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For 16 years after the finding of HIV as an agent of AIDS in 1981, HIV therapeutic drugs of
reverse transcriptase inhibitors (AZT, ddl, ddC, d4T) and protease inhibitors have been
developed. Recent studies also were focused on a combination therapy by using HIV therapeutic
drugs or natural compounds. Korean red ginseng (KRG) of natural compounds has been well
known as a good reinforcement agent in Asia. The percentage of CD3+-CD4+ T cell in nine
HIV-infected patients without KRG treatment averaged 17.8% on baseline and decreased 15.8%
after 6 months, whereas the percentage of the cell in fifteen HIV-infected patients with KRG
treatment averaged 15.3% on baseline and increased up to 18.9% after the same period. The
average percentage of CD3+CD8+ T cell of KRG-nontreated and KRG-treated HIV patients
increased after 6 months 47.8% to 50.7% and 44.7% to 51.4%, respectively; and the average
percentage of B and NK cell in the KRG-nontreated and KRG-treated HIV patients decreased 9.4%
to 7.9% and 13.0% to 9.7%, 8.9% to 8.5% and 16.2% to 11.6%, respectively. KRG, therefore,
didn't have any effects on the CD3+CD8+ T cell, B cell, and NK cell. However, it seems that
KRG has a potential activity for stimulatiing the CD34-CD4+ T cell and some inhibition on
destroying of this cell with no significance.
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Fig. 1. Lymphocyte gating of a HIV-infected per-
son on the FSC vs. SSC dot plot by using FACStar.
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Fig. 2. The histogram of lymphocyte subsets (CD3+CD4+ T, CD3+CD8+ T, B, NK cell) of a HIV-in-

fected person stained with monoclonal antibodies.

_99._



g 18.9%= g 0.60%% Z71stg o}t T4k
H|EQ HIVZAEAS] A$ 17.8%0)4 15.8%=
w2 0.33%% 748

CD3+CD8+ T HZAX W& A% 34+
28 HIVZGAE 4.7%90 4 51.4%2 W2 1.12%
A F718IA L, FAN B4 HIVAIRAT S 47.8%
oA 50.7%= wd 0.48%% =715t}

B (CD19+) A X Mg 79 EAEL
HIVZG e 8.9%90 4] 8.5%= g 0.07%4 3+
&gt en, T4 84 HIVEEAE 9.4%° A
79%% wg 0.25%% 7439}

NK (CD16+56+) ME WE-&2] 739 48
£ HIVZEAE 162%914 11.6%2 w3 0.77%
A Zastgen, FAEE HIVEEAE 13.
0% A 9.7%2 w2 0.55%% 7439}

2. MR 0{E HIVZIHEXIE 9| 2lZOM|ZE B
Helg

Table 29} 7o) 488 6719 & HIVEE A9
HZolAE £33 2 B CD3+CD4+ T
IAE HEgo A9 F/1E B HIVZHE AL
£ 8% (53.3%), ZAE B HIVZAEAE 79
(46.7%)°1 A 2, FA4H0 &4 HIVE IRt A%
Z7H8 B9 HIVEAEAE 49 (44.4%), HAE

Table 1. The change of percentages of lymphocyte
subsets after Korean red ginseng administration

KRG-nontreated KRG-treated
group (N=9) group (N=15)

Items

baseline months baseline months

CD3+CD4+ T 178 158 153 189

CD3+CD8+ T 478 . 507 447 514
CD15+ (B cel) 94 7.9 8.9 8.5
CD16+56+ 13.0 9.7 162 116
(NK cell)

HQl HIVZE A= 59 (55.6%)°) ATt

CD3+CD8+ T FZA X NEESL FHES
HIVZFE A ek B4 58 HIVEEAS B 3
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(66.7%), }2E HQ HIVZEAE Zt7 39
(20.0%)3} 39 (33.3%)°| At}
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& Hvzid Ao 72§ 3718 29 HIVEE A
£ 7tz 59 (33.3%)3 31 (20.0%), ZHAE BQ
HIVZE A= 2tz 109 (66.7%)3 12 ( 80.0%)
oo, FAH 5 HIVEg A 2§ 718
Hel HIVZE A 247 298 (222%), 48 B
Q HIVZHd Abe 2kzt 79 (77.8%)°) 9T
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g ¢4 o

HIVZg o2 dojus AGAA Y w44
Y FEoZE= B REZAZY HZAAA 843
(22,23], A 2] Al 3 2] antigen-presenting & 3} 7+4
[24], NK M2 9] 7] 5&4d & HEEH A 44
[25,26], £ TAI X (CD3+CD4+ T)9] &4l 9]
W75 59, E5 % FZ2A R, apop-
tosis# =, cytokines®] u]Z-3A < @] o
AEEHET % 5 [27,28]¢] Yt o] = 7%
8% AL HIVEH A ¥R CD3+ CD4+ T &
ZAFE] 93 g o3 HAAA B
I ZA CD3+CD4+ T FEZM X9 73 HIV
S} HIVe] iAol o P A 4 [29,
30327 olvet 253y, JE2A 5y, CD4+
memory celld] 33 Fo & THAQJ
[31,32]c.2 dojutba girt.

E AT E 5ot 754 HIVEE A9 g <o}

Table 2. The pattern of changes of lymphocyte subsets in HIV-infected persons after Korean red ginseng

administration

KRG-nontreated group (N=9) KRG-treated group (N=15)

Items Group
+ ~ + -

CD3+CD4+ T 4 (44.4) 5 (55.6) 8 (53.3) 7 (46.7)
CD3+CD8+ T 6 (66.7) 3 (33.3) 12 (80.0) 3 (20.0)
CD19+ (B cell) 2 (22.2) 7 (77.8) 5 (333) 10 (66.7)
CD16+56+4 (NK cell) 2 (22.2) 7 (77.8) 3 (20.0) 12 (80.0)

Note. +: increase of lymphocyte subsets, —: decrease of lymphocyte subsets, No.: No. of persons, ( ): percentage.
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A X A Fite] FFTE vz 2
3 FAEE HIVZE A2 E4vE8 HIvVE
AAEIe] CD3+CD4+ T FZTAFE, CD3+
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