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Abstract

AIM: To evaluate correlation between histone
methyltransferase SMYD3 expression in
hepatoma and HBV infection.

METHODS: SMYD3 mRNA expressions and
SMYD3 protein expression levels in HBV-nega-
tive HepG2 and HBV-positive hepatoma cell line
HepG2.2.15 were determined using real time
PCR and Western blot, respectively.

RESULTS: SMYD3 mRNA and protein levels
were significantly higher in HepG2.2.15 than
those in HepG2 (0.92 £ 0.12 vs 0.18 £ 0.05, 0.28
0.03 vs 0.54 + 0.05, both P < 0.01).

CONCLUSION: HBV may promote hepatoma
cell malignancy through its SMYD3 up-regulat-

ing pathways.
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AT RN A5 B, HBV AT DU i AR 5
YAIA T, I I Kps33E 1k, BEIRDN AR
iE 5, 7 S LR S 3 F 2840 5 S
SERIYURR S IR R A (e ER, BT
HB VIR AR BER O R IE % 58 4 ) 1 ;
HBV /& 75 i 52 i SMY D3 %5 41 25 11 H LAk filg
RIE . R YL ER 1 SRR A R R 2 R R R
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KK R bk P SMY D3[R 8 2 57, H12b
WITHBV 2 B Al feili il LSMYD3igit 55
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1 MRRTSEA

1.1 ## HepG2, HepG2.2.154 g i 3 b rho0a s
16 = RAT; Anti-SMYD3(CEEPTAN), Anti-HBX(7)
BT £ EAbcam 2 1) ; RNAFRHGAH &
TRIzol Reagant AjInvitrogen’s @ 7= iy, ¥ 4% 51K
FIEIE F Gibeo A H], %8 HPCRIAF &I H
Roche A #], 514 i Invitrogen A 7] 5 ).

1.2 7%

1.2.1 HepG2m i AeHepG2.2.15 2 L& 7~ 433
100 mL/LAG AR MLE RIMP 164057 7755 A1
DMEM iR 7536, 50 mL/L CO,. 37 CHIAE
FEAAE N SR, [2-3 R 2.5 o/LIEEEH AL AL A
1.2.2 HepG24=HepG2.2.15 %8 it P HBV Al : ££
6L 4N M 5 IR MR RO TR RE 3%, JF DAAH
JE2X 101, 2 mL/ALEF T 55 950, Hep G241l
M ATHepG2.2. 1541 f #5341, M4 u e s 3 A -
(1485 25 35 $1)90% I8 FIPBSE, 40 g/L% 58 F
[t 52, Anti-HBcAgLA1 & 200 L 451 5 % 55 3 41 it
4°CRL. INSABCKDABYL{h, A 4 13
AT

1.2.3 FFJ% 2 ie P SMYD3 4 mRNA # 4 : K
TRIzol— P LS AN LB RNA. W 5% 543 3
cDNA i 1Treal time RT-PCR, SMYD35 |4 1F X:
5-TGAATGTGACTGTTTCCGTTGC-3', Jx X
5-ATTGCTGCTTATGATCGCCTGG-3'", “# K
172 bp; W2 M B-actiny [P 1F X: 5'-GAACGGTG
AAGGTGACAG-3', [x X5-TAGAGAGAAGTG
GGGTGG-3', #4168 bp; [N ZH % H9I5C
2 min; 94°C 30s; 57°C 30's; 72°C 30 s, fHFR451K;
72°C SmingE MR PR DCE S, THEFE
AHIRICHE, HI22CHEFHSMYD3 mRNAK#
Sy

1.2.4 W& mM P SMYD3%& & £ ik 644 : 4
Jf 35 % Rl 80%, AU A It B I A B 1 o
J& K8 FUFRE S BEFL20 ng s RE T-SD SN i
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1 HepG2, HepG2.2.154BFEPHBVAEN. A: HepG2; B:
HepG2.2.15.

B e ls /N FL, 100 VELIKT h, 300 mA 5 i
1.5 h, BE5E U (PGS IR 21 4 25 M5 F B 1A v = e B
BEA2 b, RJE A © 200 SMYD3—4, 37°C
52 h, TBSZEMIEVELS min, 3L3UK, FEIIA
1 5000 Bk AR bR LI —Ht, 37CIFE 1
h, TBSZEMWIEYELS min, JL37%, Womikayk
He(Amersham A F)) 52, B RG, 458 H
UVPHE 4.

Bit AR KA EE 3R, T
SEIE, FRUEATSPSS One-way ANOVA(SNK
method) /5 Z= 53 M7, LAP<0.05 0 HAG 4 it-24 7 X

2 #R

2.1 HepG2.2.154=HepG24a it P HBV#g #o] i
HMSABCIAK AN MHBCcAgRIE, £
HepG2. HepG2.2.1543 )& HB VI PERHBVEH
PEAH ().

2.2 B % 28 it SMYD3 mRNA#) & iA Real-time
RT-PCR%E 7% HepG2.2. 1541 f41K)SMYD?3
mRNAF A= & THep G241 i 41(0.92+
0.12 vs 0.18+£0.05 P<0.01), A7 B 5t
e (#2).

2.3 SMYD3% & £ R B I & 20 fL 4k P 89 &
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T R A SMYD3
i AR 0.8
SMYD3 kit £k
WMREOEASE 9
Je. T 0.6 B-actin
o4l 3 FREMBIESMYDIEENRIA.
0.2 j TIF RN R RS, 5y THBX
0.0 i 98 T A= 1A T BRI i 22 BR Y e 3k T 4 e
HepG2 HepG2.2.15 HIF- 1o ff e 5 308, 58 7 T 40 R HTF- 1otk A
2 SMYD3 mRNAZEREFFEBRGNRIAKTIES. JRHIRSAEME TP 6 T HIF- 1000 VEGF I AF
"p<0.01. ™. (S HBxHGEDN A F AL 6 55 il 1375 M A8
E-cadherin/i 1 7 X F3A4L®) E-cadheriniix
0.05, P<0.01, KI3). ke o) 2 S04 Y TR] (%) % B R sk 55, AT AR A
i Je 440 I PR RS, DT 5 it e 8g () e S R A 2%
3 e ). ATFSCHE, 7os 5541 VRIS P 2 T T
HB V/EA 2 U MR 10 2O . B OMIE g ch i 3 R p £ 6INK4A KE DR R 3 T T REAL 5
HB Ve R A A AT TREN gxE [ Ris 2, HBx& [ feill ot % 5
W5, UHZHBXIEN G HRIR R, HAON  p767NK4A 3L R 3 30T 75 A0 1 4 124098 24 4
AHBxE (IBUEIEH E A LURSH M (DHBX eyt 5 b e T HB x 0 1 26 00 38t £ 77 17 5%
P LV H e p G2 4 W St L % 2 0 22 (RO A I e e DR e s T 12 0 8 0 2. i
BEASHAP. X se R XL R LA HB VIR AR 4 1 A S 5 e A
L I P A AR T R I A 2 ok R s ok IR,
FEAZ 45 IR AR, (QQHBx W] Il & A - 2= Y B 1 PSR AN A R PR 3R UL B A 2 48 1)
FUs I LTS3 K EhRe. (RN, HBxXpS3%e  wijy . SMYD3 & HAT 418 11 P 5Ll s v
SIRATHELANHIVE . Park er a/*HRIE, HBx {975 (%, 045 4155 I H3 b 4544 s i 0
A3 IS E, 9 AN R (o Y TR IR 5, YO A G 1 e PR
FIP21Wafl/cipl B H3E, (LN MNG IS (i 3k frhyRa 40 i [t B8 . 9% T i, 300461 b 98 4
SR A, B A0 eSS R SR I mT REME. HBx  JfiE -, Hamamoto er /" W57 & HISMYD3
REFIZ HIXIRAMIME S INERCCIaHps3 45 AL 4E R34 M FL I 41 b i 3L, SMY D3R LU
s, SRR I AMME ZAER], B 45 )50 5 I W N T 10B [ 22 14 02 3 3L IR 98 1 &
HBE R AR A . HBXAE A] R psa 0 A2 FRATIHF0 e B, SMY D3TE £ /N JH-9 4 i
JLPTEN AL SGE VR, AEPTENIRIEIK Bk MIFRE 4140 p KR RIE; FIFIRNA T A
TR BE, S0 SRS PEY. BHBY  RiHSMYD3#IA S, HepG24H L 4458 5% 31410
XEADNAFG IE ST, SAiHBXAET A0 ML ) 9 s PR S B 2 (R T2 2 Sz it ¢ Y
KIEHARUGEHCC, HERESHBxMTr  SMYD3 shRNAFURI: 5 514 & IK98 44y m) LA
[FE R Z2HCCIE W EEHLH. HBxIFAWE A 1 K 5. SMY D3 AW i Je 3k [A]
HEIMDNAF) AL 5% (mutation frequency, MF),  JiF 4k {€ 30E AT 00 PR 78 3 W] it 300 3ok 41 8
R A AT AT IR B B0 N R s i 82 3 3% B, UV BEKRIZUAZ) TCpGly & 3 L. NRRIZI
L BAGE L S — LA A2 (DEN) SR DN A @i ok 2 5 i i i 1), EXFSMY D3

SMYD3: 14
M GH3-K4F
A wymE g
VO AL A B
SMYD3 2 # %
MG KB RIA,
A Bt Y 9B m R
WA,

Gire e BR, BTHBx M T HIDNAME K.
(4)HBx 53 I8 41 fu 1) 42 22 4K "M T1-MMP
FICOX27 P, — J7 THIH B X A% i 1 it 4 i 2
HHF-1(MTI-MMP) FIFA 4 5l -2(COX-2) 3K iA
AT ARt A R L 40 i A 35 5 (E C M) i

2 SHBVEUE /LA L 75 23— 2.
AW T AR RIHB VR L KF 4
Hubk H SMYD3RIA 1 2 57, KILEHBVIIPER
HepG24 g A1 L, SMYD3mRNAFIE (1 {EHBV
FHPE I HepG2.2. 15 [ 2R 3 B2 38, $e7R
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BATI S P SMY D3I KL §EZ EIHBV
P, HBV W Al A8l i SMY D332 1% & 4% 20
MEFEAE . AT AH ST R LA HISM Y D3
FIE T LR A I g 40 A i 2 M e-my e R IAMY,
Mc-myc e HB VEUE I EZ iR 21", $LR kA
SMY D3] BE7EH B Vi i PR S0% i@ 12 h R # 5
BRI RAEH.

HB V4] 4% e 4 fg H SMY D3R 1A it
HRETFE— 2. A MR EY, HBVH]
CUE It 2 Fh o7 XS 5 R R A R, bl
Mif5 5 &1t RAS-RAF-p38MAPK. SAPK/
IJNK. ERKZ, DL AB& 25 EHBVEUE
VR o SRR S0k 40 B H B VG 0 25 1
HepG2.2. 15418 W HBV £ E LKL T4 i, F
{1738 i PR G A ERH B XL PR 36 4 5 SMY D3
PRIFHH B X (R I 40 i i () SCR 3K, $2om
BAIIHE A P HB V A] fg il il X 25 5248
W SMYD3KIEFEYE. SMYD3H8h+ L &f
E2F-1454 70 S 5 SMY D331 1) 3 3 Ji A7
MAEHep G248 fu P HB VIS ANE2F- 1RGPS i
FATHBVIE LB INE2F-175 74 5 SMYD3 )5 ) 11
E2F-145G Jo M AHAE R, AT I 448 e 40 i vp
SMYD3ZKIE, SEHBVHPER 4 HSMY D3
Feak NG 0 R A
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