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4. NAFALT AT 1497 XZE D HIV-1 DEZITEHR

XK #®5
ISR R Y 5 —  BRPRBFIE Y v — B - SRR
IS RAERT R RS LRI Y 5 —

4 H, HIV-1 BYSEDOHFICIE 20 82 2B MEHTREE 2 ), s 2MlAEGbE LA
FREEEIE, AIDS OSSEZR R AIDS 12 L 2T EZ BT 72, LA L, BT A )V ADHEHHE
PSR 23w CHEIMTbNS &, HIV-1 OG5 R 2 &G 4 VAT 7 AICE RS
EREL, EHMHETAVASEBLTLE). #R WEOEMNAEZ L6170, GREOEED &
B EETLEY). 23T, L0BYLHHREERZOSL, N1 7+ ~T 4 7 A% F
LTy AV ABHEE A SPUHIV-1 O K2 %2 i3 2 HFESNINE CICHs s TEl 72,
Frily — 27 19 —12 X % ultra deep sequencing = in silico HEFEMATIZ L 0 SHIED 5 FH 7 %

g A bITbNTE 7,

INBENAFA T =T 4 7 AHMIE, TFEOT L Ea—7 DR

DAL HVE > TEHELWIERZZEITT0D. RRTIE, SROENAFA 2T+ <T 47 AFATIZEE

2 < HIV-1 OFEFNME 72OV TS 5.

FUBHIC

EHRSE L LTI 2 R AR Y A VAO B (3EF
M) (&, 7 A VABRGHERRICBIT A REREEOD &
DOCTH L. BT HIV-1 EYIEE, BYEEEEE LT
MEST O, WEFIRIICES Z L s, ERMELT
BEELGT RN GEETH 5.

HIV-1 BEGE A I21E, 2010 4ERHIAE, B RS
F 238  (Nucleoside-analogue Reverse Transcriptase
Inhibitor, NRTT), JE#% i 5 ¥ #ix 5 32 [H % 3 (Non-
Nucleoside Reverse Transcriptase Inhibitor, NNRTI), 7
057 —YHESE (Protease Inhibitor, PI), 1 » 775 —
Y BH 2 3 (Integrase Strand Transfer Inhibitor, INSTI),
CCrENA %71k 5(CCRS) MEHRDS 7 F A, & 20

HAEIE
T 460-0001
FHREAHBRTHIX =04 THIHKF 15
E o RER A BER v ¥ —  BIRWIZE v v —
&G - IR
TEL: 052-951-1111
FAX: 052-963-3970
E-mail: odehir@nih.go.jp

VLY OMERAIEIT INTNDE, I axfllAadbe
72 % % BF F #&#E (Combination Anti-Retroviral Therapy,
CART) (ZAIDSIZL A TEHEAFLIMMTFSEL I LI
WL T&EL2. L Lads, HIV-1OBERED w
AN, BHEBRETYANVAY VoS 7 | CBR WA
RIS SASER L, BRI LTS Loy A L
ANHHLTLED 7. =T, HLHIV-1HIZ L 2 E#
RO R VERETOTA NV ATH> T, W
N DK B 2L B s v 810 552,
AN E HIV-1 127 S 1 % SEHIH A R D8y —
W ZENZENOPLHIV-1 TR Y, SEFI R EE RO
METHLEMEHTHL LY Zokw, ZRENOR
PeBx L CEY) R EREORINE § 5 2 LR EEE 7
D, FEHMEOMES L) ML STV 5.

INOHEAMEOMELKR T2 —E LT, IhFET
WA FA YT H<T 47 ADFEE G, 71V ARSI
TR O EY KL PR L, & HIV-1 BREE~O#EY)
TR BSEER AW T 2 HESER SN TE. £/,
BHEFEINFZZIT T, LV RNLREDORHELTOS L
EANMED 5 THF 2 R CEET 57200 A b IThbIT
&7, EBRIC, NS ORME, EPEE OEYIEER RO
MEICKRECEBLTEZ, AT, IhonNg+ 1>
T 4 <A 7 A & 7z HIV-1 O $EH0 92 o e 2
EBLRIZOWTHESE T 5.
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A IV AEFIERICE S
Hi HIV-1 ERZMETFRAEDOFHSR

HIV-1 oL, HIV-1 O 58 R4 2 1ZEGH T L1
B7x %, 512, NRTI, NNRTI, PI, INSTI (22w,
FNFNDIER T BT AINVAY 237 2% DA
PEREZ RS REINTEY, Tno0MEeET L LSk
THH IR 2oiw, BEILIZZRSOHHIV-
HEBYNGERINT L LB TIERVWEWVWR S,

%2 C, NRTI, NNRTI, PI, INSTI =x%\2, [EHlIC
£ B0 HIV-1 #E 0@ 2@ IR 2 w3 5720, YAV A
FEHEH A S 2N S P HIV-1 22§ 5 &
FPUT 2 HENERFESNTELZ B Zns ok,
INFTICER SN, YA NVADRNEZDT A IV RIS
X9 % EHY D in vitro TOIEZVET— 5 O & 7 515
12D E, A VAOEY RN, FlE, B K
JEME, R, SE O LD EEIC TR .

RENZTFETEOOEDIZ, PLHIV-1 SEDIEW & /X
7 HAEAET 2 BRSO S 24 B s 20 52 o0 A & (2 BT
T35 V=N N—=ZAF NI XL (rule-based algorithm)”
TSNS, 212, Regal®!”, ANRS!"®  Stanford
HIVdb'" 19 320 FiEI53HEN 5. Regal® 1, ANRST 1
TlE, BEHROGRC ORI % b & \ZFRY L 72 SEH i1 B 2E
FRLZ NS OMAT O WBANTIC X o THY B % 5
$%. %72, Stanford HIVAb'> ¥ Ti&, 3L 7238540
PERS A2 NI ICRO b7z X a7 = 55
L, ZOEHMEN LEYEZHEOFMZITH. O VED
DORFEMIEF S, “HEHNSEE P (statistical learning
method)” 2SZF 5N 5. MAMYFEHETIE, REOY A
)V ABH) & YR M & 7 D BEAERAP S, =2 —T
VA v b7 —7 (neural network) ¥HR—+R7¥—<—r
(support vector machine) #%EA (decision tree) 72 &DF
FARFEL T AV AR & EY RS EOMICNET S
W= VEEXEL, ZOEXZLIZV-VEHNT, 5
BB % Ho ™ £ v A DR O KM % g 5 HET
HBH. V= R=ZAT N TY) X LZIREBI IV — VI
FEOVWTWLONUERTHY), Virco 11 VirtualPhenotype
(Virco, Belgium) %, geno2pheno®”, PIRSpred?) »% X
CHIBNTWD., TRHEDHFEIZL T, 7 AV ARG
WS ZAETIE, FEEICEREHT, BB L2 70% 75
90% DREFETTF AT o L WE STV 5 B2 F7,
—HRD 71 Web | TR IZH HIV 312004 2 s 5
WA TEZ L)L >TNE.

ZFOMl, TANABRNN ST ANAY S0 - HYE AR
DNERERE, O8N TH - EYRBATE T2 &
THHIM A Z M55 DS SN T 5 15 2830 37
s Z b &S LRI IS KE ORI 22 5 55,
V= b R—= AT ) T X ARFKETEE F 3D ko

(VA NVA EE6L&E 1,

LD ITKED T A )V ARCH R HH B2 O BERMH it & 6B
Ll 2070, ToRBATEROET S 2 WErHSE
PN L CHFMTEEE W) X v FE B 5.

LA Lads, ERRMIZIZPHIV-IZED 7 £ )V 2123
¥ % in vitro Tld7% £ in vivo TOREEFHT 5 2 &0
AW TH L. D720, cART OFEfiz &I, HHO
PLHIV-1 S oF 3 & — MM % ICBIT 2, BEWRE)
REOFMEOE L2 HEL RS UGH 72 43198 Zn
SOHPEE, Bl in vitro DESEETHEE S 1R,
— 2, HBEEEEERBIO Y A )V ABH, EREOHAH,
EENEL EOFRICHESNTWE,. TRE T, HEFmH
\Z HIV-1 O I A v 20 ZALE Tl 2 % %,
BEREZNLZNORE % X237 (genotypic susceptibility
score) TELENSZIMET A3 $7- JhEELH
FHEIOWEHE b L ITRRFIFE I L) TR 207 14 9558
DHESN TS, AT, REOHRKRERIZES W
geno2pheno-THEO® % EuResist ¥ A 7 & 373 13 #
80% DFEETFMAWREL FHE SN TEBY, Web L TH
FHICFIHCTE % 2 &2 580 HIV-1 RIS KWIcE > 2
ERHIFEEI NS,

71 IL ZAERFIIERICE D <
CCR5 [HEZERRZ M FAEDRH

PLHIV-13 L LT, YAINRY 37 2L |73
WoEH», BEY /87 ThbCCRE 2 iZ & L7238
WHEBRICHWSNTWD, CCR5 FLEIIX, 74 VAD
BAFIZaL 2Ty =L LCCXCT DA VB KA4
(CXCR4) % FIHTREZR ™ A VAR LTlX, ZOBRA%
MABZENTERNWEDO 2w, rEHNA V%
BAREAEAEHT % & S b HIV-1 gpl20 V3 IS DY)
HHroal w7y —4aks Fll35 2 & TCCR5 H
EROBZIETM LT HENERERTE MY F
ANEARERRNC D72 11/25 W — L 442 %o st yses
P12 # 9 w» 72 geno2pheno®®, position-specific scoring
matrix (PSSM) * 28k CHIBNTWE, Zhb FER
X % CXCR4 $81A1MEY 4 Vv A oM IKE L, BB X Z60%
ORERETTHATRE L HE ST b 9,

—}T, CCRbDalLt 7y —fgatks L2 F %,
gpl20 DZEFIZ L Y CCRS BHEFEIH L Ciif % R L 725
FILME SN T VAR LhL, THHERIZL DI
PEAERIZBE L CUE ATl o F8 a4 7 M 3 E IS T & v 7z
B, 510 CCRE FHEREZHEFHMORELFZ2 57259 .

B -T2 U—ICLD
Mk #ERE (quasi-spices) DIRE
INAFA VT H<T 47 A0, FEHEZ DTl

E2 ) T L, RO G TR 2 BFT o8I k&
CHBLTE .
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viral RNA

RT-PCR

deep sequencing

emalsion-PCR

v

pyro-sequencing

sequence reads

error correction

v

quasi-spices detection

post processing

¥

frequency estimation
+ haplotypes
* mutations

1 GS FLX |2 X 2 #EFE T 7 0 —F ¥ — k. Pyro-sequencing T35 M7z K7 read 15U, A MLEE (post processing) T

IR, HhHHSh, BEREOBE EZOHEDHEENTTHND,

FAEOHI Y — 7 2o —O MBI L T, WKERT
ARG E—EHICBOND L) ko220 FIZIE, H
Wy =72 % =D& DTHAH Roche-454 #L D e &
Genome Sequencer FLX (GSFLX) Y A7 AT, 1H®
V=T AT T, F¥400bp DEG % K 1,000,000
KRIEEB L 2 LD HeTH 5 (http://wwwdbd.com 2 ).
INAFA LT HRT AT AEANE, 0DV EDOFTHTH
HrL T ZEIBEMICATREZ CNOE KRR T/ AR
R %E, I3 ¥a—7 ECRABNICHT T 2L TR
XCEBELTWS (B1) %Y,

Y — 72— TYH, FFICRVESNFELNS
GS FLX Y A7 2 &AM L, HIV EGE RN L
T BHHITE S A 0V A DB AT A S WIRD T 5 475,
Bl — 7 2% —1d, HERD Sanger #: T direct PCR
sequencing (2t X2 EHWET] L 2 E SN2 Wiz,
HIV-1 71 7 — ¥ & Gag O ILMEALIREAT 20 LB L 72 AL O
ZERMOMEER BT 22 L IdHEETH L DD,
direct PCR sequencing THet 2%t Ly & S5 20% LLF
DWERDOIHIOMATTEETH S 9. $72, InF CHEMR
FEIZH W 53T & 72 clonal sequencing (2He_TH, i

RHNE DT TP RO OPRENTE, allele-
specific hybridization #: X V) b HEEEH 7 HHT 3T & B 4950,
Bz 1L, GSFLX ¥ A7 2 %FM LT, &EIeE D NRTI
W2 X BWEEICBIT DAY ANV AROEA LR EE RO 5 4
FIVAERBRERLFFHE SN TV, HHENCIE
Feit & N7 s o 72 SEHI TR B S S AN iE I 5
H B\ IXIEH I S 72 A R AR s iE AR P kLS
PPN T D54 F I 7 AR/ 6N, F72, INSTI T
HDHITIVT YT E N CCRS HEFIZ L 2HEETEREL
TIEBNC BT, GO 4 )V AR 2B L2 25,
FIVT 7T CVI PR EZE R 7 A L A% CXCR4 $8A17%ED
AV AH 1% iR THAE L, #3125 SR
AV ADSHEGE | T\ 72 T & DSEE X 7 5250

L2 L7256, GS FLX @ pyro-sequencing L7 — &,
0.005-0.010 EH#e / i TH Y B8 ZprF—sig—
M7 DNAKE Y AT —EDIT—RE) L5008,
Taq, Pfu, KODDNA 1) x5 —¥%, Z#hEh 2.0x107,
1.6x10°, 1.1x10° B / 353 & iy ST B 960 4k
|2 pyro-sequencing Tl&, [[ UIEHEIERKER) ~—E
FIOPEIZBWTHEDTFA - RELT —DELRT L
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Y143

Raltegravir

2 (A) HIVA A > 77 L—Z - IV 777 (Raltegravir) HEEROFllFEEL, (B) CCRE- v 7 U7 HEROFllEE. &%
7E RS, SBEREST Y, EEE AR E-CRRLE. T, A VT L—ARNOINVT I IENVIEICEDbLT I R,
CCR5 D ECL2 %ALY IVTNATA N LT, AT 7 L= - IV T 7 IUENEEREEREL, PEVA YT 7L =2 -9V 775
NEER ORI (PDB code: 3L2V) M9 2 IR E0 Y —E 7 278 98D 12 L) gk 19 122 5\ Fill2 47572, CCR5-
v IO/ BARMER, $TONTY I CCRE LORFIMEMEOR Y CXCRA O & (PDB code: 30DU) 9% % #5#
12, CCR5 OyfAM% FHIL, 512 ASEDock™ 255Ky ¥ 732l —2aril Ty I¥ 02 % Tl CCRS DR IZH:
EEEHLETTRMLZ. W o#ETFHL, MOE ver. 2008.10 (Chemical Computing Group, Canada) Z M L, T4 )L F—

Side-view

Top-view

M5 & L C MMFF94x force filed!56 157 33 L 08 GB/VI A HIBIEL 158 % FWCFEhGL 72,

ERDTT—DORN% B BTN =512 RNA WA
VA TdHDHHNV-1D Y ) AW %475 1T, pyro-
sequencing O FIALHE & L T RT-PCR 12 £ % cDNA A28
WETH L7208, PCRTOMIPZRLELELEL ) D, 300
RHARFE OMIETIL 1% FHOMIELZ R TH L bDD L,
HIV-1 7/ 24 £ ® cDNA & 21T & 10% FEEE Ok
AU B EEYED D B V. F 72, subtype C HIV-1 O
FEIRAT %47 o 72512, NRTT W42 5% K65R #° PCR &7 —
12 &> T 2% Hith Bl ML WG S hTw s @)
DL BREHEOLT L LMEY RRT 5720,
INHLZI—%HIEL, X0 RMHEOER O 2 RIS
F57:00BEOMELITHOINIED T 4756369
Hedskog & (&, HEBO =5 —HiEIZ & ), =5 —2% 0.0005
B /RIS 1/10 1S5 2 ST L, 0.1% Hifz o
EH M ELEROFEEZERLTVE Y, T 72,
Tsibris 51, 89:10:1 TiRE /Y > TV EHwiza» b —
VEBRIZT, £0.001 B/ EEOLT —T, HFIFELEY
KRELEZTICENZTNOBY 2185 2 LR L7,
ZoIEHc, HEMENT 7 b 27 & LT SHORAH® ),
AmpliconNoise®® | PyroNoise®” %) 7 EASHFE ST 5.
AHTIE, BEEERNA 2R OHEM ORI D 2 SN T
W5 99 Helicos #:0 Genetic Analysis System (& .5 73 —
7T AFiffr (single-molecule sequencing technology) 12 &
D, cDNA Oz LIZ, Ki&E®D RNA & —EIZHNTT %
CLRWREICEE TS, RNA VA VATH S HIV & xf
KA, LD EERNTOY AV ADHERE % &85 72012,
COHMHEN D) BIZHEHEN 000 LIt wv,

in silico 2 > /N7 B KSR IC & 3 FHIMMER TR

HERE G FORET IR CERT 2720121F, £05FD
VAR E R BT A UEND L. TIUTIERITED 5 T8
FR BT ETHEDLS . TNF T, XA
JEHTR NMRICE DL DT A NAY vy E - a4
ROMEEDTE S, FEAIMTEO 572 H 5212 LT
X720 zo—)T, insiico, 2FY AL 2—¥ LT
DY Ialb—2arildh, 5F OGS LEIYEEE) &
TS B2 LT KA PR L XD &3 AR
LATHNT & 72 86120,

KT R D & o 28 7 B S~ D 8 % gk
5 LT, b ok bRFENL in silico ST AR RE B0 O
EoL LT, REQUY—FFT) Y IESETLNL T,
COHETIE, ELEREESD ) BAIAEFE (KET
T—=) DE 2 DO T ONARREE T T S & v ) SR
Hlico- &), BEERMOERE ST O AREEE, 0
3T & BEFIAR R AN 53T O BEFN O S ARKE & 2> & Fll 3
L CH L. FTBRANAEEHOR AL, BSTL
FEFIFHRED B RIS & 3 2 VA ET ET 4. &
FIREE&E & L TR 3 % 34K & 1X, NCBI T @ protein
blast #%:12 X 1), Protein Data Bank OE#HEEH S &5 12
MEDPTRETH L. W, AEL-FHEELZEML TH
B T OVARREE A AE L, S 5125 T-PAISH O BRI RS
% EOREMERZET NV T) AL DB ETnL S
LT, B FOVMEEELX T L T, L2 - T,
s & TR E ORAIFHRE B VIT &, RE L
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DR T O AL TR TH S,

b9 ORI in silico EARKERETFEEIZ, 5T
@ﬁ%&(MDNM@WH@mmm)ﬁéﬁ%ﬂé&w
MD T O Sz ARKE T b BCHIAE R 0 B BEAIE % % 1156
BELTITH DS, ke Y —FFY) » 7L S AT
BT OAKES T O EEEE L ) 2 HETH L. S

12, RELREEZA: EOBNEEN O BIE e T
HHIEVNRKRELBEHTH A, —K&IZ, KEES,
37C, latmRFE T TOAEMALSE ‘%®\%@@%1t3
(101) WREEZLICEMZE-> THELTWE, 1004
(108) 225 10 & (10°) HoOFHHE%1TH) 2 LT, 15/ (109)
bl 4ru (10° BoESOBENfTbhs. =
NHOBEOHT, 5T OEEIPEINGEL /2L AED
REETOME L LRSS LT .

NRTI, NNRTI B X OFPL %, oA ERE S5 4
NVAY B L OBEEEROAAREED T HIE SN
TWhZlbdh MW nsofERHGES O
FEEBIAIE SN T2 861 B 212, BER Y A LA
¥ s - ESEE AR O R S 12514 2 g p
KN ER R O A WA Y YN L HEEDKE
SHREEDFRDIT O T X 7286105 Bk E,» S &~
N7 E-THEEMOBFNEL TFRL, ZoMnx, BN
T AR R AR E DR R & L5 2 LT, ik
DOFBEDRES N T E 72, —HOERY V37 1E, v 32
L—3 a2k a8 90 oIk RS HRE Sh 11D,
YIalb—avili o TERICL D, Pl
B A E LA IR TEX L 2 EDRIBEN TV S
Z®ﬁ&i AN EICEAD L T a7 7 —¥ - FER o3

HEALDOGTFRETIICLISH I TV W 2o,
MD DA EA LT, FAMEREERICL LT A VA
¥ s T oF s 10°) Bhrosv4 e (10° #
DENEB DAL 2 B L M5 D 2 ST g 107115
Bz X, NRTIM % 7256 THEEHEZONOFHO T
IBEOT I JERIEACL T, FO8E AT O
Tl L EFEN I EAE X, Z T & o T NRTI A L
5z a# wéﬂfwamXit,mmHuﬁﬁﬁﬂ

FNOHEEIZL 5T, ZOBKERZINZ ST & CRERE
b%méﬁé#,mmnm@££W%AYngw%
DOMAEFIZ L - T, NNRTI 2 L 2 EBHHIHIEH 555 X
NBTEDRBERT NS ),

—7J5C, INSTI % CCR5 fHEZHIZOWTIE, W21
TR 287 B DB ERDNAREE PSS SN T,
ZO70, FfEy RV EOREREEND, TNENOBEE
HEFHL, FHLZETV2LHEEOERKTS LU
ﬂﬁ@@‘%&F%%m?%i&#ﬁbﬂf@”wm)M

20X, EEPE &Nz, HIV-1 & #HiB D PFV (prototype
foamy virus) O A 77 L —A &, DNA, INSTI®O U &
DTHDHINT VI ENOZEEERORE LML Y %28
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R L LC, AEQY—FF) v 7EO8 21y,
HIV-1 4 527 L —A-DNA- S V5 75 EIVOESHED
TR SO Sz 19 (R2A). ZoOFMEIZLD,
HIV-1 A 77 L —RALFEGHBDO T IVT 7T UL OREEHE
RPHEEINTS, SHI2T VT F T EIVITEREEEZ RO O
EOTH D YI3X DS, HEI VT 7NV EMESEHT
HETHELDLZ EAVREE N,

kL2, CCRS BHEHIZOWTD, Eﬁ&yﬂ7m®#
i A FEICHEFEN 7 X T DT TV & A
WA % T 5 2 kthWWﬁ@‘%%F%%
T HRADTTDOINT 5 1712 CCR5 [HES L, MHE 72,
THATY) v 7 BEHEICE > Ty A IV AD % HET S
LENTVE 00 B0BD 22t L wirFHE I S
MPICENTW AR o7. #2T, CCR5-CCRS BHEHBE A
RO EFH»Tbz. £3, THEE®Y > /%7 Th
) CCRO Oz, MEMLTHEE®BRY V37 TH A
O N7y rofaEE» S, CCRE OGNSR ED
V—EF) y/HEICE ) TSR VTR 2512 Ry
¥ /Y32l —3 3 12T CCR5-CCR5 FEHB KD
AT & N7z U712 (R 2B). CCRS FHESE 05 A1k
XiE, EERWYIZ CCRS OERAE O HEFH D 5 I3 E
HHELMET 52 &L TCCRO FIERDMEAICERE LT
JERERIEL, #6673 VB EOMERRICE ) RIES
%w’ca%mi%mmnh LB LA,
CCR5 [HESEHRE A 12 CCRS @ Extra-cellular loop2 (ECL2)
f%mzm#ﬁtéﬂé’kﬁ? xXn7-2L12) =g
ESA7A, HIV-1 gpl20 V3 & 43 5 72 192198 = o 4f
NOWEEZEALIZ L T, HIV-1 2SCCRS il CT& 2 < %2
2HDriEgEE TS 12112

Zoft, Eikor B, CCRbHESREZMEICIE, T
LSy — iR BT 5790 coHIcHL, T
t 7y —fRAIEOREICE D A EER SRS ST
%. $7%bb, HIV-1 Gpl20 V3 fHE O EEHI LT 5
& V3 @ Gpl20 Lo AR EAZILL, Lt 75 —I5H
PWDOEALIZRE RO Z EDTREN D) V3 O KR E
OIEHIE, T L7y —REDZLR CCR5 HEHE
DIFEE %2 FHld 5 L TEEND LNz,

YIS

PLHIV-1 EFEICB VT, EAIMEIRE RMETH 5.
SHETIE, N AA T +~T 147 AHMEMAL, &
FEELMEDI R ENTE L TN A v THr<T 4
7 AN, PUHIV-1 SO & 7l Hrl s — 7 = 04—
DORET— F W, ARG TFOVAEREE T, 5T
FETHA NNIBVWTRELHEBMLTEA, avEa—%
OURIZFEFTETOMESRATNTED, NM A
TART A7 AFML S5 A ESPEINL S,
T, IhOHIE, EBT—5, BRT—%, EERT—
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yELHMAGDED LT, EHHEMED A% ST, Al
K, 77 F PURRET EBWEORSE, EEEY— N
AT AL, FEPEE B ORI E OGS R 7E
WA TE 2 b0 lifFsns.

AROBEIZHY, PEFZHE T LT REE L
¥ ¥ — R v 5 — MR, A XA
BEATEE 5, SR SCER ZE AT JE AR 7/ A AT I 78 & >
& — 55 2 E AR EERICE LB L BT 9
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Bioinformatics studies on drug resistance against anti-HIV-1 drugs
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More than 20 drugs have been available for anti-HIV-1 treatment in Japan. Combination
therapy with these drugs dramatically decreases in morbidity and mortality of AIDS. However, due to
high mutation rate of HIV-1, treatment with ineffective drugs toward patients infected with HIV-1
causes accumulation of mutations in the virus, and emergence of drug resistant viruses. Thus, to
achieve appropriate application of the drugs toward the respective patients living with HIV-1,
methods for predicting the level of drug-resistance using viral sequence information has been
developed on the basis of bioinformatics. Furthermore, ultra-deep sequencing by next-generation
sequencer whose data analysis is also based on bioinformatics, or in silico structural modeling have
been achieved to understand drug resistant mechanisms. In this review, I overview the bioinformatics
studies about drug resistance against anti-HIV-1 drugs.
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