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Abstract: Objective To discuss the relationship between the expression of secretory Phospholipase A2- 1l A (sPLA2-TTA)
and the pathogenesis psoriasis vulgaris patients lesions. Methods Using Psoriasis Area Severity Index(PASI),50 psoriasis
vulgaris were divided into three groups: mild (n=16),moderate (n=18) and severe group (n=16),and compared to the
non-psoriasis control group (n=52). The serum level of sPLLA2-IIA in psoriasis vulgaris patients and the normal control
group were detected using ELISA methods. Using RT-PCR,mRNA expression levels of sPLA2-ITA and subtypes were de-
tected. Using western blot,the expression levels of Akt and p-Akt were detected. Results The serum level of sPLA2-ITA in
the psoriasis lesion’s group was significantly higher than that in the healthy control (t=13. 62, P<{0. 01). The mRNA ex-
pression of sSPLLA2-TIA in the lesion of psoriasis was significantly higher than that in health control (t=113. 41, P<C0.01).
In the other subtypes,the mRNA expression of sPLLA2 had no distinctive. Among the three groups (mild group,moderate
group and severe group) »the difference in serum level and mRNA expression of sPLA2-IIA were statistically significant (F
=28.12,69. 62, P<C0.01). There was statistical significance among three groups (t=3.14,5.14,6.38,all P<{0.01; (=
4.77,10.42.10. 58.all P<{0.01). The expression of Akt/p-Akt in the psoriasis lesion’ s group were higher than that in
health control (+=17.79,19. 04, P<0. 01). Conclusion The expression of sSPLLA2-ITA would be associated with order of se-

verity in lesions of psoriasis vulgaris. The pathway was relate to expression of Akt and p-Akt.
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