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family history( OR =0.90 P =1.01 x 107") . The frequencies distribution of genotypes and alleles for AIM2

rs2276405 were not significant in skin lesion group severity and family history group and control. Conclusion

AIM2( rs2276405) is significantly associated with susceptibility of psoriasis in Han Chinese population. In all sub-

types of psoriasis the dominant model provides the best fit for AIM2. The data support that AIM2 may be associat—

ed with mild-moderate and sporadic psoriasis and might contribute to the complexity of clinical feature of psoriasis.
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Expression and significance of vascular endothelial growth factor
matrix metalloproteinase 9 and matrix metalloproteinase

inhibitor 1 in the pterygium
Li Yinglong Ma Ying Wang Lisong et al
( Dept of Ophthamology The Thind Affiliated Hospital of Anhui Medical University
The First People’ s Hospital of Hefei Hefei 230061)

Abstract Objective To investigate the expression of vascular endothelial growth factor ( VEGF) matrix metallo—
proteinase 9 ( MMP-9) and matrix metalloproteinase inhibitor 1 ( TIMP-) in pterygium and find the roles of them
in this disease. Methods Thirty-eight recurrent pterygium forty-seven early onset pterygium and thirty-two normal
bulbar conjunctivas were obtained in present study. The expressions of MMP-9 TIMP- and VEGF were tested in
85 cases of pterygium and 32 cases of normal conjunctival by using immune histochemical method. The expressions
of the MMP-9 TIMPH and VEGF were compared in the three groups of patients and the relations among them were
analyzed. Results The MMP9 TIMP- and VEGF were expressed in the recurrent pterygium and early pterygium
specimens. The positive rates of MMP-9 TIMP- and VEGF significantly increased in the recurrent and early pte—
rygium pterygium samples compared with the normal conjunctiva samples. In pterygium there was a relation be—
tween expression MMP-9 and VEGF correlation exists but there was no correlation between TIMP- and VEGF by
using the ¥’ analysis. Conclusion MMP-9 plays an important role in the pathogenosis of occurrence and recur—
rence pterygium. It may destroy the extracellular matrix barriers and promote VEGFE production to control the occur—
rence and recurrence of pterygium. Breaking down the extracellular matrix barriers may be the basis in human pte—
rygium pathogenesis.
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