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[ Abstract ]
DNA load in HIV-1 infected individuals under antiretroviral therapy (ART) in Dehong Dai and Jingpo

Objective To analyze the dynamic changes and influencing factors of HIV-1

autonomous prefecture, Yunnan province, and provide information support for the clinical use of
HIV-1 DNA quantitative detection. Methods
from Dehong Center for Disease Control and Prevention during 2009-2018 were selected as study

The HIV infection cases in recent infection cohort

subjects. The dynamic curve of HIV-1 DNA load varrying with time was generated and logistic
regression analysis was conducted to identify the risk factors for HIV-1 load in the recent follow up
after ART and statistical analysis was performed by using SPSS 17.0. Results Among the 113 HIV
infection cases detected from the recent infection cohort, the recent HIV infection rate were 49.6%
(56/113) males, sexual transmission cases and drug injection transmission cases accounted for
53.1% (60/113), 80.5% (91/113) and 19.5% (22/113), respectively. The dynamic changes curve
showed that HIV-1 DNA load was relatively high (>800 copies /10° PBMCs) before ART, and droped
rapidly (<400 copies /10° PBMCs) after ART for 1 year. However, HIV-1 DNA load decreased
insignificantly from the second year of ART, and remained to be 269 copies/10° PBMCs after ART for
6 years. Univariable logistic regression analysis indicated that OR (95%CI) of CD8, CD4/CD8 and
HIV-1 DNA load were 1.00 (1.00-1.00), 0.30 (0.09-1.05) and 1.01 (1.00-1.01), respectively.
Multivariable logistic regression analysis showed that OR value of HIV-1 DNA load base was 1.00
(1.00-1.01). Conclusions HIV-1 DNA load decreased significantly in the first year of ART, then
remained stable for years. HIV-1 DNA load base was the key factor associated with the decrease of
HIV-1 DNA load, the lower the HIV-1 DNA load base, the lower HIV-1 DNA load. Therefore, earlier
ART can contribute to the decrease of HIV-1 DNA load.
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HIV-infected patients, identify the influencing factors and provide evidence for the development of
hepatitis B prevention and control strategies and measures for special population. Methods On the
basis of the randomized controlled trial of 20 pg hepatitis B vaccine immunization at 0-1-6 month,
0-1-2-6 month and 60 pg hepatitis B vaccine immunization at 0-1-2-6 month, the HIV-infected
patients who completed one-month follow-up after the full course vaccination were selected as
study subjects. Quantification of antibody to hepatitis B surface antigen (anti-HBs) in serum samples
was performed by using chemiluminescent microparticle immunoassay (CMIA) and demographic
characteristics, disease history, HIV infection and treatment status of the study subjects were
collected. Statistical analysis was conducted by x* test, t test, unconditional logistic regression and
interaction analyses. Results The non/hypo-response rates to hepatitis B vaccination were 34.65%
(35/101), 24.49% (24/98) and 10.99% (10/91) in 20 pg group at 0-1-6 month or 0-1-2-6 month
and 60 pg group at 0-1-2-6 month (P<0.001), respectively. Logistic regression analysis showed that
after controlling for confounding factors, the risk for non/hypo-response was 0.22 times higher in
HIV-infected patients receiving 60 pg hepatitis B vaccine at 0-1-2-6 month than in patients receiving
20 pg hepatitis B vaccine at 0-1-6 month (95%CI: 0.10-0.50), the risk for non/hypo-response was
higher in men than in women (OR=3.65, 95%CI: 1.88-7.07), and the risk for non/hypo-response was
2.64 times higher in those without hepatitis B vaccination history than in those with hepatitis B
vaccination history (95%CI: 1.10-6.32). Moreover, there were multiplicative interactions between
immunization schedule and gender (OR=2.49, 95%CI: 1.24-5.00). Conclusion The non/
hypo-response rate to hepatitis B vaccination was significantly lower in HIV-infected patients
receiving 60 pg hepatitis B vaccine at 0-1-2-6 month than in those receiving 20 pug hepatitis B
vaccine at 0-1-6 month and 0-1-2-6 month. Gender, vaccination schedule and history of hepatitis B
vaccination were the influencing factors of the non/hypo-response to hepatitis B vaccination. There
was a multiplicative interaction between vaccination schedule and gender, and men receiving 20 pg
hepatitis B vaccines had a higher risk for non/hypo-response to hepatitis B vaccination.

[ Key words ] HIV;  Hepatitis B vaccine; Non/hypo-response; Influencing factors;
Interaction
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