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[Abstract] Objective To investigate the metabolic level of antiretroviral-naive HIV—-infected patients, and preliminarily explore
the relationship with the progression of HIV disease. Methods Clinical data and metabolism—related indicators of 163 antiretroviral—
naive HIV—infected patients were collected from July 2018 to December 2018, to analyze their metabolic level and the relationship with
HIV disease progression. Results All 163 antiretroviral-naive HIV—-infected patients were male, with a median age of 28 (25, 32)
years old. In these patients, the incidence of hypertension was 14.11%, often manifested by increased diastolic blood pressure (12.27%).
The incidence of hyperlipidemia was 58.28%, and dyslipidemia was mainly manifested as low HDL-C (56.44%). The incidence of
hyperglycemia was 12.27%. The incidence of hyperuricemia was 47.24%. The incidence of overweight (24 kg/m” < BMI << 28 kg/m’) was
21.47%, and that of obese (BMI = 28 kg/m’) was 7.36%. The incidence of hyperlipidemia combined with hypertension was 11.04%.
The incidence of hypertension combined with hyperuricemia was 9.20%. The incidence of hyperlipidemia combined with hyperglycemia
was 7.98%. The incidence of hypertension combined with hyperglycemia was 4.91%. The incidence of fatty liver suggested by color
abdominal ultrasound was 25.15%. The incidence of abnormal cervical vascular ultrasound was 35.58%. The patients with a
GFR ranging 60-89 ml (min-1.73 m’) accounted for 2.45%. Compared with normal HDL patients, low HDL patients had a lower
CD4" T cell count and a higher VL level (P << 0.05). Serum HDL was positively correlated with CD4" T cell count (r=0.248, P=0.017),
and negatively correlated with VL (r=-0.286, P=0.000). Conclusions HIV can cause a variety of metabolic disorders in the infected
patients, predominantly the disorders of lipid and uric acid metabolism. Early initiation of antiretroviral therapy is beneficial to increase
plasma HDL concentration and delay the progression of HIV disease. The incidence of abnormal cervical arteries is high, and appropriate
antiretroviral therapy is of great importance to avoid the occurrence of cardiovascular disease.
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Table 1 Abnormal condition of single metabolic index in
163 antiretroviral-naive HIV-infected patients
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Figure 1 Correlation analysis of HDL with CD4" T cell count and VL
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