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Expression of matrix metalloproteinases-9 , tissue inhibitor of metalloproteinase-1 and vascular endo-
thelial growth factor in retinoblastoma tissues

LIU Yue-jun
( Department of Ophthalmology ,Xiangyang Hospital Affiliated to Hubei University of Medicine , Xiangyang 441000, Hubei Prov-
ince ,China)

Abstract: Objectives To study the expression of matrix metalloproteinases-9 ( MMP-9) ,tissue inhibitor of metallopro-
teinase-1 ( TIMP-1) and vascular endothelial growth factor( VEGF) in retinoblastoma ( RB) tissues, and to explore the relation-
ship between the expression and neovascularization , optic nerve invasion and the differentiation of RB. Methods The samples
of 30 RB tissues and 30 adjacent normal tissues were collected in Xiangyang Hospital Affiliated to Hubei University of Medi-
cine from January 2010 to March 2014. The expression of VEGF, TIMP-1 and MMP-9 were determined by immunohistochemis-
try method. Results The positive expression rates of MMP-9 , VEGF in RB tissues were significantly higher than those in adja-
cent normal tissues( P <0.01). There was no significant difference in the positive expression rate of TIMP-1 between RB tis-
sues and adjacent normal tissues( P >0.05). The positive expression rates of MMP-9 and VEGF in undifferentiated RB tissues
were significantly higher than those in differentiated RB tissues (P <0.05,P <0.01). There was no significant difference in
the positive expression rate of TIMP-1 between undifferentiated RB tissues and differentiated RB tissues( P >0.05). The posi-
tive expression rates of MMP-9 | VEGF in RB tissues with optic nerve invasion were significantly higher than those in RB tis-
sues without optic nerve invasion( P <0.01). There was no significant difference in the positive expression rate of TIMP-1 be-
tween RB tissues with optic nerve invasion and RB tissues without optic nerve invasion( P >0.05). Conclusion VEGF and
MMP-9 may be related to the occurrence and development of RB,the neovascularization , optic nerve invasion and the differenti-
ation of RB.
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Tab.1 Expression of MMP-9, VEGF and TIMP-1 in RB

tissues and adjacent normal tissues
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Tab. 2
VEGF , TIMP-1 and the differentiation of RB

Relationship between the expression of MMP-9,

MMP-9 VEGF TIMP-1
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Tab.3 Relationship between the expression of MMP-9,
VEGF , TIMP-1 and optic nerve invasion of RB

o MMP-9 VEGF TIMP-1
Wiz o — ,

B/ B/ BAEE/ ) PP/ 1) BRAE/ 1 PR/ ]
TMMAERE 17 11 6 9 8 14 3
HMMARE 13 1 12 0 13 11 2
¥ 9.977 11.491 0.719
P <0.01 <0.01 >0.05
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