i E TGRS A ek 2014 4E 2 45 34 545 2 1B CJITWM, February 2014, Vol. 34, No. 2 - 157 -

e R A S P S BT AN HIVIAIDS
Th17 F1 Treg 41 Jitd 3% 38 7K - HY 52 i)
X 2§ HEm #EP 20w KTHF SHE

HE BR Wit R 7KA B 4 %57 % (HAART) 2+ HIV/AIDS % % 5M A 2 Th17 4= Treg 4n
Mok kKT o, Fik 44 55 41 HIVIAIDS & & AL HAART 4 77 40 28 ) fe Bt 408 97 48 27 4], 5F
W21 4] HIV PR B H A1 st 20, HAART %77 484 T HAART 677 , R& B T A% TR A HHKA
HAART 77 , L2 24 B, B oHARIES 57 AT 918 e CD4 ™ T m it #OKk-F, % HIVIAIDS &% 54 3 &, %
—J&:1~100 AMul; % =& :101 ~200 AMul; % =& 201 ~350 AN/ul, & A 7% X 2 e K (FCM) 4l HIV/
AIDS & %577 8T & 697 4.12.24 B et & A2 B AT A5 B fe Th17 \Treg 2m i g £ A K-F % CD4™ T
mind R, R HEREARALE  HIV/IAIDS &5 fof Th17 etk 2 &k K-F & CD4 " T @ fie ik
BEBAK, Treg MR & AKX KF NI 3, 2 F A4 FE L (P <0.01) ;5 B4% 77 37 s, HAART & 77
GRS BT AL 412 7024 Bt CD4A ' T wle it %3475, 2F A%+ 5+ &L (P<0.05,P<0.01),
RF CD4"T mpaK-F, mAEFAMELF AL FEL(P>0.05), &otl.& £ HAART %7745 3%
A8 748 Th17 i Treg 2a ik ik K -F R4t F &L (3HP >0.05) . 5 HAART %57 40038, 38 97 24 J
J& AT L Th17 Treg Wl R & &, 27 A4 $E X (U =2.135,P=0.038) ., &it K2 Ak
B & Th17/Treg 286 %% T 45, 3X 7T 42 K R 442 3 HIVIAIDS & L0220 a9 ALl 2 —

KB KD RAE RS RS AR RS mar M T @17 ;A% T e ;CD4 "
T @ e

Effect of Qiling Decoction Combined HAART on Expression Levels of Treg Cells and Th17 in HIV/AIDS
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ABSTRACT Objective To explore the effect of Qiling Decoction (QD) combined highly active an-
tiretroviral treatment (HAART) on expression levels of peripheral blood Th17 and Treg cells in HIV/AIDS
patients. Methods Totally 55 HIV/AIDS patients were randomly assigned to the treatment group (28 ca-
ses) and the combination group (27 cases). Besides, 21 HIV negative patients were recruited as the
healthy control group. Those in the treatment group received HARRT alone, while those in the combina-
tion group received HAART combined QD. The observation lasted for 24 weeks. Meanwhile, according to
peripheral blood CD4 " T cell counts before treatment, HIV/AIDS patients were assigned to three sub-
groups. For patients in subgroup 1, 1 cells/uL <CD4 " T cell counts <100 cells/uL; For patients in sub-
group 2, 101 cells/pL <CD4 " T cell counts <200 cells/pL; For patients in subgroup 3, 201 cells/uL <CD4 *
T cell counts < 350 cells/uL. Expression of peripheral blood Th17 and Treg cells, and number of CD4" T
cell counts were detected using flow cytometry (FCM)in HIV/AIDS patients at the pre-treatment baseline,
week 4, 12, and 24, as well as those in the healthy control group. Results Compared with the healthy
control group, CD4 " T cell counts and the baseline expression level of Th17 cells in the peripheral blood
of HIV/AIDS patients significantly decreased, the expression level of Treg cells significantly increased
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(P <0.01).Compared with before treatment in the same group, CD4 " T cell counts all increased at week

4,12, and 24 in the two treatment groups, showing statistical difference (P <0.05, P <0.01). There was no
statistical difference in the effective rate at various CD4 " T cell levels between the two groups (P >0.05).
There was no statistical difference in expression levels of Th17 and Treg cells between the combination

group and the treatment group at any time point (all P >0. 05). The Th17/Treg ration significantly increased

in the combination group after 24 weeks of treatment, showing statistical difference when compared with

the treatment group (U =2.135, P =0.038). Conclusion

QD could improve the immune balance of Th17/

Treg cells, which might be one of its mechanisms for improving HIV/AIDS patients’ immunity.
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