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[ Abstract] Objective To investigate the profiles of the type [ IFN-produ-
cing cell (IPC) level in patients with HIV-1 infection in different disease status.
Methods Fifty-nine HIV-1 negative controls and ninety-two subjects infected with
HIV-1 were enrolled in this study. The absolute numbers of IPCs were measured by
flow cytometry through whole blood dyeing and whole white cells gating. Association
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between IPCs and CD4 " T cells and viral loads were analyzed. Results The median
cell counts of CD4 ™ T lymphocytes (342.000 cells/wl) and IPCs (3.431 cells/ul)
in HIV infected subjects were both significantly lower than that of the controls (P <
0.001). The absolute counts of IPCs in patients with HIV-1 infection correlated posi-
tively with CD4 ™ T cells (r =0.430, P <0.001), while negatively with viral load
(r = -0.483, P<0.001). When stratifying the HIV-1 infected subjects with CD4 "
T cell counts, individuals with CD4 " T cell counts below 200 cells/wl have signifi-
cantly less IPCs than that of subjects with CD4 " T cell counts above 200 cells/pl( P <
0.005) . The median count of IPCs in patients with AIDS was lower than that of HIV
chronic progressors and primary infectors (P <0.001 ), while there was no statistical
difference between HIV chronic progressors and primary infectors. Conclusions The
absolute counts of IPCs in HIV-1 infected subjects were dramatically decreased and
correlated with disease progression.
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[ BFHPR A 40 (type [ IFN-producing cell, IPC) J2HLIA A 2% 41 it A 4
SR A0l ( plasmacytoid dentritic cell ,pDC) B Fi 40 , 7EHRAEE TR AR #
RYEFEEMEMY , TPC BERT DLdE 20w [ BT XG40 H T2 5 % A s
PRI, ] LUS BT IR-MHC 25915 T k40 AH 5 R, 3 2 P05,
WAL T 0, BETT A S PASE RPN Y o IR R FEHLIATL A S
YE B A5 5 (human immunodeficiency virus, HIV ) &4t 4 28 v 25 o, IPCRE 2 0 95
S 1) E R A, SO SRR A I G . TPC SRk = /KF- 1Y CD4 F1 CCRS 4§
41, B HIV @ B ld . HIV J@RYL Al 5|2 IPC e R T HE ) 2 A2 , 3X 615 4f n]
RESPORIERRAC o X HIV Y H AP i b 1PC AR AL BIFE , A B 3T A0 8%
YR RIZDNRRIRSRITG . A5 L BDCA2 BDCA4 K CD4 1E24 IPC F#fiE PR
bR S AT B A I Y (0 A 92 5] HIV JE L F A 59 {5 IE H %o A 1) 1 J& 1
IPC 7K, 343 A 1 JE I TPC 28 46 55 CD4 ™ T 248 f 34500 i 28 75 20t 19 6 &R
SN R it e By B fR o TPC T8y el AR o 15

wTRERE

— XS

92 il A 100 4 SR FE IR YT (highly active antiretroviral therapy , HAART) [
HIV-1 gy (P 46 3 2 By 3 23 5 g vy 2 69 1) , 554 53 44, 2ok
39 5 34N 52 & o f@BEEXTHR 59 1], Horp B3 30 1, 2t 29 1] - A4 1 48
% o A5 HIV e 2 BRAE BRI B0 Dk W Bl A2 Bk e, HIV R YL H 4>
P2 BRI A0 28 W B 56 ( enzyme-linked immunosorbent assay , ELISA ) %] i f1 West-
ern blot Sy ERIEIA1Z . JT A FE S 1 0 5280 GG R G 00 T R E R BT
S K M



- 150 - PRSI RN B RAE (R 2011 4E5 J 455 48 %52 1] Chin J Exp Clin Infect Dis (Electronic Edition) ,May 2011, Vol 5, No.?2

(16211 R i

NHERAME T EHUEE 4 e MEK-6108K 78 i 4R 550X F 478 8

= .CD4" T 4t iT%x

Bt 20 wl 4i-FITC-CD3 , $i-PE-CD4 | #i-PerCP-CD45 | #/i-APC-CDS & & i {A&
(BD 2 ]) A Trucount 45 JIIA 50 wl 58012 B9 2101, YR 1R 2, = i
20 min; ZRJG A 450 wl 1 x FACS 24, 37 BIPR V7 IR 2], ZE il DE 10 min; H
FACS Calibur #4745 , 2% H MultiSET 3R {F #4743 o

DY e B g B

F Roche 23 &) COBAS AMPLICOR HIV-1 % & #: it %] & ( RT-PCR 1) 7
COBAS AMPLICOR 4= H 3lj PCR FaN A | &0 £ 3 1L H HIV-1 RNA & &,
Rz R R A 50 #2 D1/ml

N o 117 (R SN o = 21 IR -l D e gL R 1 O

B 100 pl JFZ S gt 4 1m, i A 10 ul $i-FITC-BDCA2 ( Miltenyi Bio-
tec) .10 wl $7-PE-BDCA4 ( Miltenyi Biotec) .10 pl $7-PE-Cy5-CD4 ( Beckman Coul-
ter) ., RS EIREDEARIC 15 min, JIA 900 wl ¥ I 2%, 57 IR AIR S, IR R
10 min R IBTE , IIA 500 wl PBS % , 1500 rpm/min 5.0 10 min, [§2 K454
IZEEPUAR, B pric A E A T 300 wl g9 PBS H, 7R 4 i { - H FS-SS &1
YL [ 1A CD4 * BDCA2 */BDCA4 ™ 24 ifd 76 4= 1 40 it H By o5 48], L% L 45l e
Phas M K, BRAS IPC 4a X148,

AN MR-y LEL

{#i i SigmaPlot 10. 0 f{1 GraphPad Prim 5. 0 #4745 i1/ M AFEIE . F XU ¢
R (WA Z0ds 52 IE 2S00 A BT 2255, it &0 ¢) 8¢ Mann-Whitney U #5535 (3FIE
DT ZEATE, Geit | N T) LR A H) 2= 57, AH O 40 B 1 38 3 27 4 56 >k H
Spearman FEAH I, RIEA B KHE o« = 0.05,

& R

— HIV J&Ye 1PC 11805 X6 BB Y Lb %5

HIV &L CD4 ™ T 4 SF391E Jy (342.000 = 260.263) 4N/l i K TXF
HEZH (965.000 = 457.249)4/pl(T = 6714.500,P < 0.001) ; HIV Jg&Ze# 1y IPC
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P KRR TP P A SE . DAAEAG TN TPC 4 5 12 32 S 2 i T 2R M 1 2R
Fricd (CD3 ,CD14 .CD16 ,CD19 F1 CD56) BH % Y 48 i i v CD11¢-CD123 ™ 4 Jif 3.
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