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The Committee for Clinical Guidelines for the Diagnosis and Treatment of HIV/AIDS of the Korean Society for AIDS was found-
ed in 2010. The first edition of the Korean guidelines was published in 2011, and revised in 2013. The recommendations in
the guideline contain important information for physicians working with HIV/AIDS in the clinical field. However, due to the
rapid discovery of new data in the field of HIV and the evolution of the clinical environment in Korea, it has become necessary
to revise the guideline again. This guideline aims to provide up-to-date comprehensive information regarding the diagnosis
and management of HIV/AIDS in Korea. This guideline deals with issues regarding the initial assessment of newly diagnosed
patients, timing of antiretroviral treatment (ART) initiation, preferred ART regimens in treatment-naive as well as treatment-ex-
perienced patients and special populations such as HBV/HCV co-infected patients, or pregnant women. A brief summary of the
revised guidelines and key changes to the original version of the guidelines are summarized below.
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Table 1. Strength of recommendation and quality of evidence for recommendation

Strength of recommendation

A: Strong recommendation for the statement
B: Moderate recommendation for the statement endpoints

C: Optional recommendation for the statement

Quality of evidence for recommendation

I: One or more randomized trials with clinical outcomes and/or validated laboratory

II: One or more well-designed, nonrandomized trials or observational cohort studies

with long-term clinical outcomes

III: Expert opinion
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ABC, abacavir; ATV, atazanavir; d4T, stavudine; ddl, didanosine;
DRV, darunavir; EFV, efavirenz; FTC, emtricitabine; HBV, hepatitis B
virus; HCV, hepatitis C virus; LPV, Lopinavir; MVC, maraviroc; NFV,
nelfinavir; NVP, nevirapine; PI/r, protease inhibitors boosted with ri-
tonavir; RAL, raltegravir; RPV, ripivirine; RTV, ritonavir; SQV, saquina-

vir; TDE tenofovir; TPV, tipranavir; ZDV, zidovudine; 3TC, lamivudine.
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Table 2. Initial assessment in HIV-infected subjects

HIV antibody test

CD4+T-cell count, plasma HIV RNA (viral load)
Genotypic resistance test

(in patients with HIV RNA level >1,000 copies/mL)
Complete blood count with differentials

Basic chemistry, liver function test, fasting lipid profile

Chest X-ray

Serologic tests for hepatitis A, B and C viruses
Toxoplasma antibody, Pap smear

Screening test for syphilis (VDRL)

Screening tests for other sexually transmitted diseases
Tuberculin skin test (TST) or [FN-y release assay
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Table 3. Monitoring schedule for HIV-infected patients

20.

m

= Y ERatol el s g wg A% WX b Al E el
{22 ARl A CD4+ T A 2222} &7 HIVRNA 74
HAAR= 27 A2 AAS Qe A 12245 A o= ?

Ao} FHEHAD). Tt QbR ) AL, Slubsiat AL 5
24-48% 717 © 2 A T,

oo R
o
=
)

HAART-naive patients HAART-experienced patients
2-4 weeks
Initial Ao ! post HAART every12-24  every24 every48  Treatment
.. follow-up initiation/ . ere e .
visit e initiation/ weeks weeks weeks failure
modification e
modification
CD4+T-cell O  Every12-24 weeks O O a a O
count
HIV RNA O  EBvery 12-24 weeks O O O O
Resistance test O O O
HLA-B*5701 O
test (if considering
ABC)
CBC with O  EBvery 12-24 weeks O O O
differential (ifon AZT)
Basic chemis- O  Every24-48 weeks O @) O
tryb
Liver function O  Every24-48 weeks @) @) O
test
Fastingglucose =~ O  Every24-48 weeks O @) O
(ifabnormal  (if normal
previously)  previously)
Fasting lipid O Every 48 weeks O O O O
profile (ifabnormal  (if normal
previously)  previously)
Urinalysis O O O O
(if on TDF)
Chest X-ray O Every 48 weeks O
Tests for OI @) Every 48 weeks @)
Serology for @) Every 48 weeks O
hepatitis virus
STD screening O O
(VDRL)
Pregnancy test O
(if considering
EFV)

Q)47 0.2 Qb o] ufo]ej 27} o] Al 4

S o 245k} A 7

*Basic chemistry includes serum Na, K, Cl, HCO3, BUN, creatining, Ca, P and glucose.
CBC, complete blood count; O, opportunistic infection; STD, sexually fransmitted diseases.
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22, Wi ORG-S FSE ANFH O AR 12-245 7HA 0.2 4]
Sygbet 27] ) A] fARE R A Ak ek ukakat Aot
7SR 24-485 712, BE AT} FHA W AHe

(1) L7 3| E 2 ufo] 8 A @ H-S AJ8aA] 9k Q)= Al o
Zsguto] 2] A 7441919] CD4+ T A 22422} 34 HIV RNA % 2k
HAR7]

CD4+ T A|325=9} EAF HIV RNA A S A= 2| & A|ZHA E ) A
20 0l A 12245 7HA © 5 = 2] 2 Alaljof SHTH(AL), wHek Shajo)
A A, A zzrtel e 2 5-2] 7183l o] AT CD4+ T A
L=} A HIV RNA @717 A A $kAp2) Al o Assfo| g A 7+
W) R U UePd 2= Qe a8 u 2 2 5E Q8 787
off # A A el dgutol e & A2
SHE|W CD4+ T A2} B HIV RNA 7] AR hsfiop ghek
[10,29] (A-II).

F;'

o2 o2

(ALﬂEdﬂEiwwaﬂa S A T = At

Aol e] 2 7ol elel 4] 7] 8]7h A wh PRl A AR 714
)z
¢}

)5, 2 5 S8R AL A A, A A o] o 2
A, Hho] 212 7HA(A, B, C) FAHE 27] W Aol G4l 2kl 4

Z 717 0 2 Z2) Aok S (AL,

(3) L= g Emufol A~ g W
Aol Zhelglol A ol
sps21A

QIukEol g AL 9l S LS FALS 12245 7HA 0.2 Al
A o ]

o} 27] W Al AAA R A Ao ebe QlntaksbaAbet 717 4
Ab= 24485 742, R EYTH 2 EA A7 AR 24485 712 0.

=2 ZAFSHH(Table 3).

6) SHEZHI0|2{AH| AMLEHA=

23. vpo|2]22] 2| =24l 9ff fhxfof A oFAF Tt 45 o] ofl W/d A
ARE AlBsioF RITHAD). A 27k ol 2]
Aol WAHARE A A3 soF FHEH(CH). a7 e | ER
Hho| g Kof vlo|g A4 X m Al E E]l ExtolA I
HIV RNA ¢ 7]-7} 1,000 copies/mLo|A}Q1 739~ & A A18]-S
o1&} WA HAFE A3 stH(A-D). HIV RNA 1717} 500-1,000
copies/mL =<=2] ShA}of| At HAfe] mgo] whA|wk /4
AP A S EARITHB). BE Al G A gatol 2 A Y
PAHE= A= AZ Ao FAIW A HAE Al sl oF ket
(AI). 17 | Ezvlol2| 28 ¥ F A4S Al 8lsh= 74
- &% HIVRNA 97171 1,000 copies/mLo]AF2] 7 -9-1= OFA|

WA HARE AlERTHAD.

(1) el Ezufol e 2] oFAIU A HARS] AJSHAI A
YA AP S 2= 5749 7 A (genotypic assay) 2} EEH S 7A)
i (phenotypic assay)o] 2o, 7 AR O ek & vh5a 2
(Table 4), V)4 AALS AJaaE 4= 9z 24 o] 2] A0k £20% 7
AR 2] 7-$- 500-2,000 copies/mLO]H, 3 F FIAMH 2] 7-$-+=500-
1,000 copies/mL 50|t} &2 AuF2] 0 & Al w31 Q)= Al 7
AR A WA mFol ] 27 A sl e Z A HEol 2] £20] 10-20% ©|
s W/d el & HEe o gl A7 olek whebA, oF A Sk -
4‘6T7]' 73S WAdutol e A7) A A Sz B0l fFAskal opY
% vfol2 a7t F7hst7] wmoll niol e 2] 2] A uf) ghafol A=
OFA| ST 4= ool A HARS AldYalioF gheH30-32] (A-ID). 7]
E mufole] A oAU/ AR Abrhd oA Hufol e 2314 X
Ale]l B= gRRfel A Alg ok SFEH(AD. 2] &= 7} ol 14
A 572 AAEA o WA HARS A AR s oF RHeH(CHI). A7)t &
gHlolg| A Q wof nfo] | A4 A m Al S Kol ehxboll A E4 H
RNA 9717} 1,000 copies/mL 01491 739~ 2] &4 Ael-2- 9fs) WA
HARS AlSYSEER(A-T). HIV RNA 97171 500-1,000 copies/mL <52
A A AALS] TRl AT TR Al S AEeHBAD.
E Ao} A Rhibo] e 27k QIARRL A1 A2} o] oF|uA
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Table 4. Comparison of antiretroviral resistance tests: genotypic assay vs. phenotypic assay
1 e

Type of assay Advantages Disadvantages
genotypicassay - wide availability - require expert interpretation
- rapid turn-around time (1-2 weeks) - unable to assess mutational interactions
- less expensive - possible failure to detect minor variant

- earlier detection of resistance

phenotypic assay - direct measure of drug susceptibility

- ability to assess net effect of mutational interactions and

cross-resistance patterns
- possible for new drugs

- impossible for new drugs

- longer turn-around time (3-4 weeks)

- more expensive

- appropriate cutoffs are not defined for all drugs
- possible failure to detect minor variant
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ol4fe] At ATHERYE] CD4+ T A 271 3507 /mm” w] kel
= Ao Aol & h i Qlof| A At Sef| EmHlol e &

W& AlZFsloF SHHAD.

CD4+ T A 22427} 350-5007])/mm’of| A] 117} 1| E & Hlo] ] A
WS A ASHE AS Aarshs AR thibe pakel Aol
ool e WAl £ /1 o
o2 Sl Ehiso] 9FS
2| axskek 4= Sl ?SVIUJ Sk é’ﬁﬂxl 2 Rt o] S
T Cohort Collaboration (ART-CC)+=
187H_4 FFE OTLE HE] 012 46,6911 9]
ol 0] zlajolut Aol 913lo] A& A
] 227} 251-3507]/mm’ 21 27} 351-4507}/
mm Oﬂ A A =5 AARREE 7390l BBl = Qkeh (9171 = 1.28, 95% CI
1.04-1.57) [43]. B1] T E Q4152 Wola| 45 ATHNAAC-
CORD)9|| A% CD4+ T A 3227} 3507))/mm’ n]uko g2 743} w7}
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2) ofo] = % & AEHA)

3) AFr o A s afol 2] 2 A AN F(HIV-associated
nephropathy) (A-II)

4) HBV -5-A] 7+ 2EAH(A-ID)

5) HCV A] 2+ 2H2H(B-1T)

6) CD4+ T A| 3227} vl 1007]/mm’” o] A 74 B 73$-(A-I)

7) HIVRNA &% 5% 7} 10° copies/mL ©] 4421 74-2-(B-II)

8) /g HIV 7+ 44(B-1)

(1) YA

I E g ERuto] g A Q& AleYate] Akie] EF HIV RNA
FTEE BEHOR oA o] T4 23] TS 7HaA7)
£l 7P F 8k @ Aolot uhEba], AR o] 7 7d Ak 2 5 E] A1)
o} 0] 4=2] 7S ofy517| Q)5to] Alghd o A Huto| g Ao 7+
H WE AR OA Y FH ERuto]# A~ AlgY-S gt
(A-D). JAIGE Ak o] A uto] A 719] of Aol A] o]t Q) 4l 27
7A=Y E&uto]g] A~ q o] AlztE|ojo 5ha1, Bl &
of| %= 2] &7} 2|4 E] ofof gHrH50).

(2) AFEH A sguto] 2] A o138 A% S (HIV-associated nephropa-
thy)
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#2s Qlpk A E-E 71A 31 QL AhE ol A gl el el 1o
= 17 e o] 6 2 0] X2 ofo FIHAAD).

Ao 2] 2 2HHBY W izo] thsto] T} 9l gfel £ 2uto] ) A
SFA (o, tenofovir, lamivudine, emtricitabine)=©] HBVE] HA4| & %]
A elAlpo. ) QI 0 R %Ak 7se] WAL of et 4= 9)
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(B-I).

(5) HIVRNA &35 W CD4+ T A 32 A &5

ujd 10071 /mm’ o] A} O & W= A CD4+ T A| 32 71 4
L ke g ERutol | A QS A4tz Zlo] ol oY &
Ol A B e = = QATH66] (AN, AR oA Hfo] 2 2~ 119
olo]| 4] HIV RNA &% %27} 10° copies/mL 1]YFQ] 7--of H]3]
10° copies/mL ©]%491 7490 A] efjo] = 4 ©f A glo] HFAYs}A L) A}
ek 1% g o] B w22 (B-1D).

il
2
2

(6) 4 HIV 7]

T4 HIV 7hedol 4] gl £ @nto] ) 2 418 A2k aflof sH=Aof
dis A e dmsto] Qlo] Sirk 7)) X5 Al Ash Yzsol
Sh3) 5 FolF, YLT0] QFH, 7) 5] kS FolFaL, vhol el
s B01% 4 9lou], AR S5 Folw A vho]A b
(viral set point) 2 W% 4= Q3= 5-0] -7 o] QIrH67-69). g}, 27]

HIV ZFiAHE-8 A0 2 RS A AR 23t AR 8 v 2

CD4+ T A|3EZ=0] ZhA 22527

BN

710 A =E AR kol A T =2

A CFERETHAY, 70], T, 27] 7191 A17]7FHIV ko] 1] 714
£ 0710l mR, o] A]7]o] M55 AlRteks A ALS M 0= ke

51 glofof BHeh(A)

el = 2okl el 2 A w2 Al &Sk Al
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A FANEL Gr) Ao oFE 222 AHsH= A
Hakors 2] mof ot o7 2 717 11 Qloof s, of 2| 7o) F}
o} 91514 W ob 4810 F0.48 olafalL glofof Beh(a),
7)o AL G E o] el A vl & Syt o= S5 g =

2ubo] i ool o3t R A(55] 47] HAGE), oFA) v
HE, el ko] 2 X o] ek -3 14, OFE vl-go] oS}
of FE3 wefafo} alek

A1) AHG-5] 9] el £ 2ol 22 opAlo] u]5te] o] Az
Ao} AHgsta Gl el ERutolef 2 oAl AH O ® %
2531 54 go] Hom, 2 go] Helstir, ek AnkE 74431 9}
A5, o] gt A2 obA| Sl thak 371491 ePAN-S B AR
1= o} 217] whizo] o]o] 217} AR st
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3. XI=Z=0| Q= BXioMe TZ= S EZHIO|ZHA
EH
=

—_

A& AL A 24| O] EE LA E A ALE A oA A
(NRTI backbone) + 174 &} ©hal sl & 4> oA A, 1] 5722l A
E QRAa A A Ee T as AR S 7 HAIE Al
39] OFA|| = H-B-3 A oI BITH(AD.

. NRTI backbone-&- tenofovir/emtricitabine ¥+= abacavir/lami-
vudine2- 414 © & 3183} (A), 2F2] NRTI backbone A&
o] Lekst 7 2 zidovudine/lamivudine-2- 112 4= QI TH(B-).

3. Th B § 4 o] A A= ritonavir-boosted darunavir, ritona-

\S]

vir-boosted atazanavir, ritonavir-boosted lopinavirS- -$-41%] .
2 St (A, §FO] of = ARg-o] 32egt 49~ unboosted
atazanavir 5-0]= 1123 4= QJTH(B-1). T, unboosted atazana-
vir+= tenofovire} 7] ARS8 4= GiTt.
4 M FEY LA E AR A A A= efavirenzE A H 02
123k, HIV RNA RNA < 100,000 copies/mL & 7 -0]| = ril-
pivirine= --412] © & 31848} 4= QITH(A-D).
Sas AAA S A A-2-of = raltegravir TE+= cobici-

stat-boosted elvitegravirs- 9-41%] ©. & 3123k 4= QITH(A - 1).

Cl

Cobicistat-boosted elvitegravir+= tenofovir/emtricitabine/elvite-
gravir/cobicistat =514 4] 3 27t -5,
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HA Q2 ARE-BEe] 1997 1451 E] 2014 119 714] 9] 7] 7154t
Srolol 4] ZHHEl R ES A MEtelT Eah Alghu o] A gutol el
2/ofo] 29} W FQ <4 3 Al(International AIDS Society
Conference, International AIDS Conference, Conference on Retrovi-
ruses and Opportunistic Infections, ID Week, Interscience Conference
on Antimicrobial Agents and Chemotherapy, International Workshop
on Antiviral Drug Resistance) 2] 253 1= $H7| A} ££91 A1
2 ‘Clinical Trial 2 7 2 AL A|3kst & 2= AlghH o Agvlo]
22 252 OpA| S Ao} 2 QJ2fa)A] o] o] ek 7 ]e] vl FDA
o A] -0l Hke- oF = A w4 | (prescribing information) = 2F3135] A}
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L 2A] 7 ZHAbol A 274 9] 72 LA = QAALA A oA A
(NRTI backbone) + 14| ¢] ThalEa] & 4 oA 4], B]3+22) A
E g e AR B= Fa s AR T4 SHAE A
39 ofA| = B3l A T RITHA).

(1) 24| = ghajoll A | E 2ol o] 2 A] A7 o] 212]

SR ARR7E Q= 7 24 9 | LA = o RIARE A A =
Fholl ThE A A 2] o 175 A 39] oFE R F27}af A Folte, th
WA AAA| vFSE LA S ARIARE A A A, ERE A o

AA 2] st A 7g s Al ARE-RITEH(AT Hi= B,

A A 0 8 A = oFA] 23FE Table 52} 70 1, column A9} B

of| Al g 712 A& e sl 4] 23tgt.

=t A2 A o) A= LPV/r= preferred regimenof] Z23FA] 7] 1L )
t}. o]+= v]=f Department of Health and Human Service, International
AIDS Society - USA panel, European AIDS Clinical Society2] 2| %3}
o}= ot European AIDS Clinical Society 2] o] % 2] & of| A=
LPV/r& preferred regimenof] 3E$FA] 7] 31 Q11 o U} 71 2| <L %]

of| A= LPV/r£ alternative regimen®]] 32£¢+-A| 7|31 Q1t}. LPV/r+= 5}
28] Eolajo oz o] 3t 47| Fol Al 41T Lsko] 9]
ol Z7Fskz BA7E Slek. sl Selutet HIV ZiRlel 4 41
2 219h0] §17 = 1|11k s} & ) 46 ook ol 23
Fojshs Bt 5L W ] HIV 219150 LPV/rS
o uka1 Ql7] wj o] AAMH 7 A 7] 914 3]+ LPV/r= preferred
regimen © 2 L2517 2 s} tH[72]. =+2] Z|Z o A]+= ABC/3TC2}
DRV/r 5> RPV, RALS] ¢ @177 7l o] H-55}7] wjo alter-

o

m

F»

ol

native regimen © & F- 55131 Q1 O} QAN 2 2] 1 91 3] of A= <]
= A EE Y ZE AR VS
okt

A-8-5]0] preferred regimen ©_ = -

W

3) 0 72 RQAIE ATIMEA MM ZEE Xz T2ist
= 0| Efe? 2t w2 2AE HHAIEA AR 28
X
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o EX|©
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2. NRTI backbone-2- tenofovir/emtricitabine F+= abacavir/lami-
vudine-2- 414 © &2 3183} (A1), 2F2] NRTI backbone A&

o| 2Letst 742 zidovudine/lamivudine-2- 112 &F 4= QI TH(B-I).

(1) 2 F2E| oA & A A A A oA 4] 23} (Table 5] column A)
o] ek 9 54

(D Tenofovir/emtricitabine (A-I)

Tenofovir/emtricitabine-2- 2| A}} A3t Q1o 35 11 285 = oF
5 &, tenofovir/emtricitabine E-G1A| 7} o|u] =i of] SA] & 31 Q1 7]
wj2of 315 11 1242 NRTI backbone F-2Fo| 3| A ¥l thi= # 2] §ho]
@1t} 18] A1 tenofovir/emtricitabine/elvitegravir/cobicistat E-¢HA| =
ZAE|91] ol 815 191 1002 | 2 ufolel A )RS 8 4
QIeh= A7 Sl Sk W 94 Q1 pollA) A} 9l elehe
A= o] ool A o]tk Tenofovir/emtricitabine-2- HBV: F.3}4] ©
& OJA|5}7] wj o]l HIVe} HBV Mol 7F 5l Skatof 4] E5] 98
ol AP 9k A o) vk o 2= A7) 7 ol glS uf) A17)

o Al Uk A 5o] F2kg-o] LERd = Qlrk= 4, atazanavir

[e]

9
ol

0] & 2= =12 2 ol = 2] 7] ujdtof| unboosted atazanavir®} o} 5}H=
;4\% _‘T_L%}z?,}r/}g Z] E,OAE 2~ on;]_

Tenofovir/emtricitabine-2- zidovudine/lamivudine2} 1] 1l 151(oF
o 1L efavirenz =S Al 39] oFA| = -8R0l A T 93t Ffol ¢
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Table 5. Initial combination regimen for antiretroviral-naive patients
]
Select 1 combination in

column A and 1 drugin A B
column B

Preferred (A-I)

TDF/FTC*>* PI/"

ABC/3TC¥**"# DRV/r
LPV/r")
ATV/r
NNRTI
EFV*
RPV'
INSTI
RAL
EVG/COBI”

ZDV/3TC"" PI
ATV

Alternative (B-I)

°FTC could be substituted by 3TC or vice versa.

*TDF should be prescribed with caution in patients with renal diseases and/or
decreased bone mineral density.

°TDF and FTC co-formulated drug is available.

“Fatal hypersensitivity reaction could be happen by ABG, refrial is contraindicated
when hypersensitivity reaction is suspicious.

Hypersensitivity to ABC is related to HLA-B*5701.

'Special caution is required when ABC is used in patients with (a) cardiovascular
risk factor(s).

ABC and 3TC co-formulated drug is available.

"Ritonavir-boosted PI.

‘Either LPV/r 400 mg/100 mg bid or 800 mg/200 mg qd is acceptable.

"The frequency of side effects is higher than other Pls,

*Special attention is required, when administered during 1% trimester and
alternative regimen should be considered in sexually active women with no
effective and consistent contraception.

'Only if HIV RNA <100,000 copies/mL.

"Available only as a single coformulated tablet as tenofovir/emtricitabine/
elvitegravir/cobicistat.

"ZDV and 3TC co-formulated drug is available.

°Unboosted ATV should not be used with TDF.

A ai= B H73).

Tenofovir/entricitabine} abacavir/lamivudine2] & 1}-= H| 1.3k
ACTG 5202 17Lof| 4], 2] & A ZF gA] RNA > 100, 000 copies/mL¢&]
314} sof| A] tenofovir/emtricitabineo] ©] &3} 0] 91T} 74]. 1L}
HEAT &0} 5] += tenofovir/emtricitabinex} abacavir/lamivudine 7+
o] ;matof A = zFo] 7 gLRAEHT75]. o] ] of| = th=2f )4 ol A
tenofovir/emtricitabine”} £FE oA %3lo] gy} 2elw]glc)
[76-87].

Tenofovirt= ¢ Al ket
= o] A17} deA)

]_

[e}]

ELJ

S48 A e AL T b, T (gly-
cosuria) SHI5F 4= 9Jth88, 89]. E5], g% HIV
AR A7) Aw, 714 A1 A ), thil e 54 oA A2} 5-A]

o, cobicistaty} 5-A] o] A] F=9]5]jof G} 75, 88, 90-95). $FH, A A
2] ofAlokel 9 o 4ol A A1 7135 d24Fo] o Alak 4= olehs 1T

- O
=
A

|

il

71 Q17] whof] o] of tigk 5= 49
Tenofovir= U %= 74w GHHsE 4= 31
abineo| &g gHlo]| A X HE W=
o] :23He A "A| & Folih2 ghAtof vlsiA f-o)gt i Aas
1.91cH98, 99]. T3t tenofovir= U e 7HAol| oJgh 3 o] 93-S
= 4= SleH100].

SIA} = abacav1r/ lamivudine

(@ Abacavir/lamivudine (A-T)

AIAF} Abar %’10] 90| 71535}, abacavir/lamuvudine 2314 71
Zjo]] $-E5) 11 91 7] wj o] 315 13 122 NRTI backbone F-2Fo]
S Al th= o] Qlek TR 4] ¢1 v o & =49k abacavire] ©]
&) %)% 201 FpyIHE-S-o] 5akE 4= 9lrki= 7, HIV RNA 100,000
copies/mL% 7-¢- tenofovir/emtricitabine®]] ¥|3l A & & 1}7} o]

2 4 QIeRe A, A B A IR gz BHAO Al ofo 4
52 7lalob ol 1S 5 4= 3l

©]=r0] o1 o] A1, HLA-B*57013} abaumrqum}%] S| 01 A7t

o] 9L A
229l 7 OEE_’{/QO% [lb 19, 101] iLLHOHHE HLA-B*5701
o AVE| YL A0 & YT RS Aol 7 1 g 7} 9lc)

11021 82} HLABS7019] M1 7} 51 el felo 33 Sol e
HLAB#5701 22212)d & 2 2gafof 8 Ao thal 4= 21022l o
A%k QJtH17,103].

ACTG 5202 ¢1--o] 4] abacavir/lamivudine 5o --&
tricitabine -0 s-of| H]3]] &% Atk o] AFS- 1] o] Z gl 4= 9=
Ao ore] A ¢ltH104]. 3HH, D:A:D 5L, SMART 915 Sof| 4]
abacavir o] = A& Aglo) N E 2 0] 42 9) = A O 72 W 31E|9)
tH105-107]. 3}A] W abacavir 55019} A& 3t 25} dbeg o] o3k o]
At} 1 31 Q1tH108, 109). wehA] & 41 7}4] abacavir &0 @} 4]
T Aghe] WA = ekt A] QFrhal M= Zlo] lgsiet thil ekl
AEZo] U2 | 7hA] = ool th 3t F=2] & 7]&0] = Zlo] F Tk

ACTG 5202 Ao A, 2= AJAF &HA] HIV RNA <100,000 copies/
mLQl $FA}*o)| 4] = abacavir/lamivudineX} tenofovir/emtricitabine
o] 2|7 F3}7} H|Z23) O 1}, HIV RNA =100,000 copies/mLe] B4+
]| A]+= abacavir/lamivudine©] tenofovir/emtricitabineo]] H]3s}} 2| &
A7FHofA]= Ao m HATEQIek74, 110]. $HE, HEAT ¢15-0]1A]
+ abacavir/lamivudine™} tenofovir/emtricitabine 7+2] @1}l 4 &
o] 7} 175

Abacavir/lamivudine F¢+-37} zidovudine/lamivudine 5]
] 53 Q150 A](9F 7 5 efavirenz S 4] 39] o] 2 3-890l 4
Hpole] 2 oA A e = A 5 HIS=3HAIRE CD4+ T Al 22420] A5 H
of kol Al B = AeH111].

tenofovir/em-

+=abacavir/lamvudine &

3 Zidovudine/lamivudine (B-1)
Zidovudine/lamivudine EA| 7} =] of| ;= -

ok & o A4} 2l ek (19 515 28] 5

5] ufto] B¢
83k AAtok AT
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[¢)
E 8 3)|of 5= %], zidovudine A o] o3| L&, WIS o Hzke o
S5 2t A, 2ol A efAl o Bl aar) Hol k=
=55 Atk

Zidovudine/lamivudine 5 o]+-3} tenofovir/emtricitabine 5o+
S H| LB AL o] A (OF o 15 efavirenz S A| 32] OFA| & W83, 7i-
dovudine/lamivudine-2 tenofovir/emtricitabine H| 3} %] & & 3}, FL2F
& el 5o oA Gt Ao Btk Qlet73]. B3, zidovu-
dine/lamivudine & ¢} abacavir/lamivudine 562 v 1 sk &1
Fo A (& o B efavirenzE A 3] OFA| =2 W-8-51), vlo] el 2 oA
e T AR 7 QLA AIRE 4875 - CD4+ T A| 34>0] A5 4 e of A
zidovudine/lamivudine % oJ+-2- 1557 /mm’, abacavir/lamivudine
2ot 2097 /mm’ 2 abacavir/lamivudine©] ©] -5} tH111].
t}ut zidovudine/lamivudine + efavirenz, tenofovir/emtricitabine +
efavirenz, didanosine/emtricitabine + atazanavir2] 2] & 4] 42 1]l
SF o=t 4] o Shof A= zidovudine/lamivudine + efavirenz =32
tenofovir/emtricitabine + efavirenz®} B]<>3F 3= H 11,
didanosine/emtricitabine + atazanavire]] B| sl 4] ¢ -3t a5 &
ATH112].

3. thl Bl § 4 o] A A= ritonavir-boosted darunavir, ritona-

vir-boosted atazanavir, ritonavir-boosted lopinavirs 2414} .
2 e sh(AD), $Fo] oFE AR8-o] tekgt 7% unboosted
atazanavir 5] = 112 8F 4= QJTH(B-I). T, unboosted atazana-

vir:= tenofovir®} &+ A8k <= 9l

A A A S Al 32] F(Table 12] column B)= A}
71 4 x]—v:}x% 1:1] Ex]

CHIl RS F 4 o)A A4 = U4 4 (genetic barrier to resistance)©]
th= 7ol olom, 2w A Fof = /o] 2 FH ] %] b=tk
H, o] AH 8] ofE-2 CYP3A4S] 7| oA, CYP 453 f11e
= AAIEH] witell oF AT ARE-0] FE AN 7E E, e A 9
FOAE S, WA, 54 5) B 1t ARgo] Eatth
£o] glow, 4lei Aake] 9174 S el

t}. t}9t atazanavir = boosted atazanavir+= 4] & 1 2 31.9] |
S o) 2] ekiarhis ot Axr) 9) 21 [113], boosted darunavir

P71 Az} st

mo %0

o

(D Ritonavir-boosted darunavir (A-I)
Ritonavir-boosted darunaviri= & 4] G55 31 ¢Ji= kL o] |4
of et A& o] 7H =t g o] Loy, Al Ake) | E-g-sfjof

3= E3gho] 9ltl. ARTEMIS ¢1t=
vir-boosted darunavir®} ritonavir-boosted lopinavir®] & ¥}-= 1| ul gk

71 0 2 (3 oA I tenofovir/emtricitabinex} H-8) 48=0]] A| 351

B of| A 1= oFE0] X Fil= AR E 25 o, 192550 A| 35t
24 of| A+= ritonavir-boosted darunavir®] 5377} o 9=t} 1]
1 o1k 24k MA@ 0 paksl Bk Bl wo] A ritona-
ir-boosted darunavir 5=0]-o]| 4] T A TH85, 114]. $]<] ¢17to] A
297} OFmat iAol Al of w2 7he] 2| A} 2 o)z} gl
AT, 4127 ol 2|z B A =

7} ritonavir-boosted lopinaviro]] H]af| vlo] 22~ A @ 3}7} & 4] 3]
- EH115].

Darunavir+= 300 mg A& 7} 400 mg A & o] 755+, 2% = gk
A} 1= darunavir WA =4 o]7} ¢l FHAjof| 4 += darunavir 800
mg-S ritonavir 100 mg¥} 515 13] 11 2-8-5]4= 7l o] 3t g-foc)
A A Q1 2 o) BArE b QL7 wiitof] 7] 7ol li= ok
Apof|A| o e wfolli= 53] 5297} B 25}t). E3 darunavire sul-
fonamide moiety = 7} 2] 1L Q) 7] wf o] sulfa allergy”} 9= Alto]]

A= ==o)7Fd 8. 5leH116].

Z 2] & $FA}Fo) A ritona-

'ﬂr{mr—l

S

ritonavir-boosted darunavir

(@ Ritonavir-boosted atazanavir (A-T)

Ritonavir-boosted atazanavir= 2] & &3} tHol| A S-=3}H A &=
2 Tl Esf a4 oA Ao vla) A FARE- 9 cjARA] g tg%o]
Heki= 470 olck whe, 21219} 5] 1-8aok 5}7] ol A =

0.1, 9] 0] A (acidity) & © o] T 2] = oFHaw) 7o) AL83F 795
7hAsHE 4= Lo, 1 TN ES Gk A2 W
Pt 497k 118 olek who] ik 118 R Aol HE
Al ek = QleH117-120].

CASTLE ¢151o]| A] ritonavir-boosted atazanavir 5 ¢} ritona-
vir-boosted lopinavir 561+ ¥ 1L g2 ] (% o X tenofovir/em-
tricitabine & 28| L A= AL A AAA 2302 T Fof
$2) 9H0] 27b) oH 2 A2 At vl LAY O, 2|2 A2
CD4+ T A 324> <507)/mm’e] A 1} HIV RNA = 100,000 copies/mL2]
73-$- ritonavir-boosted atazanavir®] x| & G117} ¢] <=3k 7 gko] Q)
T84, 94]. ZLE|L} CASTLE $1tof| 4] Q1 AT155 0 & L] A]
At Aup A7 Ay QlEof uhe xFo] 7t Q18101 ofAfo} QI
A= 485 A 5 A]3-E-9] ritonavir-boosted atazanavir 6] -(n=42)
of| 4] += 83%, ritonavir-boosted lopinavir E o]t (n=41)of A= 90% =
R RIeHE A A 0.2 5 o)k 450] Aol iz ob] gl {121, §h,
2e Aol d5 A *J%OM 9Pt F244-8-2- ritonavir-boost-
ol he FoA] B FEelgon, Welwu A5e
ritonavir-boosted atazanavir 50 Lo)| A B &5}A) 2FE] QI T84, 94).

Ritonavir-boosted atazanavir, ritonavir-boosted darunavir, raltegra-
virs i3k 7ol A A5 A S Hlaek ACTG 5257 $15- 965~ 22
of| A (A 2FA] 5% tenofovir/emitricitabineX} H-8), 3o- W5 H|<=>5}
e 52 vfo] e A7) oA w] ¢ick. TLejut bilirubin 45, 914 5

ed lopinavirs
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Z-9- 0 7 oA uslt 7 -9-1= ritonavir-boosted atazanavir 507 -
ol A & ‘EEL%DHIZZL

Atazanavir®] g 9] 2] AFE (gastric acidity)of] JFS Hron g
910 AHES Wome) i o g ol Alo] F:07} B asin
tenofoviroi] ©]a F427} #] sl = ol 1= 0] ok ghrf{123).

(3 Ritonavir-boosted lopinavir (A-I)

Hw
Jr X

oo
o

Ritonavir-boosted lopinaviri= 353} Q1AM %] 7 5]o] 2
the A o] z}p#lolc), 5 9] ritonavir7}
B} & F-5- ] 2L 917] wf ol Wi ritonavirE 5-8-514] 2ok
S S1ck M, 20 91 A, A3, oA 7]
o] ghgolc,

ACTG 5142 ¢15-+= ritonavir-boosted lopinavir 5]} efavirenz
oIS Bl AR (S ok B AR A ehate] gt w)
el gt 27) 9] e LA = AR S AAAIE 83, Bt
olg] A oA A& = efavirenz F-0]w-0] ¢ = A4 CD4+ T A 24>
9] A2 ritonavir-boosted lopinavir 50 -0j| A B Q)t}H124]. §F
H, 22 Ao A A= (lipoatrophy)2 efavirenzE 503t o-of
A &5HA] Tk QleH[125].

F|toll=
darunavir’} 2| & .3} Mo A ritonavir-boosted lopinaviro]] 32 %5}
7Lk $-9a}0, R2hg wol A
© atehs 015}k E QIeH84, 85,94, 114],

227 89 9 2] 2 o] Q1 Fhajol 4 Thu a5 4 o 44 A
& oF=of Yid o] §lbH ritonavir-boosted lopinavir+= 200 mg/50 mg
HAE 294 515 21 BRI 44 5 1 289 4 ol
(76,126, 127]. E}UJ CHal B A4 oA A Al o] oFEro] WAl o] itk
7Lk Qlabe] 9oz 4 51 1 M aHe AL AR s
FU 9017} gl B sk Jlo] ETHBA. B3] Y41 W7ol =
ritonavir-boosted lopinavir2] °F& %17} 31 A 5| o] 2] HL & QlHLof
A= 328 B 2 B85 418 2= 215) 7| 12 SHoH(CAIIN).

3k, D:AD I3 E oI5 9 ANRS 110 w2 W ritonavir-boosted
lopinavir=: vl 551 Ghal B 6 5 4 <14 4] A1 of S g3t Bl
A A7 A 0] HhA 918 0] 129F01[107, 109], D:A:D 150 A] ri-
tonavir-boosted lopinavir ool A] A% 7] % =4ko] o pkglt)

[128].

i)
2

N - I

lopinavir2} #-&- i

=)
rlo

ritonavir-boosted atazanavir ¥+= ritonavir-boosted

ritonavir-boosted lopinaviref] 1|3}

@ Unboosted atazanavir (B-1)

Unboosted atazanavirt= tH= Thal 23] G 4 oA 4] Al H 9] oF=0])
IS8 0 A ) ek A
Kok 571 -gafof ol 7| w o] Wizl

)Ewﬂmahw 3k o] A8 7
MR oz A Aol a9 45 9
17 0] Q1. Tenofovir, proton pump A 4| 5

= s A AstA717] witell 7] oFms A

=2 atazanavir2]

e oo
ofN rlr 11>4
of k

gollof 5= 4 ¢-
[123).

089 21 485 A 3}o) 4] unboosted atazanavir 5 o3} ritona-
vir-boosted atazanavir 562 1| 11982 W (F o 5= stavudine/
lamivudine2 37+ 2| QA = S HALG A AA| A Z§Fo 7 o] Fof
2, 22 Ero Al 2 2ol 7k ck120]. 3k, 270] B 31
T E A5tol| A atazanavir7} 225 2] 75 {2 7J-9- ritonavir-boost-
EEEEE S BRI

o] unboosted atazanavir2] A& 1 sjof 3tc}

ed atazanavirZ} g% 79
15 CH130,131].

5
Qﬂ
1§
o
10

5) M 39| A== HIF 22 FHAISAS AREdl
2

OftH CIMIE MEHSHOF Shevt? 24 SfMISel SEHE 3 5827

4 M| T2 QA= AT A A A= efavirenzE 414 0.
1243} (AD), efavirenz £ o7} 3etak 7)-- rilpivirine S 31
alpZs ohq_(B I).

T

(1) el OALE oAk 1A A1 7] 3] OF(Table 1]
column B)2 A3} 7.5 7 o 0] 17 91 54

MR A o AL L oA A
oA Al A2 eFol uls] At S Ee] S A} 23, 5
H-gafjof o oF=o] 77t Ak Aol 31‘4- SA|EE U/ 7 o]
SrobA] =gtk o A A o] 4+

H el A = o ALR 4 A A= CYP
AA (efavirenz) o] 7] wj ol th= OF=at 43 4
t} =2 7 ofjul-S: Q18] nevirapine T ol 4
A B2 e A= QRAE A A7) 23 A el E R
vlo] ]2 @ ¥ 7] 5k= Zlo] FrH132] (AD).

(D Efavirenz (A-I)

Efavirenzi= 553k 14} A-toll A 7L a3l7) Q17 % oFoef=

| 71 £ A o] thH78-81, 86, 124, 133-138). ZL 2] o] = 6} of 1¥H
E-89l % Erh= A E ok T 0 8= WA o] w2 4, oF
o] 27]of| FFAGA AR, w5 23] 50| %—* LERdT}

52 5 9 Utk ?H, efavirenzi= Bfot A1 o] S S
7] w2oll[25,139], &5 A4l 7o) iz o/ ol Al= Tl sk
QEshet. v, o vl efavirenz7 | 3Eob] Frpo e 2] &
A Hrol 7} 2 oA B = Aol A= itk =2 ol ol Al efa-
virenzE A8} = gk A A, Al =5 ‘*Hﬂ}o]eiizﬂ WA A vp
ol A7} oF EH A 24 -2 7F 1L = A, 417
HEFEded = 8le *171(%‘*1 5—6@01 o] A7 E Al
SRR % s 7w, AA,
’3P7M ‘%‘ﬂ oF= R v A A7} B 4] b= 7
AR Aol ol 4= /1o, YA, 2[:1-2] meta-analysisf]

©]5}H efavirenz 017} A1 4 ¥ AL 3235 o} 73S =21t

4 e
(B0 20 oo 2o

—|—‘
I
o =

mlo

o

ﬂl
=2 Jo

efavirenz= <t



HV 2 XIZX[E! o CH3H0]0[ X513

=5 A7F §ieH139, 140]. T, efavirenz5 70 W= @FA}= ok oF
A S Eg ol ol vl8l] AL bl AR} g 4 ot 5
o) ok aheH141],

ACTG 5142 A51of| 4] efavirenz 62 ritonavir-boosted lopina-
vir ool Ha(oF 2 I A7 ) Se) e wh ey
gh27) o) e @Al = AR A A AIAE B-83S) Bhe] H 2 o
A=t 2 =] QA 9, CD4+ T A 3= AF-2- ritonavir-boosted lopina-
vir 0} 720] 4] ¢ =feH124),

@ Rilpivirine (A-1)

Rilpivirine>- 7] & 0] 14t ]2 el LA = AR 4 oA A
H| gl F-2h-8-0] 241, 15 1T 585 %= =, 7} 6] W E =
Hlg 2o A= AR A AR /A =1 0] Q1 K103No] §lo]
L= atol |2 anpr) Qlvk= A o] QltH(142]. E3E, 2015 F-©
= tenofovir/emtricitabine/rilpivirine =g 4 7| =t U of] §-%2 of| 4 ©
2ok 1R 1R gatolel A A nE o 4 ol AR e ol 21y
L 2] = A HIV RNA A2 71 32 ghatol A 2] & aatrt Eolxiet
= 1 SR O] AALe S E-gsfjof gttt 1, oFE e Ak g o

2

2 rifabutin/rifampin/rifapentine®} 22 g2 3#| 4 proton pump
inhibitors@} 7Fo] Al-g-o] sLels}rh= 7, HIV RNA >100,000 copies/
L] $khel A FLh7} wof 2 4= Qlekiz 4 ol whdelth

Rilpivirine &35 74 817] 913t thfiL F-2H9] vl @14 -2
+= ECHO 152} THRIVE 1517} tf st 2] o]t} 9]9] 27F4] 1= 1t
I+ tenofovir/emtricitabine-2- NRTI backbone 0.2 -2 uj] rilpivirine
T} efavirenz 2] & 7}+S v WSk ot} o] 5 ¢15tof A] HIV RNA
100,000 copies/mLQ1 ZFA}of| A 5= 9FA| ] a 4= v|S=g) oy, HIV
RNA >100,000 copies/mLo] A1}, &% CD4+ T A| 37} 2007l /mm’ 1]
4ol 790 ripivirinco] 2518l Ghto] 2] 24 £ ol HHz Sk
efavirenz7} 3+ 2] A1 EolRe AT 2] 2 Alngo] 23
o} ghH S AE A, W, A4 o] 59 F-4H8-2 rilpivirine 501
ol A A 2ITH86, 87, 137, 138, 143-147]. Rilpivirine} efavirenz2] &
= 10 sE E o2 ¢151¢] STaR $1--(tenofovir/emitricitabine/rilpi-
virine 314 = tenofovir/emtricitabine/efavirenz=- 52015}) 0| 4]
WA S 7 rilpivirine->- efavirenz@} G v}H o) 4] A g © v, HIV
RNA 100,000 copies/mLQ1 $HAo]| A]+= rilpivirine o] -of| 4 T &
2 A¥E 1) 31, HIV RNA 500,000 copies/mL¢] 3H2}o] A= efa-
virenz2| G317} o] £9)t}[148].

==

6) Ml 32| f=2 Seed AMKME AZY 4% o AKIE ME
2t
-

10t BH=71? 24 oSSl R W 537

=

5. 5 a4 AAA S AR 7 -$-ofl <= raltegravir 3= cobici-
stat-boosted elvitegravirs- -4 %] . & 3185k 4= QITHA - 1).
Cobicistat-boosted elvitegravir+= tenofovir/emtricitabine/elvite-
gravir/cobicistat ¥ 4| A & e 20t -5-EFlch

(1) s oAIAIE Al 39] eF=(Table 1] column B)= ARg-2
75 2k oo Apeh ) ul 54
B4 oA A vlaA Htol ke oFE i, ) el ihet
of|+= raltegravir®} elvitegravir(tenofovir/emtricitabine/elvitegravir/co-

bicistat &34 GV Q1-5) 7} -5 AL Qe

@ Raltegravir (A1)

Raltegraviri= 8% %12 o]4} 0] tlAb4 ghi%-2 7] elos)x
orou, ok A5 AHgo] ]3] 2
# Bgalof ghekis wo] ik v ol g A 11 Ml
S QA= G HALFE A A A (efavirenz, nevirapine) 2 L= -$-=5}
Ak Chrel el & 4 o A A Hrk= gol KT}

STARTMRK $1-+= % 54 7 raltegravir®} efavirenz = 1] .3k 41
2 (5 oFE X5 tenofovir/emtricitabine- 28] Q. A| = XA A A
oA 2FHo.2 g Fola}lS), HEH o Fujolels mi) Y
BA-2 o] A raltegravirZ} efavirenz =t} $-L9) 0, 2R 1
2191 tH[78-81, 149].

Raltegravir, ritonavir-boosted atazanavir, ritonavir-boosted daruna-
vire] 2 & &3k B3 ACTG 5257 915+ 965= A kol A (A] oFA] 12
= tenofovir/emtricitabineX} W -&), 3v- W5 H|S28F A = & vlo] g A
7} A =] At} ot raltegravir £ -of| H] 3] ritonavir-boosted
atazanavir ¥ ritonavir-boosted darunavirs 5o 3F Lo 4] = &= 7
27F o AAFon, fAR O oS Sk Rl
vir-boosted atazanavir 5o Loj| 4] ¢ WercH122].

Raltegravir{= 2 2] & SFAFol| 4] 37 Z 2l LA = S ARE 4 A A|A]
H] 325} oFA| 23 -8-5(NRTI sparing regimen) &= = 9115 v/} Q)
=], B34 Q1 A 0] PROGRESS 10|t} A} 7] ¢1--0) A]+= raltegra-
vir + ritonavir-boosted lopinavir®] ] & & 1}+&- tenofovir/emtricit-
abine + ritonavir-boosted lopinavir®} 1| xL g C}. 96554 714 2] 2] 7
KO A, 2717] o7 23ke] AR B3k v)SICH150), Chyk 2

L= ZF2~+= tenofovir/emtricitabine + ritonavir-boosted lopinavirE- %

= ritona-

o3} <ol A & A ). 313, raltegravir + ritonavir-boosted darunavir
o]+ 71} tenofovir/emtricitabine + ritonavir boosted darunavir ]
-2 B] 3G ¢ 5o A]+= raltegravir + ritonavir-boosted darunavir £
ool A 2| & Ak} Eol FeH151]).

(2 Cobicistat-boosted elvitegravir (A-I)

Cobicistat-boosted elvitegraviri= tenofovir/emtricitabine/elvitegra-
vir/cobicistat =314 S| 20t 5-FE vk 5k 1] 19 = ol A
AR 3 4= 9lrkis A o] Qlek vk, A1Ake} gh ojof gl
o] Itk HESE, elvitegraviri= raltegravirl+= 22| CYP3A .40
Olaf] T2 thAlE =], o] = QI8f ofE AT ARg-o] WIHaly] ujio
97} & @ sft}. £-5, rifabutin/rifampin/rifapentine ) -2 -4 8
Ao o] Fofgh 4= glok= ol -f-dsloF $rt. Tenofovir/emtricit-

abine/elvitegravir/cobicistat =&} A4]+= creatinine clearance <70 mL/
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min¢! Algho|| 7| Foli= u]d]|of 5}, F=o] Hoj| v]3]] &3 creatinine
°] 04 mg/dL o)/ 453 wfolli= 9] Al ek 4] T Hs A S
foll At F=2jlof RHeH152].
Tenofovir/emtricitabine/elvitegravir/cobicistat2} tenofovir/emtric-
itabine/efavirenz2] &Y} H] 13F 9151(102 211), tenofovir/emitric-
itabine/elvitegravir/cobicistat¥} tenofovir/emtricitabine + ritona-
vir-boosted atazanavir®] ZI}= 1) u gk 1103 A1) 2] 1445 A
B A3} 1 5=o]| A tenofovir/emtricitabine/elvitegravir/cobicistat-=-
|3 oF=of] A5k ol e A AakE K AATH153, 154].
Cobicistat CYP3A &4 A A & AFA| & o2 g7 Q)
= -2 ofY ], elvitegravir thARS & A 510] elvitegravir®] &5 &
= =0]= oJ5kS Shr) Cobicistat-2- <-9] ALAf| ko] A creatinine
HH-goﬂ o] 5}= MATEI1 transporterS 7} 2] © & o] #| 3t} o] 9}
£ 0]§-& cobicistat-2- GFRY} 1315}7| creatinine clearanceS- 7+

ZIEH152].

57

P m‘

A

7) D2E Rl=26t0/2iA 20l Tlsiof 2t o 327
(1) r 2l A1 = oA 4 oAl Rke. 2 A el X A
T} 7 0] oput HatshA kL i 3 oA = o]

A 148]9-E Fofshis 21 ahulo]el 2 Fab/h Hol W Selvh

A E §ESE R 3]5He Jlo] Ft,

(2)2749] B2l e A = AR A oA A 27
Efavirenz®} nevirapine2- 7ro] Foj sl 7@ HLa-8-0] 212 Lpelt
c}. Btravirine & TH2 B 728 A = AT 4 oA A9} o] &
o3t 7 - etravirine 0] F5 5 = 7} A gk whaa] 271 9] vl 2
QA= AR L AAA|E SAl o]l Folohs A2 wlsfoFqlth

(3) 71471 o A of| A] efavirenz 5o

Efavirenz= 791 7} Abglol A A 7 AEE freichs Halvt
U H T 7] Q1E 5FA] ¢hi= 7191 7] o] Jol| A efavirenzi= 7] 5H= A

o] oFA5h, 91 A1 ZHH1st trimester)ol] &3] 2] 8]jof 3o}, chuk, A
79k 742 91710] 3.2 Q141 5-65-0lli= T ] AR Q1AL A}

;_4

g e AL 2] Ao W= efavirenzel] ©FF A1 1
AE0] RIE7p 9o g G o] - ofd Ao & SIE QY] wiE

o], efavirenz 7] RaL wpo] |27 & oA ¥ = @l pHol A= o] 5

A4S uh A REA| efavirenz S A4 S =1 AL

(4) didanosine + tenofovir
A5 Alshgo] %3, A vlolel 7t 4 &

Alf| 9-2] 7] =t} 31 didanosine ] F-2F-8-0] 714 4= Qlch

(5) Emtricitabine + lamivudine
Emtricitabine?} lamivudine-2- T cytidine -F-AFA|| & U] 4d AFAFo]

Aok, o] AL RS A9 F7hAQl hutolel s AHHE Ao 7]

& wsfor sl

(6) Etravirine + unboosted protease inhibitor

Etravirine-> unboosted P19 8% w5 4] 71o} A Hojme 4= 9l
t}. w}e}A] etravirinex} unboosted PIE %A of] F20] = 71 vl

84 ¢k

(7) Etravirine + ritonavir-boosted atazanavir

Etravirine-2- ritonavir-boosted atazanavir®] &% 5= = 2171514
ol 4= 9Jt) ule}A] etravirineX} ritonavir-boosted atazanavirs
SAlol ol 21 uieh A 6hA] bk

(8) CD4+ T cell >250 cells/mm®¢] oJ4] T=2= CD4+ T cell >400 cells/

mm’¢] A o]l 7] Z ] E4| & nevirapine Fo]

A A10) 7171 o)A kel 4= 9l7] o] 7k s 2

o] Fou, Wt & Fosfof 5hi= 9o SE5] =015 7|00k

st

(9) Unboosted Darunavir

Unboosted darunavir®] =] & @ 3}of] tf g+ 1= ZI i = v}7}
W, &5 =7 F A 2sHA AskE 4= QA whebA] darunavirs 7
790l = WA 7] 829 ritonavire} 7] ol ol k.

o

4. X|220| U= 2tXIof| N S EZHO[2{ AN FOf

L. e EZnfo] g 2] o] Folatuto] 27t oA o] glom
571402 nholei2: o] Aol 42 BkIsk Hlo] Wastch 7t
5519 Rabgo] 43 1A Folat 4 QlES oA S ¥
SHEH(AII).

2. 32| E mHlo] 2 2] Fof 245 Soof Ho| 2] &1 715400 cop-

ies/mL 1|7k 485 5-0f] 50 copies/mL W]TFO & G2 5]4= 7l o]

ulEk ). 48 0 2 e 1w of vjo] ] 4 W %(50-200

copies/mL)o] W o] e Hio] e 2 oA Ao = H 1 224

£ 14T g e = girk(AImD).

P ERHlo] A4 Fo Fulo]g X oA o] o] = oF

AW AARE A= A& FHRTHAD. AW A A=

7hsShH oFA| Fof S(AD) Z-2 oFA| S5k 45 ool A5t

= o] v ASITHAD). oFA] S 0] % 45 o) A k= 3lH

e OFAIA AL Al8S 5258 o]ufjofl= /g H ol 7t 8L

o = HPA A o8& 4= Q-5 AL efsto] SITHCID).

4. Y ER o] A o] F alo]g X oA Hafjof o] & A}
of|A] A mir3E= ThA] Bl E A gt A (Rle] & o7}
<50 copies/mL)5H= % o|THA).

5. | Ezulolg A Fof F Hlo]g X oA Ao o] = 7}
g Eetafol e A ARE- o AW A AL AtS BT = Al

@




HV ZE X2A o cietofo]=2te]

2.9 OFA| S A ASITHA. HEo| | A oA ATl o] 2 F1A}9)
A &olli= Aol 27k4] o), 7Ha51H 3717 o] A kA9l 3
E Zulo| ARG F7F5H 21 A STHAD.

6. Hfo| A= HIHA 0 2 oA ==t CD4+ T Al 24 57171 4
HolA] ok o W75 7hA A E arefsfof skt W7
704 A o] 7 9], x| Fof] thal| A= oF 2] A gk 2| Z o] flct

7.8fol 2|2~ oA A afjol| o] 2 Fhafo|u) HPOIE%E 2| gk oA
8= A0] E71s 3 7490l = CD4+ TH| 3 4= ZHAE 9haL 4
Z| ofsl= UP7I Qo) RS 2433t g EﬂEEHPOI EE|

G| ERuo] 2| LA FFo Fufol | A7) O*Zﬂﬂoi e ?71 A

A

o) E sufo|e] A 2] 2 2 ulo]a] A oA o] o] 2 six}= ofw
Al A =2 A 1712

FH|ERELo|# A 27 F WA/ 5L E Bl $AE o] E
A Az A7

1) BRIl E2Hi0 |2 A X|2 Al

| EZufo| 2 A4 2| mAlget g2 2] F2 Ao tshHk-So] A

SHA] S SRl Y| ERubol 2 A1 E RSkl w) 7 vt
© AR S-S uol | & A7 F A ol A 2l = A= HAI(50
copies/mL) 1REO &2 2|42 0 &2 oA = Zlo]th

A&l vl = ol AT, W 7| s 7 AT, 44 ofekE
ZefsA| Elek 2w Aot A Qs a1 Bl O A5 AR Al 3=
2 utole] A 97}, @ 2|7 AR A W& CD4+ T A 324, @ 2] # A&
Aol efo]=7F it A, @ FrbEgko] Q= A&, oF
5) © oFAIH/dutel e 2ol ZFHE B © oAl =87t Hol

S (D) FEHZQ 0|} EAJ 0] Q= AL Q) OFEAL T AR £

%giEﬂmﬂAL
P ERbPol#| LA A=
- MO IR U AF S e
7kt CD4+ T A 3£4=9] W3}, @ e Emuto]e] 4] Fof e,
1] W HAFA T @ oF A8, © oFAIF-AHE- of i, ©FF
ah= oIS, @ Fhe of2 A3k vek oA w7 Hol %
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%, ket opA] Kol o] Qlr obA o) A0 Q1) S8
7} Bof 7l 7 9olli= ofA| abgo] AnLh 45HA], Artt &l

x]_/_q_ :x] r}q*g].% )\o] J‘iﬁo}q kaﬂLH/H o] lﬂl—/:]gz] ol—o}o
L opA) A0 B 3} Hol 3 Aol
‘e EIA 7| = Ao (el AT A ARA| 9] o), 2
2 oFA| 2 M (oAt zidovudine ©. 2 €131 HlEl o
abacavir= 7)), t} 2 A &g o] oFA| &2 H 7 o}%
O SO rtE okE T oH o]—Eﬂ =3 iu}o] E1

LSS |

X]—_Q_OE ?_]9_].%
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%ﬂ?ﬁﬂ%@%ﬂ%@ﬂEiﬂﬂﬂ*w%%eOEQ%%%

Zutole] 24| Fof F uhole] 2 o}44

afjol] Olf—itfl oF A % %M% A= A2 2 AFHHAD). oFAI
ShH oFA| Fo] F(AD) Z-2 oFAl T 45 o]l A
aﬁ}u}(A ). oFA] 5k 0] 5 45 o] A AzhE| 3l

A AR =38k oufoll = g Rlo) 7} Qloj =
o & slof Thekgheh(C-).

(o]

(o]
Hml
%T

2) SR|E2HI0[2{AX X|Z A{of thet =X

(1) EFole] 2 oA A uj

FE| ERufole A F2o] o] Bips A& 07 Hlo|e A UtE
=74 gHA|(50 copies/mL) U|TEC & §-A|5}H= Zl ot} vho] 2] A oA
Mufjef ok e Emuo] 2] A Fofof ke EEskal Hiol 2] A o 7}
5 200 copies/mL 1|QF 0 2 Q-2 4= §li= -5 =3l Y ER
vlo]g| 4] Fof S-ulo]g| 2 ¢17}7}50-200 copies/mL?2] 79~ o &
Al thA T A7l thsl| A= =gho] Qltt. it kel A= Hlo]
2~ 91717} 50-200 copies/mLo| B 2HE QA4 o]u] 7} ol chs Ak
oI ¥HA[157], thE AA-tol| A= S5 Hlol 2] 2 A Aufief At 9l
U= AT 2817 wiitoleh158, 169]. vfo] 2] 9717t g ¥ 51
1,000 copies/mLE 58} 017} ThA] 7 Asd)s 79 2| = AL 2
A 3f 8 EehA] 95=1H160).

Fe| Emvto]e] ] Fof S ulo] e oA A ufjof o] ShAfof A
A=A AL FA WA HAF kg B R R o AlE AA
Sz e G (A, vho] 2] 2 o A]| Aol o] = ghAke] 2] & o
= A o]z 2712 o] 4, 7hssh 37141 ©f L upA 9l B Emnto]
= 7ok 2l FHRH161-165](AD). 22 Al F oFA]] Aol
/g o] 7hssh A &2 Al ] oAl = makAQl e =
A 2 7hEglo A 22 oA ol = MR Y @A = R
A W/ viol 2] 2ol e kg B Y 4= 9)i= etravirine, T}
AR A A vFolH 2ol S K 4= ¢l+= darunavir,
o

A A 2] raltegravir, elvitegravir, CCR5 ] 4| 4| 1 maraviroc,
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A A o1 enfuvirtide”} £ 3+ T},
o] 9l Hfo] 2 A €717} 50-1,000 copies/mL3] ¢ oF=
A7t 5
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af

7}3+I 7 ThA] 50 copies/mL HREO & o)A E] = A 0e 2] 7 Al
2| &

Z
3717} 50-200 copies/mL2] 73

2 71551 ek vol el ¢

W2 2 AR E A kot Rl o f1Rlo] Y wiofl ] mof
A §AIHEA 371 714 0.2 who] el s o7k 2 ek AL 34
(A, vlo] 22~ 1717} 200-1,000 copies/mLS1 739~ £3] 500
copies/mL-= Z 3}t 7490l = AN/ HARE Alsal g E=

o] e} 2~ 7] W72 e She(B-I)

X &g o] Q13 vlo|Z A 717} 1,000 copies/mL o]AFo] X qt Ul A
SR} WAT R OFE A OGS wolale. 94} 7
o = Hjo] | A4 & 45 o] 4} FEbak AL ohl X SRelsie. g =
wujo]a] A4S Fueh dejehu ohAl 2L op B e 23t
O] ofAl & Al#FstaL 2-45 -of §47 W/ 4 AH(genotypic
resistance test) = A] 3§ C-IID).

Azgo] Y WEEARZH AR A A7 3= thHA]
Hlo] 2] 2 97} 50 copies/mL H|YEO. 2 (2| 5= A 0|t} o] 2 A~
AA AT = ARt A 9-oll= 7 Al e ERulo| e Al
WSk S FHRITE 53] vl Ed @A = oAb a A A A

S
£ AFg Fol ook Y B Aol #7102 471 AL )
9fal ulir el 9.4 = o HARE 4 A A FRBHE Aol Yash

A

t}. S LFetH efavirenzE X 3SE P ERufol e A Fo] &
efavirenz W35 o7} Ql= el ofl A Blol e 2 A A & Kol
] efavirenz= G- A|5HH 714 91 YAl & H o] 7} A A A] etravirine
IS Q2= v LA = AR A Aol O 55 4
Q7] wj o). upzbrp R 2 2| 7 A9 & 1 o raltegravir,
elvitegravir, enfuvirtide = 2|44 0.2 FoJ5]i= 712 F25}A] ¢F=
ch A S 0] 7] 9L 2| Alsfo] 0] 2 7ol iz Kol 2714 o]
A, 7Fsalel 3714 o] a9 el mulol el AR S ksl A
& F2CHAD). vho] 2] = o Al ohb Aol A e el £ )
ol A A &2 1S ] Q3 AL gulA ol SH|EEnlo|Y
2Ae] Ffdeo] 3 5 A A 0 2 B Fa sy /) ol4ke] w3}
Aol gl & 2ufo] 2] 28] Zito] 7 A9 i SAIE o)
AF s oA A 2711 28 271491 ol o] flcH166),

712k A o] 9l WA AWl WAE A% o] B
= o] BRo] g 2 9715 50 copies/mL 1] YEO & o] ﬂs}: Aolch
kAt 2714] ol el kel wel € Rufo] el A2 ;
u?#ﬁtmﬂWHhﬂaﬂ E%%@%#ﬁﬂ%%ﬂ
of B3 Hjo|2| A% o
oA} 0 & ol E]i= 712 ul= Zlo|r} vlo|# 2 &7}
| 113l 0.5 log,,copies/mL ]
X7} QTH167]. 2744 o
1S Ul 229l o EH 7V 2 Ak ok A A of| o
= glovt obE W el A

ﬂqlﬂﬂ*“ﬂﬂ“%ﬂHﬂE%ﬂﬁAdﬂ
2 10,000-20,000 copies/mL t|FFE 2 32| 5} T 5k
& o]50] d 4= qlrH{168, 169]. X]E/“Jﬂﬁ; ﬂ%
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off B4 Q1 A 8- OF A B 7AW 27k A1 28] et
(B-I0). B} A 91 2] s Al wf) A el o] 52 CD4+ T Al 224271 1007H /mm”’ w] v
o]aL JAFA 9] o1slr} e E ujjof =tk 7ho|Ljul AR o] oF)
2 U] 919 AR A& b T FAINE 27k 4 ArHC).
A28 oA 2 7RI 7k A e el o] 53t ol
A& 3ok so] Algtriel Aulol el 7l ATl AEsk

AR

o
1

N
4y

(2) W75 7h A Al T

W75 g 2] el Aol ql ot | Egnfo| e A
0] 4-79d B CD4+ T M| 2427} 350-500/mm™S 23512 -1 7o
= o= AREEE 5ol ATH170]. 7 )5 R A A o RS
5 % CD4+ T M| 22429} k7] 7ho]| whaf 2o 71 A7 ek 615
SF Aol A] oAl 1 CD4+ T A| 3427} 2007]/mm” w] ko] )
S5 Z 42%0) 4 CD4+ T A 32427} 5007]/mm’ S Z3}519i T},
W oFA 0] A CD4+ T A|2E2427} 200-350 7] /mm’ P 7 -0 =
66%7}, 3507 /mm’*S 23}k 7] S-of| 1= 85%7} CD4+ T /\ﬂg‘i—’,‘— 500
Zapellet171). e EZufo| g A A) & Fojsto] vlo]
2 7F A= CD4+ T A 3242= F7}stehr | 4-61 TTH = H|s
sl Qo] miLE A Foh172, 173].

| Egufo] e AAlE Folgh F upo] e A= oA E]=d] CD4+ T
A7 21454 0 & UA] fA| Bl Z7F Sl o] 9 of|o] =9
Y 91512 4] kA |qt o] 5] ot QIeH{174]. & Al E v ) 7H4
3, A1 A3 RS o] A] Z7}5} 7] BlTH175).

P ERuto] e A& Folah oS uf CD4+ T A2z ¥h-g-o] 1
B AL AST 5 A= AR O Y EZuo| Y AA Fo] A
CD4+ T A<= <2007 /mm’®, @ 318, @ HIV-2, HTLV-1, HTLV-2,
HCVe} 5-A] 2Fel %l A4S @ zidovudine 2--2- tenofovir + didanosine

& ol W 49, O ThE oAl g ol i 49, @ Welr159l 4
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AT &2 Ao 5 Y A A e
w757 A1 Al Bl M Aol ol Qi ob S-S T

A 018 A a7t olek 5] METAE 74417 5 A oAl ine

terferon, 3}21 A, 2~ H| & 0] =, zidovudine, tenofovir + dldanosme% =

o] yk31 9li=7] etolriofof gick. ghek o] gk ofA & Fof Wil )k
P RIS R opAlE WAhE A8 FHTH, HOY
HTLV-1, HTLV-2 5-2] 5 A| 7} o] HL = mjolgf|of 3} a1 ulFsh oAl %

ol A=A = FE7E g steh Hiol 2= oA AL 9l o1} CD4+
T Al Z4=7} 2452 © 2 2007 /mm’ 1] gkl ghabo]l 4] 2 Hek 2] 7}
L0191 7k o1& A& v %] ¢kokr. Interleukin-2E F o5l 2| 21

© [T} S E A gk} 2514 SH=THAD.
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o7 ef f1toll A vfol# A7) A F] AL Rl e ol A = 2.5 X
Aol wf 7%2] 2Rt A of o] = &2 Aol 'WAYRH v gl o,
dRo] | 27 A= 4] 952 AF-oll= 20%0) A of o] = &2 Algo]
HAYSEATHI76]. G| ER o2 A Fo 370 oo M2 5
gt “?ﬂ A7 A AR A S 7 e LRt vt

12122z oAl E o 1Al AT Fto] obd A28 Al
AYSATHAL s A | ERuto]H AA1E A sof sk A2 ofY

5. HIV/HBV % HIV/HCV SA|ZE 2iXIX|=2

) ME

(1) =178

Aol 2 Mo 2] A7k A FFA A R} Wl
]2 (hepatitis B virus; HBV)L} C& 7He3ulo] 2] A (hepatitis C virus;
HCV)oll 54| 741571 sk HIVe} HBV/HCV S 5-A] 7491 2t vf
ol2] 2= ko] 2ol Thel) ofaFS 1] 7] o ael 2 o] 2] 2] A
(antiretroviral therapy; ART) A| eFE3d 7H=AJ T b2 HL2k8-5- =
gt 4= 911 7ol o)k A E W AP E-S SQlch HIVE) HBV/
HCV A 2H9 A= Al of Wi, A u A, 1hsad, 2 4]kt
(suboptimal response) 5 L& dfjof & Ho| Tk o v g o] = Q ),

51 B 7Fodnto)

tl

(2) ¥4
2% U-§- HIVe} HBV G HIVOE HOV 4] 7443 $ho] A
o] g}y E R ufo] ] AR 2] & 2 HBVE} HCVE] 2tk of i 2 2] = o]

oot W82 o} a1 ok o, Srujoll A S| Q171E] A] 858 bosepre-
virt} telaprevirof] T &1 1f-8-2- tHF2] ol

(3) >t A

A Rofo] 2w 23] 28 ¢Jslo] vl=+ DHHS guideline (2014),
European AIDS clinical society (EACS, 2014)& 35301, ofj g+
7¥at3]of| A 2715t 2011 WA BE 7Y 7hol=atel (2011 12 7} A),
tigkzkels] CE 7 A& 7Fol= ekl (2013701 4))2 Farsl3l et
PubMed (www.pubmed.gov) {34 ol 71-& Al-8-5]0] 1995 1-HHE]
20144 102712)2] 7174 B9t o]0 A 7 HAES 7141515
o = =8l 3 =215} 7)1 7} 5-¢F KoreaMed (http://www.koreamed.
org) e} gt 4 1 (hitp://Kiss kstudy.com)S- AR-g-8Fo] 745151
c} Ad A of i% HIVo] tff 8} A+= ‘HIV' 3= Human immunodeficien-
cy virus', HBVO]| tfj 8| 4= ‘HBV' I+ ‘hepatitis B virus, HCV] tj 3]
AJ+=HCV' E+= “hepatitis C virus”, 2] 7.0]] T g+ 7 A o] & = ‘therapy’
IE+=‘treatment’ 4= ‘management & A-2-5} %t}
OERECES
D HIVE HBVS 5417

-HIV ZF %ol A HBV 7F i o= o g7 Al g1 Alsfiof sh

Aol ezt ofr-2- o § A Bljof sh=712

- HIV/HBV A7 Skafol| 4] 2| = 2 B 7F= oG A sfiof f
=7}

“HIV/HBV £A] 7+

“HIV/HBV EA] 7+ 3
SlH=7)2

- HIV/HBV 4] 219 Shxjol| 4] 3k HBV f3}8 2H= oFA| (o],
lamivudine, entecavir)S St of 8+ 7 ¢ 8-2]5F

- HIV/HBV FA] 7+¢] k<ol Al HIVA] & Aol &2 )

22 OFAIE aL A sfoR & - ol o 2

hRfo] A 2] BAZFA] &
Aol Al 2| =49 ﬁ‘ﬁiﬁ ol 7 sfjoF

@HIVeFHCV ] 544+

-HIV 2ol A HOVZ o] itz o] A 41 2 Afsfof 5]
Hho] &) 2.7k of thk ol L o B A sfiof sH=r2
HIV/HCV 54124 $haol| 4 A2 4 7k o] sfot 5}
o
%5 o] §li= HIVHCY 54 2 i8kAel 4] 14] a1z
g CES D ERNCE R R A
-HIV/HCY 54 716 3hajol| ] o] wj &t ofFx| 2 AHg-aljof 5Hi=
71
-HIV/HCV 54| 7+

7o) 7 7= o 7] afof a7}

2) HV ZH&EX 0 M HBY ZEHE
HAZIH0] TSt off 2+ LA sHOF 6

= OEA &
Sh=71?

BAIGHOF 5t BIO|

1. B E HIVZ A A= HBV 749 of B
2 flok gheh(aI),

=23 0'5‘]»
T=

2. HEHIVE A= AR T B 7HY whol 2 2~of] thgh A
AR 3o 31, anti-HBsAb7} Q= 7 -$-+= B&E 7+ o i

25, anti-HAV IgG7} 91 7495 A 719 o 22 A3
SICHA-IL).
3.BR7HY o HE 5 19 3 anti-HBsS 7 AFS}L, 34| 1] 3 A
AH(anti-HBs <10 TU/mL) 2] 7% A &=
A| 13 A 2] A - vl i HBVZES of -

ZAFE: A ke (B,

E
=2 35lols
T = =

(1) AFh o A o] o 2L HBY 7119] 45 21§
SRS aolel Al By BY o) S
177148 1o 9] o] ©

e ERutole g o5 Al o A gufol 2] 0] oA Ak
CD4+ T Al szHE-g-of] Y5 A A] o= 5
HoS A= woll= HBVE] A2}, ofawl /g, ofe i 154

S o8] 71A] 8. A5 Ty sjjofF gt



Cistoo|=5t3| o HV ZHS XIZ X!

(2) HIV 2} A ol A HBV 449] o= of G A| A1 g Afslof 5}
ol 27kelol dhgk o 4 of W] ok =7}
W= Al el A gutol e 2 ZF Aol A HBVO et AEHARS
AleshH, & 4] HBsAg, % anti-HBc, anti-HBsS =7 ¢Fc}. HBsAgo| 6
N 1A o g 22| o] A oI Q1 A9 W HBV 7 o] 2far 7 o5}
3% HBeAg, anti-HBe, HBV DNA 7 A= A]gd5}0] HBV 7141 2]
K9S gkl 1 ApshrolAgelol el 2ol A AT
2hodo] thak A 1 o5 Therel 7] 919) and-HAVE AJabai.
Anti-HBs7} §l+= 7-9-+= B 7+ o352, anti-HAV IgG7} Q1=
85 AR 1 ol ES ARSI BRI ol S 5 A 1
& A ZHanti-HBs <10 IU/mL)2] 74 -%-

o o o =
ki 12 5 AR A anti-HBsAb <0 TU/mLR1 -1E-g-AFe] 7-9- vl d

r; mL% E
ol
r:i m

lo
~
oﬂ jul

HBVZH o] 515 3H18H 4= Q= A1 AARS AJAshe) W CDA T
HESE 2He 3ixbe] 7 SHBVO S 52 B3 @A) & o

ojLbx| oFo 1
EHOVV] el /\16

9 CD4 T+ A 32527} 3507)) o] Ao &2 3| &-=
& 1A ehethAd).

HBV o]|4} 42 CD4+ T A| 257} 3507 n]uto 2
SHCH(A). ©F, S0 CD4+ TH| E52 20= 31219]
o 7kA] HBV ef-4

©
T
<
=
=
i
L
!
o2
N
B
2
o
1o
o]
I
-
mu
-0

SR
L HIV/HBY 4] 2ol 2 sl .5 5o, HBY 7
b5 ol 1] $lak bl S okel Fojof gk,

3) HIV/HBV SAIZ B0 |7 X E7 k= O{EA slof sk=7t?

4. BE HBsAg 94 Ao} Ao o] 2271
FHpo] A7) 2| & 4 HBV DNAS] F2] Q] 55717} o] fo] % of
SHCH(A).

7 | EZuto]e] A @ A1ZF A HBsAg F/d 91 W= HIV 7+
A= HBV DNA 54 A= Al 38 RHEHAID). HIV/HBV 5-Al - 3 4}
ol A= A7 A HBV & 2] S5 =5 g 7fsflof ghek g HBV 119

o] AekE 79, CBC, ALT, AST, albumin, bilirubin, prothrombin time
2 =45}l v 67 Hulc} A=A slo] AFho] e oF 7HAsEe] 2]
Y o] {5 TSI (AD). HBV 54] 3 A A2 HBeAg, anti-HBe, & 7%
HBV DNAA 2 AFS A SHH(AD). WA BE 71 kR 1A 329t
Z(Hepatocellular carcinoma; HCC)oJ| tfj &t ATH 7 AL7} H @ 51, 4
71 Al ZFA HAPF H a5l A 01 THA| Q- AT AR v
& @ erapeotcu 53 2 &b Ao A

%] HBV DNAZ} 9F4 (52,000 TU/mL) o] 4] ALT7} Ab%] wka)
B3 7+d3 4 Alelz] o g2 7]—7\;07&/\]._5#]1& YAFA

%m

o

A LR 2915 o] HBY 2| & 3k 2] Pksic)

4) HV/HBV SA| 4 SXI0IM RIZAEIA-ER?

5.CD4+ T A 32429} 3314 B E HIV/HBVSA] 74 SAt=
HIVS} HBVRLS: 2| 23) 2= 9)1= 3} E 2 Hfo| 2] A4 230

B ARE 5k Zlo] " hA.

CD4+ T A| 32229} W0ks1 4] 1 E HIV/HBVEA] 746 Sk HIV
OFHBVELT A 53l 4= Q= Fe| Emufol ] 2] 23tow Aus
oHe 7o) LR, T AR A5k 4 1BV
pegylated interferon 05 48 ¥=-2F5] 7| L} adefovirS F-oFsl| = = )
CH(C-).

HBVS| %] 27} 2 8.3 7.9-1= oo} 2.

(1) HBeAg /g o] v ﬂéaﬂi 3 ALTPA) 5 Hol= o

719 HBVHL G AR 2] e Ao] 5] 7] QR=rHBD)

(2) HBeAg %F/4d w7kl ] 7-9- &% HBV DNA”} 20,000 IU/mL
o’gol ALT7} 4/ A3 o 1-28) Q1 79 | = A& sl
M IS T S QleHBAD. 7F ALY AT E5 o)4el
Ho M A oLy FH A A8} o) o] THAIE Hol=
EERAEE e

(3) HBeAg =74 WHd 1t ] 4
olgolm ALT7} Xé F /g ghA] & 2]
o] KA. ALT 3
# HsH/q 7}/(14 /4

SRR ES PAPSISIBE I ESS R
=

ol A5 7

2 &% HBV DNA~} 2,000 IU/mL
o1Agel 5 A7 A
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-
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5) HV/HBV SA| & EXI0IM R=H|Q| B2 O{E| lHof Sh=

7t?

6. HIV/HBV 54| 713 9] #] &: Emtricitabine (FTC), Lamivudine
(3TC), Tenofovir (TDF)<= HIVe} HBV W of 2| 28 3}7} Q) &
o2 HBVL}HIV % 3} 7}A| 4k % 27} B 2.3k -2 TDF + FTC
L TDF+3TC 29t 2317t Fe| ERnlol 2] A 23k AR
S} 2 BTH(A).

7.HBV 2|27} 8 2 51} TDFS AF&-3H 4= ¢
2 HBVSL AR A uo] el 22 5 o}
I 3| E 2o g A Q W entecavirs QI THB-
I). HBVE A 25} the ofA| 2o & 17} ge| E=Hlo]
]2 Q¥ 31 917 peginterferon-02] @=2] 25 W Y5t A L)
telbivudine —% 8= o] ek 4= 9l 0 v, adefovirs 3TCL} FTCE

= ahufole] 20 ¥k gro] AbEE 4= SIEHBAD).

rE
o

785 Al
|=g
/\}_Q.fﬂ—

o =

fr

Wi

al

5 %
1
Jh

{fm




HV ZE X2A o cietofo]=2te]

o]:

8. Entecavir®] 7-$- oF a7 Qlon utE FHER
Hfo]2l 2 118 812 %%@wwﬁwsu-ﬁ 79 M184v
G212} ol tH o] (mutation) S 2 © 7| X & entecavirl] tHeA}
£& VAR =T,

(1) autolel ) A1) A] T Are

Emtricitabine, lamivudine, tenofovir= HIV2} HBV M 5=of 2] &8
7} ol o] efat oFA| FEkst oS dhli HBVS] Aj2HahE
B AR LA AR 2T 4= GeH179)

o =
HIV/HBY 4] 7h1 21240l 4 HBV®] 2] 2.4 2 lamivudineo] 7=

O 7 AL AL Lamivudine Y4 HBV:= lamivudine tH=2 25
31 79 21 Fofli= OF 40%, 419 ol = oF 90% 7} yHEEITh whehA

lamivudine-& t}= 6; HBV oFA| 2} Zro] 22 o]0k aFTHAAII) [180].
A7} 9lom HIV/HBY EA] 7+% 3hato] A
LﬂEMﬂEimquaquwaﬂorv&ﬂ&Me6T
M184V Ho]E & © A lamivudineY} emtricitabineo]] WAl &0 7|
= A0 2 erel A 9t whehA], HIV/HBV 2k4}o]| A] entecavirs AH8-
SH= 749 FLakA] Q) T g E R ulo] o 2 a wah kA as)
of geH181] (A1),

Entecavir:= g}-H

(2) HIV/HBV -4 714 2] 24| 2] Aled

HBVL Abghw o Asgujo] ) 2o thsf] # 2] 2] makal Q4] koLt
Z) 727} 4 Q5 749, Emtricitabine (FTC), Lamivudine (3TC), Tenofo-
vir (TDF) = HIV2} HBV X550l |7 G317} 9] © = & HBVL HIV
23} 742t 2) 27} 1 @5k A2 TDF + FTCLF TDE + 3TC 23RS 52
ek | Emafole] ] 2okS 414 0 = A1 e 7ieH63, 182, 183]
(A-D).

o HBV 2] &7} 32 @ sh TDFS AR = gl 749 A0 A A =
Al 230 ZHBVEe} Al A uto] e A8 & of A28 4 Sl
2 175 3y E Z8fo] ¢ A @ H ¥} entecavirE AFE-SF 4= QITHA-
). Entecavu‘/} Feb & HIV 2 2b7} Q171 shA ek A7)k e el & )
of ]2 @ WS PIRE A A = ARE-] o] Ali= QF FltH184] (B-II). Enteca-

vir:= lamivudineil]- WA 7] 4S B 265}, entecavir?} lamivu-
dines- 54 AH8-5112 79 entecavirs 5 ARE-Sh= -k
Hlo]g| Ak 2 o 21} olAFA O 7 ] o]50] Qlufi= AL ok #] Q)
] ¢t} gt lamivudine WA HBV 71391 739, entecavir-&=-2- 0.5
mg/ ol A 1 mg/d =2 ZaFsjoF hc}. 12ju} lamivadine W4 HBV
7ol o] 7% entecavir U4 SA] WhE & & LFElY 2= 9l o HBV
DNAE A4(c], 1 371490) % sto] e 242 gt

HBVE 2] 523h= thit of4) 23ho. 1w e Emutolel A
W3} 51| peginterferon-02] tHe%] 75 135} telbivudine 2
W8 208} 4= 9] 0 1], adefovir= 5TCI/} TCE 323k 3F 117} & g}
ol 2@ Wt} o] ARg-gh <= Q1t}[63, 185, 186] (B-11).
feron-o:= 71317} 1= Fhape] 4.9 AL-S Fale

t, peginter-

(3) U T 7 s
At ol Adgdtol 2] A HBV 2| & 5 S
<+(immune reconstitution)-& 7+<=%] *J%j o] & 4= Sk

o= HBV7}H A ul 7l Hgho] 7] uf

r-1n
E
g

(4) Fe| EZutole A of o5k 1k o)

QI g = mujole] Al THpA] AS QoIeh 7] Ak
o] Wit A%k g == HIV/HBV 5-A] {19 A] B Z7F8kcH188, 189).
ol 11427] A45o] Uelof i} ATk WakelA| gron] e 4%
FelErulol e 2] A 25 FA s T F ek e A
7152 ke o] - 7] 2=k 4~ (alanine aminotransferase; ALT) 4=
A7} 7/ 7421 9] 5104 o) TSk A = oF Al bl
Alskal Q) 13U HIV/HBV E-A] 771 0] 79- o] 8t 7124k
© HBeAg© & 2] & A ZHFH(seroconversion) |+ 7|54 o] Q1o =

2 P SRS 0] 849 sl W sl T
HBeAg & % %13} -5+ HBeAgY} anti-HBe, HBV DNAE- =7 5]¢
o 9l

(5) HIV/HBV 2| & A] 2] 51/H-g-9] H 7}

OFA| U 0] AR X 2082 B 7157] §13) HBY DNAS: 125
1HA 0.2 Zglek HBeAg 4 24he] 749 HBeAgt= 674 712
© & S,

A| RG-S TRt o] A o wiTk

O U=} FEES-(primary non-response)->- %] #A|AF 125
DNA7}1log,, 1]WFO. & 7H4a g} 7 S-o]T},

@ 2FA vlo] 2] ~HES-(complete virological response)-S 2] & A] 2k
24=F0]| 4] 484 real time PCR®H o]l 231 &% HBV DNAZ} 4
FEA = Al e g ojE)

@ A FAAF 245 5 &= HBVDNAY} &5 4] ¢F= 7
3 A 7hs/d o] Hek

@ X F= A2} 245 3 HBV DNA7} 1 log,, 040 & 7h4319l o uh

HAEE = 45 F54 vrol ¢ 2~ Hk-g-(partial virologic
response)©] 23 g}
® A4 1utole] s

Al 6711 5

= HBV

354

H1-8-(sustained virologic response) | & &=
I Hjol2) 2 o] £]X) Qs 492 ejulaic,
7= 3l Ao
Ho| WAL Bholalar 1 Aalol| whe) 2| B HAS A

QA EHES-(primary non-response)-2 10|+
EH@ lH}\ = ﬁ i
SHF(B-I). FrEnto] 2 ARH3-(partial virologic response)©] Q)+=
l2o] oFA| =55 US| Zlglof shoh(B- I) H] olg A =
(virologic breakthrough)& & o]+= 7-9-= oA =55 2Q1 &, of
WA AAE Asskar 1 Akl whet —?iﬂ < Al SPHeHAD. 2
52 ) oAlef tigt U4 Eeiulo] 7t ahelsl 7 Sofli= s th A
o ek 2] = A1 3-8 w2 THAD).

i

"Lﬂo'
e o

o
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6) HIV/HBV Al 4 SXolM & HBY 1S 2= 2H(0f.

lamivudine, entecavin/’E =H6H0F & AL Kolst Her

9.3} HBV a1}= zh= 2kA)|(9]|, lamivudine, entecavir)=S =115
o 8 7 3} HBV A= Zh= obA| = Zthsl= 72 HBVO)
et o7k Al T 2EAdS 2 4= e w g
A7} 2ol 2 op 2 ekl e} H-gaof —5}\11 HBV ]2

i

2 0t 79 1% AARE A5 AL A AAEAS B
2ol Fhe(A )
3 HBV 317} Qs obil S Zekallof 3t 49, 17 AAS A1

|
15171 €] oH adefov1r dlprOXll entecavir, telbivudine2-
= F—E%H & 5= UTH179). ©, o] 2t
= ahel| 2 2uto] o] 2 0y 7 HHE ] e ofof gk,

7) HV/HBY SA| 4 SXf0ll M ARHAZEH0|2{A X2 A2
7

=
SIHEZHI0[2A UM wAfshor & AP Rolst H2?

A Aol A B A 2 | EZufo] B A R4

£ sAlafo} 8 79 3% HBV o] 227} 4 2w 3 gl
7509l HBV % 520] AL§-l ofAl iz £-45}aL o &2 o=
Zujole]s oA Z AL Sle] B Altwel Autole]

AE f=ReHAI).

].EHI] o] ﬁ_JJH]-o] 31_/_\_ LHH ljl-/%]

Sl R s | EJ'ESH?—{)EHEEH]—O]Q{/\Ok
05 1 9l ek HBVol 53}
A upol el P& A

SHCHA).

A& wLA o 5F= 74, HBV 7| 2
= Al TR F-A]EkaL ohE g
sto] Alghd e A nto| B A5 A =
8) HVZEXIof A HCVZ mowé O] M ZALSHOF 5109 HIO|
2 AZIH0] ChE ofl

12. Htﬂﬂx} ]2 anti- Hcv?skxﬂé__%. o}o:] A]6ﬂ e, /‘thg%}
A} AT}-£4391 75 o) 271 ALE A AFHEHAD),

13. Anti-HCV &4 7} oAl 0] AL g2 A 711 2 ths}7] 93
HCV-RNAZ & AFS: Al B gHeH(A-I).

14. HCVY] 7©- 7+ =] ZAlalof o) 7w Aor) 714 =
ona ZAekEALG ] A9 SFEEEA RS AlYSIAL}
Bl A9 A AALES 514 e TSk 2
tH (barrier precaution)->- HCVILTE ol-u] 2} A ul] 7] 2 51-2] o
Hho]| & 2@ 510 2 71el 3| P ghok(B-I).

15. HIV/HCV FA] &4 0] Q= A% a5 -5t
Aguto]2) 20} HOVe) AnHg et 4= 9l
], welglo] gl A

FRITHAL).

(1) HIVRFHCV 54| 7141 €] 3

T HCV 7191 o] 7| At Aol wh=H O 33%9] 2H2H7} 20
ool 7+A 3= i dsittar sk 190, 191].7%7—@&94 P EN =T
Lol 7F EAL, It S35 S A WARe] A AlshH oA Hut

olg| 2 7helo] FREE| o Qli= 75 1 H“PE}%JDPE fE}DHSZ 192-194].
HEHLA o o]} HIV/HCV 4] 7 45 HCV Ti54r 9 ol A1
o} oF 3ufj 7k (H 3t R O] X184 E/P HH}E 1H[194] o] 23+ HARS-
CD4+ T Al 247} 2425 v 24l 8] Lrebdoh HIVHCV 5417
Zpol| A | Emulol o] AR 2| 25 k= - HCVE] A& =
rgebslA] ohek g HCV 44 o] HIVE] Zldje] oF o3 A=A
L Eyefsict

(2) HIV 2T 4 Aol A HCV 2+ A AL

WLE HIV 749141 HOV A ARE Aty 41
HOV 31 718 ksl 43 4 Qs el i
5 0 AR G B B AN N
4 HCV 713k} o)| A & % A (seroconversion)©] dojiL}7] A
Al Oé*é 7](window period)A] 9]-5-/d o] LeRd 4= 9l o1, o]

4229 o] 2 FHME U2 and-HCV FA | 240
3k (indeterminate) s}y 7F=%] Ao EHkE] o] Q)=
CV RNAE AAFBITH195). A A sh7F Alek HIV 7F =Fo| A €]
3o L}EP‘* g 9) O L} ]9~ EETH(<1%). Anti-HCV 8147} oF4
© 51715 9]af FAHCV-RNA A ALE AJsgict. 4 HOV-
RNA9| of-2- HCV A gte] 53 wol kst & HOV A 78 Al 2}s)

O

Ho o2t

T oox o M
o E[O 40 o

fhT

jan
<

ox,

oM,

A] 02 ShAol| A 2 ry 2IRY2 A Sk= Lﬂoﬂ Abgak 2= ole), 1]
L}, @2 HCV-RNA £27)2= 2| & 5 HFS o] HLEZ o] 23} 22 Q] = Q.
gk Qlxfoltk

(3) Hfel e 27t ofl Tt oy

HCV9] _‘%7

s Aol o8] Al 497 b pon
2, FARFEALE A0 49 PR FEA S AlsL Brb s
A9 A AAEL oh4) oA & FTH196-198]. AEHy]
(barrier precaution)->- HCVEIF oL 2} AJ o 7] 21 2HSTD) 2] off o]

T 2 Qaln g 7els| Y ashcH(B-).

1o FHOV A3 13 4 9l o2 254 eptck 2
Huk 2719 5 6-1270 Yloll peginterferon + ribavirin ©. 2 %] 2.3}
79 7Rl o = RIsals 218 9 4= ArH199, 200, whebA,
w74 HCV Zh¢do] Qli= HIV g Aol A e o] -7} glekd HCV
2| 52 A AFSICHAA. o], G/C IL28B -5- 43 1} 7Ho| T+4] 7] vlo]
212 A A7} ol 49 36719 AE A7 4= 2leH01) 34
HOY S A3 A9 Al 71l S S ot A

jast
=
jus}
@
<
offt
el
ox
2 o2
o
30
rlr
o,
—10
I
2 N
i
)
o
_0|L
K
>
i)
R=3
12
18 o

i
5
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>.
1o
s
)
<
1o
r>~1
=)
il
2
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HV ZE X2A o cietofo]=2te]

ol =74

- HAVe} HBVO tff &F of -3 F-2 Al g RHeH(A-).

9) HV/HCV SAIAS 2tXfollM x|z & EI k= 0fE 2 5ok 5h=7t7

Za3te]

16. HCV 2| & A HCV 5413, 1L.28B -
o5 F7IRITHAL).

HCVO] 2| & HE 3= 242 Hlo]| A

sponse; SVR)o]| &= Zlo]n, SVRS- HCV 2| 25 1kl %] 67

A o]4fo] Aulet Fof i upo] 2] A FZo] TAE|A] k= A8 o]

AFS At

Hl-3-(sustained virological re-

3tk SVRLS 3 e uh sl HIV 74 o] ol sl G4 w22
HCV 9h2]2}ar 7HE31e) SVRE: 7] 1HA S 1ot 2y, APgE-2 u
Fo] S0, FY ERupo| g Ao ogt 1A W ES W= A
© & A7V 51 Qlo] vl a5}k

(1) HIV/HCV 4] 7+ 0] 70 2 2 4 w7}
I E HIV/HCV SA] ZH9314= HCV 2| 7S 18sjof 3hc) 2] &
X‘1 I:]————J/}7}—O 'l:]7]'———/\]'5‘(])-] l:]—

DHCV $-#43

Qe T &S 23R HCVA 2o gk 2] 2082 HCV 70 7ol
upet e B2 (548 2> 3> 12H4) 27 A HCV 449 Q) H7hs
A EH= 212 19 a8tk HOV 19 f-d gl 23t 1<l 4

| o}l e
Ho] 2] 22 o}4) (A/B) O] A] X5 BhGol] QYRR A AL 2
B,

@1128B 543

Q1E| 71 t}(Interleukin lambda)E- 917 5}= Al Q1| 71
28B (IL-28B)-3- A&} 7121 2] 3742 t} & A (genetic polymorphism)
S HCVE] A}k 2] 2o} Wk CE 7 of| A 2] IFN 2| & WHS-3} of 3
o] 9ltH203, 204]. £3] A 19q132] 123 . E] = 15129798602
C/CSAFE CITUT/T A7 0] vla) -2 o] 55 1 QIc). IL-28B

Aol W HOV o} 3£0] Ajo]i= HIV 710} o} 5-balrh205).
LU IL-28B 0% A uk0] -8 4]t u] g o] Faks Bsks)
U2 [L-28B5- A8 AARE HOVA| 2 A 2F A B A 83l 1 @ = o)

MMHH%? A&7 A5 At ALTSE
T (A EHO) KBS ARSI ALTS%) 7} 2]
’ 8@14{206] S

318 5101 HOV A1 3 A0SOk sl AR o

10) IUE SIYEZHI0|ZARE X2 AT0| S= HV/HCV SA|
ZESIXIA QX S EZHI0[2A XIZ2E ARG H?

17. 2= HIV/HCV -5-A13F 4 2H2tel| 4 CD4+ T A| 22429} K35}
Al e E muto] e AR 2|7 Al Shek(B-I). HIV/HCV &
AlgF ol 4] HIVeF HOVE 25 2] = alof ol= - <FA| 7}
W, et A3 STl o2& Ho| Wt HIV/
HCV F A3 A8 ol A CD4+ T A 2242} F3stA| 3 E
F2rfo]H 24| X 55 AsaL AT CD4+ T A| 22427} 500
7} /mm’¢] 7% HCVA| & % e EZufo| g 2A)] AR5 A
25k 4= Q).

18. CD4+ T A|3£4=7} <2007]/mm’ 2 W& 7o
24| A 52E WA AlZFste] CD4+ T A 22427
A 75 A&k A o] WA TH(C-Im).

FHYEZHP]
| 8]&5% $HCV

ZHA o] 21 (X H 212 HIV/HCV 5-A] 7 ) -5 ke A) o,
E3] CD4+ T |27} Wo(<350 7] /mm®) 7-9- & 4l8}c}. HOV 7}
ol o] zFol A o] Qlo] ael|E Zufo| ] 24| X 7] Hako|| i3k v
HHo) oy} BEFA] B E Lol AR thE AuE HolZct
57,207, 208]. ZLefu} | Emufol e 24 A = WO 755 o5
A7) 3L AFehE o] A ufol 2] 2o o5k o] ZHAw} ¢Sl
ﬂ»ofn“i HAgEe) 2o £ 5 =% o= UTHE9-61].
2R o o] HIV/HCVE/\] Z+ed Blxpo] 7O ofrr

A a1t ek | E 2ulole] A A
WA, L HIV/HCV E-A) 4 8410 A CD4 $=2] 9} S-35)7
Y ERutol A A 7S iﬂdﬂwﬂ) I, HIVO} HOVE: W4 %]
F[of 5= A kA 7} W, AL o 293} = A K7} Qlo],
CD4+ T A 32427} 5007]}/mm’*® Ll 4° HCVA & 3 gl E&2vlo] &
2 A A B A AR 4= Q)

lo
o

¥

oY, 12

i‘ﬂ
iy
r
m
B
-4 0
= Il

A

’

3
=
N ox
i

:(o

rk> ﬂ."ﬂ.
|

28 5he 4o

pl

X o

1) HV/HCV SA| 4 2EX0lA Ot AUXIE AFESsHOF St=7H?
19. 170 %= | ERvlolg| A X7 7 I $l+= HIV/HCV 54
T Aol A 2 A 5] oA o] 22 Al o A Hulo] 7
1 1150 T2l 499 ASIEHA. ¢ AReief
gl 2] 20} HOVE 2% 2| 28joF 81 790l oF A}
olo) 4B AHE W 5AS T12lsof dhel.
20. HCV 713 1} L-345}7] Peginterferon alfa (PegIFN) <} ribavi-
rin®] 23HS- HIV/HCV FA @At A 7| B2 2A4 2 d
ZEITHAD).

(1) HIVEFHCV 712 15 A ofl 2| 525H= 49 0]
Fel|ERutolef A 522 514 ¢S HIVHCY 54 24§74
ﬂHZﬂEM Pl ZUE NHAA LRIk B e

d

L5 Az Aof sh 9
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@ 7+ 3} 3hA10) 49 7to] AL A (liver decompensation) o 5
%= Child-Turcotte-Pugh£--of| wtz} W8] 3 7}s}3l Child-
Pugh class B = Cof| 8j@ddl= 29 7Fo &2 thalE = S E
gufolg| A o] §i-& A skAL Feich

HIVHCY 141601 Apgredst ol el <o OV 27 2
280 Bl 79 OFAI7} WL, oFe e AT} B uhizo] of el &
o greh.ob) 4181) ch 2.7} 22 densiit
(D Didanosine-2- ribavirin} %-A] £33}
41716} didanosine | EFZ = 2]o}
A, 54152 2oe 4 Qlo] BAR

@ Zidovudine} ribavirin %5-A] ]| 0] 5}
= Aol Zf—p—tﬂ 71 0]8-1, zidovudinex} ribaviring: 5 A| o]

H1E o] HFAH] = 7} =0} 4] ribavirin®] 8352 =
oF 51 7971 48717] w o] c}210] (AT,

) Abacavir+= peginterferon} ribavirinoj] th g+ WH-8-& oFalA] 71ch
i o adeel 79 el e W2 S
9] obre) A R0l S k] S84 Fetri211213), uke)
A, HCVZ| i 7 abacavirs & JﬁP—t— A UREA =

(B-TID).
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(2) HIV/HCV -5-A] 743l *191 Pl E gm0l 2] A 7 0 (M4
FeE|ERdtoly A A7 & WA Sk= oF a1 d 1HEA(drug
induced liver injury, DILI)<> HIVEH=714 0] 79Xt} HIV/HCV &
Al ol A B sttt o %*el THEAFS HIV/HCV 4] 744 3
Apef A 212 7F A eH(of], 17 2
VL2 SEAICH21AL HCY 0 1AL 745 el = 2ol
o 2 Af|of] o5k of A 7h -2 Y 4= qloH215) A=
=

& Aol A e ERutol 2] A 2|

4

o

g
1
>
o~ B rju

s}
AR ORI 1) &
Ap] ML= v s 212 of e Qoful 1HpX] 2] elulgli A

m
o

&SR o] sulf ol h)E Hel ofAl=
2 2] =855 (full-dose) 2] ritonavir (600 mg daily)ol| 4] ¥H2H=] ATk
[216]. ZET, stavudine, didanosine, ziduvudine®} 7-2- AL =2 2

A oA A o] A& A HF7Ee] v H217], didanosine
2 HI7 8P TR k715 of WA 1@Lo.m[218] RTV boost-
ed tipranaviro]] o1 7+540] 91§10] Qo] b4 A18-2 H= S e

== stavudine, nevirapine,

Job

A E ARG A O

1 =
Ol’tﬁo > -

12) HV/HCV Al 4 etxtel Xiz= oA oot k=717

21. HIV/HCV 5-A] 7+ 31812} o]| A PegIFN/ribavirin 485 %] &7} 2
AHEIeH(A). £ HOV genotype 2,301 015 71919] 74-9- %] 84
% 3 @EHlolelar) HBE A o A9, Ba) 4l7ke na
82 7 sH= ol 4] 2 X 2. 3 4 QIeHCAN)

22. Ribaviring AF&-0| 715 3 79 PeglPN tH=2| 5 & & 4=
UTHB-ID). T SVRO|| thehE 2hEo] oS Shatol| 7] A
sfjof 3k,

23. JA15-0] -2 PeglFN/ribavirin 2] &= 7] 0] CHA-I).

24, AR5 AZRE BAks FA|E Rujo]e) 2~ A R 12 9} o] 5
ul] 3gutct ofAulal7] Ak o} i) 1= 2] o] 7 4~ (aspartate amino-
transferase, AST)/2e}d ofu] -4 o] & 4~ (alanine amino-
transferase, ALT)S =232} sfjof 3lt}. vk HCV 7+e o A

AR W FEES 1A AL 5] 92 4 glow] Suet
Z4ol gl o Fe ERulo] A MRS X453 4 9k 9
]Gl 1142 A% (RARR) AR sul o] 4h)o] Gl -
RHEAO) 544 9 S35 sotsfol shu] thE o] (o, T4 A
B0l BRY Hholel s 1, (R E AT, U2
AR A Bl ek o] A9 1 A

(1) HIVRFHCV 742 FAl ol 2| =8h= 749~ 5217

HIV/HCV 5-A] 7+ 3EA}o| A] PeglFN/ribavirin 485~
CHAD). T HCV -3 2, 3] &f gt 7H o] 7 =

olel2rl AEEIA] Qs A%, S5] 41740 B8-S Ao B

ofl 4 245 | 2.5 34 QIeHCM),

Ribavirin®] Al-g-0] E715 3k 79 PeglPN tHs2| 2= 8 4= Qo)
(B-ID). & SVR| theh-& 2hgo] wropg] & ehbel| Al g slfof 2t

Q) A15L0] 79 PeglFN/ribavirin 2| &= 7] 0]tk IENL- 914-0] o]
N e sRoAe delansl glon] gyHo 4%
(antigrowth) ¥} &5-4] (antiproliferative) &7} @1t} ribavirin®] t}
oFgl o] 4] W o A i A S= X 7] 4] (teratogenicity) o)
ILof| FDA 533 AFXo| 4531t} 719] 7] o] A) 1} ribavirin O & 2] Fuko-
Al 9] A -L-ribavirin 2] & £ 5 A5 E 6717 1] SHHAID.

H]EHAPH 7k 74§]7]- = 7J © 7]—0} A %_’ﬂ_g% = O‘EHC HI)

il

(2) HIVe} HCV 2
shole] 25 whg
Fhsjojof i,
D 27 A|2F 45 3 2 B A AL 45 30] HCV RNAS] M3l %7)
SVR 755732 &refs=t}. PeglFN/ribavrin 2| & A] X 2 A|ZF 45
- 1log,, W] 7HaE Kol 79- SVRO| tt}& 22 5%

A A= k-5 7}

HCV RNA= 2| & A, 3| & %, %] & & 717} 7
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6.

ujgtolct, HhH w2 Hlo] @] 2 Wh-S-(rapid virological response;
A ZAZL 47 3 57 JHe o]5lo] Hlo| g AE TS Hol=
$)%1 75 80% 0| 4ol A VROt e},

@ 2 & A A 1255 32 PeglFN/ribavirin 2] & A, 2 log,, 1] WF 7142
ol 9o 2 YFEES-(null virologic response) o] 2fal
1 PeglFN/ribavirin 2| 75 %ol 2log,, o A4F 7445t 749

L ifole] 2 @Z o] olglis 495 i 2] nlole] aukg:

&ﬂn[m

(partial early virologic response)© |2}l gtc}. =74 e o]slat
Ho| g AEFo| HEE R o= 495 obxd 27] vpoj# A~ vk

-5-(complete early virologic response) ]2} gt} o] 7
of] ThbE 715 43-2-60-65% 4 o cf.

@ A& A& 245 T A& AR 125
(partial early virologic response)-2 .01 $kx}i= 24520 2|4
aflof ghe. o) @5 ujo| 2|27} A%E 1| Qo SVRe] 715
o] 20% A 5z0] 31, o] ) B Hhole) st AEE A9 WE X

= SAITHBD).

@ A= FH7 AR 57 A A} 245 SLf 485 ) o] e 2
breakthrough)Z i A|8}32 X & £ B2 A H O] W8-S %
S8 A5 ol el s S A,

® AR T2 F: AR FRADNN BFvlol 2|27t AEEA
£ 74,215 552 A HRE 20 T Ao A5 9

o) &% HCV RNAES ZA431t) SVRS 2|7 F7 Al dojA &
ool 7} 294 g 205 el

d-%- SVR

A =L S Bty

S (viral
3

7}517)

QUAIEio| SHE|EZHI0|HA X|E

1. Q418 314] 9 HIV 719 o1 41019 el = stuo] )24
A5 2§75 X 2 SIS HIV 779 Jasd 9 b 4elo)
7A5-0h g eIshrHAd),

2. Nevirapine 0] A] CD4 & 321427} 1= 71 (2507} /mm’) 7+
& A7 E O] Sl of 1} fhAtol| A RS s Rk 2|
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T215Y7} type 19]] £:5]37, D67N, K70R, L215E K219Q/E~} type 20]]
2:3}10}274-278). TAM-22] 79 U] 4] 91ko] A= 7} TAM-19]] H] 3]
A}, TAM-137F TAM-22= vl e} 2] 0 52 A7) = Z3Fo] 9jc}. 3FA|qt,
D67N9] 749~ TAM-13} o] dhaysli= 727} &% ¢l o1, zidovu-
dine %= stavudineo]] %717} =2 -0l ol 7H] TAM-13}
TAM-27} Z-Alof| A2 4= QJt) TAM-S zidovudine, stavudine o]+

4 150 450] YIS U0, TAMO] 2.37) o4t EH1Elo]

H] 3
S 7 9-of = didanosine, abacavir, tenofoviro]] T A= WAIS &
o]

pyrophosphorolysis, nucleotide excision 52
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FY ERulo|H AAE FHaH W/ vhole| A7k ohA] el o] 7F

Sdo] o= vho| Y AR == A gFo] glck g T215Y2] 74
Y > T ohA] Zhel =] 2w 2709] 17| 7Fuhofok a17] w4l ¢
B2 Folrhiz Aol HA] ¢hrt whebA] T215Y+= | E &2 ufolef A
Ao oJgt el A Qe o] Alelx|WH T~} old A/C/D/E/G/H/I/LIN/S/
V& 2] 3LEl}[279-281]. uFe) 2] & 20| Q)= slAlo)| A T215A/C/D/
E/G/H/I/L/N/S/V revertant”} 24 = chH TAM-10)|
FofjoF g

Q= Aom 7t

Foldl= A 9ol e == /g
E=¢1¥ o] & abacavir, didanosine, tenofovir, lamivudine, emtricitabine
ol = 5 =0 WS FFdRIth K65R &1 o] 7| A 81 zidovu-
dineo]) tjj 3t Z7}5, zidovudine©] 32 §HE Sl E 2 H|o]
2 2] 75 W= ShAbo A= 2 SR A] QF=TH255, 282]. KE5R--
non-subtype Bof| 4] v] %] 5-5}0}283, 284]. L74V+ didanosine, ab-
acaviro]] sl 5=, didanosine, abacaviro]] == WAS &
w51t}285-287]. L74V7} 912 74-$- zidovudine, tenofoviro]l 714
o] 57k = AITH256].

K65R-& =& abacavir, tenofovirs

A~
b

) Bl S RAlS SHEAS A OIH| LIA
Apghpo] 2 uho] 22 0] o] HAFE 4ol B4 Eeinlo] 7} Al
A oA A 0] Fo] WS} S vl o A= oAb A
oA A ote] gtelo] Wolx| 7] wli=r], o] 27| Hw vl oA
= oA 4 o] Aol S B A Sk 24 vl e oA =
oAV oA o $91F Gl aokElo] o dAlms0] T
ol ofzke] wisl7) QlEiehe A1ske S A8t 4 QLS ke 3

$2 N

o},

HI 28 @A = oA A A oA A FFof ZhAfo] 4] K103N/S,
Y181C/1/V, VI0O6A/M, G190A/S/E 5-0] 71%F H A LpE = /gb’bO]
3t} E3| efavirenzE A3+ 31z}of| 4] K103No| 714 A &8
T}[256, 288, 289]. “Le L}, 2| L7 LA v 32 A & oA
A AL} o E A2 E 7 H RS QA E AR A
A7F EEH A o]k Wid siE ol = Wik} Qlok Ftol EA1E
rilpivirine> E138K-S 714 HA] - =sh= ko] 31.21[87, 290, 2
Ale vl 2l @A) = AR A oA A 9] eravirine ) ripivirine-> 1
Ael oFEoll A &8] A = H K103No] glo) e 7H/d o] -4 #th
LA o] QlrH[142, 256, 291).

H 72 QAT E A A AR A W] Eelvo] 5 7 S5H)
Z 8= K103N2 71 ¥ e Sl 2|0k o] o e &5}
2 0] Al o] oAl vho] e Aot u] St w8 945ty

of] T4 7} =l ek BHH, VI06A, Y188C, G190S 5-& 10| 2] 40|
£ o] HT}292-295).

LA B2 @A = oA AR A 9 A A Q] nevirapined} efa-
virenz+= IAS-USA©|| Al A7 5 U/ o] 5 10T Qlef et &
1] Q= Wido] ] 7] uffitell s A o] HaLA] vy m ik shA|NE |
o 5-%1% etravirine©] 7 9- 17]] ©]/o] /g Aol 7} Qe ebe
e A AIBR= 7971 7] W Zol| s A o] off 45}

Etravirine®] 7-- 7} /g = wlolof 71545 Folstal, 7154
O] gHal Fho & T o] f = A 5 S e o Sl A AL
Zol| 41 A2k etravirine W/d &= 0] 9] 7F5 2] 1= ofefj e} Lt
[291].
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71E2] 1.0: V901, V179D, K101E, K101H, A98G, V179T, G190A

HIV RNA >5,000 copies/mLo] 1L 17} 0]4}9] H] w2 A= S
A ol AR WA B oot i BRSO R B A
(DUET study)®] 244 Ax}o]| tj gt -4 o) 4], etravirine + boost-
ed-darunavir + %] %] v} 7 @ -2 {4} "k Slx}of A etravirine 7}5
2] 9] gHo] 0-2.0 79 744%01| 4] vFo] e 27} A2 0= oAl w Q)
01,2535% 7-00]i= 52.0%, 4.0 042 7S 37.7%0]| A1k ufo]
A7) A =] )tk E138AL= 7} %)= v & =% &F 2|4} etravirine©]
SEOHE ghatol e 2 2| = o) A e} ARt A7} 2L TH296).

A

ShH, etravirine> H| 728 QA = &AL A A A ] 5AW
[e)

o] 2 Ba}A| HA|7} Bl K103N©o] 918 490l &= 7F4=4d o] 525
T} 2 o] 9l ok 8147k K103N©| L1001, K101P2} Ebe] o] Lhely
4= 71w el &) 7} 2 2 8}eH256].

HIV-2= H 5728 @A = o - AR 4 o
t}297].

AAl 2 g 5el

A XA LS
AA= W

A, S oA
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=
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m
12
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odh

é

CH s 4 A Aol thet g ol STk Fake ml Al
A o] S major mutation, W/ ol a2 =71+ SHAIRE AT 4]
2 g7} v)eFst 7495 minor mutation©] 237 53] |
O g E o)7L Zh of o] Wi /dof] of = A et o=
=2 Stanford tgloj| 4] &<
(http://hivdb.stanford.edu/) of| A 2215} 4= Q1T

LP““TTSH A o AAof] el A2 Hol= el e 2= of 2] 79
Aol ZFA AL QL2 w7} w ek whebA] Zpzke] Wi g
/3 9 afole 2 A o) ml A= PR Bt

= T/} D30N, G48V, 150V, V82A/T7} F-Hl= o] Q)&
o npo] g A 0] ZA o] who] 2|8}E]H, M46I/L, 154V, 184V, N88D/
S, L90OM -5 HRo| 2| 0] T4 2 A|BhA|7|= Aoz A et
[301-306).

Z|E=fjoll A T2 ARE-Bh= Tl fas A A o] i A of] TRt

%82 boosted atazanavir < boosted lopinavir < boosted darunavir]

3= ‘HIV Drug Resistance Database

1m
om

=
rlo
o
_ﬁ_
N

[e]
<=o|t}. Boosted atazanavir+= major mutation®| st Q1O H %]

5 Alg)) gEo) uf9- 58 th o] QIR ofE ThElEel g 4 A A
9} Y|4 o Elo] th2ohi= A o] Q)T 248]. k4] boosted atazana-
vire] WAS 1ol 4-9-2hal sl ke thE el Ball a4 AAAE

-8 SHA AFE-SE 4= Q= A 755 A

4) SeiE A XNl LY

S oA Aol thek Wi d oA 9F &3k Ax(integrase) 7t A
o= 9]0l A dojrttt

stjof AlgEE] AL Q= raltegravire]] g W44 Q148R/H/K,
N155H9] 7 &2of oJaf s£& dojifal, =54 Y143C/H/R, E92Q2}
e SR o] of ofalj A e ottt gk Hto] 2] ol A Q148R/
H/K, N155H7} g4l of] A2 e QLAIE, Z1dA| g 7§ wiol 2] 9]

A o] A 3] Aot 7] giito] g4 0 R A2 A o R
Tojdth ARghH o A guto] 2] A7} raltegravire]] 9174 .= o]u
U= W3S ol 912 U] Eedriolof 1714] o] ] & =4
o7} sHbE o] oF Sh= 797} it ol ok Q148H/K/RE- =522
L74M, E138A/K, G140S 53} o] Aato] WA g5},
N155H%= L74M, E92Q, T97A, Y143H, G163K/R, V1511, D232N 53}
Zro] e 163,307-316).

1A B3 oA A9 raltegravir?l elvitegravirs= 12} j] 4] 0]

QI alck ot YI43R/H/CE= raltegravir 7442402 4121517 #3814
7] A9k elvitegravir 7F<=/d ofl+= G aF-S 1] 2]+= F - #|t}317-318].
Hhl =2, B92Q T 0. R & elvitegravir®] 7425 412181| A 8}HA|
H, $147G+= elvite-
gravir 7H=/0-S A1 748} 7| #8141 7] A0 raltegravir 7H=A o] = oI 8F
S 1| 2| A| ¢=r}H163, 315,317-320).

24 BFA 4 A A2l dolutegravirs= 14|t F-gHa 4 oA A 2}
Waf o] A A o= oF e A 9 1, Q148R + G140S, Q148K +
E138K, Q148R + G140A 50| 1S A 24t & a4 A Aol =
UIA)S 1 e 4= 9l T}249, 254, 321, 322,

A mA| = AR 9ol
Q3 o]= R263Kol] M501, H51Y, E138K —01 Z3he e = Vel
H323-326]. Dolutegravire= 14 off 534 o A|A|of] v]3) 5515
220 ke o] iz om v AAIRE A7eie}327]. E3H R263K path-
way mutation®] QITFaL e ehie A2k A 2 of /& ek Al =
¢k= "hH viral fitness+= A1'd5] #51E t}H328, 329]. 3T, o] H o]
2 dolutegraviri= WA A 0] 3201 x| A 2 ARE-SHH QA
O 2Ju] 313= dolutegraviro]] T2t Ui/d2 §IAA W v-9- B 2
TS5k

,-JO O

7] A4, raltegravir =4 ol 0] 2| = JaF A o

Dolutegravir& R263K pathway”} -
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