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[Abstract] Objective To understand the disease progression and human leukocyte antigen
(HLA) gene polymorphism of HIV-infected persons without disease progress for long term, also
known as long-term non-progressors (LTNPs), in Henan province. Methods A retrospective study
was conducted in 48 LTNPs with complete detection and follow-up information during 2011-2016 in
Henan. Changes of CD, " T cells counts (CD,) and viral load (VL) during follow-up period were
discussed. Polymerase chain reaction-sequence-specific oligonucleotide probe (PCR-SSOP) was used
for the analyses of HLA-A, HLA-B and HLA-DRBI alleles between LTNPs and healthy controls.
Results From 2011 to 2016, forty-eight LTNPs showed a decrease of the quartile (P.—P7) of CD,
from 601.00 (488.50-708.72) /ul to 494.00 (367.00-672.00)/pl, and the difference was significant (P<<
0.05). The increase of the quartile (P.s—Ps) of logi VL from 3.40 (2.87-3.97) to 3.48 (2.60-4.37), but
the difference was not significant (P>0.05). HLA polymorphism analysis revealed that HLA-B*13:02
and HLA-B*40:06 were more common in LTNPs (P<<0.05), while HLA-B*46:01 and HLA-DRB1*
09:01 were more common in healthy controls (P<<0.05). Conclusions The CD, of LTNPs in Henan
showed a downward trend year by year. HLA-B*13:02 and B*40:06 might be associated with delayed
disease progression for HIV infected persons in Henan.

[Key words] HIV; Long-term non-progressor; Human leukocyte antigen; Genetic polymorphism



- 90 - FRAETATI A2 20194 1 A 4540455 18] Chin J Epidemiol, January 2019, Vol.40,No.1

Fund programs: Henan Province Basic and Frontier Technology Research Project (162300410123);
Henan Medical Science and Technology Research Program (201602311); National Science and
Technology Major Project (2018ZX10715009-003-002, 20172X10201101-001-010)

DOI:10.3760/cma.j.issn.0254-6450.2019.01.018

VLA, T R 48— 93 A8 R A SR AL ol s A28 ke
HIV 1 K ] A iF B2 25 (long-term nonprogressors,
LTNP) AW AL O, TP Iz A A A
B 7 i 3L i AR 5 o R RRAE , A A
38 9 PO BT A T SR M B AR . A SR AE R I
FESEAE 1P A A 2 Y R R R T, BT R A A
N7 HIV B LTNP BA S R AT 1 6 4F 1 i 15 46 il
Wi, DA E— 2 % AR Hi X LTNP (1995 2 F J2
ik, [F) B R FH 2R 5 i =X B 7 — 2 9 e S PR B A
2 % &t $ K (polymerase chain reaction-sequence
specific oligonucleotide probe, PCR-SSOP) M it {4 2%
J7 ) 63z N K A R X BE A NS T Al i e R
(human leukocyte antigen, HLA) #E47 R , DAHR 1)
T RE LTNP S R 5 HLA 3 K 28R AH S

XNRETE

1. WF5E%F 5 - (DLTNP : & T BEAE #E A7 /) LTNP BA
3, 4 BRI YL B[] > 10 4F R AZZ PR REIRIT oI
ARV I PRAS I AIDS SLELEIR A a0 A bR
Tifive . LA 2011 — 2016 4R K6 K Bl {5 6 58
B A8 B AFFE X SE, A 2011 452 A JF IR EHAERE S
Rl 1Y, ELRBET 6 4F . QfgtRREXT I - L 49 51 22 fa
M ATHEEE (HIV HBV \HCV 4 J5 48 bR i 45 5 B v
AR TC BRI R f B R . A iR o X 4 A S 452
A I B R a0 B SO
P2 52 T T 5% 0 2 E AT HERR o I BF R A A
CDC R B ZE A oA ki

2. LTNP 3599 A S8 Al : OCD, T Ik EL 40
Jd 3%k (CD,) 9% 7 2k it (viral load, VL) : LTNP 7£
2011 —2016 4F , £ R ¥ 9% % 4 EDTA-K, PList 4 I
10 ml, 4355 2 ml % JH FACSCalibur i 2% 41 4% ( 38
[ BD A D 47 CDAGM . FRARAT 6 hN 3 000 g
50> 10 min 438 14 5 {4 ] NucliSens® EasyQ J&
) (ke [ AR Wiy HUR N W) 64T VL A
QHCV HUfA : X 2011 4 2R 4 19 1 KA A F HCV
iRz W & Ob B E T TR R IR A BRA DD
AT HE LK HCOV Hit iR A5 I, (D HIV-DNA : X
2016 47 FEA i F Qiagen 4% [ o0 #% iR $2 B (7 [
Qiagen 2 ] ) HEHU A ZE FL K 2H DNA , I FH 76 )6 52 it
JE 1t PCR Y 75 v6 (v T Mg ) ¢ 28 ) ) 78 ABI

7500 1 7% - 42 BRGAGR G20 JR T T HIV-DNA 19 & 5t
iRl

3. HLA B Z 8 PERN . TBG 4 A sh % R $i 1
IR 2016 4F fi R 42 LTNP K fe FE X 8 it DNA K
A (3£ EH TBG 24w ) , F] H Luminex V- &5 ( 32 [#
Thermo Fisher 3 F] ) , & H PCR-SSOP X HLA-A \B.
DRBI1 H: A s 2 8T 04 o

4. it 500 W SPSS 19.0 5443 #r L 15
CD.Hllog, VL B M(Pss ~ Ps5) o >k JH Wilcoxon-Mann-
Whitney 352k 56 He 45 48 141 LTNP 6 Y 561715 6]
CDs. log VL F) SMAAR AL o x* 6 56 58 B DIHE R %
b 48 LTNP A it B X6} BE HLA-A \B .DRB1 %54y 3 [
PSS, LLP<0.05KHERAS = L.

B R

1. FEACTE M . 48 ] LTNP, 66.67%(32/48 ) Fy k1T
SRR R AR B, 5 32 1), & 16 5], 21 A DU,
M (49.29 £ 11.24) %, AR NI 2AFFHE LR 1. 49441
e FE X R, 5P 30 1), Lok 19 ), B oAU . AR IS
(36.584+9.16) % . &G LB AT, AN G 7E
PRI FIAE A B 25 5 RS 124 L (x*=0.311,
P=0.577; *=0.809,P=0.420).,

2. LTNP 33299 #H 48 #5531 : DCD, log,y VL
() M (Pas ~ Prs) 45 4L : 48 f5i] LTNP CD; . logi VL [ M
(Pas~ Prs) Wi 7 5 2k {H 73 %1 2 601.00 (488.50 ~
708.72) ~/ul. 3.40(2.87 ~3.97) #% Il/ml, 2011 —
2016 4F 6 YR BE A 0] — 3 SR AR AL HE AT Se 1224y
Br, CD. 2 {22 S5 A S it 22 2 L (x*=13.699, P=
0.018) ;log VL 2R LG0T 245 L (¥’ =11.025,P=
0.051) ., W32, Q@HCV Hi A K W K5 i« 34 1)
(70.83% )HCV Hi iR BH 1 , 14 1] (29.17% ) HCV Hifk
FAM: . (DHIV-DNA K255 5 20T % 7 PCR T
G LTNP 1K N HIV-DNA [ M (Pss ~ Prs) ] A& IK
}1750.00(337.00 ~ 1 188.00)+% U1 /ml, & KAE Fl />
{85354 56.00 11 607.00 4% Il /ml.,

3. HLA LR Z2 8 K 45 5 : PCR-SSOP $ A
43T LTNP 5 (g 5 X #8 () HLA-A . B . DRB1 & [ {i;
M2 BRI, HLA-B fi i B*13: 02 ,B*40: 06 7F
LTNP H )50 A5 e TR X I (*=3.766, P=0.042;
X'=4.990,P=0.025) , 1fif B*46: 01 {3 H} P 7 fedt e it



HER AT 2475 20194 1 4540555 11 Chin J Epidemiol, January 2019, Vol.40,No.1 - 91

F1 20112016 4F F 44 HIV IERGL KR e £R3 2011201644 HIV B K WA R % (LTNP)
JNEE 2 =14 SN I HLA-A \B . DRB1 & R 5 £ k5 ir
N HERFE NEC Wit (%) O Ml PiH BN LINP fEXHIE OR{HO9S%CDH  YfH PIH
PE) 48.00 0.00 HLA-A
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B 27.54 0.00 26:01 2(4.17)  3(6.12) 0.667(0.106 ~4.178) 0.000 1.000
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