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Expression and Significance of p65 and Vascular Endothelial Growth Factor in Squamous
Cell Carcinomas of Gingiva
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Abgract :Objective  To investigate the expresson of p65 and vascular endothelial growth factor (V EGF)
in squamous cell carcinomas of gingiva( GSCC) . Methods SP immunohistochemistry was used to deter-
mine the expresson of p65 and VEGF in 46 GSCC tissues. Results The postive rate of p65in GSCC was
63.04 % ,while the podtive rate of VEGF was 56.52 %. p65 was not correlated with pathological stage
and lymphatic metastasis,but V EGF was correlated with that p65 was closely correlated with chinical
stage( P<0.05) . There was a positive correlation between the expression of p65 and VEGF in GSCC tis-
sues (P<0.05).Conclusion p65 isassociated with V EGFin GSCC ,and can serve as a biomarker for the
potentialities of invason and metastass of GSCC.

Key wor ds :Squamous cell carcinomas of gingiva( GSCC) ; Immumohistochemistry ;p65; Vascular endothe
lial growth factor (V EGF)
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Expression and Signif icance of APC[3-catenin and c-myc Proteins in Colorectal Carcinoma
DAI| Wen-bin,REN Zharn-ping ,CHEN We-lin ,DU Juan ,SHI Zhe, TAN G De yan
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Abstract :Objective  To investigate the role of APC-catenin and c-myc in the carcinogeness and pro-
gresson of colorectal carcinoma. Methods Expresson of APC-catenin and ¢-myc proteins was exan-
ined immunohistochemically in 30 cases of normal colorectal mucosa,30 cases of colorectal adenoma,10
cases of colorectal adenoma carcinogeness and 50 cases of colorectal carcinoma. Results  The postive ex-
presson rates of APC were 44.0 % and 40. 0 % respectively in colorectal carcinoma and colorectal adeno-
ma carcinogenes s ,and both of the rates were significantly lower than that of colorectal adenoma(86. 7 %)
and normal colorectal mucosa(100 %) ( P < 0.01) . The cytoplasmic and/ or nuclear 3-catenin expression
rates were 62.0 % ,50.0 % and 30.0 % respectively in colorectal carcinoma,colorectal adenoma carcino-
genes s and colorectal adenoma ,and al of the rates were sgnificantly higher than that of normal colorectal
mucosa(0) (P<0.01). The cytoplasmic and/ or nuclearB-catenin expresson rate in colorectal carcinoma
was significantly higher than that of colorectal adenoma( P < 0.01). The positive expresson rates of ¢
myc were 56.0 % ,60.0 % and 46.7 % respectively in colorectal carcinoma ,colorectal adenoma carcino-
genes s and colorectal adenoma ,and all of the rates were sgnificantly higher than that of normal colorec-
tal mucosa(0) (P<0.01) . The reduced membranous3-catenin expression rate in colorectal carcinoma was
significantly higher than that of colorectal adenoma and normal colorectal mucosa( P< 0.01) . The reduced
membranousf-catenin expression was closely related with the tissue differentiation degree,the depth of
invason lymph node metastass and Dukes stage in colorectal carcinoma. The expresson of APC was
closely related with the tissue

-2006-09-11 :2006-11- 24 differentiation degree in colorecta

: (2003  0217) carcinoma. The cytoplasmic and/or

+545001 nuclear B-catenin expresson was thus
(1973), ) ,

in positive correlation with the expres

V EGF IA) transcription factor is congtitutively activated in human
colorectal carcinoma tissue[J]. World J Gastroenterol ,2004 ,10

(22) :3255-3260.
! ! [2] Carsten G,Katja S,Andreas RG,et a.L uteinizing ormone-re-
) leas ng hormone induces nuclear factorK B-activation and inhib-
its apoptossin ovarian cancer cells[J].JCE M ,2000,85 (10) :

3815-3820.

[3] Aggarwal S,Takada Y ,9ngh S,et a. Inhibition of growth and

3.3 P65 VEGF 22 ! survival of human head and neck squamous cell carcinoma cell s
( P<0. 05) p65 by curcumin via modulation of nuclear factor-kappaB sgnaling
V EGE , [J]. Int J Cancer ,2004 ,111(5) :679-692.
V EGE [4] .VEGF [3].

,2001 ,28(4) :212-213.

S [5] ’ .
1 VEGF [31. ( ) ,2005,31(1) :133-

135.
[6] , , , .VEGF
[J1. ,2004 ,23(10) :1171-1175.

[1] YuLL,Yu HG,YuJP,et a.Nuclear factor-kappa B p65(Re- [ : ; : ]



