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The 2013 Clinical Guidelines for the Diagnosis and Treatment of HIV/AIDS in
HIV-infected Koreans: Revised Version in 2013

The Korean Society for AIDS

While a variety of clinical guidelines for the diagnosis and treatment of HIV/AIDS are used extensively around the world, the
implementation of such guidelines is not assured in Korea due to constraints with respect to the diagnostic tests and antiret-
roviral drugs currently available in the country. Consequently, the Committee for Clinical Guidelines for the Diagnosis and
Treatment of HIV/AIDS of the Korean Society for AIDS was founded in 2010, and the first edition of the Korean guidelines was
published a year later. However, due to the rapid discovery of new data in the field of HIV and the evolution of the clinical en-
vironment in Korea in the last few years, it has become necessary to revise the first set of guidelines. This guideline aims to pro-
vide comprehensive information regarding the diagnosis and management of HIV/AIDS in Korea. The recommendations contain
important information for physicians working with HIV/AIDS in the clinical field. A brief summary of the revised guidelines and
key changes to the original version of the guidelines are summarized below.
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1. 838 & =5
of o] 2= 1981'd 1|+ 2 W= A of| YAl E] (Centers for Disease
Control and Prevention, CDC)7} 54 ol| A} #ghol| A S| 3= A= w|
Foluf 7hA] §53 22 Aol FASHA wol wAgehs AL
= BIASHHA Aol Ge A 7] AT Al o A g afol 2] 20
A QAo W7 & AlAd ool A Ei= CD4+ T A| 3
7} = spf gk ofjo] 2= Abgh o A uo] 2l 2of ZFE 5 A
] W) 5 QIA| HelElo] | 01*1‘:‘“1 2173 Abel A=

2 FERA] oF = Hhol | 2, Al 375ro] W A Sl ofgk 2+
g Asto|u oy Bk 5 ol @%z@l WA Bk A A
% 6 7 ofulghc},

AR = Ak ol A gutol A 71 91 4271 10,000 o] E5tar
A=l AR A1 AR o] 276 Rlcko] =gk E-2- 4=0] 7+
A2 HYH oflo] =2 wh o] Hrk At o A Hufol g A HA Y
710l whepA] A4t Z kol 2ol 7} 9l o, G 27| 7} =43
ZH57] 9 A 7 Gol| tgh x1 = 2] 7] whedo] - @ 5}t

12 AEO] 254122011 tghefjo] = ata]of A MRSk = HIV 7F
4 Q12] HIV/AIDS et 4l 2] o] 3t 1A 5 2 3 Halghs F<t
Aol grie = 7% 8k Zlo| o) spfjol] of 2] S| Emnfo] e A oF
AlEol AR =9 = QAL HIV G ol Al A2 A Aubso] wWol
LA gareke] 7h g o] H @ 5kA| E] 9l
2, HeY

HE A F ol A= 20131 89 @A) =t 4 1ol Al
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o Amutol el igle] Aekat X 2ol BATE 27] AA Bt

S} A AL 7], FH| ER Pl A 2| = A ZF A7), 22| 2ok A
= ARl A o] | ERuol 2] A 2| 2A] A E, Al o g ut
o] 22} BY/CH FHutol 2] A (HBV/HCV) 4] 1% 24} 2] 520
ot HALQke A AISFALAL Rhef. Afhd o A uto] 2] 2 2H Qlof A
WA= 7] 2Rt el et 2| 2o} oy W o Harehe 2 <
FREA o] 91l SR = A =

i

= M3 1Rt SR =AR e E 35k
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IR AZ] AGS S AA AR EAH A 7719951
AXLE] 2013 8714 2 A 5T 9ol A Z 2k 3 H A

PubMed (www.pubmed.gov)E ©]-8-511 2.1, =] & 74412 Ko-
reaMed (http://www.koreamed.org) 2} ¢t=3}<: 7 H (http://kiss.
kstudy.com)& AH8-5F Atk ok, Abgh o A guto] 2] 2 /of o] =0}
T E Q2 sh4; Y AK(International AIDS Society Conference, Inter-
national AIDS Conference, Conference on Retroviruses and Opportu-
o] 22 AT 3l A AEFAT] B QAR 7 A] A

2847)9] R EAE 21§ SHe .

nistic Infections
A AR A %

5. sHAIZ

Pl i == —}

(Key Question) M& 4 gto| =& 1™

i Hﬁ

=rUl ARgh o A gufol ]2 719 Qlof A HIV/AIDS %It 2 2] &=
ot AR R A A2 vkesks] Slstel 7] Hokel 24 FAL T
= g EZuto] A Q ¥ (highly active antiretroviral therapy,
HAART) AJ2F A7), 2] 27 o] iz ghatoll A o] A7)t el E = nf
o]t AW, X FE A o] = skrfol| A Y E B EZulo] ¢ AR
H HIV/HBV ¥ HIV/HCV 5-A] 7291 24} A5 & JBofFE i3l o
], =8 WAL siA 5o ® 7|l let A Aanes v
3, 9] AEAR, A ol A o] & 7Rt AN e E=nf
ole]& A & oA 5 H =R ol AR = 1Y Aol A whE =
= ThEFRE deES At sto] A skleh Rk IR AR <
% §101W ol o] 21 &] 3o & Alggsto] 7} wopd 9%

#5402 sk

<

|

o%

E
jnis
0%
)
il
)
o
1o

WA=
6. Hueo| Zx & :._‘71
= HaLQto A ARE-
partment of Health and Human Semces)«] 2| A R of| A AFE-SH=
HIH-S H‘*olf—ﬂ 13} o] EAF 7= A B, C 37}A| = B&235}9)
A, A SEE 1, O, IR FA]SFCH(Table 1).

Table 1. Strength of recommendation and quality of evidence for recommendation

Strength of recommendation

Quality of evidence for recommendation

A: Strong recommendation for the statement
B: Moderate recommendation for the statement
C: Optional recommendation for the statement

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

II: One or more well-designed, nonrandomized trials or observational
cohort studies with long-term clinical outcomes

III: Expert opinion
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=1
i35 0.0, Rk H7HOl AL 4Bt ol 1
o] o1& X

17 E P ERrtol e A Q@ WM& A3l Ho] §li= S AR
A o] gl 2kA|(treatment-naive patient) & 3t 7]5}a1, ¥} of 317F

o] Q)= 2hA}(treatment-experienced patient) = 3£ 7] 5F31Ct.

W RAR Aol A A8 ofol 52 thak Ak

ABC, abacavir; ATV, atazanavir; d4T, stavudine; ddl, didanosine;
DRV, darunavir; EFV; efavirenz; FTC, emtricitabine; HBV, hepatitis B
virus; HCV, hepatitis C virus; IDV, indinavir; LPV, Lopinavir; MVC,
maraviroc; NFV, nelfinavir; NVP, nevirapine; PI/1, protease inhibitors
boosted with ritonavir; RAL, raltegravir; RPV, ripivirine; RTV, ritonavir;
SQV, saquinavir; TDE tenofovir; TPV, tipranavir; ZDV, zidovudine;

3TC, lamivudine.
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(1) ui7g 2L

At A gutol 2] 7 Qe thFet oo, el A, Abe] 4]
A2 WAl ek AR oA utol 9 2 gF A Q1 o] A o=
ol i elsh= 7 2Ake] S48, 714189 A4 8.4, 31919 3
9l A A 84 Sol thet St Rl A A A HARE SR 7=
B7PF s ofof sk, o] & el & 7k A=A Q) R me A H2: ¢

oA 71e0] ofat 1R A A} ) W AR
PR NP RSP SIE SIS
S A SOt 5= 2 ARGl cifah A Th 12 Fe{1-4),

(2) BR 74

L Boko] 2w & %] 242 9J5]o] u]=k DHHS panel(2013), Euro-
pean AIDS Clinical Society (EACS, 2013), IAS-USA panel(2008), Ital-
ian Society for Infectious and Tropical Diseases(2009) 5-2] A 32 7
319101, PubMed(www.pubmed.gov) HA ol 718 AR8-3}0] 1995
W 15 20124 109714] 9] 7171 5<t = @]ofl A ke HeleS
AL ) UL S8 525t 7] 7F 50t KoreaMed (http://www.ko-
reamed.org) @} =514 W (http://Kisskstudy.com) & A&-51o] 4
Ayahcy.
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TST) H+= Interferon (IFN)-y release assay= A 3§} 7] LH(A-

1), F5pAH AR AR, A Al el d
HutolH A T 1o A= TST7F S/d o] 5 2ke CD4+ T A 32
4271 2007}/, 0| 405 515 5 A& ABCHAD),

6. 4, Sefu]tio} 5 7|el Aul 7l Aghof thgt AEHARE 3L
2 RICH(B-11).

7. 27) U9 A] Al el AR o] 2l 7t o
AlHi“8 %1 AHgenotypic test) = A Y 3 %jJ%‘H g B7IsfoF gt
CHA-II).

8. 504 o]/o] Hd = 1
S 318 SHoH(B-II).

7371 o doll A= Zh = HAFA1EY

e1e] Aol A g vtol el 2 AW A, 0 4719 715 A

o, 714 43k, 7] 517k 52 mhetalr] §lato] Rt 7S FARE-S

f

oy AAF T o= AR A Hrtol 2 23 HAF AVE A
4= 9= A9 EAF HIVRNAYF A& 5] A OF= =520 $kx}= AlgF
ol Aguto| g A FH| AAFS Aol SoHAL). & A 314 AAL
L CD4+ T A3 227} A Ao] a1 &4 HIV RNAL 725 %] okl 1
Aro] AlerH ol AT upo] @] 2 7Falolof Al B3] 2 abe, 7A} Au}
27} glo] Ul QaH= Qi slajof| A 1 o] A A} AuE AL bl )
S 429l om g wslkelo] I Q3 4= 9k

(2) CD4+ T A3 4=
CD4+ T 4|2 50} wjE-go] thgt AAIE A saliof Fe(a- 1),

CDA+ T A|SE 5= ARRrA ARkl 2] 2 1] 718 3}, 41
Qo e

Tl Agutole] 2 44l O 2 ek %0l S EE Blstol
7w G| ERutole s a0 /)84 ool A o 28
275k v WA steHs, 6] 72 M40l CDas T ALE 47} ¢4kl
A BHEEI 31 QAR CDA+ T AJZE W5 51 Bl oAy el S 3 7}oh s
) 1§31 9100 Ael el o] u]sh AL ZF ol 2he

A3 o] oItk 2uF2] © & CD4+ T A % 4= 200-5007] /uLi= CD4+ T A
1.9 14-29%0] SatcH1]. CD4+ T | o= A 7 AR

o

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 21,000
copies/mL)

Complete blood count with differential

Basic chemistry, liver function test, fasting lipid profile

Tuberculin skin test (TST) or IFN-y release assay

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

aLEsto] 7Sl 7] Al 15 (HA 0 & 23] S = o]of
SITH(C-I).

(3) @A HIVRNA

7 HIVRNA AR Al silof ghoh(a 1), 87 Alehul el 2
Fupole L A7z o 55 H7ishaL, A e ERutol 2 A8
o) A3 o] -2 A A=) LR steH7 9] B3k X 8 F 42 7t
= 7| A x| 2 ek 2 HIV RNA A2 A 0] A &3 =
FEHARS] 7% 200-400 copies/mLo| 1, WIFF =7} =0 ZIAR-L-
20-80 copies/mL7}2] 71&38k 4= 9) o1 & ZAH o] Walr} gl o
ol arefsforgict.

(4) Fel| E2ufol 2] LA SFAIU S AR

el = Zupol g 2 Ao] YA el uholg 2k Hube 42 glon
71 Wil Alell = A};ﬁfﬂ_méﬂﬂ}o]a s 7k elo] af 548 ©
A HARS Al W/d o5 g 7ksllof oA, 1 =
goll gt B2t A= SA l Fe FE ERntol Y A8 e

A) oh=chan she ek 4l F-0] 2] 54 Alefo] §-g-5hek(B- ).

(5) R 7AL

7)2] o] upe i Q1Y At e Aol e 2 7H¢19le]
30-40%0] A WIE, W 7ha s B W
oA 175 I 4175 ol g mgleh1o] webA,

E/\}al—tt}cwﬂﬁi ]_ ] 1 1—09‘

o2 -

r>~

1r

Z7] e Al
ol cfjsff w41 W E-a(differen-
tial count)S- 33+ ARk o 7] Al (complete blood count, CBC)2}
Hk51s}7 Al(basic chemistry) & A8 afjof SFCHAIL). AR o A8
Hlol g A 7l olof A W1E, wiE Tt 7 aZ & A vl 7F A2 S o] Sl
55, WS Aol B o o] &
7] U2l Alo] ARFEOZIAL 71715 TAL B
5o %7k A asieLLl
(6) Al AHAA}

F

Mo o

| =

E=7] o
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AE A0 2| chsl 2] o

TE v T T

O 7 Asl ] HEuk-8-7 Al(tuberculin skin
test, TST) H=+= IFN-y release assay (IGRA)E Al ad3}joF gFCH(A- 1).
TST4} 7 4 (induration) 2] Z17d o] 5 mm o|4}o]H oA o & A5}
|, A} A} b0l e SHE A ol S Bhelsjof sh). BHEA
o] o] 3L T7]ol Aoz A RS A glrhu WEA s
@ A AT 1) A Aol ek
Q-0 i= CD4+ T A 32 =71 2007 /uL oA 0. &2 5]
e AT A AU 33
2 44119] ol TST Akt gl
|25 Wrolof FeH(A-1T). TST 24401 A9 485

215 Ajol 1 A9 A A vl
ARo| A TST= A 22 o A|510] 32 =
o) 910112 58] 450] Slch TST Zs}e} Hkglo] 5
, Wk gl4ikat(acid-fast bacilli, AFB) 144
U FHARE A 383 HOF SreH12](A-10).
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(A-I). B3 7-¢uto] 2] 2 (hepatitis B virus, HBV)ol| that &-4| 7} ¢
+ -l WA otok FeH13](B-IT). HBsAg /g o] A%
HBeAgol| ek @] 7F o/ )1 78-7- HBV DNA©] tgh - gha el
Hk-S-(polymerase chain reaction, PCR) HA= &3]l 1 BE 7+

B2 glolajjol sht(C-IT). E3t C& 7Hdulo] 2] 2 (hepatitis C viru
HCV) @A AARE Al3dsfioF fheh(A-IT). HCV @A 7F /<] /é
HCV RNA e ALS A AJle] SHagheh(a- 1) A% 2k 4] 43
A A AR B o] AoARE] Q170 30%E Y A
u.g FEbao]u], S 1w A GRS Sefele] A4} o} iE

&;érﬁd>

o

Mu 2 o -{o

Table 3. Monitoring schedule for HIV-infected patients

A8 whotof =t (B-1IT), 7] Wt Al
7© CD4+ T A 3E <=7} 1007} /uL v]7ko 2

HAART-naive patients HAART-experienced patients
B T 2-4weeks
Initial N post HAART Every 12-24 Every 24 Every48 Treatment
.. Follow-up initiation/ . e e .
visit . . initiation/ weeks weeks weeks failure
modification . .
modification
CD4+T-cell count @) Every 12-24 o ¢ : : o)
weeks
HIV RNA O Every 12-24 ¢} ¢} O ¢
weeks
Resistance test o o o
HLA-B*5701 test o
(if considering
ABC)
CBC with differential o Every 12-24 o ¢ o
weeks (ifon AZT)
Basic chemistry” o Every 24-48 o o o
weeks
Liver function test o Every 24-48 o o o
weeks
Fasting glucose o Every 48 o o o
weeks (ifabnormal  (if normal
previously)  previously)
Fasting lipid profile O Every 48 o o o o
weeks (ifabnormal  (if normal
previously)  previously)
Urinalysis o o o o
(if on TDF)
Chest X-ray o Every 48 o
weeks
Tests for OI @) Every 48 o
weeks
Serology for hepatitis O Every 48 o
virus weeks
STD screening O ¢
(VDRL)
Pregnancy test o
(if considering
EFV)

CBC, complete blood count; OI, opportunistic infection; STD, sexually transmitted diseases.

‘UM O R OFEMO|H HIo|HA T} AX|E ZS O 61271 Z0HCH GAL
°Basic chemistry includes serum, Na, K, Cl, HCO,, BUN, creatinine and glucose.

ts.
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E|tF=2 (computed tomography, CT), Z 2 AN Z 4, 71 5 o]
Aol Ql= 19)), @A sh4 HAH Cytomegalovirus, Toxoplasma gon-

dii, Cryptococcus neoformans =) 1l v| Ay
Alsysljof gkt 2, 14-16](A-10).
CDA+ T A 471 1007)/uL ] k8] 213 Azl Aol ]
2 o] Tl sl A= QA 1 ALS Al sllof FHEH(B- D),
(10) mfj = A AAY
w5 o] hek 417

ehi) 271 59) 35

=514 A AHPneumocys-

tis jiroveci, Mycobacteria spp. 5) &

A7L A oJof 8}, o] Fof 1
A7t aseH2)(ATT). 485

9] %o u}

7HA 0 7 A7) A

QU A1 7 AHS: Al 3ok 5] (Table 8), U0 sk 1 7} 9L A Lt
TS ARBEA o A El0] Qs A, mrerelu g Al of
BEG TS0 otz B9 Folis 12245 7HA 0.8 A5 A}

= Aa)alct.

(11) AJa-=3vto] 2] 2~ (Human papilloma virus, HPV) A& 3 A}

HAI7H2] A8 1A men who have sex with men, MSM), A= 74 -
A 22X AH(Pap test)ol| A ¥]7 4 A2 o] RAE 4, 2l A
w717k 9= Al el dmutol el FeiolEe] 49 e 9 9
S| HPV A 17142 yrotof ghe(C-I),

(12) 71} el 2ol c gt A4}

5 o] Ajgiiel Aaiutol 2l Qe 2] W Alo] =23t
Eb}/\z«(trlchomomasm) A HARS whofof 6}31 25 ﬂ alhsly 01 A
VL Ao A 1191 2
oF st} 254 o} 391 2l Zeful o} 74etol el Ak ol
of gHeh(B-11). A 4 0.2,
CEEEEEEE SR
HEZIAR Selat 4 9]
#10] 7715 213 POR 7| S(65 (= T2 018814 ol 2 (Neis-
Zetu|t] ol Chlamydia trachomatis), E | 5 W L

2~(Trichomonas vaginalis), Mycoplasma genitalium, Ureaplasma

r n
|

seria gonorrhea),

urealyticum, Gardnella vaginallis, 141517 (Hemophilus ducreyi),
T2 2o 2 2~ (Herpes simplex virus, HSV) -2 Adulj 7] 22}
32 A& sk ek AL A4 ok
3) 1= SRIEZHI0RARH0| BRSICH T X0l 22|
E2HI0[4A fHIE FO5H7 | ol =R I6H0F Sh= &gl HARE?

©
d

He FH|ERrlo|B A2 S A3t Hof CD4+ T A

0] o] W ashl(A T), el = utole] 2 a¥2 A

}517] % 45 o] U] HIVRNA =2 & &kl sfjoF gteh(B- 1).

10. oA o) A efavirenz7} 50 7} 212 Bl = 9= o] Al WS- A AL
S A FHE(AID),

11. Abacavir 0] #ofj+= HLA-B*5701 G ALS] Aled-S 3125}
(A1), A7 Hs 5 4.9 Aol ) Bl 7153t
FOA S 316 e o) Ak (B-II),

<l

N

12. 77 % S E2Hlo]| A QS 28 A A sl= of| o] =& s}
U Hlol g A 2 g A2 2| & oFA| Q] AL 185l 3}
Aol A= 7A@ WA A= TH(A-I).

A= FE| ERuto|e] 2 a1 A @ ERuto]2 2 oA
ofl A afior gk 7A}

CD4+ T A 3E So = 2| 7 A|2F o] B2 A A= ol A2 2] 7 A 2Kk
Al 173) el 24 sfof gk B HIVRNA ©17ks 4 g e e
ufol2) 2 ¥ A2t 12:245 o] o] lybe 0 2 7k 8 m ot} wet
A, A B AVER L= oFA| 17 45 oW ofl @4 HIV RNA A A
A&a] 7| A 2| = gFelaf|of S (B- 1), 7] 2 0. 2 ul g L vl ..o
LR QINFR oI AL QSHSIRIAL 7171 A, B A AL

Z

il

1 =2 0 ’

=
QAL HPARE AlstaL, Zolu 7] 2 AR A 7] 3]

A =
el 7 do] 9ol =71 HARE AldsfloF gtk
(2) Abacavir & 4 7 HLA-B*5701 H A}

Y
Abacavir Y}1HES-S- T

abacavir 7o 27 l 6 o] ujof] ARt oFA| FEkA] AlESHA| 2] 5

2] qE 2o A F458] K dYsr] 2 A9l AuE g A%
9] ¢ abacavir F0] $F41-2] 5-8%0)| 4] WA= 71 0 2 oFe A 9)
O"}TE]"}EPJ 74t- 53414 o] Atehd A garol A FAdE of

o
A}0 2 HLA-B*5701 ZAARE A 32 wf oA 52 0% (95% Al 2|5
ZF0-0.7%) 9101, vizk lof A 2] ofdE(0.2-0.3%) 2t UA|5H= 2
T2 @i} Fopalol] o o] 1 (0%), T-2(0.003%) 51 H| 225t
AN B ATH17,18]. U5 A Q1S tAFO R 3 HLA-B*5701 A

ZHE OS] of| Z =7} 100% R A UFEA]YEHLA-B*5701 -S4
o] Bhajol| A TIHFS 1AL b A5 S S gl o, Eow
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1) U AR AJEEHA- 1), HIVRNA 21717} 500-1,000
copies/mL <=<=2] A} A &= G ALL] F-go] WA|ut U4
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Table 4. Comparison of antiretroviral resistance tests: genotypic assay vs. phenotypic assay
- _______________________________________________________________________________________|

Type of assay Advantages Disadvantages

Genotypic assay - 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 - Impossible for new drugs

Phenotypic Assay - Direct measure of drug susceptibility - Longer turn-around time (3-4 weeks)

- Ability to assess net effect of mutational
interactions and cross-resistance patterns
- Possible for new drugs

- More expensive
- Appropriate cutoffs are not defined for all drugs
- Possible failure to detect minor variant
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Table 5. Initial combination regimen for antiretroviral-naive patients

Select 1 combination in column
Aand 1 drug in column B

Preferred (AI)

A B

TDE/FTC"*®  PI/1°
ABC/3TC"***"  DRV/r
LPV/1* "
ATV/r
NNRTI
EFVII,IZ
INSTI
RAL
ZDV/3TC"" PI
dd1/3T1C' ATV"
NNRTI
RPV

Alternative (BI)

'FTC could be substituted by 3TC or vice versa. “TDF should be prescribed with
caution in patients with renal diseases. “TDF and FTC co-formulated drug is avallable.
“Fatal hypersensitivity reaction could be happen by ABC, retrial is contraindicated
when hypersensitivity reaction is suspicious. “Hypersensitivity to ABC s 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.
®Ritonavirboosted PI. “Either LPV/r 400mg/100mg bid or 800mg/200mg qd
is acceptable. '"The frequency of side effects is higher than other Pls. "'Special
attention is required, when administered during 1% trimester. "“Should not be used
in women with no effective and consistent contraception. "°ZDV and 3TC co-
formulated drug is available. *“Unboasted ATV should not be used with TDF
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dine/lamivudine-g- 3£3+A] 7| = A o] v}2F2] 5} 112](A-IIT).

@ Didanosine/lamivudine(B- I )

Didanosine-2- 914} 74 ¢ o] v % 2 o0,

A A, DA S U A o) Aol oS = 9l
Ch= A, A A8k 918S Y 4 ek whdo] qlek
48—7— %‘OJ 213 % GESIDA 3903 $15-0]| 4] didanosine/lamivudine

=
=
iﬁﬂ%ﬂﬂﬂ*““WP%H%%mmmiﬁwﬂ“ﬁi%
BEh[113]. 7] Aol A 58k vt 412 didanosine& 350 5=
of 4] gt A1x}e} G B85 2 ks golc.
PEARL/ACTG 5175 915+ didanosine/emtricitabine + atazanavir,
zidovudine/lamivudine + efavirenz 2! tenofovir/emtricitabine + efavi-
renz2] 3717 2|2 oFA 9] Fi-S v]aal] 9184 1ok o1,
7] 165 A}xio tf gt B4 A1} didanosine/emtricitabine + ata-
zanavir 5o] 2] 2520] 18] 2|2 A5l &o] o8t e Aol

3lol ] o] didanosine/emtricitabine + atazanavirw-of tfj st AL S =

ol FeksicHil].
D:A:D A0 A<= didanosine 017} 4124 A 9] 93-S F71HA]
7= o w2 HArE gl om[106], SMART $1--of| A= 513t /]
o] gli= A 0 =& YrEpTH105).

AFZ3HOF 31 Z of

4) M 39| otE= HHMFsHEA ANKS
R e A AMHA ] FHEE 2

XIS MEHSHOF S=217 24

EX IO
527

=o

3. ThM S8 4 94| A<= ritonavir-boosted darunavir, ritonavir-

boosted atazanavir, ritonavir-boosted lopinavirs:- -¢-41%] 0 &
1S (A- 1), 9F9] oF& AR8-0| a2t 742 unboosted ata-
zanavir 5015 1188k 4= QITH(B- 1 ). §, unboosted atazanavir

= tenofovire} 3H7)| A-8-3F 4= glrt.
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(1) TraES| a4 oA A2 4| 32] oF&(Table 52] column B) & A}
¥ 2

~
4 (genetic barrier to resistance)©|

= Aol glom, A= duf Fofl = v/ o) 2 T 4] et

Rk, o] AlA 9 oF=2- CYP3A49] 7| W oA, CYP B45s %E
1= A whEol ofe Aazk-g-ol $E A, AR g
HS(IAES, et WA, 1t =54 5) o e FARg-o] E5itt
= ol Jlom, A ey ko] S Y e e Al em U
A Stk ohik atazanavir 3= boosted atazanavirt= 413 7 21512] ]
HE 0] K] Y=t 914 A7) 9121 [114], boosted darunavir+=

o714 457k s,

(D Ritonavir-boosted darunavir (A- T )

Ritonavir-boosted darunaviri= @A) -85 31 Q= oF & ol WA
of gt A3 Ao) 717 = o] o, AAel s B-gaof
= B o] Itk ARTEMIS 5= 2 2] & $FA}of| A ritonavir-
boosted darunavir®} ritonavir-boosted lopinavir2] & 7}-= B] 3k 7l
© & (5 oFA|] X3 tenofovir/emtricitabinex} B-8-) 485=0]] A| 345!
Aof|A] I o) A7 A abe A= FAFLon, 192550 A3t
Al of] A= ritonavir-boosted darunavir®] 37} ¢ 9-=glict 12]31
Q7 A, A" E 58 ek 128 1l e wHof| A= ritonavir-
boosted darunavir o] Lol A ©] A 1T}H85, 115]. 92 Aol A &=
57} ROl o) 15 S 2 Kol 1

>

K HE e

A|HE, 4225 7} H o] 2| = $}A}o)| 4] = ritonavir-boosted darunavir”}
ritonavir-boosted lopinavirof] H3j| vlo] g2 AA| f}7} & 4] 5] 9
S=FlrH116].

Tenofovir/emtricitabine-2 #|| 2]} T}= NRTI backbonei} boosted
darunavir g2 0]-8-5F thof 2 FA4H9] Al 2= L o} A7)
A AR A] ke

20134 8 AR =r1fjof| 4] darunavir+= 300mg A & 2} 400mg A &
o] -5 &=, 2] = $A} = darunavir /g EAH o7} ¢l 2
Z}o]| A= darunavir 800mg-2- ritonavir 100mgy} 515 13] 19 -8
SH= o] 352 §agfolof. A 491 7k dao] w31 v} 9l 7] ol

7)ol 1agte] 9l Bt ol ujol = 53] ol W as)
CH117].
(2 Ritonavir-boosted atazanavir (A- )

Ritonavir-boosted atazanaviry= %] & 3} HHof| A 9-=31H A I, o}

=2 R gH ol ;q];q] oﬂ H]OH _r] A1) xl—g ul T;H/\]JH ‘81»1:!1350]
Ak A o] ik whd, A AReL S H-8-afjof 517 nfjtel] A &
-1, 919 AFE (acidity) 5 G o) )= ORg 3} o] ARg-SF 79 54
7F AshE 4= qlow, 7y il Rl SO R 2w A M) &
Zhlgt 797 748 Qe o] Qlek 7HE R Mol Hhe g
A& e 4= qloH118-121).
CASTLE ¢1--of A ritonavir-boosted atazanavir 5¢<>3} ritonavir-

boosted lopinavirf-o] -2 H] 18]S ufj (=t L5 tenofovir/emtric-

itabined 72| QA= AR 4 A A 23O R T Folg

£) ool 2717 obge A g 3} wollAl BA o, AR A%
CD4+ T A3 4= < 50 7]/uLoe] A1} HIV RNA > 100,000 copies/mL%
73 ritonavir-boosted atazanavir®] 2| & & 7}7} ¢ =5t H&Fo] Q)
SJTH84, 94]. “1 L} CASTLE &1 Lof| A] Q15 AT12 0 & LA &
gt 23} 22 7} 1o whet 2ol 7} 200, ofAlo} glEo]

A= 4855 A = A]-5-E-9] ritonavir-boosted atazanavir F0]<-(n=42)
of| A= 83%, ritonavir-boosted lopinavir 501+(n=41)°] A]+= 90% =
H D E AT A A S 2 {003 =5=0] Apo]i= ofY §13)[122]. 31,
P Aol A D A Aol 17 A8 ritonavir-boost-
o] Hhe Slof 4] ] 5
ritonavir-boosted atazanavir 5-o{ -] 4] t] &5}/ HEE] QI TH84,
94].

Atazanavir®] 5=+ 9] 2] AF (gastric acidity) o] %2
9)9] AP S Hojmu] iz ofial ¥ & o Ao F0]7}
tenfovire]] o] sl F=71 A Sl th= Hlofl = 0] ok 2 “’/H123]~

3 Ritonavir-boosted lopinavir (A- I )

%!

ed lopinavirZ © o o, g AFo

[Uh g
ol

Ritonavir-boosted lopinaviri= &3 A4 Al o] 4w o] Q)
th= o] A o]t E3h lopinavire} #-8-5F2] ritonavir7| 45314 5
Ef| 2 535 31 91 7] wfj5to]] Wk ritonavirE 45-8-514] Fotis Erk=
A Q) BhH, 2R Ak H2kg, DA EF, of A 27 w2 A

ol ko],
ACTG 5142 91-+= ritonavir-boosted lopinavir 5613} efavirenz
Fol TS H Wk A2 (Pt 5 AR} 7 2] Aol )
o Aleiel 27 o) 2l 2 A = oAb L ClAIAE W R,
o]~ oA A 1= efavirenz o]0 B =QFA|NE CD4+ T A AL 4=
Al4-2- ritonavir-boosted lopinavir Y=o -of| 4] ©] =Qkt}[124]. $FH,
o oL ]/\1 A W92 (lipoatrophy)-2- efavirenzE- 0131 o] A]
Z]£Lof| = ritonavir-boosted atazanavir F= ritonavir-boosted da-
runavir’} ] & .3} 7 o] A ritonavir-boosted lopinavirof] 32 #5171}
Q-Hs}H, FLA-2- W of 4| += ritonavir-boosted lopinavire]| 18 <=
Shhis o151 7b | Q1 T84, 85,94, 115).
247 7 9 A B o] 9 TRl A whulRal 2 el AA] A
& oFEof Yido] glthH ritonavir-boosted lopinavir+= 200mg/50mg
A 2794 2 2w B8 494 B 13 28k 5 9l)

Sk O*Zﬂxﬂ 74]"U Ok‘joﬂ 144“01 %DP
Al

O

et -ef7) Qo e v|sh= Zlo] 5—51‘(3-11)- 53] Al ‘?iﬂoﬂ
+= ritonavir-boosted lopinavir®] oF& 5=
ol A= 344 sh 2 E-85h= Ale 5 16P715 tﬂ‘jr(C-IH)-
SHH, D:AAD 3 E 915 W ANRS 110 w2 1 ritonavir-boosted
lopinavir 1|53k Thil sl 4 o4 4] |2 oFE-S B85t 8o
A 4174 ) 44 9151] $21eH106, 108).
Ritonavir-boosted lopinaviri= Aol 4] 74§ o] H] 1L 4] 25 .5]7]

2ol rbtolAl A e E ol 2] g 3 AlAFet ujof =



CiStOf0[=8t5] o =i HV ZERI9| HV/ADS 2t X X|20f 26t YNTIR KR Hot

Q412 0 g 2w TH112](AI).

@ Unboosted atazanavir (B- T )
Unboosted atazanaviri= 0= THHELS § 2 o)A 4] A Q2] oFLkof)
] VARG U T g o] AThs A ao] ik i, 4
Ape} ] Sl 517] o hol] v 2.0, 910] 4 (gastric acidi-
ty) S o] = 2] = of 3} 7ro| AR5t 7 L7} AshE 4= 9l o,
L7115 A7 7k Q)

o

me g

73
] Rl S0 = 224 7ol
@1t} Tenofovir, proton pump 2 A A]] 5

e A AskAl7) 7] wikzell 7] eFea A

unboosted atazanavir®] A-8-2- 31| 3o} 3t}

S atazanavir2]

089 A+12] 485 A }of| 4] unboosted atazanavir 5011} ritona-
vir-boosted atazanavir 5612 H] 1L g}-S- w)] (L X5 stavudine/la-
mivudine- -2 QA= A HALE A A A 270 FFo] Folg)
), 217 wapwlol A 2 2o} Qloleh128]. 3, 27 o] 93 5
E o]3Loj| 4] atazanavir/} £ 3}E 2] 55 WRS- 79 ritonavir-boosted
atazanavir’} 3291l 7-9-of wlal] 2| = Aprp Hof A= Al os Kl
&19TH129,130).

5) M| 39 UZER HI'FEH QA S HTIAEAZ ALZ5H0F
2

5]
OffH OFHIZ Aelsior BH=717? 2t oIS Hety 2 S527

= "1

4, B2 9 A| = AL 4 oA A= efavirenz S -4 2
25 (A- 1), efavirenz F0f 7} a22ksk 749
2= QUek(B-1).

rilpivirine

(1) Bl oAl = ‘ﬂx“\hii
column B) & AR8-3F 7 4
Hlgr 3o @A = oAb a4 ijﬂxﬂ AlG o] o2 Thl ol i
A A AlF o] oFzol wlal thAl g8 F-o - =7t 441, )
galjof o of=o 77t Ak A ‘SOI ATk SHAIRE LA A
ol 5 7F Hol A A Wd
H 2| @A = oAb 4 A A= CYP
Al A (efavirenz) o] 7] wfito]] T oF=a} 4 3 ARg-0] A 7}
o} =2 4 oS- 915) nevirapine tHE Fo] 3 o] Qli= 3hxjo]
A vl Al = AR A A7 2R D e e ER
Hpo]e] 22 @ ¥-2- 9]8}= Zlo] FTH131] (AD).
(D Efavirenz (A- 1)

Hd

Efavirenzi= =531 Q14 A tof 4] 1 5 a7} Q14 & oFolak= 4l
o] 714} 2 27 o] cH78-81, 86, 124, 132-137). “Lo] 0| & &}520] 1114}
B Eloji= AR Qlok thA o 72 = YA A o] WU X okh
o] 270 F3A1A ARG, 13 ukHl o] £ Lehith %)
o= = 7 Atk ?h, efavirenzi= Effob *J gk olde e 4= 2l

7] w20l (25, 138], &5 A4l 7Hs A 0] 9= o1 g ol A= w8z Ao

2t} thyl o)) efavirenz7} 3Z3FE dHlo] ¢ A X 2E HFO H A b

J"’—,‘S‘ZZH,/:J%‘%»’E%% 43 Z —’F A= *]/l(o 41 5-65%)0]] W
APAE WL AL 2717 wfto] T

ACTG 5142 9710 4| efavirenz o2 ritonavir-boosted lopina-
vir o] o] B 5H(°k4 W A2 7R ghate] A glof| what A
sh27) o] wE e QA E AALE A A S H-E9S) vhol 2~ o]
A=t 2 E] AL CD4+ T A3 £=%] 2] AF=-2 ritonavir-boosted
lopinavir o] o]l A Bf =3k TH{124].

@ Rilpivirine (B- T)

Rilpivirine-2- 7] 2] 1Al Bl 522 QA= SJAARR A A A ]

vl FL2Rg-o] 251, 5} 1HYE 5-8-6f| = w714 S6] M i
Hl 2 @A = AR A A A /g &= A 0] QT K103No] §lo]
L OLHPO]EV\ A7} ek o] QleH139) ZLefuh 2] & A HIV
RNA 2|7} 22 ghafol| Al 2| & ma7F "ol xlth= 4, A AkeL 3
7| E-&-aljof qtth= f, e e A8 o

=2 rifabutin/rifampin/rifap-

entine?} 22 A0 A U proton pump inhibitors@} ZHo] Al-g-o] L
whslch 4 Fol o]tk
Rilpivirine &35 7-45}7] 98 cj 415 F-2F] vl L JA) OJ—TLE

+= ECHO 912} THRIVE 915 & = Qlch 919] 271A4] A= 1
tenofovir/emtricitabine2 NRTI backbone 2. & 34-2- wj| rllplmrlneq
efavirenz 2] § 7= 1] 75 Zl ot} o] & ¢15Lo)| A HIV RNA > 100,000
copies/mLO| 7L}, &% CD4+ T A3 7} 2007} /ul 1]7ke] 73-9-of ril-
pivirineo| g gufo| A A& Fof 'z 3= efavirenz7t 2
e A B A ok ehabE ot 2] 7 AuflEo] 531TH86, 87, 136,
137,140-143].

Tenofovir/emtricitabine-2- A| 2]} t}2 NRTI backbone} rilpiv-
irine 3-8 o]- bt 249] At 2t Q1= o} 171 A]
3yl i} glck.

6) M| 32| =2 EFfsA AXKIE AIRE A2 O AXKIE M
2} ofHIS !

SiOF Sk=71? 24 2fA

=

5. Z¢a 4 2 A4 ¢l raltegraviri= NTRI backbone + raltegravir
Z3} e & At A ol ARGt 4= QIEH(A- T).

(1) EgHas oA A1 S 4] 3] OF(Table 52] column B)& A8+
7o 7 okEL O] At 1l EX]

EBF A A A= v 1A Z] Lo Al
20139 8H AA = Hiofl -5 H = oFe =

P O, o] A1) oFE
— = ‘IE‘
@ Raltegravir(A- 1)

raltegravir”}| -2 }ct.

Raltegraviri= #% 2|8 o] 4 2] At gh 52 A2] 2014
orow], o AE A go| uli A Atk Aol ik ST, 4 4
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o] vl 3L, 515 2 B-gafo} gz whatol olek UjAle] o
A2 1A B2l A= R ARR 4 oA A (efavirenz, ne-
virapine) 2 U= -6 A W Thal sl § 4 o A A4 o= H o Tk
STARTMRK ¢1++= % 54 7Fraltegravir®} efavirenz = 1] ul gk 1
2 (5 oF= X% tenofovir/emtricitabine2- 72| QA = A G A
IAA 2ot o & W8 Folslel), 24 o= gutol A AUl
FLARG- i of| A raltegravir”} efavirenz®2 o} -H g} o, FLA-2- 5 ¢
A Q1T}H78-81, 144].
Tenofovir/emtricitabine-2 4| ]g} t}= NRTI backbone} raltegra-
3k o] g3k thaT R 9] ST 2 A oF 7R W
ﬂwﬂmw
Raltegraviri= 22| & ZFAFo| A 728 QA = S AL 4 A A
WA (NRTI sparing regimen) .2 &= -5 u}-7} Q)
0] PROGRESS ¢ o]t} A7) 7to) A=
vir + ritonavir-boosted lopinavir®] 2] &% . ¥7-=- tenofovir/emtricitabi-
ne + ritonavir-boosted lopinavir®} W] gl t}. 2013 9 & 2| 924
7hA)2) 2] 7 4 Ko] WL Y=, 2747) ob] 2ghe] AR mke
H|Z=gic}145]. Thyl 2-U &= 7+ tenofovir/emtricitabine + ritona-

bkl A A A e

HESB S ESE ]

=], A1 Ao raltegra-

vir-boosted lopinavirE- {3}

7) D2 SRS RHI0[2ARHOIN Lisio 3 ol A8
(1) S el @A) = oAb oA Ao 2 T E A A 2
T} A o] opEat aksh okl i e A S o AAkEA o)
A 247]9hE Fofshz L& Guto]e) s a7} wol W $-2)7} 9l

AR §ESIEE 3]sk Jlo] Fu.

(2) 27119 Bl 2| LA = oAb R 4 A A 23
Efavirenz®} ne\zlrapmeg o] Fofgl 79 Rakgo] 215 YERS
T} Etravirine S Th2 B)H%28] QA = - A G 4 AR A9} do] &

o8 - etravirine @] @5 57t Hhaxgheh wheba] 27 o) vl 2
QA= AR A AAAE FAl ol Tl Bz 22 Tl alfof gt

(3) 7F917] o /d of| A efavirenz 5o
At ARl A 71 39-& filglchs vk 9lo
8 1)91& 514 =731 7] o] Aol A Tl aljof gitt.

(4) didanosine + tenofovir

2 & Aufgol a1, /g vpo] vt 2k Zd ke ek A7
Aol 217} 320} H1k didanosine ] F4-g-0] S 4= Q)

(5) Emtricitabine + lamivudine

Efavirenz:= -9

=

32

Emtricitabine®} lamivudine-2- X5 cytidine --AFA| & W) A] 9FAFo]

AV o] AL A5 271AR) Aol el TikE A9 7
ofa 4 glom R W oS wjaof g,

(6) Etravirine + unboosted PI

Etravirine-2- unboosted P19} &% 5= = A7} 6l A ol 4= Q)
t}. w}2} 4] etravirineX} unboosted PIE- 5-A] of] F2-0]5}= %1 -2 H|-¢h4]
31 o

(7) Etravirine + ritonavir-boosted atazanavir
Etravirine-2 ritonavir-boosted atazanavir®] &% s L=5 2171517
Hojw g 4= Qlt} w2} A] etravirineY} ritonavir-boosted atazanavir=
EAJol Fofal iz 2e ul sl okh
(8) CD4+ T M| 2= > 250 cells/uLQ) 014] = CD4+ T |3 2= >
400 cells/pLQ1 HAd ol Al 2] &4 & nevirapine £
AT A1 1H7 15 oS e 4= Q7] wiiell 7Hg A 1lshe A
o] o, Wt I Folafjof 8= 4 -ehH Fit5] 9= 7]k
gk}
(9) Unboosted darunavir
Unboosted darunavir®] 2| & g v}o| tfgt A5t =] vz} 9l
o0}, 8% 55157} 1251 4518 - 9k ke darunavieS 0
5 790l i= W= A] 2] 2] ritonavire} g7 ot Sof g,

4, X|220| U= XM S EZHIO[2AN £

SHAIRIS:
FH|ERuol A 2| & Fupol el A Hufjof o] & 2HAHE o d
A A =2 AR
FEERbPolY A A& F U7 S/ E Hel S o E

ZHlo]g| 7] Fof FoliL
R EEE R SRR B
ol 94 o) A2 IS ol A5 obAl
73 SFHAID).

2. e EZHlo| 2 AR ol 245 Fof Hlo]g| A H71E 400
copies/mL 1%k 4855 5-0]| 50 copies/mL 1]7FO & G- X|5]=
o] HhgFAIBteE. 2] 44 0.2 vk A o] o] 2] A8 (50-
200 copies/mL)©| WA E| o] &= Hio] 2 A AR Alufj 2 W 11 2] 7
Al AT T s gk

3. gl =utole] 7] o] ujole] s ol Also] o= of
AN AAALE A el AE 2HeHA- 1), FA U AL
1= 7155} obA] Z 45 o] ol Alaists Zo] vl Hsiet
(A-T0)

4. | Emufo]gAa)] o] F ufolu] X oA dufjof o] 2 2}
of| Al A R & 3t= ThA] BRo|E AE Z{ gt oA (Hhol 7] 2 97}
<50 copies/mL)3}= Z1o|th(A- T).

5. | EZRlo| | 7] Fof S Hiog| A oA Aufjo
gl Epatol e 2 A AR} SFAUA HAF ATHE BTl = A

& FAIE A7 BTHA-TD). Hiol 2] A A ufjof] o] & A}
O] g ofli= A oj = 27}X] o] 4, 7hs-5HH 3744 & &4 Ql
P E RO AR E 7o S FHTTHA-T).

6. Hlolg| e AMA O & oA E =1 CD4+ T A2 4= 5717 A

oA k5wl M7 |7l A9 E ar2sfiof skt W75

Sholetesst eiAlsio sl

JEEES
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JH_J 0], 2| 5o thal| A= o} &) A &5} 2] 2lo] ) 1:]-

A sfof] o] & ZA}olLt uhol 2| A Z|eheh
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P ERufol2 A Fol FHfel2 v}
O & Hpojg A oA g Heleke A %
7} A% 07 B Qs Aol A = 7p5E)
S| e = QL= ofAlE WA sk 2la $idff}u}. 7St
7HA] o)) oA S A
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1) S EZHI0|2{AK| X|= 2

el Ezutole| A 2| 2 sl e k2 2z Aol TRk ukg-o] 4
SHA| 5= SRttt G ERufol 2| A& FofstkalE wl 75}
o o] 2 o 7h7} A AbAlol 4 2 4= 9l F(50
copies/mL) n|WFO & %42 © & ol 4| k)= Ho|c}

A &A= vhol & oAl duf, W 7S Al |, 44 ofekE
ZefaA| ek A m Aol Ak ol alEell= O A m AAF Al 3
S uto| 7k @ A& AR A S CD4+ T A2 45, ) | A 2
XM] of o] =7F kg7t A%, @5‘”"@*0] M =T o
), ® eFAWdute] 2l 2ol FAH A9, © oA = &=7k Eol
@ oFy ﬂﬂol‘%%*& 1 W= B @ e deAg 5

14 Ak

el Ezuolef A A 2T S KOl ehtof A= of 2] 71A] 9l

o] 912 4 GlO B T} ARHE-S Tletet 212 FAgkc) D utole)
Q%%CDHTWiTAEEHD%ﬂE USEESEEES
Oﬂkxﬂ ‘Z'X]—.Q_ o%_,_ o]—

ofols o5, @ %{%@%@@w& PSS ol
%

L A AS RS-

O o

Xlt 3%
oiotgigﬂ ol x| =

f-sol e

2
rOlA
&
—
=
=
¥
@

w7t Ho A= FAtol| A= o] 7RSI Q1A Hel = Zlol H e
stof. 5] mefal 4= Qi o] s oF| Bt g0 Qlat Huig
2%, Bsk op| o]y o] Qle opA|o] RAHE-0 2 ol3) S
7} woj 2] 4.$olli= oF4) FAkgo] Qukt A5k, Qluht L e
A& e =A] mhetsl= Zlo] Qe efAU A o] H‘@_Qxl o
L} oFA] FA8- 0 8 =G e 7h Hozl Aol = HAg o= QI
AE AT ]E Aol (el e A AR € T@), -2 A F ol A
t}= o ]HEH zidovudine ©. & Q13 Hl& o] Aol 7%

£ 72de) opA 2 sk W 58 e,

4] 5.8 o P <15 S o]l 2] 7} ol
in|

757} Qlek. SbAlmkeh &A1} R H g sk A FskA], 35
o] Fofahis 218 FHBH=A|7} 7] wite] F3ALE Helst

31847} OpA 0l & ST R Bhat Q=X Telsl. hE opA S
] ol hz 4ol e Estulobe] A Ao} OB A-S o)
©7)=7 SRl

ael o] 2] 2:A] Fo] F utole] 2 ol Asfo] o] 2 eFA|
A TR e FHATICHA- 1), S A AR ZHsoha
O] F4 45 o] Lol AJ5H= Ao vk A SeH(A- 1)

2) YR EZHI0[2AK| X
(1) utol 212 o} 4] 413}
el = mutole] 2] Fofo] Bt 44 0% uho]e| of7hE
=37(50 copies/mL) H|WEO. & {45k Zlo|t}. Hiol 2|2 oA
A} ge ahel i o] 2] 7] Eofol i BaslaL Hho| 2|2 o}
=200 copies/mL 1]7FO 2 32|k = Gl= Q-5 5 Y| ER
vpole] A 2| =l o 2 Akl WG sk= 7 A4
QEAIZI7F AAN I A= oA w=gto] Qleh 7§l o) nlol 2 & 7|7t
50 copies/mL 0|40 & ZA | vl 3 ﬂ]E H}Olﬂ/\xﬂ = tﬂ/ﬂ
St A E @ e Qlek vk Hpo| 2 o
HE W7hA] A2 A RIS R
AlE frAshe St ASA o2 WA =
[148]. vlo] ]2 91717} 31 ¥ 51-1,000 copies/mLE: AH5811cl7 o)
Al A8k 79 A A 9 O] A3t s A] ohR=tH149].

| Ezufole| A o] FHfo] e oA dufjof o] & 2hxfof A
A2 A AR AW AAL 2E B A2 oF Al E A1
Sh AL 2 ATHCHA I o] 2.2 of 4] Ao o] 2 Fixje] A=
o= Mol 12 2742 o], Zhsak 3747 o] mA el g E =uol
P2 S Zrkohe A S S ATCHIS0-154](A 1), 22 A o
Apolofli= mA o] Hs ek g Aol okl AniHel o
g Emufo] e A = ThEgeh A 28 ofA o= H] 2 2 A1 =
ZAAb A AA W] whol e ol AakE H A 5= QM= etravirine,
chl el aa A4l W/d vhole ol e AvkE B 4= QU= da-
runavir, tipranavir, 534 A A Q1 raltegravir, CCR5 A A 21
maraviroc, 8¢+ 14| A)| ¢1 enfuvirtide 7} 22 &=},

2]z g o] QlaL vfo|g| A & 7}7] 50-1,000 copies/mLSQ] 749 2F
2812 pjotalis Z10] WRBIE A Z 02 ujo] el elr}r) 2
7187} TRA] 50 copies/mL 1WEO & oA )= 791 A B ALY
2 7FESEA] o=t ko] 2 17171 50-200 copies/mLSI 79 2| =
o 2k Al g 1] okokrt vlo] e A 2717} 200-1,000 copies/mL<]
A9, 58 27} 7 ol = OB A AALE A

efakci(B-II)

ATHOf et =X

]

ﬂ;;

T4 5= 1

=
dolo} e 4 99

1

olx il

£, E3] 500 copies/mL-S

shal gy ERuto|e| Ax WS L
2|7 e]o] glar uko] 2] 2 91717} 1,000 copies/mL ©] 40| 2 uk Ui 4]

EHOIZF AR R] o2 A9 ofm -3 e s Tttt 2y

1,00

oF OFRL A

w (e} =

g Emnlo] | AA| S 4 o] SRt A1 o %] 2RIt | E
Oz

-
of
&)

o
.

ZHlo| Y 2A 5 FERt A EV\
of oF|E Al 2HaT 2-4% Fo] A
tance test)S A sHcH(C-1M).

*
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ox flo

HAHgenotypic resis-
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| HIV/ADS Tt 3! X|=0f 2ot UYTIR AR 2

OF 20134 JHKIt o CiSH0)0|x5t5|

x]gdﬂo] ol 71

SEES

T o)k e 79 A o] e oA
&1 71= 50 copies/mL U|WFO & 82| 5]= Zlo| ], Hfo] 2 A

AT = AekRt ol 7T AE ] I EREolY A4S
HAsh= e ?EPHL- 53] le”r%ﬁli*lE AR A AAA

|
= AR Solled
Qe vlrEdl e s o
t}. 9 ufshH efavirenzE 3 6;.‘?’5& Y ERHFo]H A o 5 efavi-
renz W/d<= 10171 Q= Ae ol A violef & o dafj 5 Kol uf
FAIBHH 2714191 H*é%?i?‘iolﬂ KA A etravirinex’t
T Mz B2 A= JRAE A Ao o 55 = Q)
7] ol eh nRFA = A & *a s 2 HH
& Folsh= 21 A etk WAE el 7 QlaL 2w A af
of 1i7ﬂ F-oll= Aol = 2714 Ol” 7V S 371 o] A kA9l &
g ERufo] g A5 S o= A H(A-1D).

713 2w Eo] QAL WA s ol 7 A A9 A R0 i
= UhA] Bho] @] 9 71E 50 copies/mL 1WEO. R A Sl= Zlo| T
SHAIRE 271A] o] 4+o] A AR el E mulo] o] A 2 A =8 5
= # S Aol A= ol efRh 3k s A S = Al ik o]

5291 s vl |5 T oA el ok
AP 0 2 oFBlEl e 218 H= Slo|ck ol 2| o7}
1 0.5 logy,copies/mL ©]A} & A|51H QA4 o = o]
~+ mwmvum%4ﬁﬁ4ﬂ@w5§mw
VRS 4 92 ) b Ak obal A ol o
) O} oA & H A= AR TF= oA S §-A]F
@ﬂqmmaﬁwﬂwﬁw&ﬂaEMMaa@n
10,000-20,000 copies/mL 1]RFO 2 5-2]5}H H
0.5 0|50l B - 1cHI56 157]. A Aot obAI S
2 ob) B bRl STk A Sk e
| &A1 a9l AFef o] 31 CD4+ T A 3£ 47} 1007} /ul. v yF
| of5}7h $-2l 8 welli= th]7kelLnt glAFA ol ofsh

A b ol A28 OB 31 /1At 571 4 AEHC- 1),
FA) 8 7 okshs AS S ulolis oS3t fol s
A-gdslok st Afgrrio dumutol el 1ol AEelA) A sk
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A& FH3h.
(2) A 71570 A Aol
A7) sl o] Ageet A ofi= flot | ERRto] g A4
Fo] 4-7d & CD4+ T A 3E =7} 350- 500/uL£ ESni b At s oA
= AR AR AtEo] QUTH158]. W7 s A Al e A
7 7 CD4+ T M| 22 =20} 27| Lhof| whef 2fo] 7} A7 e} 613 2
Sk Aol Al QA o] 2 CD4+ T Al| 22 427} 200/uL 1] THo] Qe 3}
5 S 42%0)| 4] CD4+ T A 3 57} 500/ul& Z 32519 c) BEH oF A 5=
o] 2 CD4+ T A 3 427} 200-350/uL. ©| 1% 7-$-0f|*= 66%7}, 350/ul.
£ 238} o= 85%7} CD4+ T A3 <= 500/ulL& Z3}5}9)cH

(159]. & lEiH}Olﬁi LA E Folsto] vho 27t o A = CD4+
T A2 4= 71kt 4-61d 3508 = vlsstt Ao M= |

t}160, 161].

@wéiwﬂaAwéEqa@ﬂwhww:mwg:wcnhT
A 22 427} 2|52 0 2 G| 4] El= 7397} Qe o] Z5- ofle] =9
U 91618 1 %] §F R o] A 3] Hol TH162]. T 4] oeat]élg]_ 7FA
o AR E A 57 ETH163).

F.I

P ERuto| 2 A& Fol5t oS uf CD4+ T A2 4= whg-o] 1}
B AL 5T 5 9= A2 O g ERtol g 4] Fo A
CD4+ T A 3Z 4= < 200/ul, @ 117, @ HIV-2, HTLV-1, HTLV-2, HCVS}

S A 7 E A @ zidovudine Eﬂa tenofovir + didanosine2- %]
%] : 745 ©® w752 Aztst &

|
= ’C_‘
Aho. 2 A 7o) ¥4 ez 74 9-5o] etel A ]
w9715 A RS Rf ol Al Ao SEof a1 Q1= SPAI S-S ¥
Hﬂzégﬁﬂﬂqgﬂﬂ@%#%ﬁiﬂﬁ¢%%%ﬁﬂm
Q_E

@%ﬂ%hﬂ”%Eﬁﬁﬂqﬂ“ﬂﬂﬂ“ﬂéiﬂmﬂﬂq

W OpAlE S T2 b Weks A A ETh HOY,

HTLV-1, HTLV-2 5-2] %-A] 7} o} 52 mlolafjo} 3} a1 Sulksh op Al =
oFo] l=A & FE 7L B Al upo] 22k o] 4] 1 % LFCDas

A A0 0 o ) 4
Slol7l= o} &l A7 ] 7] oFokt). Interleukin-2=

737} 955 4] Qrob sk A) e 1),

o
=)
12
2

S ofshe) gk e Emnlo| ] 2] Fo 3704 o]
=% (immune reconstitution syndrome) 2. & s}

o A Hutol | S Avhel A 7E e A
7o} Aol Al wpo] e} A 7E A E AL QL= AFE ol A W= 2.
el ‘Ri% af 7%2] ShAfol| 4] ofjo] = B2 Apo] ‘ﬂ““fi
2271 AA| = A -2 7 -l = 20%00 4] of o] = t
a1mmqﬂwE§wwaﬂwT@sm@ﬂmww§
S 71 A 7|H D%x1 A AZT 2] 7HsA
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5. HIV/HBV ¥ HIV/HCV SAIZE XXz

) ME

(1wl

Aol 2 uho] 2l 2l A 7rel A bl

]2 (hepatitis B virus; HBV)U} C& 7Hedulo] 2] A (hepatitis C virus;
HCV)ol| -5-A] 7431 =]7] ¢J ek HIVeF HBV/HCVE] 54 7412 2} vf
o] 2 Hgho] A hol] PRFS n] A | Emufo] 2] A 2 &
(antiretroviral therapy; ART)A] o3 7HeAJ ) b L4185 =
st 2= 931 7hAgko] HhA Wl AFgE-S =0lt) HIVE} HBV/HCV
A A AR Al oFE WA, A, 1hsAd, 2] A SRS (subopti-

S B3 7Fodnto]



Cifstol|o]=3t8| o 2L HV 21| HIV/AIDS

L H X200 2ot TR ud!

mal response)5- L& sjoF gk Fo] Wo H & Z£ol= 93t}

(2) ¥

H 22 Y88 HIVRF HBV F3F HIVRF HCV E-A] 71
o] el E &utol 2] 27 2| =2e} 7] HBVRFHCVE) 71
ol tht W82 vhar Sl

(3) == A

o Hofo] Mg A7) A2 $131e] v]= DHHS guideline (2013),
European AIDS clinical society (EACS, 2012)-& #2591 2.1, tf gk
7¥8k3)of| Al 27131 2011 THA B&7HY 7ol =2kol(2011.12 7} A),
) ahkeks] CP7HE A& 7Fo] = 2kel(2004 7] A)S ZFarstglct.
PubMed (www.pubmed.gov) 734 ol Z-S- A8-5}04 19951 195-E
20131 7712)2] 71752k S elol 4] Sk BR 52 A AEHck
S| 288 2%t 717k %9 KoreaMed (http://www.koreamed.
org) @} ah=81<4 4 W (hitp://Kisskstudy.com)2- A-8-5}0] 7] 4519
th. A o] 24= HIVO]| T sl A=
cy virus', HBV]| tfj 3| A= HBV = ‘hepatitis B virus, HCVo]| tff 3|

Aol 4

o o A

= ‘HIV' %= ‘Human immunodeficien-

A= ‘HCV H+= ‘hepatitis C virus”, 2| 70| T gk 74 A4 0] &= ‘therapy’
IE 1= ‘treatment 1= ‘management 5 AR8-3}1 Tk

(4) HA AT oF

D HIVE} HBVS] A 7+

~ HIVZ 91 5foll 4 BV @lo 54 o] 403 71 afafof s} wh

ol 2t o it ol g2 oA BoF sh=712
—HIV/HBV g-A|-¢ Satol| A 25 4 57z o §A aliof al=7}?
~HIV/HBV 54| 41¢ % Apoll A 2] w2 A=
~HIV/HBV 54| 7141 ghApof| A 2| s A| o] A el of g7 sfoF sh=7 12
~HIV/HBV 54| 191 ghatoi| 4] & HBV :9:4— b= oA (o], lami-

ot of gk AL 803} Ko

AR

vudine, entecavir) = <t
—HIV/HBV 54| 749 ghatoll A HIVA| 2 Aafj 2 e ERntol 2]
£ S RAFHT B frolg e
@ HIVRFHCVE] A7)
— HIVZF Aol A HCVEH Y Oﬁ = olgA 4
oje] 27kl tgh of -2 o WA sfjok &l=71?
~HIVHOV 54171 2ol 4 212 2 7}
— 17 g ER2ufo] @ A 2 W (highly active antiretroviral thera-
py; HAART) 2| 52 %9l o] gli= HIV/HCV -5-A] ZF G ehAtol| A 14 &
dERBo| 2 A A 25 AR ST
~HIV/HCV 5-4] 7191 8ol 4 o]k of Al = Ak g afol 51271
—HIV/HCV 5-A] 7+4] 8H40] 2] 2= o] B 7| sfjof 31=7}2

18 7] Aksllof s u

- o7 ok 514712

2) HVZEXIOIM HBVHEH R = OfE | M ZAtsHOF S Hio|
HAZIHO] CHEt o2 O1EA| sHof Skt

HAFE affof 3}, anti-HBs Ab7} §1= 7 %B e o
T2 anti-HAV IgG7} Q= 739 A% 7H ol A5 A1
FHehH(A-II).

3. BE7FY o HFd % 3 19 5 anti-HBs = 7“}6} , A g
A} (anti-HBs < 10 TU/mL) 2] 7-2- A A2 A|systeh(B-11). 5
A oA+ 7-9- vl d HBVA O%T% g+ A=A
E FARS A3 EeH(B-I0).

AbEFE e A uto] 2] 2ok HBY 7Hole) A5 24
Arrr g atol 2 ARt A v BE 7F o] SRt o] 9
= 785 el b 1ok = o) X13io] tf whErH{58]. W
wh4 B 71 o] e 2 7he) AR HIVZH) o) e A aht mgs
Ezulo|e|2ay o|F Al el Aol e 29| ojx] Yt
CD4+ T A 228120 9J3F2 1] 2] %] $k=t}{165, 166]. HIV/HBV E-A]
e A= wolli= HBVE] A28, oFaul g, ofe - 54
S oY 7HA] 845 arysjjof i)

(2) HIVZE ARl Al HBVA Y of = o B A1 G AFsloF s
Hho] ] 27k of] Tk of - o] WA sfjof sH= 712

5 Aprl ol ARuho] e s k1 Ajoll Al HBVO] ciigh A iA e
Alefsh, &% HBsAg, % anti-HBc, anti-HBs S =73t} HBsAgo]

671 714 0 7 2219 o] AF aFAl el A ukA] HBV 7-¢]0 ]H,]—_Ti B0l
, & A HBeAg, anti-HBe, HBV DNAHALE A|35}o] HBV 714 2]
; by u}o]g{i ”ij}oﬂ/\i A6§
H anti-HAVE A| 345 h:}.

uHLl HBV/POj oq%e slolal 4= gl
CDA T A 355 ZH= §14k2) 7 SHBVl 452 53t gl g 4o
ZhdojubA] ero B HBV o458 CD4+ TA| 2 527} 3507) 1]
Wk & o) 7] 7] Fo AlEITHA- 1) ¥, W CDATA| £ 525 2H
BIR}0] 2 CD4 T+ A 32 427} 3507} o)A+ o = S]E-E wj7}<] HBV
A TS v A =th(A-1D).

(3) HIV/HBV “5-A] 19 XPOH A10] ARkl Rl H ALY

WE HIV/HBVEA| ZFd A ol A &3 =2 5k, HBV %
5} ol 517 91t S aelgolof gk,

3) H\V/HBV SAIZEXI0IM X|2 T B k= 0{EX| ok k=717

4. M5 HBsAg /9 Al o dguto| g A Ha1e] 79 3
E 2ulo]g] A4 2 & A HBV DNA2] 9F2] 0] 3717} o] o]
ok gHeH(A-).




=L HV Z&e1]

| HV/ADS 2/t &I Xz 2ot UMTIZARY

OF: 2013 JAR o ChBtoo|% 3}

17k S| E 2afol g @ AlZF AHBsAgFA ¢ = HIV
7FA A= HBV DNA S A2 A3 FHEH(A-IT). HIV/HBVS-A| 7}
Aol A4z A5 1 HBVA O] 55w 5 B 7s)of st} vhy
HBV{F& o] ZgtE -9, CBC, ALT, AST, albumin, bilirubin, pro—
& S7gstaL v 67 Auiet A =g sto] detel &

w o} 7-Asto] 215 qgg Sebghoh(A- 1), HBV 54 »LXIX] =
HBeAgr anti-HBe, &% HBV DNAY % A= A FHCH(A- 1), 74

& 71 $iAp= 7Hﬂ

thrombin time2- =4 5}aL

¢F%(Hepatocellular carcinoma; HCC)©J|
23, 371210l gA A A} B asieh 27
H % 0

1 1

% A7 S B e ofehul a2

=

=
R=)

tgxg HBV DNA7} OFA1(>2000 TU/mL) o] W A ALT7} AF%5] ul
3 AS AL A

955 REE B ele] ARATE ARG £ W

A= Ael o 72 THRAAAE B

A B

HBV] 144l 17k el S 2 jolel 2 2 ol vt o)
LubAd BY vho| g A 7hdsiate] 4% HBV DNAE vf] 6-127] Lut
o} AR Bhelalo] HBY 4| & 5315 2 7kl

4) HV/HBV SA| 4 SXI0IM RIZ AR A-EE?

5. CD4+ TA| 3 =9} F35}A| HE HIV/HBV-5-A] 116 $HA}=
HIVQ} HBVIEL = 2| 23t 4= 9l = el E 2 8jo] | A4 2gko
2 %) 28 ah= Zlo] ARHKA-T).
CD4+ TH|E 429} Fwks}7] 5 HIV/HBVE-A] 7+ $1AH= HIV
o} HBVE5 %] %#%&@1Eim1aimi@p§1§%
sz Alo] WARCHAI) ¥, ARTS 7|35} 4 HBVEHS 2 2.5
pegylated interferon oS- 485 —rojko}ﬂ U} adefovirE FoFs) & 4= Q)

CHC-I). BV 2] 52.9] o 42 vh5-k ek

HBV O] 2| 57} 38 @ 7 749-+= o o Aot

(1) HBeAg /g olm] 2|4:4] 0 & A4 ALT=2| 5 Holi= o
2719 HBVE-§- A= 2| RefAdo] B 2] eb=rHB- 1 ).

(2) HBeAg ¥4 w43 7141 ©] 749 &% HBV DNA~} 20,000 [U/mL
olAkon] ALT7} A+ AFeF2] 9] 12101 749 2| & AAL SJaliA] 7t
R R A IR a’lEHB- ). AR A e oo A A4
F3t ol Al E Hol= A A rE

KR 7}4) HBV DNA~} 2,000 IU/mL

(A- I)ALT7PX3 &3] 2] 24 DIE’PO - A= AAe flsiA 1t

e e 4 ek 1), Y7 23 F5E ol4e] Al

>~:

CEEEEE

rr

2oLt Ul 4 65} o] 4] FhA/E Kol
3k I

2 HBV DNA”} 2,000 IU/mL ©]4}o]

HALTZE] A §lo i]ﬁ%i FSCHB- 1).
(5) Hlt/dd 1 W o] 79 A% HBV DNAZF &Fd oW ALT glell

A gle] A =& WAsIH Lol A& AL

#3He(B-1).

5) HV/HBV SA| 4 &txtoflM XIzH|Q] M=t OfEA| sliof ke f?

6. HIV/HBV %-A] 7+91 9] 2] &: Emtricitabine (FTC), Lamivudine
(3TC), Tenofovir (TDF) = HIVe} HBV X 5-of x| @& 1}7} Q)
ou @ HBVL} HIVE 374 ut 2] 27} 9 2 8F 7S TDF+FTC
U TDF+3TCXE 33 33t el E=uto| | 4] 232 AR
S SehA- 1)

7. HBVZ| 27} B 951} TDRES AFL-8F 2= Q)

SHBVS} ARRFA S Auto] 848 5 of A3t 5 Qe 1
7} 3} E 2 ulo| ¢ 2~ Q W3} entecavirS
1).HBVE X|23hiz tht o) Atow 1 o=t
o] A2 3} 517 peginterferon-a2] THEX| 25
telbivudine-2- ©-8- Fof & 4= ¢) 01, adefovir= 3TCL} FTCE
R A o] 2] 2 3 o] AR 4 olek(B-IT)

8. Entecavir?] 7-$- oFsl 3} HIV §3}7) 9l o 117} She| E 2

Hpo| ]2 @ -2 51A] o2 e ol A w5 ARE-SF 49 M184V

[e)
A2} =AM o] (mutation)S & O 7| HL & entecavir?] THEAL

(1) ahuifo] 2] 2] 418 A AL}

Emtricitabine, lamivudine, tenofovir= HIV2} HBV M 5=of 2] &8
347} Sk ol efgh obAl S F et S ol HBVE) A2t ske 5
B AR E 4 2o 4= 9AeHI67),

HIV/HBV-g-A] ZFdekafof| A HBVE] 2] &4 2 lamivudine©] T
0 2 A2 AL Lamivudine Y4 HBV:= lamivudine tH=2| 525
3F A9 21 Bof|= OF 40%, 49 F-of| = oF 90% 7} 3H2FEI L), whel A
HBV ©FA)| 2} Zro] 22 ofof 3hrh{168](A- 11).

IV 5347} 9101 HIV/HBV S-A] 7191 $hAjol A]

74 g S 2] el 2 A FukE 4] gk g B9
M184V Hol|S 2 © A Jlamivudinex} emtricitabineo]] A2 &
=707 oA 9ok ukelA, HIV/HBV 340 A entecavirs A8
Sh= 75 AHA ] a7 S| Emabo] ol 2 @ WL REE A] BByl
oF RHeH169](A-11).

(2) HIV/HBV5 A 741 2| 54| o] A )

HBVL} Afghel o] Aol 2l o] el a4 2| sats 914 koLt
Z| 527} Q35 7%, Emtricitabine (FTC), Lamivudine (3TC), Teno-
fovir (TDF) ‘= HIVS} HBV TLo]| 2] 5 & 77} 9] 0. 5 & HBVL} HIV
Z /b 2] 271 98 A9 TDF+FTCU TDF+3TC RS 25

lamivudine & t}= &}
Entecavir+= &-H

%!

©7]



Cifstol|o]=3t8| o 2L HV 21| HIV/AIDS

L H X200 2ot TR ud!

gt | Egutol AR 23S -4 08 63, 170, 171]
(A-T).
o} HBVA| 27} 2 Q8L TDFS AFRSF 4= gl A0 34 2|7
A ko EHBVSE Al vlel AR lel At 5 o A 4 Sl
2 17} S| E 2 ujo] ¢ A Q M} entecavirS AR 4= QI THA-
1I). Entecavir’} 2Fst 8} HIVE. Y17} Q171 5}A9F 317} S| E 28}
oj a2 FIRE AIA| = ARG o] A= ¢t EltH172](B- 11). Ente-
cavir+ lamivudine¥} W4 7] 42 LK F-8-511, entecavir?} lami-
& AHEBFSE 739 entecavirs T ARE-SH=

o
o] ol AL ot

N
i

r{r

32,

vudine-&
tjole st oz QAo ¢ o) e
QA ¢Fct. ¢, lamivudine WA HBV 71491 749, entecavir-8-
0.5 mg/ ol A 1 mg/U 2 ZeFafjof ghet. “12|u} lamivudine W
HBV 711 2] 7% entecavir YA SIA] w2 £ 52 Uy 4= Q)
HBV DNAE #}72(of, ol 37 20) 24 afo] p2ra 21S Akl

HBVE %] 23l o2 oFA| 23102 17w gy E2ufo]as
Rt’h} $H7) peginterferon-a.2] TH=2] 2 5 1385} 7] L telbivudine
S H8-5Fo]5t 4= 9l o n, adefovirs 3TCH FTCE 913 1170
Shafo] @ A 0 W} o] ARaE) 2 3,11/}[63 173, 174](B-11 ). &}, pe-
ginterferon-o+= 7+ 2471 Q1= ©A10] 7 9- AHE-& Tt

(3) WA T F T2 115

Ao} 2 glutol el A HBY A5 ¥ wAlshs el Al 743
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