ERES 2014 F 10 A% 43 5% 28 4

wE - BM#HAR

3753

doi:10. 3969/j. issn. 1671-8348. 2014. 28. 019

Wntl0b 7 BT 40 B BT 2 P BRI 3R 12

4{]"}‘[‘ 1)]] I&U

(BHEFREKR: L EF

# ZE:BH &S Wntlob 4

2. LA E F

7}] %}'jl W2\
K2, @A AR 541004)

A A2 I 2m BORT S (1) AR 98D B3 2 5 5 40 28 P 84 KA K P 389 WnelOb 55 1 & & 216

KRB AKGMMER, HiE KA EEZF PCR 2 Western blot 3% K 4~ 3] 4 M 33 #] A 5% & A x5 J& £ 20 2% + WntlOb mRNA

BE AW AR

R Rk LA, 44 Wnt
KB Wntlob; &, AT 40 A6 ; RS B4k RS
FESZEE R735.7 CHERERIRES : A

o R WntlobmRNAZRGEMBAL T REAZTARH T EGEFHAR(P<0.05, &if WntlOb £ 5
5 SR 2GR T Wntlob F %

EATRAL T RGP R LR

X EHE1671-8348(2014)28-3753-04

The expression of Wnt10b in hepatocellular carcinoma”
Fu Fengzhou' ,Fan Xiaoli* ,Sun Li'"*"
(1. Clinical Medical College ;2. Basic Medical College ,Guilin Medical College ,Guilin,Guangxi 541004, China)

Abstract: Objective

tissues,and discuss the correlation of Wntl10b with clinicopathological parameters of hepatocellular carcinoma. Methods

To comparatively analyze the expression of Wnt10b in hepatocellular carcinoma tissues and para-carcinoma

Wntl0b

mRNA and protein were respectively detected by real-time fluorescent quantitative PCR and Western blot in 33 cases of hepatocel-

lular carcinoma and para-carcinoma tissues. Results

Expression of Wntl0b mRNA and protein were significantly higher in hepato-

cellular cancer tissues than that in para-carcinoma tissues(P<Z0. 05). Conclusion Up-regulated expression of Wnt10b in hepatocel-

lular tissues may be involved in Wnt signal transduction pathways in the development and progression of hepatocellular cancer.
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