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W E: BH 5L RAIDS) & & i ST & @ i 53 R 14(sCD14), AP 2 50 5 45 % 3L B 48 % IK(CGRP), L
KEHEFEFTOLAIFOX03) KT L kB ikttt kR ik BRR20215F1A ~2024F1ABRETH R
EIRAe B R E T 43 40 ARAE IRK 08 89 175 6] AIDS & % B 175 648 Bk i & A #F 0 5t %, & 31 i N AIDS 4 fe 5 R4, R
A B B S, 95 OB M ik (ELISA) #) # 20 % X % 2 7 sCD 14, CGRP #= FOXO03 & ik 7k -, 5k ] Spearman i% #= Pearson % 47
sCD14, CGRP., FOXO3 K- 5 & ya o Hi fo 0. 9% T fE 69 A0 £, R % B & Logistic 247 AIDS & % F)5 R R % H &,
SR %X R4 4L (ROC) w £, M) sCD14, CGRP A= FOXO3 K -F 3+ AIDS & # 6 R R ey M M 1h G5 R Sy
YA, AIDS 48 % 3 f 7 sCD14(5.12+ 1.25 w g/ml vs 2.83 £ 0.46 . g/ml), CD8(476.88 + 51.38 A~/ w1 vs 396.57 £35.42 4~/
W) K-F R FF % CGRP(42.38 +14.69 pg/ml vs 76.53 + 18.54 pg/ml), FOX03(5.81 + 1.34ng/ml vs 8.02 + 1.07ng/ml), CD4"
(271.18 £ 68.54 A~/ .1 vs 728.69 +88.49 /~/ 1) K -F & CD4'/CD8 (0.57 +0.12 vs 1.20 = 0.15) Jofl & 5 MAK,, 2 F B A %t
5 & S (1=17.049 ~ 54.072, 3 P<0.05), AIDS 48 % 4 s 7% sCD14.CD8 /K- £ Sk 2920 . T KB40 3 % 1 404 kA 5
CGRP. FOXO03. CD4" /K-F & CD4'/CD8" suftitk & T &, £ 7 B A 4oit 5 & L(F=25.322 ~ 125.502, ¥ P<0.05)., sCD14 %5
CD4".CD4'/CD8" 2 fi#a%, 5 CDS", #&Jm 44 2 EE48% ; CGRP,FOX03 5 CD4", CD47/CD8" 2 E48 %, 5 CDS8", &%
MEARME, 2ZFELALITFELG=-0.746~0.759, 3% P<0.05). sCD14, CGRP, FOXO3 K-F 5 4 78 BB HC g A
HIVE ZH %, £ F A H %% & L (/F=2.381~39.190, 3§ P<0.05), 75 = B 21 % 4 fu ik sCD14. CD8 K -F B HIV # %
BAH B R E TG RAF4L, CGRP, FOX03, CD4' /K- % CD4'/CD8’ WAL & 54K T TG RAFAL, 2 A AL FE
XL (=5.071 ~ 10.577, ¥ P<0.05). sCD14, CD8 % HIV #.%& & 4 AIDS & # U5 & R 49 & W %, CGRP, FOXO03, CD4' %
CD4'/CDS8' 4 AIDS &4 HUs R R e91% 47 B %, £ 5 BA 403t 5 & L(Wald '=6.349 ~ 18.825, 3 P<0.05). sCD14, CGRP,
FOXO03 KB4l AIDS & &5 R B 65 AUC & F & L TAM & AUC, £ 7 BA it 5 & L(7=3.757.3.836.3.353,
3 P<0.05). 251 sCD14 /2 AIDS %% s ik P Eif & ik, CGRP, FOXO03 Filkik, 5kmoy Mtk i * 2 %, =%
BATRM AIDS &6 R R F .
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Study on the Correlation between the Expression Levels of Serum sCD14, CGRP
and FOXO3 in AIDS Patients and Disease Stage and Immune Function
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2. Department of Clinical Laboratory, Shijiazhuang Fifih Hospital, Shijiazhuang 050000, China)

Abstract: Objective To investigate the relationship between the levels of serum soluble cluster of differentiation antigen 14
(sCD14), calcitonin gene related peptide (CGRP), forkhead box transcription protein 3 (FOXO3) with disease stage and immune
function in acquired immune deficiency syndromes (AIDS) patients. Methods 175 AIDS patients admitted to and 175 healthy
individuals under going physical examinations in Shijiazhuang Fifth Hospital and Shijiazhuang Maternal and Child Health Hos-
pital from January 2021 to January 2024 were enrolled as the AIDS group and the control group, respectively. The enzyme-linked
immunosorbent assay (ELISA) method was applied to detect the expression levels of sSCD14, CGRP and FOXO3 in the serum of

both groups. Spearman and Pearson correlation analyses were applied to analyze the correlation between sCD14, CGRP, FOXO3
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levels with disease stage and immune function. Multivariate Logistic regression was used to analyze the factors influencing poor
prognosis in patients with AIDS. Receiver operating characteristic (ROC) curve was applied to predict the predictive value of
sCD14, CGRP and FOXO3 levels for poor prognosis in AIDS patients. Results Compared with the control group, the levels of
serum sCD14 (5.12 £ 1.25 pg/ml vs 2.83 +0.46 p g/ml), and CD8" (476.88 + 51.38 cells/ .1 vs 396.57 + 35.42 cells/ . 1) were
significantly increased, while the levels of CGRP (42.38 + 14.69 pg/ml vs 76.53 + 18.54 pg/ml), FOXO3 (5.81 = 1.34 ng/ml vs
8.02 + 1.07 ng/ml), CD4" (271.18 + 68.54 cells/ .1 vs 728.69 + 88.49 cells/ . 1) and the ratio of CD4°/CD8" (0.57 £ 0.12 vs
1.20 £ 0.15) were significantly decreased (=17.049~54.072, all P<0.05) in the AIDS group. The serum levels of sCD14 and
CDS8" in AIDS group progressively increased across the acute phase, asymptomatic phase and AIDS phase, while the levels of
CGRP, FOXO03, CD4" and the ratio of CD4'/CD8" progressively decreased, with statistically significant differences
(F=25.322~125.502, all P<0.05). The sCD14 was negatively correlated with CD4 and CD4"/CD8", and positively correlated with
CDS8" and disease stage . CGRP and FOXO3 were positively correlated with CD4" and CD4"/CD8", and negatively correlated
with CD8" and disease stage , with statistically significant differences (r=—0.746~0.759, all P<0.05). The levels of sCD14, CGRP,
and FOXO3 were significantly associated with genital herpes, lymphoma, and HIV viral load (#/F = 2.381~39.190, all P<0.05).
The levels of serum sCD14, CD8" and HIV viral load in the poor prognosis group were significantly higher than those in the fa-
vorable prognosis group. Conversely, the levels of CGRP, FOX03, CD4" and the CD4'/CD8" ratio were significantly lower in the
poor prognosis group than those in the favorable prognosis group, with statistically (#=5.071~10.577, all P<0.05). Elevated
sCD14, CD8" and HIV viral load were risk factors, while CGRP, FOX03, CD4" and CD4/CDS8" ration were protective factors
for poor prognosis in AIDS patients, with statistical significances (Wald y° = 6.349~18.825, all P<0.05). The combined AUC for
predicting poor prognosis in AIDS patients using sSCD14, CGRP, and FOXO3 levels was higher than the AUC for predicting poor
prognosis using sCD14 , CGRP, or FOXO3 alone significant differences (2=3.757, 3.836, 3.353, all P<0.05). Conclusions
sCD14 is upregulated in the serum of AIDS patients, while CGRP and FOXO3 are downregulated, these markers are closely re-
lated to disease stage and immune function, and their combined use demonstrates high predictive value for poor prognosis in
AIDS patients.

Keywords: acquired immune deficiency syndrome; soluble cluster of differentiation antigen 14; calcitonin gene

related peptide; forkhead box transcription factor O3; disease staging; immune function

G A PR A ARG B B B 275 iF (acquired
immune deficiency syndrome, AIDS), J& i A 25 7%
B9 75 (human immunodeficiency virus, HIV) 5t
EOPRSC NI R P /N s S S i S i I
JE 4 (cluster differentiation, CD4") T I % 41 9 £ & ok
VD G T e E A7 0 RV i A A SR
R IA (HAART) 0 HUAS A = 1 I R A A4, 1R
HIVFET 45 AN R R S5 AT 5 95006 43 30 | fgie 2k
FGRAE iR 2 YIAR 5 B R ik, S48 ATDS iR
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i AIDS £ 35 [R5 2 Jie S el 35 il s AT dE 28 3 S
AR, oI5 AE HIV B A E 25 32 6 1 o vl
HYE LA 5 fk TR 14 (soluble cluster of differentia-
tion antigen 14, sCD14) {1 by BLA% 4H BT L 0 40 AR
G PR Y, 7EHIV B b 835 T m, JF 5 il
i SR E BN %5 VAR 56 B Al 228 5 B4 28 35 PR L 6
Jik (calcitonin gene related peptide, CGRP) f&—Ff # %
PR 22 IR, B A% IR 5 S 4TS, © A B R
CGRP At i3 PR IR (cAMP)- 2 H I (PKA)
AR T 20 AE 9 HIV-1L4% | i n] i 2 o 54 i
LB E— L AR HIV-1 IS XU ' SRS R 70
AV %4 3(forkhead box transcription factor O3 , FOXO3)

J& T Sk 3R R AR S R 7, BEAS I8 o 52
T 40 53 AL RS AL IR 7 S e 40 i T, FOXO3 ik
K AT R P ECG RE T REIR T, DT 3 RGeS
P25 P s KU 7 25 T sCD14. CGRP ., FOXO3 7£ HIV
I SE B AE T, AR AIE 9 X S 3% 9 BB A 1LY sCD14
CGRP ., FOXO03 7K~ 2 15 5 %9 43 I A 52 T e 1Y
AT 40T, IR AR o
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1.1 A% HE20214E1 A ~20244E 1 A A HK
T 5 B B A 5 T B 4 PR B WACTR 18 175 451
AIDS 835 K 175 AR g e Bt ss vt 42, 4l g A
AIDS 2 FILXf BA2H 98 AbrifE: DFF A AIDS 12 Wik
HES; QHIVHUAR IR AYE; @4k =18%; @
Be & UG BE A HEBRARE . QLU AIFLIY ; Q%
MY)RERAT# ; QA H LT WA AR | SR | Ok 1L
A B R G L U e U Be
HIZ5WiRT7 & . AIDS AL 514 89 441, L4 86 4, 41
18 ~ 52(35.73 + 10.36) % ; X HRZH Y34 87 3l , 21k 88 441,
AE % 18 ~ 55(36.11 £ 10.58) %, AIDS 41 Fl % B& 2 Pk
SRS R, 2R TG R L (A=0.046 . 0.339, 1
P>0.05) . Z IRAHE L E ARG R, AV AR
JETTEE H R B PR B S 51 S (NO. 202304 -2)
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12 BB L5XA  Sorvall Legend X1/XIR HI B0 HL
[ FEER R B (P ) AFRA F] |5 BioTek ELx800
A1 Z2 T G Fi A { (35 [E BioTek 24 H]) ; FACSCalibur Jiif
KA (EFE BD 24 1]); sCD14(525 : CB10933-Hu).,
CGRP(%% 5 : CB10796-Hu), FOXO3(%% 5 : CB17199-
Hu) 5 A 52 W% B 2 (ELISA) A R 7] & (iR

AR AR B FD 5 HIV I 8 48 i) G it

488964, & [E Abbott 2~ H])

13 Fik

1.3.1 Il RE AR 4 % sCD14 . CGRP . FOXO3 4§ 5
R s R AIDSAL(AZL 2 H) Fxd B4 (RG24 H)
A1 JE DK I Smil, 2 I E 30min, 4 000r/min 250
15min, 533 [JZ M , 47T —80 CrkAf & H R H
ELISA 451 sCD14 . CGRP ., FOXO03 /K-, F.{A
VA e BRI D A A 7 o

1.3.2 T bk B4 440 Bf 3 119 62 I - FACSCalibur 3t =X 41 ffd
ASCRG: I ATD'S 2H 1 X6F HEZH A1 & 1l T 40 ffd S CD4”
CDS TR 414, 1155 CD4'/CDS’ HAH..

1.3.3 AIDS 73 W45 o . R4 b [ 3001297 45
(2018 ) ) ™ Hr g 20 1A, K5 175 191 AIDS S5 73
S (n=35), JCAE IR I 4 (n=58) F1 3325 193 4

(n=82),

1.3.4 Tl srd . XF AIDS 3% A H B — H kAT
s 61~ H B REDT , ARIEREDTZEF, I RAE R A 4L
HIA FT 55 I O AT B4 (n=104), I ATE IR 34
AN HA FONE ST E WA TG A R4 (n=71).
14 it Fod  BERAAEER ] SPSS27.0 8 F, 1T
EHERHISF A IES 0, IR + FrifE (R + ) £
TN, R HIRST REAR (G 56, 241 R] L BCR FH PR R Ry
2557 M1 S SNK-g 6 56 o THECFERH (%) 2o, P4
) Fb %58 2K FH o7 K6 56 . % i Spearman ¥ Fll Pearson %
43HT sCD14 . CGRP . FOXO3 7K - 595955 431 il f 3%
DIRERIAH S, SR 2 A & Logistic 73 HT AIDS &4
Tl AN K52 R 2, SR FHROC 1 4k 43 #7 sCD14
CGRP ., FOXO3 /KF-%} AIDS 8 il A K 1 4
fHo P<0.05 K27 HAG 438 ,

2 HR

2.1 AIDS %8 #= 3f B8 41 fn 7% sCD14 . CGRP. FOXO3
KPFRETHE mBEGILE %K1, AIDSHHE
F MG sCD14 ., CD8' /K-t 2 /= T-Xf 841, CGRP.
FOXO3 . CD4" /K F CD4'/CD8" {1 i 2 5% T-x:f e
4, 2R HAGE (3 P<0.05).

*1 AIDS AFNfEERAINE sCD14. CGRP, FOX03 KER T #HEMAMBEMLLER (X +5)
BiH AIDS 41 (n=175) XTHRAL (n=175) Y P

sCD14 (pg/ml) 5.12+1.25 2.83£0.46 22744 < 0.001

CGRP (pg/ml) 42.38+14.69 76.5318.54 19.098 < 0.001
FOXO03 (ng/ml) 5.81+1.34 8.02£1.07 17.049 < 0.001

CD4" (4> /ul) 271.18+68.54 728.69+88.49 54.072 < 0.001

CDS' (4> /ul) 476.88+51.38 396.57+35.42 17.024 < 0.001
CD4'/CDS’ 0.57+0.12 1.20+0.15 43386 < 0.001

22 RF &S i sCD14. CGRP. FOXO03 7k
TRTHEMBBEEGILE W32, AIDSY R H
ML sCD14, CD8" /K -F1E 2 M 21 . JoE R4 |

SERE R AR I T B, CGRP ., FOXO03 . CD4" 7K -}
CD4'/CDS" FL{HAKIK TR, 2R BAGui2¢E L3
P<0.05).

%2 AEEFSHMTE sCD14, CGRP, FOXO03 7KFERK T HEMMBHELE (Xx+5)
| 2 (n=35) TAERIMAL (n=58) AR (n=82) FIi P

sCD14 ( pg/ml) 3.24+0.85 485123 6.12+133" 71056 < 0.001
CGRP (pg/ml) 64.38 + 15.64 4459 £ 1427 3143 +872" 89.206 < 0.001
FOX03 (ng/ml) 7.72£1.36 6.18+1.25" 474 111" 78401 <0001
CD4" (4~ /pl) 354.50  51.64 295.31 £ 46.53" 218.52£40.33" 125.502 < 0.001
CD8" (A4~/pl) 435.12 £ 41,61 471.83 +44.72° 49827 +45.39"" 25.322 < 0.001

CD4'/CD8’ 0.81£0.15 0.63+0.13" 0.44£0.10" 122.042 < 0.001

T G ANEWIZH AL, £y =8.752. 10.618 . 8.411,8.735 . 5.458 . 9.790; £y =16.597 . 18.742,17.253 . 21.255,9.952, 21.333, #4J P<0.05;

° GIERE R4 AR, 7=8.613 . 8.809 . 9.811, 14.116.,4.904 . 12.892, 3] P<0.05.

2.3 AIDSZ8sCD14. CGRP. FOXO3 K F X5 % % o
A THE @B AR E R L3 MG

ZEH IR, sCD14 5 CD4™, CD4'/CDS8 ‘A6, 5
CDS" . Ff £ IEAIE, CGRP, FOXO03 5 CD4",
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CD4'/CD8" & IEAHZE, 5 CDS8' . i /1 & i AH 5% 253 BAG AR L3 P<0.05).

x3 AIDS £ sCD14. CGRP, FOXO3 /KESEFH R T kB MBRIHEX N
i sCD14 CGRP FOX03
r P r P r P
Ch4’ -0.675 < 0.001 0.724 < 0.001 0.669 < 0.001
CD§’ 0.716 < 0.001 -0.657 < 0.001 -0.733 < 0.001
CD4'/CD’ ~0.746 < 0.001 0.759 < 0.001 0.648 < 0.001
PR IMb 0.752 < 0.001 -0.728 < 0.001 ~0.694 < 0.001

2.4 AIDS % # sCDI14. CGRP. FOXO3 K -F 5 7% EREIERARETOR, 2R gt 2AE X (3 P>0.05), 5
AN X R WRA IR AT 45 R BoR, HETE AR K M HIV 8 A ¢, 2R BA S
sCD14 .CGRP .,FOXO3 7KV 5 AIDS & & 4F#% P51 | 277 L(H) P<0.05)

=4 AIDS B3 sCD14. CGRP. FOXO03 /K EE5RIEEFFMFER (X +5)
% n sCDI4 (pgfml) dF P CGRP (pgml) uF P FOX03 (ngml) dF P

(%) =30 93 5.14z1.12 4135+ 1242 577+132
0241 0810 1226 0222 0396  0.693

<30 8 510%1.07 43.68 +12.69 585+135

3 L 80 515120 43.66 £ 12.53 5.69+1.28
0404 0.687 1392 0.166 1231 0220

s 86  5.08%1.00 41.06 £ 12.17 593£130

ERES A 51 556118 3838+ 11.45 543£1.19
3296 < 0.001 2658 0.009 2554 0012

x 124 494111 4403+ 13.28 596+1.27

ERRE  MERE 46 516131 4045+ 11.52 585+123
0281 0779 1276 0204 0288 0.774

iz 129 510£1.22 4307+ 12.11 579+121

iiNaY f 33 557+126 37.63+10.62 517+1.18
2381 0.018 2525 0012 3077 0.002

x 142 502+1.18 4349 £12.30 596+ 1.36

HIV ## % (< 10°copies/ml ) 4 429+120 52.18 % 14.46 7.11+143
g1 (10° ~ 10°copies/ml) 51 5.06+137 12876 <0001 4332+1325 23022 <0001 596+131  39.190 < 0.001

5 (> 10°copies/ml ) 80  5.64+1.56 36.38 + 10.64 499+1.18

2.5 REFAJE 4 28sCD14. CGRP. FOXO3 7K -F % CD8 7K} HIV 255 5 A B B2 8 T Hil)s B
THEmieBreg i RS A RAAFHAVE 140, CGRP ., FOXO03., CD4" 7K *F- } CD4"/CD8+ [t
9 SRR IR 1 N e S TS R4 i 25 R S HEERTHERGAH, 2R BEA%I2E L
T L (# P>0.05), FlE AN 4L F IL3E sCD14 P<0.05).

x5 AEFHES4E sCD14, CGRP, FOXO03 7K F R T #EHAEEERIELE: [1(%), X + 5]
S TR RAFAL (n=104) BURARLL (n=71) thy’ P
sCD14 ( pgfml) 435+1.14 626122 10.577 < 0.001
CGRP ( pg/ml ) 4796 +12.67 34.21£8.52 7.990 < 0.001
FOX03 ( ng/ml ) 6.52+1.12 477£1.03 10.482 < 0.001
CD4" (4 /pl) 29425 +43.55 237.38 +40.36 8.736 < 0.001
CD8" (4 /pl) 460.39 +45.38 496.10 +46.27 5071 < 0.001
CD4'/CD8’ 0.64+0.13 048+0.11 8.498 < 0.001
BRIt A 25 (49.02) (50.98)
% 79 (63.71) 45 (3629) i b
R A 5(4545) 8 (54.55)
s 89 (62.68) 53 (37.32) o b
HIV it 1 32 (72.73) 2(2727)
h 35 (68.63) 16 (3137) 10.780 0.005
37 (46.25) 43 (53.75)

46.25 53.75
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26 AIDSEFFERRHHARZLH UK,
PL AIDS £ 2 il J5 R O A R 48 &, sCD14 ., CGRP,
FOXO03.CD4'. CD8". CD4'/CD8" [t. & & HIV #k
i oA B AR i 1T 2 [ & Logistic 7 8T, 45 H 8w

*6

sCD14, CD8" J¢ HIV # fit {5 b AIDS S & il Jj5 AN R
Mk R &, CGRP. FOXO03. CD4" }2 CD4'/CD8" }y
AIDS BE WG AR R, ZRHA%1E
X (# P<0.05)

AIDS BETEA RN E RS

A& AR E B SE Wald OR 95%CI Pl
sCD14 HLAR 1210 0.296 16.698 3352 1.876 ~ 5.988 <0.001
CGRP A -0.837 0.246 11.577 0433 0267 ~ 0.701 0.001
FOX03 JURS ST -0.846 0273 9.610 0429 0.251 ~ 0.733 0.002
Ch4* LR -0.675 0.268 6.349 0509 0.301 ~ 0.861 0.011
CD8* B 0931 0274 11.545 2.537 1483 ~ 4341 0.001

CD4/CDS’ B -0.658 0.260 6.401 0518 0311 ~ 0.862 0.011
HIV k=0, . =1 1158 0.267 18.825 3.185 1.887 ~ 5375 < 0.001

2.7 sCDl14, CGRP. FOXO3 7k “F F1 | AIDS % %
e RE ML LT, B 1., ROC 42 Hr
78, sCD14. CGRP. FOXO3 7Kk - Hk 4 T3 il AIDS

*®7

F G A B A AUC 2K 0.959, /5 T 4% I Baoph 751 0 1)
AUC, ZREAG 5 L (7=3.757.3.836.3.353, 1
P<0.05).

sCD14, CGRP, FOXO3 7K FHill AIDS B2EFERRBIMES T

WiH AUC 95%CI OB (%)

R (%) HITE YPBRIEK

sCD14
CGRP

FOXO03

B Bl

0.838
0.832
0.848
0.959

0.781 ~ 0.896
0.779 ~ 0.897
0.790 ~ 0.906
0.933 ~ 0.986

81.70
83.10
84.50
93.00

70.20
60.60
67.30
88.50

4.92pg/ml
37.07pg/ml
5.24ng/ml

0.519
0.437
0.518
0.815

ROC g4k

i 4R e ¥R
D ——sCD14
@ ——CGRP
® —FOX03
@ — i
O — sxLk

02

00 02 04 06 08 10

1-¥RE
sCD14, CGRP. FOXO03 7K EFill AIDS BEFG
AR ROC Bk

& 1

3 iFig

AIDS J& —Ffox ARG R gl B M 1%
YRR , I 2 H BLSRAFIEAGRE R, TR D)
LR, HIV KRB IR CD4 T bk I 41 i 45 s R 55,
ST RGO EBIR, R R A
SEiTH 2 202045, £7 68 11 5 AIDS HHCHIFET S, # 2
20224, £ BRZ547 3 900 J7 NG HIVI' (AL, F-4%
55 AIDS S0 53 B B G2 A AR DG Il T A o

VI FREAIRT T MERE | MEZER IS R R B L,

sCD 14 J& 5 2% [ R R M Y 35 L4 50 s 22
WAz A4, K5 10-1. IL-6. IL-8 FI TNF- o [
B e e ThREA 5 MBS & B HIV B PR 2 AR
Ee, HIV BHPE 4L 834 13 sCD14 K 3 T, 5
EAF B WA AT AR R YA OC U AR AR 45 I R
AIDS 2H H 3 1L % sCD 14 /K S & 25 7 Tt e, 42
/N sCD14 5 HIV B YA ¢, #EI sCD14 F 35 K F-Ft
55 HIV IR S il o 5 1E R4 MM 5 /EH, =
FUIE F1 G0 G TN AE BN A 5 U R R
T Y A G 5 B [ 9 7 (simian immunodeficiency vi-
rus, SIV) J5 Il 2% sCD14 7K F ] STV JE YL i 1 2 Stk
STV B YL 1] o 3 1N, e PUasi 5 S3 B 1R T 5 L3R
H1 sCD14 7K i 3 B AR U AR 9T o, AIDS B 7
S | R SR AR T, B
CD4",CD4'/CD8" 2 fiAH¢, 5 CD8" . e s W 1E
A2, $27R sCD14 7K -5 AIDS H# i 5 Thfie Mok
WA %, 5 b AFsT A R —3

CGRPZ 545817, CGRP ikt 2 25 F B ML K
SEAE 2 M T PR HIV B L 5 5 10 % CGRP 7K
F- i 3 BE AR, CGRP /K- 5 CD4" 48 Jifd i %5 5 1E AH
5%, S EE A S SO G, AR R IEAL HIV B R
e 1% B I AR U AR AE R R, AIDS ZH B i
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15 CGRP /K- B BT B4, 72 2 | Johetk
WA SO AR T B, JF 5 CD4" . CD4'/CD8’
SIFADE, 5 CDS' ¥l s W2 7 AH G, #2758 CGRP
KFE T aE S AIDS BF R IMEG LA X, BfE—
FERRRE BT AIDS HE g RE 1 1%, I 7E
HIV 53], CGRP RefEMil B 0 9 5 S vy, s/ f
P ZR G0 0 L BE WG, VT HESR CD4” T 41 il i #E 8,

Bt 5 R Ok, HIVIR #Edrae B0, S8 &R

Ge % Wi v, CGRP 7K V-5 5 B I mT e E— 25 il

CD4'T 40 s /L, [RIH52 0 CDS' T 4 i Ay S RE .
FOXO3 HA BTNV . 45 1= G e R Gext s AR 1

KIeA2 % Z R o ae ™. FOXO3 g 1 i &
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