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The impact to blood lipid in patients with HIV/AIDS using two different HAART regimens”
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Abstract: Objective To understand the impact to blood lipid in patients with HIV/AIDS using different HAART regimens.
Methods According to HAART regimens, 102 HIV/AIDS patients were divided into two groups:D4T group(D4T+3TC+NVP)
and AZT group(AZT—+3TC+ NVP). Blood lipids(TG,TC,LDL-C and HDL-C)at baseline, 24 weeks and 48 weeks after HAART
were detected. Results Compared with paired ¢ test, TG, TC and LDL-C at 24 weeks follow-up of the patients in D4T group were
significantly higher than at baseline(P<C0. 05) ,and TC at 48 weeks follow-up were still higher than at baseline(P<C0. 05). TG and
TC at 24 weeks follow-up of patients in AZT group were significantly higher than at baseline(P<C0. 05). There were no significant
difference at blood lipid between the two groups(P>>0. 05). Conclusion There are dyslipidemia of the patients with HIV/AIDS u-
sing D4T-based and AZT-based regimens,and the dyslipidemia are increase of TC and TG, these increase is border higher. TG and
TC at 24 weeks follow-up of the HIV/AIDS patients using D4T-based regimen are increased early,and TC are still at higher level.
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i) n TG TC LDL-C HDL-C
Bk DITH 62 1.3240.67 3.65-00.84 2.4740.58 1.20-0.42
AZTH4l 40 1.42+0.58 3.6840.77 2.57£0.65 1.1840.28
248 DITH 59 2.014£1.03 4.5541.04° 2.89-£0.79° 1.6570.92
AZT 41 36 1.97+0.89% 4.25+1.05 2.5540.84 1.71+1.27
A8 8 DAT# 56 1.4540.89 4.22+1.22 2.784+0.81 1.42-0.36
AZTH4 34 L760.55 3.5440.72 2.2440.46 1.3040.52

* P<C0. 05, 5[ 4 B Lk L%
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ek DIT4H 62 1.3240.67  3.6540.84  2.4740.58  1.20%0.42

AZT 4 40 1.42£0.58 3.68+£0.77 2.5740.65 1.1840.28

248 DAT4] 59 1.364£0.18 4.55+£0.17 2.90+0.13  1.64=40.90

AZTH# 36 1.17£0.22 4.2640.26 2.554-0.84 1.7041.27

48 i DATAL 56 1.8940.22 3.9640.23 2.48£0.20 1.4740.12

AZT# 34 1.68%£0.33 4.5520.71 2.7340.34 1.25420.15
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I [1]
>2.25 1.70~2.25 >6.20 5.18~6.20 >4.12 3.37~4.12 <1.04
2k DAT 4 5(8.06) 4(6.45) 1(1.61) 4(6.45) 0€0.00) 0€0.00) 8(12.90)
AZT 41 3(7.50) 1(2.50) 0¢0. 00) 0¢0. 00) 0¢0. 00) 0¢0. 00) 10(25.00)
24 J4 D4T 2 3(4.84) 15(24.19) 3(4.84) 7(11.29 1(1.61) 3(4.84) 16(25. 81)
AZT 21 0(0.00) 11(27.50) 0(0.00) 3(7.50) 1(2.50) 3(7.50) 10(25.00)
48 J# DAT 4 5(8.06) 13(20.97) 4(6.45) 5(8.06) 2(3.22) 0(0.00) 9(14.52)
AZT 4 3(7.50) 8(20.00) 0€0.00) 2(5.00) 1(2.50) 0€0.00) 6(15.00)
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