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The Detection of ICD p24 Antigen Predicts Bad Prognosis in HIV-1
Infected Patients

Young-Keol Cho and Hee-Jung Lee

Department of microbiology, College of Medicine, University of Ulsan

In order to evaluate the effect of viral load on the prognosis of human immunodeficiency virus-
1 (HIV-1)-infected individuals, immune complex dissociated (ICD) serum p24 antigen (p24)
by acid treatment was retrospectively measured for 50 HIV-infected patients for 60 months.
Among them, 27 patients were p24 positive (p24+) above 25pg/ml for 40.4 412 months and 23
patients were negative (p24-). Follow-up periods from HIV diagnosis were 63.0419 months
(range; 40-112) for the p24+ and 68.4+19 months (range; 38-106) for the p24-, respectively (P>
0.05). Mean CD4+ T cell counts in the p24+ group decreased from 473 +277/ul (median;373)
to 157+150/ul (median; 111) for 60+ 16 months (5.3/month P280/ul (median; 476) to 432+
285/ul (median;382) for 63+ 19 months (2.5/month, P<0.01). From CD4+ T cell count >200/ul,
the patient who progressed to AIDS of <200/ul were 13 of 23 (56%) in the p24+ and 4 of 22
(18%) in p24-, respectively ((p<0.01). And the number of death in two groups were 6 (22%)
and 1 (4%), respectively ((p<0.01). Presumed sutvival in two groups were about 12 and 24.5
years. These data suggest that viral load itself be very important for the prognosis of HIV-in-
fected patients.
Key Words: HIV-1, ICD p24, CD4+ T cell, Prognosis, Survival
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F74gch (4] 7 e glo] Hlole]xe] F2
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AW HIVE =& 233e ddde 8%
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HIV-1 DNA PCR, HIV-1 RNA PCR, immune com-
plex dissociated (ICD) p24 3+l 2 p24 3+9] &%
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o} ¥&) 2o} kitshE o] HIV-1 RNA PCR' 9]
/10 v] o2 B& HAAE AA SHE ¢
ST 7). E QATNAE HIVERAE oz
3 gkx o 2 (retrospectively) ICD p24 3+ &A] &
Fol mE CD+TH Z4 74 45 2 AIDS=Z 9]
AP & g APLE 2ol 7t YA E 73t
A 2 7)ol B arsls uhol o)

ME Yy

1987'3-1993d 4] FHPEAYNN 928l
HIVZEAZ A9l Zd4 2

< o s Tt 3670 rFdoes CD
4+ T N 23 A A1 Q3] Ba3] & o€ HIV
A7 YHORICD p4 39 FEES FHH
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Eol BAglel 34 B AZTE-& f57o o
gt B8] B AZTE 28389 S A¥a ¥
oA e B FEot BEskA &2 Al7le &
oy @Al Al Bt oF 238 3k} (Fig. 1)
(P<0.05). A& = 1987 o] Aehire T 112704
224 AR & Fato] A $- (Fig. 2) CD4+T Al E
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Fig. 1. The level of serum ICD p24 antigen is
markedly affected by azidothymidine (AZT) intake
regardless of CD4+ T cell counts in HIV infected
patients.

7} 20008t 2 Zk2e T 7270 DR dde] A
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T7F 15402 a3 Fejol A 1hrkAE HYg o
2 A% A2 g Eglo] 1021 whyetq
A Z olo] CD4+ THZS= 100/ulo] 52 W o)
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ATHEFig. 2). ©lZRE 1Y FTHE o
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H ol = Qla) YAA o2 gglo] 100/pgo] do
71 A& A Y3ta= 100 pg/mlo) 3= G4 5
NI CD4+ T M E5E 100/l Yolg 8259
o} (Fig. 2.).
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HIV 2 A] 45pg/ml (CD4 350/ul)oll 4 107] 9 )
S6pg/ml (AZTE-§ Jel)d o}, o] & Rapg oz
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Fig. 2. The level of ICD p24 antigen sensitively
responded to the AZT intake. Patient without AZT
treatment had a history of herpes zoster on her left
umbilicus level on month 102 and ICD p24 antigen
rapidly increased over 1100 (pg/ml) on month 105
and CD4+ T count simultaneously decreased under
100/ul. With AZT treatment from month 105, ICD
p24 antigen decreased under the limit of detection
(25pg/ml) on month 108 and then showed gradual
increase during 4 months.

2. CD4+ TH|E S 15}

A4 50 HIVZEEA 5 3ol &y
277 (FAE)H BAEHA &L 239 (Ex]7)
o HIV 244 A% § 3371302 247 63+197)
4 (3940112, FYghe1M ) 6811970 Y
(8 91;38-106, F43zk:6671 €Yol 2}l CD4+T A
Eg Wghe FATAME 60+1670YE  Eor
4732772 F-E 15715012 A 3 (.
370 ZHa/4, P<0.001), B R FA A= 63+ 197
o E<F 5874 280/ul R B E] 432+ 285ulF 7} 45}
ATk (2570 744, P<0.01) (Table 2).

ZF AR HIV A9 & A& AAE CD4+
TA £427} 500/ul o) o] HA] 670 7] = 4878
4 o] d WA AAE FEAE A ICD
p24%-Y FA {Fo] & CD4+ T M XS A
FEE v ms B o33 2o gx 2 (124)
M E CD4+ T MES 730+ 194/uld) A AZTES
B85l e 24-1270Y E9F 340+ 135m1=
HFA38] ATt (Fig. 1, P<0.01)0] 2 4¢
249 9 Aaste 59 2 A9 T 6dx CD
44T M ESE= 179118712 7H43lo] (Table 2,
P<0.01)3F 66+13709 B2t 75% ZAsAT ¢
<0.01). o] 5ol A F<1R a9 A 73+ 40+
13789 (8 91;18-5971 g)o) e} o] off wla) ujer
Al (1)l M= A g HAHAA] CD4+ TH =
7} 8114234/l A 2F 25708 & 634+ 346/l
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Table 1. Epidemiological, immunological and clinical parameters in serum ICD p24 antigen positive and ne-

gative group

Positive Negative P-value
(n=27) (n=23)
Mean (SD) at baseline
Age at diagnosis 29.9 (10) 30.0 (10) >0.05
Male:female . 25:2 19:4 >0.05
CD4+ T cell (%) 20.2 (9.4) 24.4 (10.6) >0.05
CD4+ T cell (ful) 473 (277) 587 (280) >0.05
<200 (n) 4 1
CD8+ T cell(ul) 936 (354) 1082 (515) >0.05
Hemoglobin (g/dl) 14.36 (2.0) 14.72 (1.9) >0.05
Route of transmission
1) Heterosexual sex 11 13 >0.05
2) Homosexual sex 9 7 >0.05
3) Blood or blood products 7 3 >0.05
Follow up duration (mo)
1) from HIV diagnosis 63 (19) 68 (19) >0.05
2) from the first
CD4+ T cell counts 60 (16) 63 (19) >0.05
3) No. of CD4+ T cell 18 (8) 16 (5) >0.05
measurement
Treatment type
1) AZT
No. of pt. treated 22 11 <0.01
Duration (mo) 24.6 (20) 21.4 (26) >0.05
Mean duration (mo) 20.1 (21) 102 (14) <0.10
Intake rate (%)* 335 16.2
2) KRG
No. of pt. treated 24 20 >0.05
Duration (mo) 27.9 (15) 29.9 (16) >0.05
Mean duration (mo) 24.8 (17 26.0 (18) >0.05
Intake rate (%) 413 413
3) AFE
No. of pt. treated 21 16 >0.05
Duration (mo) 6.2 (5.3) 49 (2.8) >0.05
Mean duration (mo) 485 54) 3 .39 3.3) >0.05
Intake rate (%) 104 7.7

AZT;azidothymidine, KRG;Korean red ginseng, AFE; snail Achatina fulica extract, Intake rate*; (mean duration
x 100)was divided by follow up duration from the first CD4+ T cell count.

E ZFA3l9 5, ol 2R 2719 391 2 697)Y
F-oll= 520£356/ulZ 36% ZA-stith (P<0.01)
Z & CD4+ THZ 57} 100/ulo] 3}l 7] AIDS
=2 1PE Be BATAE T2 (58%)
o] A}, vl kR ol A &= 100/ule) & 43 3
ZAE 993 200/l o)EE ZHA 3 Bhl= 29 o)
ATt (18%, P<0.01). AFF 253 KE B85}y
A ZHe AZTH-EA G B ToA 57 (42%),
H R 2o A 3 dtel] gXFgod 5 & BF
WX CDa+ THI ZES T 71-87]7F B&A o 1]

g 24 extalzch Hx ZH 9 CD4+ THES
7} 200-499/ui0) 7+ A2 EH%QE

T w2 WaE By, gXT = A&
317:£78/ul 914 26. s & 251+69/u1_e_ AP
AT (P<0.05) & 58+1970Y Fole 1774113/
ulo 2 44% 7HA4% ¥ (P<0.01) B] ER] ol A
398+ 79/uloll 255709 I 365+162Mmi2 A
393, = 55+1470Y & 374+169mle 2 ok
6% 7+28tS Tt CD4+ T A Z S 200/ule) st 2
g AR FA A 6T v EA| Tl A

T A F
ol %
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Fig. 3. Significant difference in survival between
groups with detection of ICD p24 antigen and
without.

20| At} (P<0.05). BlA|BHo & A8 CD4+T A
Z47} 200/ule] 3191 BF 2 A 3970 Y o)A 2A
AAE FAE (@9)Ae) Wss HE 27
13764/l 4 49117092 & 37+33ml08 7F
23t T} (73%, P<0.05) 53] €| o)A u}x)u}
O % CDMT AN E57} 100/ulo] Aol A ojm E3)
A7l S0 ez 2Ry PadstE AT B
ST} (Fig. 3). CD4+ TAH| 57} 100/l o] sfoj™
A gdol BAEA g A¢E 199 9l
=t o} A% CD4+ THZ4= 188/ulol| A 997)
4 F 9nuz Fred o 47%) A7t =
FAEE 3 gl

3.715|24HE eI
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L APZERES

HIVAS 3 227 27%)7} v €x 2 (231)
Al 242k 631970 7} 68 +-1970Y E0F WAl &
F 22 g 0] W& Table 31} 2t} 23} 7+

NE

T= T ADSHHAIRO A E golHw
CD4+ TAH| S 500/ulo] ol M= X 27} v ez
ol A 2zt THI 393 (P<0.05), AbER)S=
© 27+ 393} 19 0] 9T} (Table 2). ) =] o A]
AME 1S A7 2 vl sgd oz Abtety
o, Al 270 hel] AAIE CD4+ T A EFE
374l %7] AIDSE o] Apgg A-e ol
Ak 28 m XL 3 F CD4+ T N X457} 200-
500/ulel] st AAAE F 23k g Fo] Huk
H ADS $HAteE gA ) w8 oA ztz)
89 7} 27 0} 3 (P<0.01) AbgAbe BhA] ol A 2t
17o] itk wExeo @ CD4+ TH L4 200/l
ojgtoll M= 23t FHTE BT BAFIL &
oA 39 1A o1 F F 21 o] AlgaElsict.

4. ME7|7}

—

o

o]’} ANE EUNE @A T3} v x| Foil A
HIVZHE ALe] AE7170E v we) B €27 1l
HgX]Fo M HIVAY® T A3 CD4+ TH =7}
SRS 77 Zh2t B el A e= At e
A HIVA S 2 179+ 18702 7F A=) 72719
AL, vk 2 27821 137 +64/ulol A 37/mlE 7F
At=d 49709, SR FelA AA 7 A Z
A 1370E BojA e &89 e 7e Hl
24709 F7heb Z oA CD4+ T M £ 37/l
2 Zasted £ 145709 1219) A5 90
(Fig. 3). v &R 2 Aok F 520+356/ul0. 2 7+
a8l 7370, 572 2989 55409, A
A FHEAM FATL AR 208 7
Zb2 Fig. 39] 307843} 7370 Y Atolo] 7g7 &
kst of 477 Yol & Ako 2 R E CD4+
TA XSG 3470707 H43ted 289 E 717

Table 2. Comparison of the prognosis between HIV patients with ICD p24 antigen (Ag+) and without (Ag-) for

5 years

Baseline No. patient Intervals (mo)’ Decrease (%)" of CD4 cell No. of death

CD4 cell Ag+ Ag- Ag+ Ag- Ag+ Ag- Ag+ Ag-
(ful) @=27) (n=23) (n=27) (n=23) (n=27) (n=23)
>500 12 11 66113 69%19 75¢ 36° 3 iy

500-200 11 11 58+19 55414 44° 6 1 0
<200 4 1 49+11 96 73° 47 2. 0
Total 27 23 6016 6319 67" 26 6 1

a; intervals between first CD4+ T cell count and last count after HIV diagnosis. b; the decreases, compared to
baseline CD4+ T cell count in Ag+ and Ag- group, respectively. c; p<0.05, d; p<0.01 e; p<0.01 by chi-square test.
f; when the patient expired, CD4+ T cell was more than 300/ul.
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Table 3. Incidence of opportunistic infections in HIV
ICD p24 antigen positive and negative group for
60+ 16 and 63 19 months, respectively

Opportunistic ICD p24 antigen
infections Positive Negative P-value’
(n=27) (n=23)
Tuberculosis
(pulmonary) 8 1 <0.01
P. carinii ) 5 1 <0.05
pneumonia
Herpes zoster 7
Genital herpes 3 0 <0.01
Molluscum
. 1 0
contagiosum
Cryptococcal
N 1 0
menmgitis
Esophageal 6 0 <0.01
candidiasis
Malaria 1 0
CMV (retinitis/
enteritis) 3(72) 0 <0.01
Total 35 5

* by Chi-square test.

2 o]& Faksld o 16071 (13.59d)°] "ot
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