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HIV-1 infected cells persisting under antiretroviral therapy (ART) are
targets for therapeutic development for the cure of HIV-1 infection. We investigated the kinetics of
proviral DNA (pDNA) using gPCR for 840 specimens of peripheral blood mononuclear cells (PBMC) of 59
cases under long-term treatment from 1996. When untreated, pDNA was 284 copies on average per
million PBMCs, but it decreased with ART initiation. On the other hand, in the course of long-term
treatment, pDNA plateaued at a certain level that varies from case to case. In cases with chronic
complications, it was inferred that there are different patterns in the kinetics of pDNA under ART,
such as repeatedly increasing and decreasing greatly.
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ARWFTE DB 72 B HIIX, HIV-1 Jgige
JED TR AT 7218 RIERI) O b
NEE7fREThH D FREVA VA O
R CTH D, LU AL AFEE (ART:
antiretroviral therapy) O#E#RZ X 0 | HIV-1
JEYE D P HRITEL IS E LT, L,
HAEDIREIEIL T A L A DG % HE
L. HERTE WD TREE T
%E . HIV-1 (ZEBIZY N R LGE
RELEZHEITIED, ZDO7=D, ART 1T—
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VA LBPERIEDBE G 1E 2 Hiv, [5R1F
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(I 720F2E) 12000 T72< A H D ART
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Nat. Rev. Immunol.12, p607, 2012)

ART TEHIZHTZ 0 7 A )L ZEFENH)
HlENTWAIZEPPbLTEFETDIY
A IVAIZES L CTIL. in vitro TOWFZEN K
-, WD EA T RhoT-, &
W, ZOfEEO T L—27 2L—L LT,
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72 ThHUBHIX, ¥FEDOBMR T HIV-1
DFLAAE N AR L, HIV 28
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1795 & 9 & Th 5 (Maldarelli et al.,
Science 345; 179, 2014, Wagner et al.,
Science;10.1126/science 1256304, 2014), =
T E ST, Fox 282007 FFI28E L2
HIZ—HLTWbD, T2bb, Fkald,
EWIM OAFZ 72 ART {RIENTT DO AE G
\ZFRAT 9 2 Gl Tl BACH2 #1is 1
DFFEFIALIZ HIV A3 AA F 72 &G
AN EWIRRGF L, TOhENEZ 5 L
45 L 7= (Ikeda et al., J. Infect. Dis.195; 726,
2007), Fx ORFFEIT, JEBRRIAFIE & LT,
Wi SCIE AN T2 <, Science iED b E v
7 AT % 51 & 47z (Margolis and
Bushman, Science 345; 143, 2014), 2014 4F
® CROI TOREDRIZ, H—-FHD
Maldarelli 2> S FLEKZ N HY . U v b
VTRBEWLULMRRNEZ B W, KEE
Wiz b, BxoEM TR N
BACH2 Ex1® HIV DOHEIRIATERAL &
FIEB R CHMARAARTN 2R D, B
D70 AT T D G & R D IE BN B
DD LTz, Fox D 2007 FIZTA v
NI N T 7 7 A —DEmWHEEEICER LTz
BRI, HIV ORABIARITT VX LA TH D
EWoElE L, Yu v AL X DNA

(pDNA) DIE LA EERETAVATH
D EDOHWNG, RO A 8T N AR
<FHtisz, 2 oHEHNE, in vitro
DKL EERC de novo DEYLE D K L
T D VR O FER] OWFFE &2 AR ILIZ L T
BY, YEFO) 27 —IZEoTHRE
HMOER TH-oT-LEZBND,

— 7 i R Y — 7 = Y — (next
generation sequencer: NGS) (2 £ D #{AD
KEAF, 5 )L PCRIZ X D pDNA D
EREERIE R E OB EH NS 0 |
AT T A Vv AZBET 2 IR O BBE O HFZE D
AREIC 72 o T & 7z, LFEMFIEE O R E
+13. HITLV-1 O#5 5 H IR0 A0 0A 0 15
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T R X —ITEME LT, EMTE
B X 0 AN - 7= HIV OFGE
FRAR T ORI A BTN D[R E B 5 5 3
FIAFZEZBtE L. NGS % U 72/ 0A F
EROLIAIE DT — 2 N L T&E T
e —Ji. A IXZART NEASHT-EH
L 0iBELAZBB L., CHETEYM (&
F 17 ER) 7 A VAR STV B
Yl Z 27+ —7 v L TW5bD,
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DO AHEFE A 7, 5 DIEF 2 i LT
M. 2 ORFOIEFIILA T b IG5 & kit
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eIz X v, pDNA O LU Zonb 5 fE =
R ORENAIREIZAR Y . EHIZ in vivo IZ
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fRBAMNATREIC 72 D0 2D DREDOEED L
W2, [ERE YAV OHERICH T 72IRE L
DBHFETE B,
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ZLTHD, EWNTHTD ART TUA /L AHFE
N Z B TWDIER] D pDNA ZHEKD real
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APEBRIZ AT T2 TR G & N2 T D,
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72 % R L7ZJER] (unstable cases) 1.
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VWESB] (stable cases) &, MLARIER] TiE
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HIV ICE G o R M o R S BT 2
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Acquir Immune Defic Syndr 2018, in press),
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AL 10.4% 05 12% L IFIERETH T,

LU, BB 2 Tk, 7 a— s,
22.6%75 72.6% ETHEIML, RIF v b7
T—% 16.5%7°5 24.8% F THINL TV
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2o BLUANRPEOESRIT LD, HIV-1 &
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