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[ E] BH K0 DNA H FEFEFLREG 3a(DNA methltransferase 3a, DNMT3a) Fl14H 5 H 25 LBt AL B 2 (histone deacetylase 2,
HDAC2)7E N BRI B R5 S B S5 IR R AE A AR OCHE . 773 : W] Western blot J7 A6l 30 e A Hitd F1ea 5541
41d DNMT3a fll HDAC2 FikM22 5 B 4Ub2a0r A 90 1 B AR g F AR DIBRE 41 4+ DNMT3a fil HDAC2 (A
IR I AT IR TE SRR B EAR I X 2R . £55R - Western blot K6l 45 5% iR IE 4141 h DNMT3a Fl HDAC2 & 1355 i
B TSP < 0.01) ;90 6 B EbRA | Spe AL 25 5 BR DNMT3a PR IR RN 79%(71/90) , HDAC2 & A £ MR
1 86%(77/90), JEZ1LIH DNMT3a Rk &5 e o (L RE B AR L S5 56 B AHOC (P < 0.05) ,HDAC2 Z2ik58 & 5 I 2 1R
BE RIS AAAY D TNM S0 RIR I 45567 M0 (P < 0.05) . DNMT3a 5 HDAC2 76 B A4 iy 3235 2 TFAE (P < 0.05) , &
i :DNMT3a 5 HDAC2 & B R AR L RPN R —, —ERRE L AEi i B AR 0 R B, X LS 9 I W — 4
1B, ST VR AEAN B IR A AR 54
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The correlation between DNMT3a and HDAC2 expression and clinical parameters of
gastric cancer

WANG Zheng-jiang', YANG Hong-mei', YAO Zhi-xin*, XU Min** ,ZHANG You-li*

(‘Department of Gastroenterology ,the First People’s Hospital of Yancheng,Yancheng 224001 ;’Department of
Gasiroenterology , Affiliated Hospital of Jiangsu University ,Zhenjing 212001 , China)

[Abstract] Objective:To investigate the correlation between DNA methltransferase 3a (DNMT3a) and histone deacetylase 2
(HDAC2) expression and clinical parameters of gastric cancer. Methods:The expressions of DNMT3a and HDAC2 in 30 gastric
adenocarcinoma tissues and paracancerous tissues were detected by Western blot. The expressions of DNMT3a and HDAC2 in 90
gastric adenocarcinoma tissues were detected by immunohistochemistry. The relationship between DNMT3a and HDAC2 expressions
and clinicopathological features of gastric adenocarcinoma was analyzed. Results:The protein levels of DNMT3a and HDAC2 were
significantly higher than those in paracancerous tissues (P < 0.01). The immunohistochemisiry examination showed that the positive
rates of DNMT3a and HDAC2 protein were 79% (71/90) and 86% (77/90) respectively in 90 gastric adenocarcinoma tissues,
DNMT3a expression was positively correlated with the differentiation and lymph node metastasis (P < 0.05),HDAC2 expression was
positively correlated with the pathologic classification, invasion degree, TNM stage and lymph node metastasis (P < 0.05). There was
positive correlation between DNMT3a and DNMT3b (P < 0.05). Conclusion;DNMT3a and HDAC2 were risk factors in the
development of gastric cancer and might reflect malignant degree and prognosis to a certain degree. For these reasons,they are useful
markers of the tumor.
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(DNA methltransferase 3a, DNMT3a) FlZHEHZE L
kA 2 (histone deacetylase 2, HDAC2)7E 5 fi i
(235 S A g A tE R e v AR D7 T A T
D ULHGE . AFSE R H Western blot 773kl fa % 41
ZUL I kK I B i 4121 DNMT3a #1 HDAC2 1Y
FIRNEOL, IF o3 B A S8 i PRI R 1 ) A O
P

1 #MR5FZE

1.1 ##

W 2011 4F 1 H~2011 4E 5 H VLI KR8
= B i AR 32 TG T I B e B 30 191, &
)53 S s RS 55 2 2L (BEIRE B & k> 2 em)
30 #5324 ], 26 B, Hik37~84 %, T
(59.47 £ 1041) % | = AL RdE 6 191, th Ak s 20
B ARG AR 4 1, A RIS AR AR
ORJE BT -T0°CUKF R AT 5 I3 Mg 2007 4F 10 A ~
2010 4F 10 HVL7R R 2= MR BEBe i B HE HY 5
2 AR E R TR DI BRI A 2 e A 45
30 I T e A S5, 1WA AR s 491 P i AR ¢
B HoA B 63 i, 22 27 i, AE# 23~84 %, F-F
(60.12 + 10.71) % . PR AR B34 AR $ 52 07 By 7
B TNM 2 UICC/AJCC B (51
Fi) o
12 7%

1.2.1 Western blot
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Figure 1 DNMT3a and HDAC2 expression in differentiated

carcinoma and adjacent tissue
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Figure 2 DNMT3a and HDAC2 expression in gastric cancer tissue
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Table 1 DNMT3a and HDAC2 expression and the relationship of clinical pathological parameters in gastric cancer

(n)

N DNMT3a HDAC2
ImIRS5 n —— - — -
St SN xME P{E St SN xME P{H
5 0.029 0.866 1.888 0.169
3 63 50 13 56 7
5’8 27 21 21 6
() 0.576 0.750 2.972 0.226
<49 12 9 3 10 2
50~59 25 21 19 6
=60 53 41 12 48 5
i o7 0.381 0.826 4.670 0.097
B 11 8 3 10 1
ERLY 27 21 26 1
B 52 42 10 41 11
Jiba B A% 0.045 0.045 0.045 0.832
<5cm 61 47 14 51 9
>5cm 29 24 5 26 4
IR 6.062 0.195 24.629 0.000
T, 14 10 4 6 8
T, 18 12 6 17 1
T, 10 9 1 9 1
T, 36 28 8 34 2
Ty 12 12 0 11 1
I R4 704 3.548 0.170 10.787 0.005
25 16 10 6 10
Btz 51 41 10 44 7
R 7 23 20 3 23 0
TNM 4338 4.083 0.538 17.856 0.003
I, 12 4 6 6
I, 8 3 6 2
I 20 16 4 17 3
I, 29 23 6 28 1
m, 11 10 1 11 0
\Y 10 9 1 9 1
AR 8.139 0.017 5.574 0.062
rak 30 19 11 22
a4k 30 24 6 27
o1k 30 28 2 28
e 5.969 0.015 13.369 0.000
H 55 48 7 53 2
o 35 23 12 24 11

KB p21 KB FREAHDC, 1K HDAC2 FE A @
B JE TR N p21 SER P FRIE . AE B B 0 e
HAH o-Mye 11 %355 HDAC2 | F140 it 5 151
1 G2(CCNG2) il A 5™, H HDAC2 A {E R —4
ST ) iR TS A8 AR Y, R W] HDAC2 A R BB AR 4E
TR | 54 4t ) S0 R0 g e b R ¥
—EfEA,

AL 45 R W oR MR 40 21 DNMT3a Al
HDAC2 i 3R 1 i 2 5 T L A 9 55 41 21
(P < 0.01), H A3 AR B2 MR AH X 22 35 0y, R W]
DNMT3a Fl HDAC2 & H B9 38 7K - 1] RE 2z e
PRI G ERR L () — A FLE A AE bR . e dlfbss
75 DNMT3a FHPEFRIEF R 79% ,HDAC2 P
FIRHE N 86%, He7m DNMT3a A1 HDAC2 /& #ikn]
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FIRRIEME, #2785 DNMT3a #il HDAC2 7] fighink
T B Y A SRR | 2 R IR T A R 1Y 4
Enil, 76 B MR R B B b R e
[FVEH , 7E— e R b nT DS B e e W e R B, ]
VE R KT 5 i A R RS AT BB TS 1 FE R .

Zi E Tk , DNMT3a fil HDAC2 J2& 5 e & 4
RIBHRFER N R 2 — 78 B MR R ) Jak e
iR TP B —EMMER] . DNMT3a Fl HDAC2 —
FEFRJE bon] e B s i I AR B AU SRR
BE ISR E D SIS A —E R, A
TEAEANEL A JE DR A S R AR G hR 5
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