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Abstract

Gastric cancer (GC) is one of the common malignant gastrointestinal tumors, with low early diag-
nosis rate. Most patients presenting clinical symptoms tend to be at the late stage of GC develop-
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ment, so this leads to a low cure rate, a high risk of metastasis, and a poor prognosis. In recent
years, many researches in the domestic and foreign have confirmed that histone deacetylases
(HDACs) play a critical role in tumor progression. HDACs regulate cell cycle, differentiation and
apoptosis by changing the acetylation of histones and non-histones, thus disrupting the dynamic
balance of acetylation in vivo during tumor progression. The occurrence and development of GC
are closely related to the imbalance of HDACs expression. However, the specific role of HDACs in
GC is still unclear. This article mainly reviews and summarizes the research on HDACs and GC, so
as to provide reference for further research and provide a new target for clinical treatment.
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1. 518

A E PR iE B AN B R ) (2018 4Bk e AR R BLRIR ), RIAE =+ 2P WIsiEH,
i (Gastric Cancer, GC) T TH F4 28 KB i DL AE,  [RII 2 S BURESL T M 28 = KR F[1]. GC
R RFREREmTRREEE, EREA2H. W, HiSE 13 M0 GC FTE 77 dr it 441
3 m T E P EK(380 4510 7T H) [2], PREEFE AR, TERITTTRINAE GC M 14
WAL, RO TAE ZFLH, B3R 5HK DNA FIEA. AEABM. JE%5 59 RNA Fl RNA
S, HORBZ I SRAE 1B S GC IR AR BB VIAHIL[3] [4], @i X & kT LB, H
Ftb BERASEBMRIATT GC M. 1228, BB, WTSAEY B, ACHEEXFHED
F: LIALBELE GC BT Tk .

2. HERAEXCHUMAERE ZEALES

e/ MAJE I XUEE DNA FIZHER I (H2A. H2B. H3 Al HA) )\ AR AT i, A2 Yt i (1) 3 A 45 1) o
fr, HIjgeEE RS 5mERNRL, G SMIE S K AEEHE A0 XL AERZ O XIS H I N-
Uity FE R, T e i S R S SR NS 5 T BRI RIA[6]. AR A SRR GERE T AR S 1 — AN T
HEBERSHASPa R, HAHEA OB 26 (Histone Acetyitransferases, HATS)FIZH 2 4 2: Z B AL
(Histone Deacetylase, HDACS) & 447 1% 11l (1) 1 Fh OB . 2H 8 A QA2 HATs Hofl 1 IR
A MRTRAE, SR O RIAT, WOERE MR 5. MR, HDAC A LA H A i s B vk I Hh 25
B2, YLt RIRgE, SECERFEIMHI[7] [8]. Kk, ZBHLSRRBIEH >, Lk Enk
FHRRYUER . 1BH NN HDACSs i P4 7 1 1 Jik [R] PR e S A 1) 5 B3O I8 T s Py B 23 WL I3 A% AL
Z—[9], HDACs &I itia 7 e miale) 2ot 7e, A BRI R Im AR B 18 -

HDACs 7E N KR = RS, HATEf 18 /> HDACs #i k8, MWRIEHLEM . This. WAl Efr
DA K 5% RF HDACs 1 FVETEREAT 7095, % HDACs M1 2] IV 7308002 (1) 1 28, 5EERE Rpd3 A, 17
EEfIRZ S, fFF HDACL. 2. 31 8; (2) 1128, 5L Hdal [F¥R, i T 40l F A faz . 405k
lla 25(f24% HDAC4. 5. 7 F1 9)F1 1lb J5(fu4% HDAC6 Al 10)HANTERL; (3) N2, HEERE Sir2 [FYH, 8
AR TER S B A5 R 7 (silent information regulators, SIRTS), fE4HMLF . 4 A% AL Wik 44T 7715,
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4,

Ul %

FEAERR YL AT 75 IR, RN Sirtuins %, 45 SIRT1~SIRT7 -BENEA: (4) IV 2%, BT H HDAC11
4 R[10] [11].

3. HERXCHMUEBS BE

H AT C/EEFE GC Z A iig Hh R I HDACs FRiA 5%, HH 1L 11 28 HDACs 5 B i R £ I,
[ B 5 )92 Sy 2 8 1 6 S A B AR R I AE VR T B RN . ANEIFRSE) HDACs fEDRe BAS
AAfIE, 0, HDACA4, SIRT2 Z{esafEH, {H HDAC3, SIRT1 Z5REH#IHI GC. | 2% HDACs 7£41
GUzRIE, TERESSWEHED OB, T Ok . 11 98 HDACs B AU 7, e I7EM
JRAAZ 2 [RSRAE, fRIBE R, mid ik A B AR B B BRI R 5 54 [12] . SIRTS
FIERA TP 2 . DNA B A& 1. 82 7ok, A TK SGEAF A HDACs 7E GC H IIfEH .
535l WA HDACs 7E GC KA RBEH IR S, AR R AR A 3E s va 7 It 70 LA A

4. HDACs #E BEHRIZRIA

FL7E 2007 4£, Nakagawa ZE[13]#iiFSZ | 26 HDACs (HDACL. 2. 3. 8){f GC LA mkik, 4
ZAWEFCUFSE, HDACL/2 17E GC whid ik, W REAE GC Ak B EAE F[14], HDACL nJ 1 Ak St &
HINTELE G 2R 2 —[15]. Jiang Z5[16]1% B HDACL KA &S5RI/ T 23, kB
K, riiiEss HDACL ik & g A A SIS 2R . Xu S5[17]7E GC 4 /41414 K I HDAC3 &
ik i, UTER HDAC3 ik, BT GC 4Muig /1, Wb T ik dicE, BRIk T Mg s, st
HDAC3 i mir-454 /-3 [ CHD5 5 GC 4 a2k K AH ¢ . Wang 25[18]# ] HDACS £ AGS.GC9811
Y R A GC AL RIEH B3NP < 0.0001), HDACS it GC E#H KGR F £ AAMHEHR =
2.245 [1.685 — 2.805], P < 0.0001), JiEk HDACS FiA i 40 i Jo it idk g, X3 H] HDACS nI fgfEt GC
)R e kR i B R R H

Li Z5[19]48 HH7E GC 41 SIRT2 Kik Hif, HEBEAFWCA I, Bt/ R SMEUE 250 K
LA SIRT2 AI{EARNIHTS GC IR FE R . Sun Z5[20] K ILAE GC A4UR4ifu, SIRT4 [IERIE T,
H SIRT4 A 5 MR R/ B2, WL R AARE, BUGHRZE, FIR &I SIRT4 815 B - ]
A, MRS AR 28 . Zhou 46 [21]4Rk1E SIRT6 7E GC M4 R KA & Nf%. SIRT6
FALPEARE IR A R /AT TNM 20 ASEIG R K ARG, H SIRT6 MIRIA/KT-5 B i A7 %
YRR

MELEAFFERT LB H, AR HDACs £ GC R HA A —5, HA 5T HDACLL [ IhfReft i %0
ZE, AR AL IRE KM . HDACSs RIA M 7 G Mg o g . BE TS 5% VAR, Fril
FE AR E 44U HDACs (& R 2 GC mfa ABE, 2 — MEBW RHER T .

5. HDACs % B #&it R P HI1E

Jiang Z5[22]45 Hi X HDACL FEL 75 miRNA-34a/CD44 il i k| GC 4if ik he /1. g
WEFU4E t HDACL W] 38 i {i 2 W I g A 58 k460155 K] - 1a (hypoixia-inducing factor, HIF-1a) i PR AR 12
GC Ik R FIiE#5[16]

Kim Z5[23]r8% GC 4l HDAC2 LA, KIL GL/S 4HfE HHFHHE, ¥#% pl6 (INK4a) FIEJE 1K 11
WY, S T Rb & E PARP UIEIFMCEEERIL, M 1 cyclinD1, CDK4 i Bel-2 )3k, #5 1 LC3B-II
FALRI AR, SEAMMIET. HDAC3 mlidid fHir p53 5 DTWD1 B3l HIAHEAE AR T i DTWDL,
MR V8 40 B 2R (1 BL MK A Sk B 0 B, M T A B 408 F P [24] - Spaety 45 [25] I i
p53/TAp73-miR140-HDACA-BIK 1M ] BEAE GC JAYT [ B K HEREEAE . Park %5[26] %3 HDAC6 i@
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kR J AR K RS2 AR (EGFR) B, 380 EGFR 155, MIMAERE GC 4Kk JE . Dong Z5[27]1F5E T SIRT1
AEIE 5 T c-JUN FIR EAFE NSRRI ARHGAPS (i k4] GC (it iR 8. M4 )aE
1 (matrix metalloproteinase, MMP)iE S PEHLTH AL AU/ E TR RE /1, BT LATER R A2 R b B 50 2L, 1M
UUER SIRT Al EiRmERRIb 105 S5 5 5855805 T 3 (signal transducer and activator of transcription 3,
STAT3) (pSTAT3I)FI Z 1AL STAT3, B MMP-13 KAgidk GC 4G 462, $&n SIRTL WJRE A
A FH[28]. Li Z5[19]tH [ B SIRT2 wl i@ i RAS/ERK/INK/MMP-9 i@, HahniCis & PEPCKL &
FIKPRZE R TE MR (2t GC MITR RS, $&n SIRT2 7 GC Wl RE R A EUmIEA .

Fernandez-Coto Z5[27]M %2 27E GC ¥k ik F2 v R G R AR Th BE I R A 32 2 15 Bl 1~ (SIRT3 Al
SIRTS)Z#i ¥ 5. WiFl SIRTS W TG T M b A, fE GC HaRILE A BRIE, HiEPES(ROS)
AR IS, SIRT3 s HIF-1a I8, SIRT3 it & LB A0S L b AR RN H| ROS Mr=4E, W]
PLIBE G0 3L FE 1) ROS HEAR, TR 1IE40 AIAE T . SIRT3 AR 5 HIFLA ) 2 A0 5L K -3 (HK3)
AR RS, T HKS i 3 IA BEPRH= 26 B AR BB A ()4, XU i 280 G A sk /) 24

Hu 5529148 1 STRT4 R o o 40 i 1 i A 45 5 V8 5 e 40 i & A B 1 D A4 il 188 B E I IR
FEBA A AL G1 A, VB SIRT4 7E GC 1 HAG # 1F FH - Lu Z5[30]3E S SIRTS X 2-480 % — R Bt (i (OGDH)
£ INH] T OGDH E & WHiEE, T TP 4k ik Th M EALIE JFUIR A, M) GC 40 i 2E KA
iT#%. Zhou Z5[21)3R1HE SIRT6 AT LABHIKT JAK2/STAT3 3G 4k, ] JAK2/STATS 3 H% T i 4 5 20 A J& 34
# A D1 (cyclin D) Bel2 [958k, Mk GC K.

%25 HDACs XF GC [HI11F FH 38 B A4 5 1 P8 K (2 DR 4, i ik e R PR (0 A T35, 77 AR AR ot el sl
TER, IR LRI GC $R AL i T #E A5

6. HDACs 58053477

RACFE[BLME E N AN ORI A B 2 R Th RN, i@ 4] HDACL ik, Fii Bel-2, i Bax
AR GC 4NHIT:. Colarossi Z£[32] HVKIES: T HDACA & FL it 5[ T PP2A R ML IR e it
£ GC A 22 T+, ] HDAC4 5 2 P EHGTT GC G FMEA, HDACA 2 I EE
YRIT AT RGN B 1 H3 (Lys9/Lys14) ) Z WAL A4 i 8 T-Fe AR (35 4L 1) caspase 3 Aspl75, iG1LIH
caspase 9 Asp315), Hn4n i EEYE:.

ARz HDACs #fillFfI7E GC IR ZEH, et HDACs i FI B A A R = SN Bus 7 H
SR S, HDACS 75740 FHE MG YT LA ARG & F 255K 9 GC HI2yT i R G H Ay, BAE RN
IR S AR RGN T Kb 75 R EWT AR S, (RIS B 75 2 b 78 0 < PR

7. SIBERE

WA dy - H AT R Rr 5, NI PR B30T RS pom s it 17— BT B %, AR HDACs Xt GC (1)
PR B — PR R, XA B TR HDACS BE s AEAF By U S - e 7 HDACS i) 771
& MR MR 250, B R IRRN A ME, H AT 7% HDACs 5 GC R R#E D), (HAFF 1k
HDACs il 5% GC I Al THR R B, x5 5 2 OB ST AR PRk . ARG AEA AR K, HDACS
SRONIGRTT B R R A, B BRI T A R

SE
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