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W E:BHH KT EARNRUNXSEALAMMBARFTHAEIRFALLEBABERENXZ. Ak BERALAEAR
o5 7 ik R AL Je AR A ] 60 41 4 M AR B .30 48 & EF 448 P RUNX3 & & & RUNX3 mRNA # R 5K+, &R
RUNX3 & @ E4 AmMBEAR Perati ki £h 38.33% M BIKTHEFEF MR 86.67%, —F LK £ FA %+ FELP
<<0.01); % AW A& M 2 RUNX3S mRNA #9 &8 F 4 40.00% , % BAK T & & EF 4269 90. 0000, = H s £ F AR £ &
X (P<<0.0D);RUNX3 H e AX 54 AMmE TNM oM ZHRRE KCHEH FEHZAMMAP<0.05) .My &FE5.F
B B KN AL AR ERMRFRBRKXGY P>0.05), ik RUNXS ZaMHFRERE S L AMMRBH AL LK
EAZAMAM  AARARGTRATRSLEAMBEGTE ZMAX,

KEIF 4L AMIE;RUNXS; R AR/ F s RAZ S X
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Relationship between down regulation of RUNX3 expression and colorectal adenocarcinoma tissues”
Xue Jun' ,Wu Xueliang' ,Wang Likun®,Qu Ming' , Jia Guanghui' s Zhao Xiu fang®
(1. Department of Vascular Gland Surgery ;2. Department of Ultrasound ;
3. Department of Pathology sthe First Af filiated Hospital of Hebei North University s Zhangjiakou, Hebei 075000 ,China)
Abstract: Objective To explore the expression of RUNX3 mRNA and its association with clinicopathological features in color-

ectal adenocarcinoma. Methods In situ hybridization was used to examine the expression of RUNX3 and immunohisto-chemical
method was used to detect the expression of RUNX3 protein in 60 cases of colorectal adenocarcinoma and 30 cases of colorectal nor-
mal mucos. Results The positive rate of RUNX3 protein in colorectal adenocarcinoma(38. 33%) was significantly lower than that
in colorectal normal mucos(86. 67 %), P<<0. 01. The RUNX3 mRNA expression(90. 00%) in olorectal adenocarcinoma was signifi-
cantly lower than that(40.00%) in colorectal normal mucos(P<C0.01). The expression of RUNX3 mRNA was negatively correla-
ted with TNM stage, depth of invasion,lymph node metastasis, liver metastasis in patients with colorectal cancer (P<C0. 05) but
wasn't correlated with gender,age,tumor size,location,degree of differentiation and histological type(P>>0. 05). Conclusion The

specific low expression of the RUNXS3 protein is in a high correlation with the pathogenesis of colorectal adenocarcinoma. RUNX3

may be used as a marker for prognosis of patients with colorectal adenocarcinoma. RUNX3 is expected to be a new tumor marker

and the new target for clinical therapy.

Key words: colorectal carcinoma; RUNXS3 ;immunohisto-chemistry;insitu hybridization
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