FERESF2012F 3 A% 41 55 78 649

- I BR 5% -
STAT3S ERELLENEZTRREEALAFHRIERESEY

x| & R%ql‘#ﬁ% EFANLE O OFRLURBAE HREVE B IeEa, I EE
R B E , FTALHR IR 0560022, 7T T K F W B E R ILIESNAF, AT AL HR R 056002 ;
3. AL FHRIR T oo sk R A 056002)

(1. T TRXF

 E:BHH it STAT3mRNA R STAT3 RGEREF LR AB X R ELIRBPHMEA, AF LRLFEILARGL
LR ABER 150 41 CL 1L &% 50 #) & A F & 100 'f?']k’meibv’IT-}t‘“F 60 HliEZRERMERELGRE L, TRB
o IE AL L0 2 AE A At R mﬁl/%uq_x%irliﬁuﬁﬁéﬂm%:f/z’%#/‘«)ﬂ'l BE R Aﬁiiivﬁwf‘”?fc& ERmM P STATS
2 mRNA &% G K -F o Rk %8 STAT3 mRNA £ EF A& msnsz L% LR AR A R LR A4 R R 4
A 3.33%.53.33% % 89. ooA,STATs EG e bR b g fa b R A B SR A 6. 67% .60, GMA 94.00% ., REAEHLE L
HRNBERU T HEME Y STAT3S mRNA % STATS B O W A X MASY LA N BERERE G ME MM, STATS 4;
mRNAﬁaﬁém%é’:a’z B — K (r=0.768,P<C0.05), it STATI AAS LA ABERARERARTHAL

ELEENBEORETIRPAETEZHA,

KBEBE:RFEN B R ARARLT, RE LR ABE RS HFTREZTRET

doi:10. 3969/]. issn. 1671-8348. 2012, 07. 008 SCERARIAED : A XEHS:1671-8348(2012)07-0649-02

Expression of STAT3 in tissue of esophageal intraepithelial neoplasia and esophageal neoplasm and its significance”
Liu Huimin' ,Guo Meiyan® ,Wang Yanhua' ,Wang Lei' ,Zhao Yanlong® , Han Qiting' ,
Qu Feng® ,Wang Zhihong® ,Wang Xiuqing®*
(1. Department o f Pathology sMedical College of Hebei University of Engineering , Handan, Hebei 056002, China;
2. Department o f Breast Surgery ,Af filiated Hospital of Hebei University of Engineering  Handan, Hebei
056002, China;3. Department of Blood Collection s Handan Central Blood Station , Handan, Hebei 056002 ,China)
Abstract: Objective To explore the role of STAT3 mRNA and STAT3 protein in the evolution of esophageal intraepithelial
neoplasia. Methods 150 cases of esophageal intraepithelial neoplasia(grade [ , [l and [l with 50 cases in each) and 100 cases of e-
sophageal neoplasm in area with high incidence of esophageal neoplasia were selected. The normal mucosal tissue in upper and lower
esophageal stump of 60 patients among them who had undergone esophageal carcinoma resection served as control. In situ hybri-
dization and immunohistochemistry were employed to detect STAT3 expression at mRNA and protein levels in tissue of normal
esophageal mucosa.esophageal intraepithelial neoplasia and esophageal neoplasm. Results The positive expression rates of STAT3
mRNA in tissue of normal esophageal mucosa,esophageal intraepithelial neoplasia and esophageal neoplasm were 3. 33% ,53. 33%
and 89. 00% ,respectively,and those of STAT3 protein in tissue above were 6. 67 % ,60. 67 % and 94. 00 % ,respectively. In different
degrees of esophageal intraepithelial neoplasia cases, expressions of STAT3 mRNA and STAT3 protein in pathological tissue en-
hanced with severity of esophageal intraepithelial neoplasia increasing. There was consistency in STAT3 expression at mRNA and
protein levels(r=10. 768, P<C0. 05). Conclusion Highly expressed STAT3 in tissue of esophageal intraepithelial neoplasia and
esophageal neoplasm probably plays important roles in evolution of esophageal intraepithelial neoplasia.

Key words: esophageal neoplasms; in situ hybridization; immunohistochemistry; esophageal intraepithelial neoplasia; signal
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