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Effect of Korean Red Ginseng on Serum Soluble CD8 in HIV-1-Infected Patients
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Abstract : To evaluate whether there is a relation between Korean red ginseng (KRG)-intake and the suppression of
immune hyperactivation in HIV-1-infected patients, we measured serum soluble CD8 (sCD8) over 31-48 months in 168
patients. They were divided into four groups; HIV-1-infected control (n = 49), zidovudine (ZDV) group (n = 22), KRG
group (n = 48), and combination of KRG and ZDV group (n = 49). In control, sCD8 and the ratio of sCD8/CD8+ T cells
significantly increased by 33% (paired t-test, P < 0.05) and 54% over 21 + 13 months (P < 0.001), respectively. In ZDV
group, sCD8 decreased within first 6 months and then showed steady increase and the ratio also increased over 19 + 10
months. In KRG group, sCD8 and the ratio of sCD/CD8+ T cells continuously decreased by 45% (P < 0.01) and 19%
over 19 + 11 months (P < 0.05), respectively. In combination group, sCD8 gradually decreased by 29% (P < 0.01). There
was a clear difference in the changes in serum sCD8 over time among 4 groups. There was no rebound phenomenon in
KRG group as shown in ZDV group. These results suggest that KRG-intake suppresses immune hyperactivation state by

HIV antigen itself in the HIV-infected patients.
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Table 1. Comparison of the effect of Korean red ginseng (KRG), zidovudine (ZDV), and combination of KRG and ZDV on the serum

soluble CDS8 antigen (U/ml) in HIV-1-infected patients.

Follow-up duration (months)

Group 0 3-6 7-12 13-18 19-24 25-30 31-48
CON (n =49) 499 £ 257 592 + 201 656 + 198V 642 £212 682+ 1580 603 +£2012 664 + 3377
ZDV (n=22) 603 + 235 455 + 212 574 + 134 584 +219 591 + 179 642 £ 227 614 + 154
KRG (n =48) 666 + 238 583 £ 2530 637 £211 642 +233 547 £2589 493 £258 363 + 1359
COM (n = 49) 728 + 246 697 + 259 652 + 250V 616+ 1980 592 +233Y 518 +212Y 516+ 207V

DP<0.01 and ?P<0.05 by paired rtest, compared to baseline value of each patient in each group.
Abbreviations: CON, controls; ZDV, ZDV group; KRG, KRG group; COM, combination of KRG and ZDV group.

Values are expressed as mean + SD.
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B sty 2 | JR48 02 718l (rebound) 31-48
Neol= 614 £ 154 UmleItl. KRG 2-&+(n = 489)&
A AZ A 666 + 238 UmlellA] 13-18719 o]F 7443p)
AlFFate] A7 314870 DolE 363 + 135 UmlA] 5-¢)
slAl Al tHpaired t-test, P < 0.01). KRGS} ZDV
S =497 )l = A7 AlZ A 728 + 246 Umlel itk
A FHBE 71HEe ARF o g 7HAaske] 31480Y0=
516 + 207 UmIE -F-o]3FA] ZHASATHP < 0.05).
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A3 Zaslglen, CD4+ T AlZ4E 246/uielA 337/ul=
7%t #AF BE 1991 129 18Y%E EAFe E-43)
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Fig. 1. Changes of serum soluble CD8 antigen in 4 representative
patients. Patients A and B took ZDV and KRG, and patient
C took KRG only. Patients D did not receive ZDV or KRG
Arrows indicate the start time of KRG-intake and arrow-
lines indicates the start time of ZDV.
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Table 2. The change of the ratio of sCD8/CD8+ T cells from the baseline to the last test.

sCD8/CD8+ T cell

Interval Change
Group First Last (months) G yea%) Prvalue
CON (n=49) 0.39£0.25 0.60 £0.30 2113 +0.12 < 0.001
ZDV (n=22) 0.70 £ 0.49 0.75 £ 0.63 19+ 10 +0.03 > 0.05
KRG (n=48) 0.59 £0.33 048 £0.25 1911 -0.07 < 0.05
COM (n =49) 0.74 £ 0.40 0.66 £ 0.37 24+ 11 -0.04 > 0.05

Abbreviations: CON, controls; ZDV, ZDV group; KRG, KRG group; COM, combination of KRG and ZDV group.

Values are expressed as mean + SD.



178 z9g4 -
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2 7Asioy fo3 as otk HE 2AXE /)
To2 sCD/CD8+ T HZ Bl7F 1.0 o4l xh= tl=
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