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T ot MGH H¥e Bruce D. Walker 49| Elite
controller (o)1= A - Ao A]wA Egglo] Uy F<t
33] oV HIV viral load”} 50 copies/mloJ8}2 GA|gh=
7492k viremic controller (MRZIAR viral load7} 50-
2000 copies/mlZ FA%k= 74-9)9] 727t 2 W HEE A
& Qlojgh=t] 015 B4 A= viral factorol et ©AE
37] 9f8ll @A) oprlotE Alefet HAAI=RE 900 S
B8l ofF 1TH o2 RE HIV-1 full sequencesE 991,
638° 25 E nef gene §7IMEE E4510] 3HollA gross
deletion in the nef gene(gAnef)2 ¥Qicki siti1],
A A5 FaAdS st Bt 248 B9l
HIV 7 2710l CD4+T A7} A Zelola] disit £410)
b=t o] W) et integrity 7t 714 permeability S &
7FA7]3L microbial translocation®] 27 o] @Ahj o)
lipopolysaccharide (LPS:TLR4E AH33) £&7} 22}
3 0|2 <18} systemic immune activation ©] Z7I5h Tt
g o = sttt ofobr|tt HhH of o] A(SIV) A
AIDSE ZI8¥8}A] oh= ¥%0] species?] sooty mangabey
oM oleigt B LPST7PF Sk 3t ol=fet 7ele
S0 QG A Autol] kS-S ZTA7 = gk
O & AFSPA| GFE7 Ao 2 - A Elof ler] A
aff Holte 3] et T 259 ¢l w29 DAY
9] Rb¥} Rb, Rc® TNF-¥1 £ & AgRo|T
prednisolone OPFOR Yo i g1lE vehdicks o
THH2)5& FarshA STl EoAN EAY LPS 552
E4) Holof Zrk= A2+ s Hiict
o] Btz & gito] WEst g2 HIV-1 subtype B
F o B4RE A7t Fof ¥k HIV-1 CRF02_AGO] 7
H TS 4(247 1987, 1988, 1989, 1995 2lchz} S
& FoR] ok di2t 3R} THoIM9] 5 LTR/gag SA%}
39| gross deletion ¥lwg H|@3N= Z120H] 5 LTR/gag
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gene 2 1100 bpE FF3FAHIE 1. T4 E8wolA
107 PCR ampliconsl|4] 32 gross deletion (29.9%) ©]
RlF)lc}, dl2H11.1%)3 H]A] gross deletion Bl%=7}
o7k A2H{P0.05)2 E20IAUL} SHEE7|I0] AeE
FBA == AotHP<0.05). T8jal 9y of) S4kS &

-8R ARellA dofdl ARl 1 wlEo) 45, 2% IStttk



(P<0.05). nef geneoA= 1987 ATHES &} 8lx} A S
A|Qlet 3ol A gAnefo] B1Elo] AA| 141 amplicons%
1278, 5%)olIA ZRI=ISIEE, o] % 3t & 1988 ef) Zlchitar
oflol= ARAE Ha] E-8s1A] ofar 19919 AL & At
B Sks H80 SREA 20074 1090 P2 Aol A A
205 gAnefo] BAEITTIH 2004 $2 B) 20084 19
upAle CD4+T A4 T07/ul 2 A} 5718k ke B
oL 9}, AP7ISE Almrt Holae A1) 7o) 9o Ajart
Bruce D. Walker 2'4=9] Elite controllersolA9] Atk
oF B o 2 0% Alat

3. AIDS2| W=t Al

HIV-17} &3} dERuolei e Baygslod 714 o
o] ¢l Hlofgizoln), o] Hloly At ofujE 7hRl A7
(positive—strand) RNA Bloj2itolct 1970lo] welrto}
(Boltimore)2t HYI(Temin)o| HEZR}o|#AE= RNA-2)
E-DNA &8 AM(reverse transcriptase, JHAAENE
7R Q1o DNA F7HIE Bl S48k 218 F3si9ich
HloJefA FAIAL0] DNA HAREO] &5 G| 402 ARQJE
o] A} 4127} e, oleish HiAe: wils 4151 5}
AL, = YEEA] DNACIA RNAR Agsiy 1 ok
chal Zo] phEojAcks BARESY] 5484 (central
dogma)°ll “JHtEl= Wdol gl

19709 Sk 1980t & vl=pol A A ddoiAE,
Haitians, 3l2¢] 554 9 S93aty 7|siieizos
QURH Alo] kel ARl ol52] SAlE A A
F&{acquired immune deficiency syndrome, AIDS)0]
2l WHEEiel), dAks MAAROR oF 4 Al ojilo] 9
o|zo] ZrH= ATt 19839 L Aol FEF B
(Montagnier)# 1= Z2(Gallo) BHA} So] dubAls
(lymphadenopathy)¥ AIDSE 7H4 $kajol|d HIV-15 &
2Rk, o] A oprejzlolA} HIV-27F eAEIE), HIVa
1930 IehE HgolollAlA Algholl Al 13K 3193 01 1990
W SHHAE ZEH| YA H(HAART) 9] Q102 We- ofo] 234}
B0] A S T 4= A =ik

Uiz 1984 1l=2] GoPrprt ollo|2gha)e Kgke|oly

@
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B
=

HE

T 3. 2 HIVZERIY e =7

FHQ10 8= 19854 A3 ol ef7 ol A o] offel=z X
StoL =319iek 20074 2 el 744759 Alglo] At
Ao =4 71lAie== 2007 12982 5,323 o]0k (17 3).

HIVE *3et fEEBlolaAof tigh ofsl= RAME =]
et g sfighct, 7L AvkRA dERHo A e FARYES
UPdS $Y5h Fagh o R A o] A B9t E SR
(oncogenesis)= ©ladt=t] & 71015 S1SITH,

e zuloleiAE 49 offE 7 RNA vlojgiiz 4
0] 80~120 nmolt}. Juj Hof2|s GrhiEls ghish
o] JlzAdolA] ZoKbudding) ol 2Jell F4Ect Jul= F+
719 5Ugt RNA 404 BARRO R H AEE Seii,
Hjo |2 B8 0~50712] SParkady SlE|TIe|(integrase)
2 2749] NlZ4d tRNAsE ehiaith o] tRNAZF A
of gt AA(primer) 2 4%},

g JERH [ AE AR RS Jdsl= 37}
A 2 522t gag (AT Bolahy, AIE whlE) | pol (9
AL, ehEeEa B QEITIRA) AL env (9], @
chia) 2 JgEle] QITK 1Y 4), I3l ol fAA] o T
o]l long terminal repeat(LTR) @714 %0l 3t} LTRo
= Hlolh FALE ARISH=T B A AL AR ELIQ TATAA
222} A71M G, Eejobdld A5 6714 Y(poly adenylation
signal sequence), NF—kB 9 SP—1 £7J01} ZgHH9 tat
chi A o] Agtsh= 2991 trans—activating response
sequence(TAR), negative regulatory element(NRE) &
o aghejo] Qlrt,

=sTUjoll A EelE HIV-1 off Bi= SolsiA= #e) B
TATA BRA7}F TATAA tiAl TAAAAR FAJEl0] Qlck, 3%

Ox=
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a8 5. HIV Ziriel Mol Zap

G Hpolg|ie U G7IMBS dRE 4= e AR
SRS TS e g}, B3t elE2ufo[ A HTLY,
HIVE x3RE dlEjulola| A= T3t Zxlef Bash 2 7o)
2EFIRE 2T

AIDS+= B340 858 Bk | 7hg At Ag mdl
FolkrhE AIDSeh= Heke A= glol: Bt 108 s
< WHdHo)aL Agto] i3t o Q1) (CD4+T HlZE2}
plasma viral load)7t £88103(T1 5) SA 7242 HolE
o] aIkE Hrislr|of o} 2 AgudR goiElct o238}
Afol| tet AlefEate] Aol et B dqhs AR 203t
A712 ARFeHA| EIQITE A KT&G2] 230 what 19914 11
ARE YR AIDST A AR o G| ARzlE ¢
FHTFE HFBIIE Ho| A7t Hol o] A&H o2 alS
7P| Fslke dajolet, gk e gARRTRe HIV 7493}
S0l 81 547134 (674&4 33 B8, 2449 300mg 3
) B8R ARgsilon A7 e U SUst IES
o2 1T A7t AlGEL ek Zole YA &

ofi

8 LAAYETS Nef 5HE (2008)

3} 911 204 A} B} 117 8ol 87-05)-L ofo]=
ek 3 ofo)= 2|@A] E-gglo] TAkEguIOZ oju] 20W0]

O HT10 v

Zkstglon 90-05% & 20de] Hrt

4. XIH1621210] oflo|=0iM 1S Arenis

QWte] AIDS At ot k= Felo R thE dtAlo]
ofgt Ha1E Bl ¢lout 199049 Scagliones< 8571 o5
WHAE B3l W FEE0] ARy HeRkS 2871
ot Fsle] QhikEgol 34, CD4+T A, NK AlZ55
oAl £771E Ao Bustet3]. Jeu CD8+T
cell> Z7M71A] ohe 2108 RIsI9itt See 52 ¢htol
AIDS 2o} 27t ARolAK NK cell 7152 37K Ie
Aoz B aslei4], =l 3 82 acid polysaccharides
7} Thi cytokinesS & S0 2 sk o]gjgh HAx
A7)%52 IL-21} 2mt Qe 2o thgt Aol 2lelf blocking
Bl o2 HEEIIrHS], Yot Larsensd QhlE8ol &
A IL-12 $=5 R S7MI7hs Ao dEsfied
[6] A2 activated HAAZoA EHlE= [1-128 NK
cellsE A1 CD4+T cellsS Thl cellsZ 37 h=
5 1 $94o] ¥Zk=|1 Qe % Chinese University®
Ng ¥4y o4ke] &4 oz AJEQl Panaxagin,
Quinqueginsini xylanase & 2] ZA1H AlgolA
HIV-1 S7paA0] 84S dAgttar Wasliri7-9]. o]
2t HAehy faat dhlolelA AubEo] ofo|= Erjolxd]
B W3 BRio) QhE A0 Vi)

Al 53 Quan 5 QW) AHg ThHA 7} gJet|EoflA of
FHERA US40 84 FEE0] Ao offFHE
2ZA9] kS AL [10,11], el=ollA= AIDSXIEAIS}
IL-2& 37 AME3l= ¢ $2 Hh3-& Holi= A 0E Hilk|
11 9Jck Thi cytokines A/30] HE & A|&2| 0.2 Asiert
= oflo]2 w7} Rsto] 212i34t0] oflo]= ZHgdRjelA
£ G5 Tt FujRe AL A thgA|7} Thi
cytokines®! IL-29} gamma—interferon: H-=3k= 1t
a2t QlEEEt feshl Sk IL-2%kE



TG Hal= gizAo|i{12-15],
ThE Gk offolzzof tiek QWite] Bl ot Xt ¢
of & ¢AREe] I3k ¢t AUE Qofslo] Ml Ewit,

1) 3 67H&(Nov 1991-Jun 1992)712| {4t Sul{16]

A2 St 670 S A A ZDVE: E85HA] ok o)
R, B4k s B8 oflo)2 A=A A=RH(ZDV) EEE
A} ZDV H8R0R Lro] sl 5 418 (18744)S 33
off Uro] H85HA 7F & 37intct FHHAL CD4+T A,
CD8+T Al AU HIV-1 p24 3= soluble CD4
antigen(sCD4), soluble CD8 antigen (sCD8), ¥ 22—
microglobuling 2 AAEISCH SHAE CD4+T (%)
S7PF e ) S B8 ) 7DV Bt e0g 708
A= QITHIH. 62) AEA]
7DVE E-85 vt okt
A2 Z4RS H83HF ol
= FARCE fOoR 57t
A, oPsiA . o]
22 2ol §lof effector
cellsql CD8+T ME(%)7}
TARE B8R oA
OJsHA| F71sIITH L. 6b).
58] SR A2 HE ol
A sCD4-E oFd ¥ig}7} ¢l
E HHH CD8+T Al3E(%)
9] cell death A|3EQ1 ¥H
sCD8 s=7} Fhre E-83t
F s s Tath
RHH ZDVE B83F FollA
= B S7IBIICHIH, 6c).
Tl T4l B8-S U A
] Z718le 5 SRRAIE
2Holg = it sCD8E
immune activation A&
2 de] 4= marker
Q| 28 7172 mE ARt of

0] ARt 212 QA 71t

o w 3 % W M 8 8

2% 6. Changes of CD4+
T cell(%), CD8+ T cell(%),
and soluble CD8 antigen
in serum after 6 months’
clinical trial.

CD8+T M%) 5712t F3tok= AdAolet, & thA] Al
oflA] Blojzof ZhdE Al QNS S0z effector cell
¢l CD8+T cell T|7} Elths A ujstn Lozt
cytotoxic T lymphocyte (CTL) 7169 A& A1 9r]
Eling

ZARS B 83 ol HIV-1 p24 57 st
A FAEAG 748k v ZDV-S H-88F ol 27of 4t
419t} 678 EA) 571819 TRl S71stqit,

2) EM 220| HIVO| &2 F= X 2XIEH 37(17]
1992 10958 22 35897 A=, 32 4%
A7k AEA o= 1995 1297k A= ict 27k A8
2 APE Bl T4 TsoE A1t B8 HIV 494t
ot op et Akt ollo]= AgAR] ZDVE 4717t Weshe
HIV-1 23504 CD4+T HE7} 220 fAJE)
7 Z7¥61sint o] Bt gk st vtz ARl
2k HIV 932 Aol aRe vla)A] ok27t ol ohie
A ZA| =2det T2EiA A el HIV At
off thgt AR 7 Ads ks wigct, AR 658
CDA+T Az 4 &teol) weh A J15-0% Utro] 249519
t}, o 54 ok 32 HARE A 4080 el CD4+T A
2 7+47F st 10/ul ©J81R] % nonprogressor (NP),
10-60/ul8] 7%~ typical progressors (TP), »60/ul?! 7%
9= rapid progressors (RP) WM 2}z <Atz 10
1, 207, 10901%]ck. CDA+T A4 baseline HH| 717

3.5 -
3.0 4
2.5

2.0 A

1.0

Number of amino acid variation

0.5 o

0.0

] 1-12 13-24 >24
Duration of KRG intake (months)

a3 7. usEs 2871700 2 HIV-1 env C2/V3 region 00
Ao SR HOPHE-ENEE J17i0] Z4E Y HoH [oBiA
HOID.

Py N=N
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AR 19% 71 55% 24, 93% Akt o5 St
B8717ke 217 36,5+21.1 7%, 29.9+21. 37045} 15,6+
13,470 €019l Hdt E-87172 23+2071€0l9ict. wetA
REsEH 02 714 293t env gene® C2/V3 region®} &
7G-S 6590l ZAslo] 3ol BlojE BAJsIgrK a3,
7). AT WA 570 34 B8 7 Al B8
gt 7[7to] 6671Eo|9ltt. EHAIE ollo|= X 8A|Q] ZDV-E T
03 Ba3} 2 5yef AA AnpEAo|A o EA9)
FIE HoAFA] Bt v SRS BU|7lo] s
CD4+ T MZ7F FofstAl @ Zasioinh (r=-0.380,
P<0.05). Yo7} o7t SAke: o) BRI FRAURE &
OJaHA| AIct. o2fgh AR ofjo]= 8iAl FiEES: oA Bl
2o] HIVZ} Hol(variation)& & 8p/] mjEolehk= AR

sl Aztel] B AXfsh= Hl7E Aokl sck

3) 24 &7 282 ZDVo st Lhy
[18-20]

A 200 F7Y ofo|= A&7t AfdEe] 9lom 3717] oF
AE A= HEA 22 20E 2S5t 13U AT &
A F520E pol A QIEY3KE proteaselt SHAL
BAART)VSY £ F9ld Was vehl= sador} xal
Elo] X5 A= olojxitt, MR 7R oflo] 2 EA A=k
HEZDV) ti7l B8 3 6719A5E KT70R S} Uof
7| ARsHEA Ul & 62| o7t LERt X84
off gk a7} s AFAET), ofe} wagsiol CDA+T Al
S Akl Hioles Bt ST -] St ZDV
& 8T SR tiERo] HIs) CD4+T AEg ha
UdEsdvio] RIv: RofshA W) as= 2 syt
(P<€0.0).

WHE AF[SICE

4) DHSHO| Ol0|= ZEXIQ] CDA+T MES ZEE
L2 gtch21-22)

ool 219 AU F 54 ok CD4+T A FAH AA)
©688& VIO R FAEE B A= S8
7Aool 2gkAfze] Kdjo] L8l Ao] FAEgTto R Qg A
Q] ot offo]= Rt Fa3t 52 910) SRl HLA
o] FFe WAl 2RI, B 112431 718 5 &

10  zeloseims de 585 (2008 .,

AHEREES 4 082431 g 0|23 97 CD4+T AlE ae
35+29/ul/l%ict, & Aold HLAE gl S%& =
02 BAE]o] BAERA 02 HLAS) 93k viAgt ol
220 CD4+T AES T4 FoJslA LeiA T2 2kl
A3ct 3t BARER-2- ofjo]= BiAfollA] A2} FoA=
A wefsls BB A=E eERfiE A2 sCD8 level S
AAB] FElet, AR 02 T4HE-80] HLA class [9] 9%

o] Ed#0R CDA+T HIZY &g ok =eA
S RojFglet

Uo7 1993 ofde] ofjo]= 744l 2k B T ofjo]= 3]
BAIE B831A] A 109 oV AESH 7R} 318 Y
o FAH Heauls EAegIt) Bt 130167487 4,797
+4,921 g9 T4 AFsglon of 717k 5% CD4+T Al
0] A7k A oF 30+£29/ul it 34t B8 5t CD4+T
AlE0] 7 A, FAh vlolA e fofgt St
A} TEEOME ofF 31%E FAEgeol et 2050 % v
ol Hlm BA3ITt SARS ol E83 A9] 169 (B
8,478+4,197g:3,420-19,302g)-&- 137 157147 CD4+T
N|Zst= A7 14 29/ull Zasigict, BHH Saks A5 g
812 oAU 25 E-83 159 (B 870+1,007 g;0 -
3,120 22125 +1671&7HCD4+T Al 474 49+30/ul
WA Zhastol SAHEE-S ol B83t of nis) 3ul ol wh
24 gasiddt, 3" Y vlolgls sEe A7)
44 455151 597 copies/mlo|%lal K= 158,863 +139,304
copies/ml= AR Ho] E83F FollA FolsA Witk

o fo
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5) EAE7| 20| HIV-1 nef®t 5 LTR/gag STt
£ ZA&ARICH23, 24]

offo]z Ak F 109 ol A7t A7sHA AU long-
term nonprogressors or slow progressorsox] B&%l
993k genetic findings-& nef 420 gross deletion
olt}, H nef-d4AR= virulence determinantzhil 74|
A Qlct,

olu| 9bA] AFsh e} o] Bruce D. Walker <+2] Elite
controller?] 79 gAnefo] 63HolA 30| WAE H&=
oLt 2Aks 5 oY A7 B8t 2] 3RS A A9
ojlelglo] HEAR|T ¢lom 11 F 4440 R Xtk F ofo]= X



/\MJ\/\/\/\/\N\ :\ NT\V\

L) HH PRNRY HIE
‘%‘&\‘%‘«X\\\‘%‘k\\%“‘h‘.\\\‘\\

Pt — H \‘/

J%};}.;‘*’M‘»‘»:&W%x%mmw.
f (SRR

‘/\/\ / (AN

CD4+ T cells/pL

j
‘
-
-
-

P o] %%‘»%‘»‘»‘M,’Ba o sampI;::I“ o g e o P M

J7l 8. Changes in CD4+T cell counts in 10 LTSs with maximal
Korean red ginseng (KRG) treatment in the absence of
antiretroviral therapy. Periods of KRG treatment were shown
using bar. Three PCR reactions were performed to amplity
one sample. Samples used for sequencing of 5 LTR and
gag gene and those displaying grossly deleted 5 LTR and
gag gene are marked with downward and upward arrows
at the bottom, respectively. They were treated with 13,364
+ 5364 g for )12 years.

B E&gl0] 109 ol LR BAFE T A CD4+T AlE
57t 247F 20/ul7l ©181R] long—term slow progressors
(LTSP) 10782 W02 nef FHAM] 23 475 A}
Hrt oSS it 11,629+5,040 g 1B TARS Has)er
o}, o}59] CD4+T AlES Wik (18 8)3 2t} o5 101
oA MZ ThE A7jo) dojzl & 137749 L2 "l E

a2 AAS 4702] PCR productsg 89 &
nef FAAE E45I9TH & olF F I OZRE 477
(34.3%) 2] ZAAeIA 9070(18.8%) ) ZA4H nef 4R T
Az|ole}, FolRrke SAEE 7|7t0] ZE 40| vkt 4
2} oA -2k 109 oAE HAellA= PCR amplicons
o] 50% oVx k’ﬂ/\i TERICk= Hofrt, of2iet nef FHAKS
M2 152 ALEL OfxoflA Bt v} §li= =l pAE §
AF H1EL 2ol ARt 5L 710 ® 247 4,.8%9+
2.6%0] 8l frelsiA| =9kt Uo7t oleigt Rl A& 5
AP E87)700) i ofdE WHolalck (PO.00D(H 9 B).

t$7] 53 32} 1090llM 5 LTR/gag 44kl chaiA]
T e v oz At 3714 PCR amplicons& 8o 44

4797H4

Ev

A} AEES dixdat Hwsoit, thastolA| 9] Ak R} ]
£-& 14.8%% B B4k A7 E86l e 10HolA= 37.6%
2 FosHA Al T ol nef §4A} 24 18.8%
(gross deletion) ¥t} 28 =& Hiwolc}t 78)1 Su|2e- A
& nef 417 ko] A3 QIS FU ARl 87-0591A
T 19%14 gross deletionS B34, 5712 47} PCR products
ol M= gag geneolAl premature stop codone E3ith

[24]. ThbA F 30.5%004 31491 Agke HERin o] &

A= 199165 E Z4 B8 A 0L compliance 7t £4]
A
40
£ s 0001
b Cootrol LTSEe
CIOORI
B
-
s0 £ < 0.01
o

“3 a-s 7-o »10
Duration of KRG ntake (years)

= S—é@ 285K %2 tiEHn=34)0 tlol &t =88 F7|
Zh 82 10Ho] LTSPOIA nef RXIXIAY gross deletion Bz Hi
ami XJXHHIM 4.8% (2/41)Q1 HHH FXfollA 34.3% A0t (P(0.001)(A).
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