was analyzed. Results The total MoCA score and scores in each dimension of the patients
in the cognitive impairment group were lower than those of the normal group (P <C0. 05). The proportion of
patients with the CC genotype at the BDNF rs6265 locus was significantly lower, the proportion of genotype
TT was significantly higher,and the proportion of allele C was significantly lower in the cognitive impairment

group compared with the normal group,and the differences were all statistically significant (P <C0. 05). The
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