356 TRES 2016 F 1 A% 45 5% 3 M

doi:10. 3969/j. issn. 1671-8348. 2016. 03. 022

HRETF Spl ERFEMERHRIEZEN

/

EhE.F AP BRES

(JHEHKRFE—WEERBEH, & T 530021

({HE] BH #AA#HFET Sp3(Sp) MMM E(HCO A A KRR TE TR, ik KA Western blot i # RT-
PCR 4 iz 1% 49 4] HCC AR A R & F A 41 42 % Sp3 #= B-Catenin #§ LA H N, o4 —F & HCC s F AR P oy L ik £
F.=F ey kiks HCC s Rm B AHIEM X A, AR Sp3 5 FG X A . &R Western blot ## RT-PCR % #94 £ 3 2 7. (1)Sp3
F HCC P oy ik & T & FIF AR, £ 544 43t 3 & L (P<0.05);(2)p-Catenin £ HCC P9 A A & TR FF AR, EF A LT F
& X (P<C0.05);(3)Sp3 #= p-Catenin £ HCC ¥ #9 & & 5 I J8 B 12 F= 5 % 48 % ; (4) Sp3 #» p-Catenin £ HCC F 4§ £ & 2 JE A8 %
(Western blot:r=0. 681.P=0.000;RT-PCR:r=0.641,P=0.000),3 5 it 55 X ) Fo 5 1LA2 EH # 5 (5)Sp3 & & ik 89 9@ B 75 3%

I &Rt ymp) 2 (P<<0.05), #5if Sp3 /&£ HCC R A P AR# 4R AL @ T RHAZEMAE; Wnt B3 TaALAL HCC X
A KRR,
[Xsim]  J% . B 20 00 BT A 75 ; 45 & B F Sp3;p-Catenin

[FES%ES] R735.7 [ at#RiRaE] A [XEHS] 1671-8348(2016)03-0356-05
Expression of transcription factor Sp3 in hepatocellular carcinoma”
Mo Weijia,Li Jia ,Lu Huiping , Feng Zhenbo”
(Department of Pathology sthe First A f filiated Hospital of Guangzxi Medical University , Nanning,
Guangxi Zhuang Autonomous Region 530021.,China)
[ Abstract |

prognosis in patients with hepatocellular carcinoma. Methods

Objective To research the expression of Sp3 and B-Catenin in HCC and study the assessable factors of them for
Western blot and RT-PCR methods were used to detect the expres-
sion of Sp3 and B-Catenin in HCC and the liver tissue beside tumor among 49 cases. We analyzed the difference of these two indexes
expressed in HCC and the liver tissue beside tumor. Then we detected the correlation between these two indexes and the character
of clinic pathology,and researched the correlation between Sp3 and the prognosis of HCC. Results The high expression rate of Sp3
in HCC was higher than that of liver tissue beside tumor(P<C0. 05) according to Western blot and RT-PCR, the same to g-Catenin
(P<C0.05). Expression of Sp3 and B-Catenin were both related with size of tumor and degree of differentiation. Positive correlation
existed between these two indexes according to Western blot method(»=0. 681, P=0. 000) and RT-PCR method(+»=0. 641, P=
0. 000). The prognosis of cases with high expression of Sp3 was poorer than the low expression cases(P<C0. 05). Conclusion Sp3
plays a promoter role in occurrence of HCC, which is correlated with the grade malignancy of HCC. Sp3 might participated in occur-
rence and development of HCC via the Wnt pathway.
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B ALAE R 45 %5 5 A3 B 2 6 ) 4% A Ak R B o A Ak

scription factor Sp3,Sp3) % 5 & Fh PR 54 S5 3% YRR Y . B AT
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HEWHIE BT REYEARNFE . 519 H L 5# A F &
it K4 s B A Sp3: B 5'-GCT TGC ACC TGT CCC
AAC TGT A-3', Fiff 5-CTC CAG AAT GCC AAC GCA
GA-3'; H fty B B p-Catenin: I ¥ 5-GAG TGC TGA AGG
TGC TAT CTG TC-3', F it 5'-CTG AAC AAG AGT CCC
AAG GAG A-3"; § % 5 Bactin: I if 5'-GCA CCA CAC
CTT CTA CAA TGA GC-3'; Fiif 5'-GGA TAG CAC AGC
CTG GAT AGC AAC-3,

1.2.2 Western blot ¥ $2EUEE A JNA LS Wl Z W6 5
min VG _EAEHLYK 100 mA fH 4% T 7% (Sp3 90 min. B~
Catenin 120 min, N2 60 min),5% W IE 4 U1 E B H 1 h,4
CHEH —H1(Sp3 TAEHJE Jy 1. 33 pl./mL p-Catenin TAE# &
A1 pl/ml)12 h, TBST ¥ 5 min X 2 W, FW|IFF (-
i TAEWEE 0.1 pL/mI)1 h, TBST YA 5 min X 2 3K, N &
JEF AR B B B 5 L B HA MRS Quantity one B 43
T T 45 B B

1.2.3 RT-PCR ¥ Trizol $2 54 RNA J5 3 56 53 15 5 cD-
NA, LA Bactin 2 N 4% LA TR P #E4T PCR M - 95 °C Fi AR 1
PL 95 CAE P 1 min B & (Sp3 FIN £ 54 °C ,p-Catenin
56 C)30 s.72 CHEAf 1 min S — 4§, Sp3 fl B-Catenin 45
35,37 ANE NS 25 ANPE. ZEH 72 C T 10
min. 4 CE . FTR=PLL 18 g/ L 35 4 B ke v vk % R
Yot g, i A Bio-Rad #E 18 & 4t R Kl J5 A Quantity one
A B R BB

1.3 Siil2¢ab¥ SR SPSSI16. 0 S8 {4 &b 3L, Xt Sp3.p-
Catenin £ HCC K HEFZH AN P REMERE . —HRES
HCC Iifi BRI PR AE 1 56 R H o° M3 81 Fisher's 1 Y140 R 3%
S AT s X} Sp3 il B-Catenin £ HCC W 3 jA #H 5& 1 F Spearmen
S AT 0 Sp3 5 HCC #il )5 89 5% & ] Log-Rank 32 43
Wro. BB /K «=0.05,0) P<<0.05 NESHFIT%E X,

2 % ®

2.1 Sp3 #EGER 4 Western blot ¥ i, HCC 4H 21
Sp3 B T e ik 2R R T 5 I 4L 21059, 1826 (29/49) vs. 28. 57 %
(14/49) .5 =4.732,P=0. 03], WK 1. Sp3 78 HCC s iy %
3K 5 iR B AR RN A Rk 96 (P<C0. 05) , T 5 4F #% L #E 5) TNM
SR M R R R P AT HLJE 56 (P>0.05), I
* 1.8 2~3,

5 min,
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KBRS 1 2
1: HCC; 2 8@ 55 4 21

B 1 Sp3 # HCC 'ﬁrﬁﬂ?éﬂ 1R fJ K 1% (Western blot)

£ RT-PCR ¥ A5il] . HCC 41 b Sp3 1Y i 235 44 5 T
S HFALZ63. 27% (31/49) vs. 26. 53% (13/49) , 5* = 13. 364,
P=0.000], WL 4. Sp3 7E HCC i3 3% 5 i 8 1 42 F 43 4
FISE (P<0. 05) 1M 5 4F i 53] L TNM 53 3 W 8 1 e CIF
FH PR BT L (P=>0.05), 3K 2. 5~6.

357

HE&H
KBRS . 1 2 3 4
To/MARFR HCC 2 Pk I8 1 X B 198 55 JH 20 245 3 KRB HCC 3 4+
B 3 X 1 98 55 IF 4121
g 2 Sp3 7‘7FIE]12H HCC &R &
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14504k HCC; 2 ykiE L B 95 25 T AL 295 3 TG 4 X R A 9
P4 504k HCC,
3 Sp3 EARESH HCC hHRIE

k (Western blot)

k (Western blot)

*x1 Sp3 5 HCC g R fw B 45 1E (Western blot)

Sp3
i H XZ P
3235 () [ SN D)

P 0.158  0.691
) 18 25

o 2 4
AW ) 3.494  0.062
<50 10 22

=50 10 7
Jih 9 B 4% (em) 5.980  0.014
<5 10 5

=5 10 24
i3 24.191  0.000
1~2 16 3

3~4 4 26
TNM 431 3.494  0.062
I~1 10 22

I~ 10 7
AFP 1.338  0.247
— 7 15

+ 13 14

HBsAg 0.021  0.884
- 8 11

+ 12 18

AFP: Wi 1 ; HBsAg: R R F1H B .

PR 7 1235 R Sp3 AEA4 A0 09 55 I 41 40 b 1 33k
15 T JC A S50 738 110 985 5% I 41 40 [ Western blot:52. 17 % (12/23)
vs. 7. 69% (2/26), 5" =11. 832, P=0. 001; RT-PCR: 47. 83 %
(11/23) ws. 7. 69% (2/26), 5* = 10. 085, P =10. 0017, UL 4]
7~8,
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B 55 AT L2 8 RAR B HCC 5 9 - 9KGE
Sp3 EAREEFR HCC FyFRiE (RT-PCR)

& 5

3

5 6

5

7

Marker; 6. /MEF HCC; 7 . ki 6
8 Xt L 4 9 55 AT 4L 4

(RT-PCR)

9

X i

KBRS 1 2 3 4 5 6 7 9
I~4:3K3E 6~9 1945 ;5: Marker; 6: 1% 43k HCC; 7 3K I& 6 Xf i
1 95 55 JFF LR 405 8 AR 434k HCC 599K 3E 8 X B 19 25 2 48
[ 6 Sp3 EARE 44 HCC g Rki& (RT-PCR)
*x2 Sp3 § HCC g KRR E #1E (RT-PCR)
Sp3
HiH % r
R IK () 1R 3k ()
P53 0.034  0.854
5 16 27
& 2 4
AR (S 2.942  0.086
<50 9 23
=50 9 8
Ji 98 H 4% (em) 5.035  0.025
<5 9 6
>5 9 25
3% 18.231  0.000
1~2 14 5
3~4 4 26
TNM 43 2.942  0.086
I~1 9 23
m~1N 9 8
AFP 1.538  0.215
- 6 16
+ 12 15
HBsAg 0.000  0.990
— 7 12
+ 11 19
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KBRS
1:HCC; 2. i Ak g 55 I 24 270 5 3. Joldi Ak g 55 I 4L 2.
& 7 Sp3 ELELHEESFEASELESTHEASAF
I &R 1% (Western blot)

PSR A= 1
1~3:JKi& 5~7 WS 34 : Marker; 5 BE A0 J 55 T 241 425 6 - TOAE AL 9
SEAFAH L ;7. HCC 44,
& 8 Sp3ELBUESHEALEFENEBEFALRF
By % i% (RT-PCR)

2.2 PIRHOFEEAGDN Sp3 £5 LAY — B £ Spearman 5 AR
SR AT AT 5 A Sp3 44 R 1 — oM TR < P A vk 0 A
SEHLELIE A OC (r=0. 789, P<C0.01),

2.3 B-Catenin ik % Western blot #E4 , HCC 1 419 -
Catenin Y i 26 35 R & T 55 JF 41 4U[51. 02% (25/49) ws.
24.49%(12/49) .5’ =7.338,P=0.007], JLI& 9, B-Catenin &
HCC 212U i) 2235 5 W B A% A0 43 GO 26 (P<C0. 05) , T 45 4F
i P TNM 23391 B BRI B K & 3R T 40 R 1 00 TE 56 (P>
0.05), L% 3./ 10~11,
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KBRS
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B9 B-Catenin £ HCC 5E=FALAHH
1% (Western blot)

o
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1 /MAEF HCC; 2 ik i E’Jr%}ﬂ‘éﬂ 2153 KA HCC; 4+
T8 3 % N AYE S AT
& 10 B-Catenin ZE R R &R HCC F /)
#+i& (Western blot)
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KT i
. %, 40 i PR ARG

-

WEEH

RS i > s 4
LYk 2 X 7 99 25 P 245 22 5 43 A HCC 3k 43k HCC 3 4
VKB 3 % R (9 5 I AL
B 11 B-Catenin ZEAR R 44 HCC 1/
Fix (Western blot)

X3 B-Catenin 5 Iifg /& 5% 2 45 1iE (Western blot)

f-Catenin
sreH % P
%2235 (o) 5 #Ik ()
) 0.670  0.413
% 22 21
‘e 2 4
W) 1.951  0.162
<50 18 14
=50 6 11
Ji 98 AR Cem) 5.131  0.024
<5 11 4
=5 13 21
53R 7.579  0.006
1~2 14 5
3~4 10 20
TNM 43 #] 1.009  0.315
I~1 14 18
I~ 10 7
AFP 0.199  0.656
— 10 12
+ 14 13
HBsAg 0.987  0.320
— 11 8
+ 13 17
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1~2. 9k 4~5 BN 2 ;3: Marker; 4: HCC;5 . i 57 4141 .
& 12 B-Catenin £ HCC 5EFZFHALAHTH
FRiE(RT-PCR)

% RT-PCR %4, HCC 4124t B-Catenin [ i 335 % 5

T 35 T 4L 4L [53. 06% (26/49) wvs. 14, 29% (7/49), y* =
16.493,P=0.000], WL 12, B-Catenin £ HCC 4141 v 1)
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%5 iR AR 4R ST 36 (P<C0. 05) , T 5 4F i L # 51 . TNM
o3 B R 1 S ST AR SR BLJE G (P>>0..05), L3k 4,
K 13~14,

KBRS 1 2 3 4 5 6 7 8 9
1~4. 3kl 6~9 N2 ;5 : Marker; 6. /MEF HCC; 7. 3k il 6 % 1
P9 55 IF M 25 8 KRB HCC; 9. kI8 8 X hf [ 9 55 IF 4L 41 .
B 13 B-Catenin ZER FEFR HCC FRFRIE
(RT-PCR)

KBRS 1 2 3 4 5 6 7 8 9
T~4:3K3E 6~9 M S 55: Marker; 6 & 43 fb HCC 7 3K3# 6 X i
B 96 5 TP AL 45 8 A A3 Ak HCC5 9 WK 8 X6 o 14 96 5 JIF 4L 42
14 B-Catenin ZEAR F 434 HCC /)
FiIE (RT-PCR)

*x4 B-Catenin 5 Ilfg PR %5 IR 45 1E ()

B-Catenin

b ¥ P
Rk () eSO
P53 0.508  0.476
Ll 21 22
L 2 4
R () 1.476  0.224
<50 13 19
=50 10 7
Jip 98 B 4% Cem) 6.047  0.014
<5 11 4
=5 12 22
a3 8.913  0.003
1~2 14 5
3~14 9 21
TNM 43 4 0.377  0.539
I~1 14 18
I~V 9 8
AFP 0.583  0.445
— 9 13
+ 14 13
HBsAg 1.496  0.221
— 11 8
+ 12 18

2.4 Sp3 5 p-Catenin MR PR T LB BIR: 2
Sp3 15 7 3K 19 4] B-Catenin 1 5 K3k, £ AH G 43 B . 15
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HCC 4 — 3 1 3 35 &2 1E #H & (Western blot: r=0. 681,
P=0.000;RT-PCR.r=0.641,P=0.000),

2.5 Sp3 5 HCCHUGHXRFR REUTEIEI N 28 ™~ H 381 K
RRWH L FE M. & Western blot 3£ K, 20 #i] Sp3 1k
35 1 9% 1) TC R AR AE T RT3 0 23,4 AL BE B AT
Sp3 1= 2 35 19 W5 1 CUb 28 995 ) T8 A A= A7 B[R] 2 0 18, 4 A
HO o AR T R B 22 52 A e 2 L (P=0..001) , WL IA]
15, 2 RT-PCR 4, 18 {5 Sp3 {1k 2= 35 (¥ 955 18] JC s A= A7 1)
]~ 2y 23,6 A~ H S BT 47 T Sp3 i 223K 19 11 (Ut 289
1611 8 95 A A7 RSP 25 0 18,6 D AR E BT B R TS 2 7 H
Gyit e % X (P=0.001), WLI&l 16,

1.0 - Eep:!
1.0
2.00
087 + 1.00-censored
[ +- 2.00-censored
€
40,6
L
H
104
R

T T T T T
10.00 15.00 20.00 25.00 30.00
1 (A)

1:Sp3 ik HCC 5 Bl ;2. Sp3 MK F ik 1y HCC 45 ]
& 15 4 77 B £k (Western blot)

4
1.0 2ed
1100
2.00
A + 1.00-censored
- 2.00-censored
&
<
. 0.6
L
&
#
{& 0.4
R
0.2+
L.
-
0.0+
T T T T T
10.00 15.00 20.00 25.00 30.00

w1 (A)
1:Sp3 ik HCC ;2 Sp3 Ik ik 1 HCC il .
& 16 ETF L (RT-PCR)

3 i e

Sp3 5 Spl #20y Sp G AR I B kA AL 48 L 4 A
# DNA L5151, Sp3 %t Spl 1y 45 & A S ¥4 B 1y 45 4 ik
J7. Spl 5 HCC k4 kK RMXRCHEIFIE TS HAT 5
HIE R Sp3 78 HCC kA4 &k R 1t 72 o 4E I 09 AF 5 U fef
i

AR W 98 LA Western blot &2 RT-PCR P F J5 32 46
Sp3 ¥E HCC J Hoigs 55 P 40 h i 25516 B0 . & ¥ Sp3 78 HCC
3k T SR T AL 2 $ 7R Sp3 fE HCC (9 & Az 5 2 v 2
— T, A AR KAk HCC 414U, Sp3 1)
1R IR R T R HE N Sp3 3 g S iR Y M RR EE  Sp3
ERIAMN HCC HA B & MG EE. X —#BF a5 470
Br i 285 51 - Sp3 w8 ik A HCC 5 1] . T Ji5 48 16 3 38 B4 5 9] 22
BT A 4 - ) A A R RO R R E /S R, Rk, Sp3
IR AE Sy HCC B A8 6 15 5, $& 7R BE S M 1A K
fE. DMEA BRI IE Sp3 5 3R 35 5 Sk TUER M TS A KA
ST AR Y 45 R 5 DA SO A A
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HCC W ARAR—IMEMERS S ZHBE. ZHEREREN
i3 F2 , Shiraha 45 (B 5T £ W] B0 4 FKIEH 78 5 K H i
BIRMEYSETAS ST HCC W& & Hh 2 — 24 B 2k
ST (% TR O o AE A R R B K P Wnt 2 e E Y
B HoAe HCC % A o A8 Hp BT ke 1 56 4 1 T 2 4 5 2 BF 9Tk
F, g-Catenin fE 2 Wnt Sl B2 5 K 2 5 W R K815 19
OFRATIY L Wit 3l PR R #F HCC K4 R Ry L 712,
Bt . B-Catenin 2 T 7E B9 Wt 58 B 5 HCC 19 & 4 R B %
ZEY) . AW 5 L Western blot 1 RT-PCR i Fh J5 i &
W B-Catenin £ HCC J H 48 55 P41 4L h (1 3R K 16 00, i 45 25 21
AAABL, B B-Catenin #£ HCC 414U s 1 3k i T o5 P 41 81, |
1ERKARRL AR L HCC 4181, p-Catenin ik F — 25 1 45
FEYIE 82 T p-Catenin 78 HCC K 4 b py {2 3 /6 T S I 5
HCC B E R FEAE G .

B-Catenin B % GC JF 51, T Sp3 AT LI 4% 5 4 17 51 F1 4
7w S GC P8 i3k A . i Sp3 &5 p-Catenin Z [ # A 7] RE A7
TERAALE . AR H & B 78 HCC 4 Sp3 15 p-Catenin
SIEAMX. B Z# &k 5 HCC G PR B AR E /Y ¢ R 4 —
7R Wt 58 % 7] Bg 2 Sp3 2 #F HCC & A= R R M HLH 2
—. HHT. A& XT Sp ZEEA S Wne 8 HEER W5,
n Pathi Y (9 BF 550, 6 K Sp K% 1 Spl. Sp3
B Sp4 Xf B-Catenin g W ¥ . T 754 WF 55 HiR3H . Sp Kk &
FI7E Wnt/p-Catenin 58 77 & — S /E N 7000, AR KR i
R Sp3 5 B-Catenin £ HCC 4141 f i A0 56 4, Al 4
Sp3 25 HCC k4 . &k et & Sp3 55 Wnt/p-Catenin il 56
ENEIEZ/ I

HCC #F Ji& 5 bR, FLE 95 e B wfle LA SR 300 % B, T R IA 7 3501
ey A HAEDST MR SCRRIRE HCC IV G 5 4EE & %
ik 0% AR ki ZHEEC E im0 . Wik, i
AW 202512 W T B i T 2 00 B2 R AR LUS AT RE Y
HIpRR R R HCC PR e it . A K50 & . 78 7 7 T 4L
973 A5 14 95 55 BT 4 21 v L Sp3 3R ik i 1 T8 B S AR 1Y 9 5% AT 4L
21, % AL R HCC 2 A 175 & I R R w4207, n] 4
Sp3 $ o — AN AE R HCC F 40118 Wi 36 b ik 47 4 D6 0T 58 .
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