53

AIDS 2o HFY(T)

al
ox

HIV/AIDS2]| 7|2z} iz}

A A Al AIDS (F3A A HESFF, acquired immune
deficiency syndrome) ZFEA= @A) 4,7009H59)] o]23 ¢}
or 71 7ked 1,40094F 0] o]u] &4t HA, 2R gE)
ok 2509t ] NEE ZFAE AAY A7 7A] A F
s|Az7E ] WA E g2 FHol HUT AIDSE HIV
(Human immunodeficiency virus)dl] ¢}3) o}7|=E WA 9]
Aoz TR ARAHAFTE st FEEm 1 BA7L
RNAo]7] W&o HAALRA(RT, reverse transcriptase)”}
HIVS] F2]oll "Zl ZlojojAl o] RTY 7158 FolFL
2 A st 24 HIV genomed] £5GAA o] 282 4
3= o] 1 Wi e] FAlo] Hogkou HF protease
AsA, WA ] &g Wy FA LW, AWM HIV
virusE AMEYH O E FA = vALA Y Fol EHT At
ERHoJAM= HIV/AIDSE F-9lojn] HIVE o%A AG=ET
F7F %A AEHY oJEA =g F Sl=The tig 712 A
A& 71&sly, old gt 3 HIVAA el Azs AgS
AR Bl ESFANA 2F3TA Tt

HIV % AIDSZ? 1 7|28 74

AIDSE Z|¥FF Zid & 7t

AIDS+ HIVER: vpoleilof o3 st HAe] A8
olth. A= AW oz 7|50l FAHT AAE Hide=
7180l A= ol A A dEE & o254
Hrk AIDS= AAl9) Wol5-& ofslA|F] 7] W&ol 735
)3 Z+A(opportunistic infections)o]gt = E&E|=d “AIDS
of Ay FA}' T L o F A3t rE & = Yok Ay
3 AAZ AFEE F3o ol2A e FHS ¥F94
ZEEN 23 7o)y AIDSE o] 79} ¢elo] =7 W&
olth. &, 1) AIDS+ o' 75313, 2) AIDSE 4A 7
AR o, 3) F7ke] 24O E oikE 5 ek 2= Hol

F83

HIVe| Ztd 3 1 Yo ci]
HIVE QA FME AES F /e dFe vloleio]
B2 8xpet o] YA 471§ 2 2] AE gHA

3 sHA

14

HE X 2o T

Y st e AEEHAE ek AT g HIVZE 1A o) 7
HHE, 7-10d7k) AA “Foi"siAl Hok %7 wWEe o}
F 278 Hole AREC] AZBIAE R3lHA] utole] e
729E 5 Jon, g olgdA Mg = Utk ofF
o] vlojelze] ZAE AlEES B HAEZ} AIDSE 33}
AT B2, HIVY ZHEE B2 AHE] vlole 2ot 4
SHF AT o, Gt o] BE F Qe THA 2
Wol A& X E}

HIVE ¥, A, d BvE, 2453 22 A4S Flxe
A=Y A, £, B B /e A=A gtk ol
N =(mucous membranes, A, A ¥, == Y3 B7H9
W) B g79] A F5E B A el Y
TR AR At ThE AlEe] A ge] HRrujo) HYsA
%o T JREE JAYSHA Zorh E, 7oy AAE
58 F7NTo2e AGHEA ¥7] Wl 94 JFELE2E
HAd o2 ZAHHA et

HIVE g2; F30 2K gay), A} F/doAlesbian), o]/3ol
AW heterosexual), 12|31 F/J ol K bisexuals)ES ZHAIAHH
T EE IS, T3, Yol AMFECA F3F FEHIL AL
o, vFedAe GATAHAANAE], ofZgFtol s oAl
S0 dEFoZ A A"

o] Hlolg 2= Ao e AP WFol, == X(latex)
TEAHE A3 Z29S 92 o Atk 47HS(lambskin)
3 o2 “A 5 2Nnatural membrane)” ZEEL A AvE F
A ¢ol HIVZE 38 & gtk Spermicidal(FA-F o)
&8 53] nonoxynol-9& 53 AEFEL, 57 o] A
435 A gnzolt) Orald| 22 HIVE A 5 9l
om olmf dental damelt, FeHAE HFE AT £
ou HUZE o)FE AARE-IAE Holof 3 o]E =
HIVZ7F E38dAE 2Ech 2 A¥e IF(highrisk
groups)” o] AMRFE &, HIHA g2 A, & Ay Z5 ¢l
o] Z+8 el At} anal £ vaginal § AE sl 152 HIVY)
A8 &80 o1 Y AR FAMEEE 2ol 2Av
AFHA] F2 FAHIEER oW ERAE FYsie AL AR
A Fgde] €t

2o E IVEE AM-ZKIV drug user)9t FAtuhbsolul,



HIV/AIDSS] 7193 A8 2 O {42 48 23 33 X J5AQ N 15

1 (works)H 88 =7E FUE Zo] MAE ¢ He AL
E FAEH Jor AR FAES ATToZH FE F
H2A7F HIV AEes RAE 93 Qe ZAolth ulFoAe 4
HE Ao kstth HE B FA v AEEAY
HNE ZFHUSH, AHE Fol= HrlEEE Hol 7] dE
o] F¥AAAM R = A Brbsel 74 "ol
o A BlolB i A4 o]H Ee EAA, Be ERE HdY 19
oA HEE £ Utk AAE AF JHE FREE A
HAI7} Z3E Y, go|oE, F4, 2EHA, 5 A% g
£ v A = 9l

HIVAH| 3 AIFES F58 7Ive AFEE] ofY
AL A A A A& Al g 4 ek O
e “FHAA 7Y ol x tet HIV A3 34 e AMgE
S FAE loH, HIVe ZHEd AlelAlE 377} Ho
F=lA HIVS}H AIDS©] digh 148 Agsteiof 3, 2t
ol thgt 2ol gis) AMQUA, EE ARRHOE UM Ae
E rgsieol itk X9 AIDS7|FoA X BARAY,
NRE IEF fFriEdtdol & BT HIVEY HTE A A7)
= o 2 98 gstejof 3ok HIVERLY] 79 FuloiA
= UhgE o] 2 3] = tF dlo]2 FHXY3|s} e
w|Fo| A= GMHC Hotlineo] 101X gl S-3t3 glrh25].

HIV : O 7|2z} Zis

HIVS| AHIE=t Tt

HIV= Retrovirus®] 9E£0 24 GAALE A =2 d#&
i &of] 45 genome of Bl oF 100 A 2y£0 =2 2
sETH14). vtolH A AZE] EAAFTANA oo]= Hio]
2 retrovirus 9] lentivirusolfol] &3t} Alghe] HIVS ¢
%ol] SIVE 359 AZXEHE <F 150-2001d 3] Yol 3l
I, HIVE thA] HIV-13} HIV-22 ol Ao g 24t}

AFE 0]9)9] FEIAME HIVE} o) g2 ulo]g] 27} st
HIVZ7t oJud gt £/ AIDS #& nlo|g|ie} ojuld Al
AZF Je7HE @7 Adte ol HAzte] @rwjdelut
c-HpAt wlge] datals FAFEEE FYPOE SIMIAE
¥, HIVE retrovirus 742 g5 2] 240 &2 lentivirus
-3, A4S §EElE= oncoviruseld, fomyvirusE E R
spermavirus©}2} 7126 lentiviruso}a}gl20] &2l 5 tH23).
Retroviruss= gag, pol, env 52 F-2427F dojA z}2} cored
] AHALE A, N EE codedtH, nlolg| 2o HAE
#olud AAAAE AT AFAAER AUTH2L
Ratroviruss= S5 A Eo] ZgA guatg dojuvjzg
genome RNA, core@d, GAALZ A HEd] Sol7+
¥ AlF RNAE HHARR A 2J3|A DNAZ uiHjojA o]
2 E 5 =F NEY AlE DNAY 4@t A4 nlol

Table 1. HIV-1 g7} 8&5[23]
A7\ S E(X10-3/2-9/9)

FRA

RED) A5 9124]
gag 13.08(6.8-26.0) 3.92(0.5-12.3)
env 15.8693.5-30.5) 8.85(3.9-19.7)

#/29] A5 DNA(Provirus)& SFAE whjzd gAgA
oA AAL A E o] vlelB A JYRE 5= gt
uj A7l ulolz]A RNA genomed FAISte] AlZTu} B ZojA
AZE AL vlolA A A Eo) ZYPE F UE9o:

ZH genome?] H7|XFE ofv]iito] N FEHA e FA|
g3 Ag=HE v Fogge 2 o] S2E A4ksld 11 ¥
FA7b 72} 103 x107%/29/A3 3.9x107/59)de] €}
FRAR AEo| 715H AL BT S AL FX o] H]
FAXNEEY I £%71 ¥ WEA vehded HIV-19) gag
TR envARL Alolo M) ANABEEE B Tzt
HelNe A HAIY, HFIRAdME envHARZ O
gagFHRAARGE 2 & VeSS & = UAHTable 1).
ol 9¥u e oluiihlge] Y 4A HEEH A=
ouEA WAl siwe] drht oFH eI AFsA ok
envirAALl o8 A== ot Th A e AFY ¥
o7} ¥2 WIxE yehles V3 loopg e 7S I M8LT
g s FAXNBEEIL 9.5x107/59)/d, v g
7} 11.4x107°/89)//d 2 24 V3 looprt 25X A3E &
A FQUAA7EAY )50 TR U5E & F Ak

HIV| A E8A

HIV7} ©& retrovirusE3 oW AEFJA7T AE7HE pol
FAALe] opic bl d WA A g Axt HIVE 7+ A%
2 shte] 289 EgEHT, retrovirus®] thHEE-LS oncovirus
Z3} lentivirusZ2 2 ¥ 5 =4 11 71-&H HIVE oncovirus
& Ho% lentivirusEol] ©] 7HTs Alo] W& Ao

HIVelE genome-27F g T2 HIV-1383} HIV-28 0]
AUtk HIV-1Z Fu|E H| R3] A AMAXHLE & HIV-Z
T FE AMoizEtel dr EEIch T HIVY g2
SIV(simian immunodeficiency virus)¥ mandrill, sooty
mangabey, African green monkey, rhesus macaques,
chimpanzee oA 7=l Zzt SIV . SIV,, SIV,,
SV, SIVy, 522 E8]93Ith otz 7oA HIVE] 7+
o] B} HIV-2e] B SIV/E 2R3 o}z 2] 7loi A
HIVE 27t 4ol 5E Aol ZEd Ro] opdrte &
237 ok HIVS} SIVE BXAISSTE 599 S, 3'LTR,
gag, pol, env, nef ToNX AJ8, gagHAAL] F7ME &£
AoA HIV, SIVY] HdxE A FAZI SIV,y SV
HIV-2/SIV/SIV . HIV-1/SIV,_,, 59 47}x¢] OFoe 4
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Folgom 1 A7) ¢k 150-200d Mo FA =YL, HIV-
13} SIV,,, HIV-29} SIV,,. 8 A& 7k o 30dHes &
A=Ak HIV-10] B5% HAX]Yel| vlsf HIV-2¢} SIV, H
SV, a4 E v dAdo] AL Utk A of= ] 7}e]
oJd A7t 89 HIV-27t AF71A] Hig HIV-2 Hok
SIVsmoll © g2 He|A HIV-2, SIV,, SIV,. = thekyo
E2 3] I S3ks AR FAHHAGT E oo &
Aozt ol A AR)7} HIV-2¢] HPAHo] UX|aH,
o]E2 °F 10%7} SIV,oll s ol Algae] FFo] B
5ol o, F2EYFolde ¥E dogide J, SelA
270 2RFHH 0|7} HIVE Al A7) ddo] HAu&
£ F53 stk HIVE 332 290l disiAe o=
27} R Lol SIVE FE5u 1 A= v 7t
£ 3tk

HIVe| ZAzt O fuAL] @W#oT

HIVS| Z4|a AIDSS| 8HE

HIV ZFAA Joir] HHTHE blo]f A8ty dF3e F=2
Dz o] giito] HI et HAl Y7o Ut AA ¥
Ao 2% AGA g D v BTG @A
B2 CD4'AIE7t 9o} HIV Z9go] E2oH, §217]1¢] CD4’
TAX 78 ¢ 0.5%7} Al ZFo] ¢t HIV DNAE B.§3}
W 1 VI0ZEE $ DNAZA QAR g=tH17]. 3
H SFAH X9 DNAJ AHQJE vlolgjAE 0.05% 8 =24 1
WP A& dolgizoln A2 4 A5 HolE
(replication-competent virus)= 1 1/10 & 0.005%° 2 }A]
etk ol o] H2 nlolg vt I SF A F A o]RE
dodlE AL AZ37] o i 7H&3ksE ) AlREE
g el AAAMEAA 10°~10° FE2] nlo]g2r} Aagct
vlolg) 27} F3] Huhs AHolA Fag BEae] edn
A ojo]29] X 87} 7Hs3HAl 2 AeltH19).

HIVY ZgE iFEe] AHge 83 Fole nlolgiirt
107/ml oo 2 =ik, Fhelxbr}t 30, ojH A=rt JBA 3}
o ol AAIE Zie= F ¢EA JA Frh guidgoez
CTL(cytotoxic T lymphocytes)S F4O0Z 3= HYu-go]
Yolubd nlo)2 2 %L 100~10009) 2 A 3}3la 674K o]
Aol =HH Brgg A71E AMA 8 RNAY Fol M3}
ot 1 vlejaii o] k3t Al E set-pointel dh=H] o
A =k deAdol A& CD4AIE S macrophage
&, §59 Hog, npolg] 29 tropism3}t F2]4 Sl <A
ARHE AT ALY LoloAE HIV RNAVE fujz
ol &2 HA7HA A5l |A Ak &3l set-pointd]]
gt 1d o)ide] Al ¢ itk HIV Zd¥ 52
o] set-point RNAS VehE #xle 23 #ie set-

B EDY

pointE Uep= gzl vls) CDAME7} B} wa] 244
HHEA ojo]=2Z et WA AMESA el Set-pointol
9% £ 2 QHYe RNAYS Uehliv AA 3] Z718)
o Wa7)7b HE Fa5sA Boi22].

FHIVA| 2 AIDSE X 8319 257k oo &Z <] RNA
XS /100 EE Ad}ate, 2.3~3.1d AW EoA wjA=
F UAtH19]. FaFel vjgl&e] vbhlz} 647k olsto|nz
BEo HIV RN Vel <Hygh 84 RNAYS &
A&7] dAME WY 10°~10"2) Hiol2) 27t A E Alo]
Hrt. 3 HIVA AH2A] divkee] ZHdA oA vlolg 27t A
AEE 71 B 24T AEAEE BF 1.25¢9)
APk 2L RHM TN Elo|HAE To=H 2.5
Yol AEZ ZIAIAE @ 1403] oA} ulo]H A ZZo]
dolul= Alo] et g vloj| 2] A2A] wizdr]s} o 8
243 2d CDATHEANME 2719 25374 F&8iA 2+
A3t W1z1717F oF 252490 24 macrophageell A= uvlo]#
27t IR "8R3 Aeer(8~28Y) o5 <F 1%
AUA ¢tk 28y CD45RO# w28 AX9 vl-3E 7}
Z CD4Al X 9] replication competent provirus= 1.4X
10°bodyell AL}A Yt Hgo] o) Axe) Wr)E 22
F7t HE 297 o) welgae] 7HA) 2 hit} oR L 3
hit curve 2 o7& 3ok

7V AE7E 2 HE A ARE R G FolA A
$31H AZHE <k 85 ool upol X <ol AE A o3}
2 "ojAtk 37 WL WO 7 NE3 A¢E 16714 oAt
AAA o] FelE FAY & Utk FE G2 Y| njg) Y=
Foluk H o] bloj 2o disiME o}F RAlE ] YA B%E
b A-HAE-E |7] oja L Eol B dAelA Hrt A
Ao 2 wlo]H2e] S S wr)= ofY] A Fo FX
Al X e] wpolg 2t ZAHUTRE Y= Yok

vpo]2 2 9] RNA#H Y-S CD4'TH 5 P2434] 53 1)
23t dF BHo] g $L iAotk ofH H Lo nlol
29 249 A2 Yehl= RNAYES Afl s 33}
3 HYYe AT E JeERE CDA'THESE 271811 9=
AT YAk wEtA RNAHAF CDATHESFE $A9)
SR Aol M FLEth F3 AfHo=E ulo|gs
RNAYHEE AE8A o3t A3 Y& 34 ¥HL AS
o= B& CDAT NES7} 71 g Z718kx) e ¥
Guke-S UeEhE AESEL 1 ANEE s8] Bibs
L sk A2 F5F carriers] 27) X FE7}F drhy
ZR37HE vty A= WY AxE e Aozt dojur|A
ol(cloneo] Foll& W) XFE /NAIBlof ghrl= ¢m=
ol Fx HaLo] A XN&HOZ AMIFST AR
NAFE shejof gl Aotk




HIV/AIDS 9| 713 18t Y 1

HIVS| MiAtel 54 X5

HIVE RNA genome©] DNA (provirus)2 HEEHo] &5
o] gax]o 4Arl® provirus DNAE £FA 2] HA), WY
AXE o] &3t uiolzlA o] AQikd ¥ FZE virus
RNA9 =Y AsARE AA UEHTH20]. F, pro-virus2
RAALA o) A A E o] HAAAFQ] NF-#B, v}lo|2]29] Tatthd,
AL oA ulo]# A fEie] Revhd Fo] ZHE-3fed
vlo]E A P2 3} genome RNAE FAISFEEM uloj A
7t Z2l19th RNAES F8OF 282 provirusE AT o
AAAEAS] RNase @A oaiA mtojufis] DNAS F3
o] H virus RNAE F331H A pluss] DNAE FASEZR 1
copy 9] virus genome RNA<A] 1 copy?] provirus DNA%]
TEIRA =H[5], = A7H ] processing 7 N A
T FARRFE T/EA gErh

olg} Zro] AR R Zrh= 8 HIVRES HHo] EH1
AE AN dY ] processing HF AN E DojukA] Fovt
dAte] AAGNAME 7Hsdtth xS FAAZE HAFE mRNA
= Y Fgol A18E & EdEo] WA g virus RNA7}
AN AEAME provirusel Ae] FAALAANA {7}
FEZo] dojd F YO EE o] HA] AGAIQ] FGHAINY S
MR o8 Azsd N Xl FE3}E proviruse] FHE
243t A7 FEAREE A5HA ¥2F T 5 US
Rojrt

HIV pro-virus LTRO|JA 2] NF-«Bol| 2|& MAI=H

HIV provirus®] mRNAZ A2 LTR(long terminal
repeat) 2] E5o]3 DNAWIQ) ZTHE HARIRE] 23l
AAREG. ol AMRIANE SFAEY] f2¥ AARIA
MNF-&B, vlol#| 2 falle] Tat AARIAL SFME F3 Al
q #|A 4ol FEHE A 5ol Uk HIVZE 717 &
¥ 7+ &= 7 macrophageA vl 9bAl X ol A= NF-«B7} &
A0 2 ZhrHEth T Hlo|HAfH Y MAIAE mRNAR
2} WA RS (capF-) ] vlZ 39 TAR(Trans-Activation -
esponse region)d Qo] A3 AANEA S A} Tatr} 9
c]A wpolalA {27 mRNAZ 2 o FA=E s
siem-loop 729 buldgeF-#oll A=A 7o) Ax] T-E
542] IR Agete] WYY ZFo] Yojuieh Loop el
Agshs diF o stemFEo] At RIS BF A
sfee Ao

T AAPRA] 9EE-9) ol Qe TATA boxol 2%4
TATAZAZ AW (TBP)o] #addit). o] boxel ArFo] NF-«B
0] AALEA s A7 AFelH TBPL] TATA boxolle] 2
of ZZFH], HAALFL Frieith. olw] HEEAYsIIA
(coactivator)]l p300/CBPo] NF-xB¢l] ZAgtslH p300/CBP
associated factor (P/CAF)7} &7} A2H o] EdAE FAs)

AR E 28 B A EA 9 )L 17

224 2499 histoneo] acetyld} ¥t} 1 A3} nucleosome
729 W3E fEdld TBPF 7|2WARIAS] AYS =
ZsHA ok =3 co-activators TBP-TAFs(TBP-assocaiated
factors) Bl Ao} AR AN EFAE FA 3
A Atk TBPS] Aol olo] £l 7|ZAARIA TFITB
TFIIA7} A%gslT o]olA TFIIBx= TFIFeF Z¥3c) TFIIF
= RNA polymerasell$} ZAE3I22 TATAbox$ IHto|
RNA polymerase’} Ao Z T ¢iso] TFUESH TFIIH7}
A%sA HE wEA AAEEe] JiAETE E= CHUKS
dominant negative o7} TNFu} IL-16]M 2] NF-#BE
3t AZE Asfsld CHUKE kBagt 23 AFsiAl
NIKZA)&}ol| 4] CHUKY)] 9]% 14Bag] 14+3}7} cascade 7]+
2 %) 88 NF-4B. IkBEgA)9) serine kinase?} 2%
3te] p65 subunite] A3He} §7] NF-#BE KBEFEH &3
AlZITH12].

T A Eukg-o] signal S ARG S0l FRAHJUET
TNFU IL-1 receptorol A @] signald 2ol a2 = NF-«B9] &
23317} 3 AskA| o] Folol ofsf A AAISAEA F3t
H A AT} NF-#B o] 843} 283 thioredoxin(Trx)-&
T3P 2 signalAEA o] mediator2X EAgciy AgHrE
NF-#BE thioredoxine] ©s)4 39 DNASH A¥std
redox A 0] & £t Redox A o]¢] BATGE CysZH NF-x
Bel TrxE cys 2712 F2sh 17) S0l &) o8 4tstd
o2 71 DNAge] Aol Asfj€rh

o]9}gko] NF-#Bw= o8] 7HA] QJ4kst 49 844 |
Trx7} #o3h=t)] o] #A 9 oA M E A st &3
H3l3 Sl HIV provirusE2& JAE F g Aolth

=

HIV mRNA 2| Tat off 2|3t FAHAl % AF

Tat= 14kDa2] €4 © 24 HIV proviruse] HALE A€3
82 Z7MFIE S 2T e A WA 48Rt
t}. o] Tat7} £ Ao+ RNA polymerase carboxy terminal
domain(CTD)el] 14kst7} dojutA] 3t 1 848 T3]
B REAiAelE RNA A F 47 £ o]esdiAl st RNAR
o] FEETh HIVE mRNAS 5 9o gli= TARY|
= Tat®] HALEAIsto] B3] 9 714 QA7 Z9Eh
o] <¢lxtE M+ CAK(cyclin-dependent kinase activating
kinase), TAK(Tat-associated kinase), cdk7 o] 9t} CAK
£ cak”} cyclin H, matl 3 AgE EgA o] Tate} TAKZ
ol 7129 S dhe TaySFIE E2lg0] gith o= B¢E
¢14+8H= RNA polymerasell$] CTDeA Yojubm ) Aks}o]
93} RNA polymerase®] processibility7} Z7}8ith Tat £
< I AFAMEAA TFIB E-& TAFsZ Axrle] /A T2 4
Fagol A AYAAE a4HoT TANAN ZYe AN
4%S 7HA dh
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HIVRZECHio| Revoll 28t Y

NF-#B¢} Tat ¥ M X2 AA7|Eete) FozEo) o) gt
W3 e} virus FARPLE] 7538, ojojA] Revel 8-
o &3} virus FRIHFo] WA genome RNAZ} 37
o} virus Y7t A€t} Full size?) virus mRNA 7} splicing
o] & ¥ ol oz 7}A] €] virus mRNAE A3 1338}
ot oM AEARE ©o]FE A WYHh HIV proviruso]
2] AAL & HTA mRNA7} splicing® ¥+ introno] |
AL QOB Z Tat, Rev, Nef @¥-2 AEL, virus YAHE
TS FEREHE FEEX] Rdick PRGN {FHPR
T Reve] EAslollA o]tk vlE2 HYHT Revi virus
RNAS 2§ ¥ Rab ¥ hRIP MEJXS} A3d,
Rab/hRIPE 332 #AI3H= nucleoporingh A3t 724 &
Aol 28 37l AR E AN virus mRNA7ZE e o
Z oA AlxAR o)A} I A} splicing= ] P= 27
DAY} gag, pol, env 5& THE= mRNAVE A EZZE o|4H
of Fx ©¥g ThEA FoH21]. FAWELE genome
RNA(full size ¢] A% mRNA)7} £7150 virus YA} &
€k

HIV 2] receptor/coreceptor

o]® 2] chemokine receptors= HIV ) A X 7o) 9lojA]
A29] receptor® 2H&-dh= Ao = U4 it} Coreceptors]
AL vlolg 2o AXAYTFY s Bytehg HIVZEY
W5 N MELR AIFE XEY AR, NEE ZEAY
XA 59 AN FEH}

vlo]f 298] FA X2 HAe N1dAE 1986130 EH
AE BH] S FHreceptor)of| o] AL FE3H= CD4 &
S w25 F2AE gl o)g Ao ¥ ATk Brkx e A
P23 HIVY Az AYAdYdl= CD4 olgjolx el
factor(cofactor) &2 A|29] receptor/coreceptor7} Fo]dl=
RAog AztEo] FH3HY nf, HIV-19] coreceptor?}
chemokine receptord o] 1996\d9]] B A o}

HIV 2| receptor= CD4 Hyj

HIVE A Z22oe] 32, §3, Y, 82 59 33& AX
= HIVS AgAA 71 2719 Al EF2-2o) Fojats=
NEZ AL CD4ERLojt). CD4= HY F2RA super-
family 8] P2 A X EH A BRAE Y BA2F S5kDe) F
chillo] 7 M E2E 4702 ¥Y F2EUY domaind ZHeth
CD4E= THIE 9 macrophageol Al @ g=d THEAS
CD4% classll 22 23504 2] fdomaindl] AgsiA] TAHE
receptorol] 213 &A1 S Fol= 7|5E 2 UTHIS5).

CD4+= HIV-19] receptorgd©] 1)3}CD4 monoclonal 344 =

e

R DR ANE

HIV-19] AZ79F, FEAFA, vtol2is dApe] FZ o]
A% A, 2)HIV-19] 2)7] Fe] gpl200]u} CD4%FHL 3}
Aol oA Zro] AAATE F, 3)CD47t FAHA = A}
Fol M X CD4 cDNAE ¢ HHAIALZN HIV-171g]
o] 7Fedttte 3, 59 A4 gF=HAk Ty CD4tt
S 2XE HIVZE A XZAYL 483 o] FAA &tk A
@ CD4 cDNAE vwh9-2, o AMEF1 Algte) CD4-9
astrogliomaf-2 8] USTHEFo] =4 HHA7|H 2ds
CD4oll 9] ulojgf o] F-3hE FAE Y lol8 X Yot HE
2ol §8, wvlolalne) Ax Al JYL AAFHA st
[7]. 28 o] MEE o2 CD4-9] Atge] Mxe}l A1z
73l utel2 2] Hdo] Yokt o niol o] Alxuf
Yol &= CD40] 29 receptorrt a3 o2 FZ5Uch

HIVY| coreceptor= CXCR4

HIVe] A xolle] F3 3, ] 5ol #8H= receptors
galactosylcelebroside, LFA-1, Fc receptor®} R A receptor,
CD26 o] AUtk A== 322 galactosylcelebrosider= CD4
AE9] S z2E gpl200] A S, Galactosyleelebroside
= AZHEL astrocyte, YF-) hFEH- A EFoA LEF
T MM HIVZ} in vivod A 458 FHFAAAM T ] 7]
SN BAS A2 ARHRh

gp1209} V3 loopdll= F3aHAe} FaBHFAe] EAst
H, & HIVE BAA X Rstiold}, tropisme AAH s
Z8% 990 YOBE o] G943} JEWAT} g ATZ
cofactor7} Y22 #F& 4 Ut V3 loope IEE 44 &
o|7} Yoju= Fo g YR GPGRAFqoduf, Ng¢, C&
@2l Cys 7|29 AR E B2 HIVY 1A7R4A 2
5o Qdrt

Berger 5o 93 FAE A2¢] receptor, CXCR-4E
1659bp2] cDNAC] 93] F= &= 352709 ojmateoz
AE o EN GUlF T3t AES 73] BEI=
receptor familyel] &3l Ao 2 EAEULE Z7]ANE AX
& fusion) 9] JHE Fo3}e] fusinolz} PHIH2 Y IF
o]E22 SDF-1/PBSF¢ FYUEAYol ¢ At SDF-19]
CXC chemokine$! oA fusin® CXCR-42 E&YAA 5
AT o)A ] coreceptorZ ZHEFHE CXCR-4 cDNAE HEH A
HozH Envel o AZEE, HIVZEEOl 7hsaihe A,
CXCR-4331} SDF-10] EnvE 7§18 A X§3o]u}t HIVZ
Qe AT o8 FANYTE CXCR-49) wol olo]
MIP-1a, MIP-18, CCR-5, CCR-2b, CCR-3, STRL33(Bonzo),
Bob, US28 o] HIVY] coreceptorZ L#HAA = ch

Receptor/coreceptor i Oj7j2 & HIVS| M2u A7
HIVS] AZEF, §8, IY Soe CD4, coreceptor
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CCR5, CXCR4, HIV gpl120 9] A& zHgo] R glo] dH
Aoy HEer) g FE2 obF ®ol] Hol th HIV-19
7+eJe] CCRS, CXCR4 9] ligandol] 213 A= @ tiAL}, CCRS
ligand9] A3l 7143 CD42} gp1202] A5 AMg-oll &J3)A]
AAFHE A Solth E gpl20o] CD4o| AFFOZH
CCRS ligand®] receptorol| 2] Aglo] gz EATAY, IJCD4 3
#] S 3lgpl20 Ale] JsjA] CD4, gpl20, CXCR4 59
o] S Alel AAFTHE Aotk V3 loopi CD4 ZAdte] ¢
# FEHE epitopeE TR oA 71X gpl209] FHe) o
st F313A = gp1203 CD49] Aol 43S veplix gx
£01203} CCR59] A¥E AA Tt wEold A7 7HA 9
go120 Y uo) B AE ARG AF A V3 o] CCRSE 7
A& HIVZEES] F235ltH6]). CCR-2b9} CCR5¢] chimera
receptorE A 2H3ke] HIVZE ol Q3 CCR59 H9E 34
Y v} CCR59] Al Eeje] B2 99t HIVE] A} 3He
ol Zrdel) FBRFHAT3). EBF AFRF receptorF ol &
chemokine(ligand) 2%t £ M X signal IAGHL glovt
HIVZISo] 715¢ o] receptor™ EAISHATE o4 HE
zl3} HIVE] gpl120o] M EuelA CD49t Ashd gpl209]
viggel YAz HErt dojvt V3 loopZt =&FHT ]
V3 loop9} CCR5 3-& CXCR47} BEFE A|¥ 9] BEAA 4
io] dojut gpl1203} CD4 coreceptor®] A7 A D E
Al HIVYAE Al xete] F2hgt) o]oix] gpl203} 33t
gpdle] Mg EAste] A Euhs} ulolgjagiAute] §3
o dofu} vpe|E A7t Al Efoll A YskAl AH16].

Receptor/coreceptor?] HE

glo]g 20l &3 7] ME FsH(tropism)el] 2Jsf H}
o B Ao} F20] Fe gl oA AAHEh 11 ke Bl
i 20 Ao F3 FAYAHL2 AT £F95 2F
= 7P £33 29 7hed shielth HIVE 9l ol
v 38 U FGHIVE AR WXt ZHE gk
2 74T vpole 2ol Wb ohE AEASE ek,
HIVEdE B2P 872} macrophageo] 748 84S U
ey AE FEH PA T 2&H Y (M-tropic, NSF), T
Z¥ge ) Z77 A7 FAAI THAEF 28] 713
3 3H-& e A FA%ol & F(T-tropic, SIF),
c}Zo) 2134S Ve E dual-tropicd 5] EA1%th 7Hg
# 7]o= M-tropic, NSIE HIV7E 912 EHu}, o] R8st
of wabM T-tropic, SIZo] $-92 Hc}h HIVE tropisme
¢pl209] V1, V2, V389 23] V3 loop?] 7= daiA]
Tk ol U5l 55 ARt B B &
coreceptor2] W7o &lsjA HIVEY tropism coreceptor7t
o] GA AMEE el ) o7t ZhsEAl HATE &, M-
tropic HIVE CCR5E, T-tropic HIVE CXCR4E A3l

AT T3 AYshe Ao A7HET. TRAVHS THE
o] & M-tropic HIVE T-tropic HIVE 7+ 7Fs8HA & Aol
42 Qo) coreceptorZA}E CCR5XE CXCR4E ¥ H
¥ den @xdel $AM E(dendritic cel)= CCRS,
CXCR4 9¥%¢] receptorE a3t d2o] <A Utk

HIVY] kZEo] glSdx B3l ARG F= AHE
ol YRHAY %S CCRSFHAN o)de] slee] &
AN & CCRS tFF-AAS §E| 328710y BEo] &
A AR 99 10~20%9) 23t =E8A EAde I
FAA o)dellE CCR57F Ao 2 wdHsA] ¢7] wEd
HIVZIEol AddS vebdth gHH faxtake] o]ite] A%

7% HIVZ) st Astdoletert g %ol B 1
ol wlAE Gl FAME WEsF YHA 2ok HLA
class 1 & 2 oA heterozygosity7} 28 w&45 AIDSY
AsYo] = en olw) AIDS-associated @A B35 &
Cw'049] o & m: PFe| AL Wt 5 M2
Q1 #xte] 739 HIV-1 Al 28-40 %7t AES AL
o o] o] AAE A#E IA HAAUTHI1L

HIV 7@ =}l & citomegaro virus(CMV)dl] 2]3F 7Zhg o] of
Y2 el ojAe] HIVZESH ofd Aol JUSH2E &
ZF Q). CMV genome?] o]H FEREA code™+ chemokine
receptorz} AFEAo] Q)& US28Tho] HIV-174gel el
coreceptor241¢] 7]50] A-0] in virod| A SHHUTE in
vivodl 1eiA US289) W8 71 HIV-1 ZE*Eeiel SioiA
g9 AEE %9 FR3 HAFY shtolnt 271K 9] o
2 ¥dA vlo|g 2t FYstd &3¢ Fddtele AL o
F A2 AEY AEEFeEA Fr] ZL HAdelh

(o3

M2 R oAt zixef JHG

v)AlY AAlE= VSV(Vesicular stomatitis virus)ef] HIV €]
AN ZA targetql T cell®} receptor CD4$} coreceptor
CXCR4(chemokine receptors) -§-H2ZE ArYsled AzHa A
ZFA] VSVE A F<8tH HIV-1 infected cello)
VSVE CD4 T-cell)1} &zt dezoz FAsH HE
2 AH o= CD4 T-celld] gt AHHA FHE M3t
38 WA "vke dgolth sfuksld AEZFA VSVIE
HIVE target] £¢1 FAYAHNE CD4 T-cellzt 7
receptorE B8t 917] wiEoink iy Al o] v dlA
T VSV uhpE 3 AEJolA CD4 T-cellgis th27)
g Zo Heja FAHA o] Yol 3|4slo] ¥ FAFAE et
Wd7)ell &5 olof] thk o] S.E Uk

E AFRME A A=A VSVl & FAE virus
E AL 95 FPE viruse) AA, CD4 2 CXCR4FAA
obo] AZFA virus AFE A=t o]F HIV 7 $xel
Al F3tE 24 HIV virusg AN A $H 3t
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Hog wAss AZEA viruse) AL AEL ok
oloj= x|=H<f 7Hg

oflo| == cid| HE2¥o| F&EH

HIV 253 2ol MA38 Jsfsk= g5l tisia 3
o] A E AHESH Ssta oy A5 FFAs L Q)
th doj2= XErhsd wAZEAA S0l HYE WY
ok 12} oo 2ol i vl S22 oFF ol UA
B2 FujolAe] A7 JEA] AFSHPANA dAR Jto|=Ed
T ol E4Ag Adelolth AEe HYTHTO] HZHGHA
HsHE AXAM APHEE GAFAE F7] & thAEES 8
oof gtk A, AFol= CD4 A X9 #F8F 9 nlolgs
FE ARE &g ulolg 29 $4E& HAEEHA ©l3E/A
AqAslE 7HE AR AFHE NEE 5 Joill). X 87t
433A] B3t A Ao Bt dAE Asedle A
A3l e SWHeE WAstdor stk Ty oAl
HIV-15:2] Z¥#ol1} HIV-10] AZ$ classe] ghlo]#2A
protease A& Al M E F&3A WS dd e AL
4, e o] 228, Ag3lEEE S HISETY
Mdo] o]FolXA] evie A 9 A AFHL Ut
T§ AlE-E A 5= dEHlE ZEA HdFH A
3)9] AARFE 7HE3AIZITH

AUAIE LK He ERY 1 S

NRTI(nucleoside reverse trascriptase inhibitor)oll= 3" -Azido-
2’, 3 -dideoxythymidine(AZT, zidovudine), 2, 3’ -dideoxyinosine
3ol Yt} ol FEHQAIEA JHAEA ASAE AFH L
B BAgo] JIFoE HANEMN ARS-EE A= WA HIV-1
ol HlwA Z7)d E¥3}7] diEel A5 X8l oAM= o
A& 2 o] ¥I3] ARE-E o] SITHI]

A 7 etE<l NRTIZ A= 9-(2-phosphonyl-methoxyethyl)-
adenine(PMEA, adefovir)9} 1 pro-drug (bis-POM-PMEA),
WA e 2] HIV-10] WAL wdslr] ofad¢ 2 -Afluoro-
2", 3’ -dideoxyadenosine (F-ddA), EFA7A o2 T38|
%33 159U89%5°] Utk F-ddAE n|ZHLATFL00A AA)
FA A FABAA G353 dhtole E4do] AR EHAU

DR I R

o0, in vitrod| A= AW A HIV-19) el E %33 3u}
olE A VAL 2331t} (Table 2). 1592U89E THEEL}
vlojH A BAFE 1.5~2 log ZAAFth HIV-1% in vitro
ol Al 1592U89¢] =Z = RTo| MI184V, K65R, L74V,
Y115F5¢] olmzal X3E oy} 1592U89= M184V
Ag HIV-19] 93 BFAME I3 JHIVEL S el
H 2L v wH ofstgich

2 AE F £F9 NNRTI(non-nucleoside reverse
trascriptase inhibitor)7} X W efo 2 A2 %531 gt}
NEVIRPINE(NVP):= 53] &2 shutolg]x @48 AP
oA IS GO0 E Ty FFA FHN &
<& YehiE HIV-1¥0)F7 Yepvt 1 dAdaF e @717k
of A4tk J2jy NVPE AZT 9} DDI9Le] H-8oA X3
A g2 T3t F5g AFE pehfo] 1996 949 H]
FEYAEA GAAES AAAZA HZe FHIV-1AA|
2A HEAG EAlE A8 HA] gAY diAte] Foshe
cytochrome p450-3A4¢] B&HE QA A 53] protease A3l
Aol H1¥ZFET} AUC(area under curve)S ZHAA]7]7]
w2l proteaseaf A ote] W& A=A ¥ Aok 7H
N7l & Rahge wzl o 2x BokER) & dloo} s 7
2% t}r mFox= = dhte] NNRTI, delavirdine(U-
90152T)7} NRTI®}e] BHEFAE SR Q7S Jdth
NNRTI 371X ¢kAl9} NNRT $71R] kAl e] Z§o) X FA)A|
o] ANAYaYe2A F8A4S UYeRllert 28X gErke
TFulolA AEE AR F 8] AAE A AR }ok it

Cir|HE82He JAIAI

HIV-19] Ex|471 ZAE3HAol3t2 E $A}ollA] ThA] HIV-1
o] AZ2® #A$ E3] 2000~5000copy/mloj4e] =L,
CD4MEFE] Zav d4574<] syt oAl vehue 2,
T o] o] A3tEVL B8] o 59 ol
Aol Yehd dels dAlFoe] Aede e iR
AEE Yo B WA ok Fei8). A MAIG ThAEE
Qe JHA WASA A& fosfiop dth XFINAA
HIV-18A157F 22 392 2-457H A8 Zasht 1
F A8 Astetd H a7t dojd f7kA] 3-6719o] A
B2 FgulojH A Y FF7T B e A X5 WA

Table 2. THANA(MDR) HIV-1 clone®] F-ddAS-9] SAXEAASNA ) th8t ZHEA[11]
HIV-1 clonedl tlgt IC50(M)

Z I A AR 20 tlE IC50(eM)

s

oA F-ddA AZT ddI PMEA F-ddATP AZTTP ddATP

SRIHIV-13 5.8(1 %) 0.013(1x)  1.5(1%) 1.4(1 X) 76(1 X) 0.023(1x) 43(1X)

QI51M 5009x) 0.17(13.1x) 27(18%X) ND. 115(1.5%)  0.19(8.3x) 11(2.6X)

F77L/F116Y/Q151M 18(3.1X)  071(54.6x) 11(7.3x)  1.9(1.4X) 178(23%)  0.88(38.3%) 37(8.6X)

A62V/VT51/FTTL 142.4%)  2.1(162x) 20(13.3%)  1.4(1.0X) 2042.7x)  1.5(652X%) 38(8.8%)
F116Y/Q151M

AEAY
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Aol 38 W2zt 8o st

dlo|= x|ZH| 3TCS| Mt

djo] 4] th 3k FHIVAAI = 2 AL 44 protease 5
HIVHY Z4u 715E BHOZ gy dsEd gk 1
A3 AZTY 3TC Eo] 9AHALEA AdAY, saquinavir,
indinavirs-¢] protease A& A7} L o] o]F WL ZHN
Wl 8L whe 4 9lch AZT(Zidovudine, Retrovir, 3-
¢zido-3-deoxythymidine)= & wlolzjx A2 FELOL} 7F
8k X EA 0] £utE itk of7lo) 3TC [Lamivudine, (2'R-
¢is)-2’ -deoxy-3’ -thiacytidine]lZ AZT ¢} L8 7-¢ g nfo]
#2 BAAL A5, AEERLS ZaA7Ie AT 2371 YA
HEuropean Patent 9294006944). I protease A3}A| 2
indinavirg 22 Fo319E 7-$ 20,000-1,000,000 RNA
copies/ml of plasmaZ}A] 4| =W HIV virus7} A 3}sle] 1'd0]
% FAEo] 90%0]/de] FxellA] BiEUck 3TCE =4
GlaxoZjAloll ] X 2o] AFshE o] 71Ee] oAl obe] EbAH
dl gt Y3t ASATEaFA7 ARHIL AL VH13] ol H]
w-A] T AR A 204 A ] SHEHRHY FA o) A8 EHE
o adol 9% G BAHEA el A 27Eh

3.2 cytidine deaminase of 2|8t 3TCof Mot
E dyReiMe @718 ZE 8 HIVARIQ 3TCY A4t
FARANA g WEA cdd geneol XA 23 cytidine
deaminase(CDase)2 ZZ A AT 2R 71&9) E. coli
¢ CDaseE AMHE-3F HPE R A @34 3TCE Aibstzat st
itk HIVEA Ase2 2 A4 9 Aat]d2H
24%0] WUSHBEIA op/|An. onf HA 394X g’
tjle] ez Xgate it AuEAg 0] dofd F
IEE 3= HIVY A7} AdEHEE g Ao] 3TCo|th
o] 3TCE J4tet Glaxo3jAl= A4 oA Gzl 3TCY
.C)EFOVIAZERE B0 e (#)ol A= AASL
Yzt B2 (-)olAdATke] RS 93l E. coli 9 CDasel
AR THI0). £ QollAE o] @AY E. colizt oFd =
NG A F Methanococcus kandreli {32 100 C) &
Bucillus caldolyticus(75 C)¢] CDase& o]&3l2zZH 1 H
A e gl ofsf 3TC A4 9] dA§ d7he o3}
32 3™ Relth 3TC AFA, & (+),(-) B8 o)A o] &
FEA S8 HEAHY CDaseE AZTOL2N (H),)ATAZ
-8 (+)0] 32 3e) A2 deaminations AIEFHUE ¥} (-
olAA &, 3TCE F&0] 433 24 €& + Atk 74
- AZFA ) 23 I WIA cytidine deaminase®] AB4L
A8 deaminationE 74 43 2 deaminationT8-2] 3V, 1
29 (1)3TCAFY AL Tol A 35 AUk
B3] B B0 it F8% 98E YEPiE CDased

(-
=)

42} cdde B IFA7t Copenhagent 8H-A F2H4Y
StALANA B. subtilis® FE| chromosomal mapping3}
cloning, sequencingg XE3F o]H[18], WEA T B
stearothermophilus, ZYAA E. coli, 2 S. typhimurium &
o] FoZ HE FYE cdd FAAE Fdte 1 E4TF
AL AESYLE I F E colid cdd SRAA7T cloning,
sequencing ¥ 10w, F7oks HAsl wWE 3x FRVEA|
AR FGRATH24]. E. coli, S. typhimurium, B. subtilis, B.
stearothermophilus 9] CDaset Z}Z} 33kDa, 27kDa, 14kDa
2 14kDa o|1 2.1, Stokes radius 2 sucrose density gradient
centrifugation®. & 2%+ native Ae]e] E2IEE 62kDa,
60kDa, 58kDa % 58kDa. £ 2 vehd28 Eu enteric
bacteria®] CDase: dimer, Bacilluso} 4= tetramer® FA 5o
S & F ATk 7ol o 7 FFY cdd gened]
sequence homology:= B. subtilis®} B. stearothermophilusol X

% 70%E VFEP AT
4 o

HIV/AIDS 9] 7193 A3 2 I fAA 28 23" A
#H gAY Adel st nFste] Bk, HIV A7
ANE ABIE 2oy A Fulxe) glojxd ooz}
g & lon st @do) HIHAW o) HROE &5 A)

&AM B WA s7bE Feel 1 Xg¥e] i
Ro 7 AHubgch &3] HIV AW FE7} Ho} AislA o))
HAUtke A, HIV-19] second receptorZt LAEHJT= &,
HIV 839 AH 59 & A obgy o]F Held uleld]
29 ZubAQl 2% 7Pss st 7178 AR 1 F
Euloke X589 34 WA =3t By 53] HIV-1%
3o g E 2 sutolEaAed g sty
A2 F43 2ud oA AAA MEsT ek AA
A g glo1A L AP ol Al7lel A H)
o 97} i vl AP HEAWE FAF2 2N WA
HES ARG F QE7l 59 BAF S22 H2 Ut

de]= X5 WA Hlolgl 2] &8, 17k A FH],
R4 5 sdsol & FAEC] XY} AIDSS HHE
HIVSF B3 ge] A AH J8S 3 CDAM S Fof
Tholutel gt Mo 2 Ao} Fo] FAH]h HIV 4t
Z3} CD4 M o] Az ol FFP el o] dszte] A
&9] Aolo) 71T E & F vk ZEA A= 1Y
2 10'°70¢) HIVYR7E AgA uhAo] AT ik AldelA e
AA DL oF 0.24X10°7h0] B2 17 ol 43 A8l L2 o
Ze| HIVZE A= 3 e Aol "ot ool th-3-3te] CD4 A
T FAx £ gon MEF7)9 542 HIVY CD4
AEoe] 79SS =383 CD4 M X9 turnover’} EJHE
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B e vlolH A ZYE FXE 1 A3 dlo| 2 AN
e} stets 4 E2 109 AE AAEAA MEel 2
3t Eok HIVY Zu3Q S uag & (quamspesxs)
Z thekdo] 53 utolgls o] Ao FAEM oF
Al WA vlolg st FAEHA Hed olad SEe] &3l
v A ool X8 WS AYA 3 itk HIV
49 EA7FE B gt olF JAlge FEE AR
o] g3z ool7t 714 ek

M 3 HIVZESE A de ghlolg|Aq) 9%
slsta s Sl tist NEHY ¥43% AR o2t 84
A ARSI ey AR X5 FolllA AAg oAl o
L8 7 ZF o). E3 oo 29 315t HolA 34 W
45 JAIHg] Ao A Aol protease 24|l NRTI 24 =
2 NRTI 149} NNRTJ 14|, Al 48 & A3 oA go] &9
a4z 22tk o3HE HIVY Ugedrgds) 89 dulole
2 84 T4 AES AL v QRS A3A,
protease A3 Al|, A3, A42] A2 class®] gnjolz| A1) 7
o] i Eofolil o o] 29 ebAg X 57} 7FeE Aelth
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