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W E BT MAR 9K T (HDAC) #rH) 7 E X% (AIDS) e & P ey At Rt B . 7k & RIS R E A s AIDS & &
B HDAC ) 5 6 48 % 3k , s+ HDAC 475 ) £ AIDS i & P a9 AF Rt AT )ash A B4 . 4R A K 95 H: T4 9% 3 (HIV) R Ak AL
JRAF R AR A T A48 -5 W4T HIV-1 DNA #9#% 832120 CDA' T 28 J 20 i 68 HIV 54K B, 7R IR HIV B4R B84 7 ik o IR B8
A0 ek | MR 1) BR A 18 3E Fo R A4 IF ATy a7 dm BAAK 5 25 HIV B4R 40 05 Bk 09 i 2 P e o AR S0 2 B3 A AR AT

09 A T AIDS 869 HDAC 474 7l 2 — ., 4546 . HDAC 474 7 £ AIDS 784 7 49 &2 A A% A % % 1918 & &k 2 2L &k A AIDS
AR AR RS AR L AIDS &R R A T Ak, AR HIV 46 T - BT,

KBRS R; S R AR G & LERLER IR A

YUk SR 51677 (Antiretroviral therapy, ART) 21677 A
A E BB 9% 7% (Human immunodeficiency virus, HIV) Jg L
BH FRUEST I, 2 H0R YT 1Y HIV S O 5 ar S ARG A
TEREHIE] . 1996 —20124F , ART Jdi/b T 4Bk % 660 J5 1 3L %
i (Acquired immune deficiency syndrome, AIDS) 2 [ AH %
PEFETZN, BRI, X I I Gl T B A B 2 WIRTT . ART
J5 % th ZFP 25 AL A 100 R, e A A A R B B, R
I8 A b R 1 B ) i i OR R R T R O
FrZE e RAS I BR (HIV-1 RNA 20~50 copies/ml) L F®; — H {2
1k ARTJi K 278 3~4 RN IS, 2 B2 3R Y7 Ty
He— R YR KAt 2 R, an 244 & B Lt 25 L 25
HAEFH LR 255 7 SRR RS 45 m) Y, ik T SR —
ARRRA S ART T %

A%/ ISR BLAZ AR e 0 ST 1 SR BN 3 0 A R A
I NS S TEAL TR AL R AL 3l A6 B 1 Ak B R
SCIM A D RE . 285 111 £ WE AL (Histone acetylase, HAT)
T 21 35 1 2 2 BE AL (Histone deacetylases, HDAC) 22 ] 1) 5
B il 25 Je o T 25 A AR IR 3R . AL TR Otk
IKFHEIN, ZBEAL AR R REA , RIS S 80E 5 00 41 5 A 5
AT oy I A28 T 75 % T ged B A R AT 78 . HDAC 1l 551
W& ART A BB AIDS I BN 7 58 Z — , AIDS iR it 2
EAEDR R S L 2B K 2 B9 O A Ok [ A A1 AIDS YA B I
HDAC il 37 i AH S SCHK , B8t HDAC #6578 AIDS y5 /1
AIFSE A T AN IR |
1 AIDSTERHRGIFR

24 RN UA @ AIDS B L, B Mdk A "%
B, % AIDS BEBHS W S BE R I (AML) , If8
Z 72U A SRR T A A RS A (HSCT) . 127 AML T,
FBE E 452 ART, MR P HIV e 8 3 g dil AeA R T, 1
HRER LR T CCR5-32 JE [ 1ty 8 A8 4l -, RIVIL PR 2 i
RERARACHT HIV-1 e . 362 HSCT Z AT, & B HeZ) iz
VAP 2 A FEST BRI A A4 BT . HSCT =,
BEF LT ART, (HHIV IR A Lo, 545, BFEMNZE
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Fh 2 2R R & P HIV-1 B AEAES,

SR L 2 5 E L 2 5] AIDS Ho 35 KA S “ Ak s
HH R, A8 T2 B I T T HSCT, (H2
B AEHE A CCR5 D5k B A5 A BB A T 1 1 SR
WAE , 352 HSCT 345 IE ART J5 , 2 19 58 3% HIV 5 B 7E A6
B2 T BRI A3 3h 84 d 1225 d, 22 5 HIV R EE 58 SR H 2
9 28 s K0 ATDS YA AR 45 e

AIDS IR FE 0 ) — 35 2 2000 % Pa i Lb 2L, %
FBUEE S HIV BRGS0 K ok th F ok H232 ART. iR
JLHI A5 30 h BIF & HH 49 ART 254, (H 2 S5 A7 ifRi2 HOsge 1
HIV, & H 18 A%, — EHI%% ART., LG 25 B 1
ART, % 23 HiR &2, H % HIV-1 2k BB 7E R R LR, L
TCHIV RSB, IR BE: J MG 45 AR R AT ART
MO0 T 4R T 274, BHA46 A2, i K HIV-1 4%
LT R, TR A R R T ART R RESE 4
TR B FE AR HIVE
2 HIVERKE

HEAT ART B, HIV-1 738K BEAE KA AEAE 1) 32 22 R ol HIV
SR I RE A T — TR R REAA R O IR P R
T HIV-1 DNA By #2042 CD4™ T 4 fd 41 A% , L2 25 1 4
LKA T BEAR D, S 2dH S CDA T4l b2y
S 1:106"7, i HONREBE R AL ART FrigBe!.

Siliciano JD J& Wei DG 55 [R5t 2 B, HIV i s 5L A 1
VR )5 8 F 19K 3K i 8242 1741 (Long terminal repeat, LTR) , 5
T F2 8t 55 PR A s 51 R (NF) -xB FII& AL T 4R B9 A% R -,
FLAT PR VL R 25 5 07 a5, IS5 S R Fid Ak CD4' T
ANAEAZ P 5 AE S CDA” T A0, 5% 55 - g b 23 7 2
JoHR s T EL LTR (4 5 3 19 B A0 A8 M L B LTR 23T X 3k 4 2
1125 TR A Ay R 035 A% 46 1 e 2 i A o 6 5T PR 5%, AT
BRI 5 TE 2 xSV, HTV- 1 5 S5 G Wt R e A0 51 I 5 o
SEAR R T, T/ § B CDA" T A1, 2 st e A [H 74T
AR . T 18 E R F SAMHDI B9/, #5 CD4" T
4 HAI% 32 34 HIV-1 323214 CCR5 FI = B It E A% T, X S6H
AR HIV-1 76 1% 1L 9 CDA™ T 40 g w42 11 3% 1%, 1M 76 # 5
CD4" T ML LT AR i P2, FERELE RGO, 32
TG AL CDA" T 4 it o] UG Ak AR Fe i a5 & il 69 5 808 124k
o ERFFIICIZ T M AAAEAR e B4 1 HIV-1 BRI H
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ANEE SRR EE , — HZ T 4 MRl pe R sl 4t e R 380 , ]
PA A e A
3 EBRHIVEBRE

ART X R BR A 2215 A 52 1 1 HIV S 7 , BT AE SR 1)
W B B0 ART 3R E L L G 7, 1O AF S5 AT 8R RE A 1)
HIV &Y% 8 CD4” T 4™, HIV IR Ch T AIDS iR
I F B AT, VBRI NN R Y B R M E R B s, HAT,
ST 12 00— B v O 26 1) S W2 188 PR R 33 % 71) (Laten-
cy-reversing agents, LRAs) , I 18 3 (R 8 gL 41 ifg i) HIV-1 3
Tik , BAELEZ 5 R 1% 24 B B DY s 745 200 R PEAT P 2R B
B IPS TE R ST AN M R T Ob O A IRV A, ey v i 44 o
F R B H W (The shock and kill strategy) . 12 5 I 75 £E #E 17
ART I AT #0019 2B E o T, ART B8 11387 20 ik
1515 HIV W OR 240 M JRE 3 ) i P e

HHT, WF78H 9 LRAs 32254 HDAC #)fil 57) 20 2 11
AL [ (Histone methyltransferase, HMT ) il 7] .DNA H AL i
(DNA methyltransferase, DNMT) #1Jl #il 551 F1 & (1 3% i C (Pro-
tein kinase C, PKC) sl 24556, Horfr, HDAC il 771 & 7 14
NI PR IESC AT A T
4 HDACHNHIFI
4.1 {R3LiEM (Vorinostat, VOR)

HAT RE {5 7 LTR N %iis (19 41 25 11 L WAk , 17 HDAC W fff
X Ak, 81T Z PP SR Bl 73545 HDAC £ LTR, 2R
il HIV e 3% i gl i —Fh R AL AL 8 1l . HDAC Il 21 8 1 i
A TRERFE 22 L WAL 175 R Y (0 ST E SR, A S U Sl S Ui
iS55 HIV Hiff5 5 DNA A B AE H A9/ MA nue- LI 2 Ak, A
I 490 14 8 7% 5 A I, HAT W SE 4R AT LG K LTR /2R 3K,
ROZTE R HIV IR R HLE 2 — o 8t , HDAC il 70 ] LA
BB R WGBS AA RIS RE 101 E CD4' T 41 M.

HDACAT 4FI2ERL, 4351 HDAC T 73 TS RS TV e,
Forb HIV-1 LTR 25246 T /Y, VOR & —Fhi etk T T HDAC
P 7], 9% FE A 24 W B (FDAD HEHE L 42 bk
FIXEIAYE B2 Ik T 4 bk B8 (CTCL) IR 7 ), 1ER SR
M2 B AR VOR 1] LU S HIV A 8hF 1936, SN
1 ART {67 H A5 2 i 1 8858 rh RIS CD4” T 4
FEAR TR, VOR M AR I AE fR o9 F 92 b 45 B ) 26 IR 52,
Archin NM %595 YR 78 ATDS £ 35 1y ] 575 it VOR K 7
HIV IR WFFE AN AR 8 6 235 5 I A ART 254 i g3k i
TERMER LT o 2558 B8, VOR HoAA RIFaYi 21k, e iA S
AEE R ER S CD4" T 4 i 3535 HIV RNA, JF (2 3% 4.8
5, 47 LUBOE HIV W AR 0697 B AR e 3 IR Al AT .
VOR A Zs i =g 5 A I 0 a5, (5 T 38 s 2 AR 4t LS
— RV Bl ) 2 RO TR S A A Y
P BE 977 A2, VOR J& 24 1ij I T AIDS ¥ e A WF 58 i 5t
) HDAC il 71 .

42 Hfth

%K o (Romidepsin, RMD, FK228) J& i {0, 2 4l 1
Chromobacterium violaceum j*- 4= i —FP HiT 4= 2 , J& FDA It ¥
FTRTY & &M CTCL #4352 . RMD e VOR U 8, H
1 AR A R BE K, T ey B0 A8 M AG T (Ames ) 1l 25 21
BT,

Ponobinostat J&— 172 HDAC #IHil5 , # &b T3677 & & 1k

THEEZG 2016 455 27 B4 8

B AR R 7 pm R 1/ 11K Be. Ponobino-
stat AJ il HDAC T % TTZURIIV B, &4 4 & VOR ¥ 10 £%5 LA
T, B P A HDAC #0771 (£2.4% Givinostat , Belinostat % ) ,
SR HIV ISR PR Y R G e 25
b WRAME

H i, HDAC 4l 35 4£ AIDS A i P i i B 98 K 2 3 F
RSN A 55 B S CDAT T AN, ARG A BRE,
ful it 2 HDAC 6 550 £ 550 Sk KA 2000 B2 1o AN T, T 8 22
MY AR IE I AR I R I T 474 . Huber K PIBFSY R
e VR BE Y HDAC #0170 Sz T2 35 A B4 im HIV-1 3805 19 H A
{EL. 20 VOR TEIf R # IR BE I 28 5 HDAC T A4
S, AELALE v 2 s U AT 0 ) 22 7 HDAC, JF47 S i Bl 3 Ak
TN T

R 7ML, HIV IE ATV IRAE MR L 4G P 22 R G55 251
BXMERNE ML, HDAC 55 RE 75 7635 SE 45 B 11 41
LU R B A ROR S 2 o) — DI EF IR R, B —Fh ik
P B R 1 38 Ry AEMAR N )2 53 A1 Y HDAC S35 , 55085 M
F T2 BT S — Pl 700 B0 LA A 5 05 a2 M i it 8 ) 1 (A
KA, BARRBIR I Iy 12—

1 LRAs Fll ART B 20 U “ St O 25 58 7 SR W RE AT 580080
/L HIV VAR PRI VO 2R 1) e oo AU 2 X LA P 7K, O —
RERS AT 112 RS A RV ) )7 250245 11 ART ) A8 5 1 S
SRRSO o WS R VAR PRI, o3l )2 2 i 2 R AR R
SO, L IR SR R B RIS — 1 DA 2 B8] R Dy I 1t
7GR L B NP IR P A A T LA B BE S
i BB UL I B B SR 0, B 45 IR TR s 4
FERLIHL VAR NS A B R AN 5T IO =T TR . A
TEBA TR BN R AP 25 S350 25 HIV 19746

BE HIV R, nT 2 H HDAC ik 550 s FH il LRAs
(AN PKC#E ) , A ZARAR I INHIV 7E# 8. CD4™ T 41 o
MR AR 1 B B 5l MR MLENTE R . 5 ART Bk
FH ORI G T 240 A e v R T R ) HIV IR . B HIV
SE B BIER S, 5 I RE IR IE” SR 4L 7] L T i By
FIAYT AIDS, AIDS A BRI AT LLSEELA F R
6 ZHiE

Z4, AIDS A AN S 5], (5320 16 A )
KA W RARIT TBORZ A5 . HIV AN RERAIIR TS
B AR IR AE T 4775 F 2 #8517 HIV-1 DNA 19 # B id 12 1
CD4" T 4 N 2 )8 ) HIV 3 AR 2 o B 5 A% 507 SR s 5
HDAC il il 57 55 LRAs #I% # 5L CD4" T 4il g , i Hi 335 HIV
RNA, b2 J5 e 240 0 RE U 25 20 M A FH R SE B i 7
RS PR AR M B R T b L A0 9, ST IRIR &5 ART LB 1187 4
JHI Rl HIV VB OR A Je Bl A 2 ekt . VOR 2 i fix
A WS TS A9 T AIDS IR @ HDAC M50 2 — o =4
HDAC #Ifil 5 7E AIDS 358X b 9 1 FHATI AT 14 2 [ Rt L g e
{EFCE A AIDS Y6 B OB FE P, 1 52 3L ATDS 36 SIS AT
AE ., AARER AIDS 4 1) R 3%
52 ik
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