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Detection of IL-9 .PU, 1,IRF-4 and IL-4 mRNA in patients with cystic echinococcosis”
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Abstract: Objective To investigate the possible role of Th9 cell-related factors in immune response after
echinococcosis granulosus infection by detecting the expression levels of interleukin (I11.)-9, purine box 1(PU.
1) ,interferon regulatory factor-4 (IRF-4) and I1.-4 mRNA in peripheral blood of patients with cystic echino-
coccosis. Methods 33 patients diagnosed as cystic echinococcosis who did not receive treatment were collected
as CE group.33 CE patients who were successfully treated with surgical operation and albendazole drugs as
post-treatment group (PCE group) ,and 30 healthy control groups matched with patients in age and sex as HC
group. The expression levels of 1L.-9,PU. 1,IRF-4 and IL-4 mRNA in peripheral blood of each group were de-
tected by real-time fluorescence quantitative PCR technology and statistically analyzed. Results The expres-
sion levels of PU. 1 and IL.-9 in CE group were significantly higher than those in HC group (P<C0. 05). The
expression level of PU. 1 in CE group was significantly higher than that in PCE group (P<C0. 05). The expres-
sion level of I1.-9 in CE group was slightly higher than that in PCE group,the difference was not statistically
significant (P>>0.05). At the same time, there was no significant difference in the expression of PU. 1 and IL-
9 between PCE group and HC group (P>>0. 05). The expression of IRF-4 in CE group and PCE group was
slightly higher than that of HC group,and IRF-4 There was no significant difference in the expression levels of
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CE group, HC group and PCE group (P>0. 05). The expression level of 11.-4 in CE group was significantly

higher than that in HC group and PCE group. The difference was statistically significant (P<C0. 05). There

was a significant positive correlation between IL.-9 and PU. 1,1L.-4 (P<C0. 05),and no correlation with IRF-4

(P>0.05). Conclusion

Th9 cell-associated factors 1L-9,PU. 1 and IL-4 may be involved in the immune re-

sponse and regulation of Echinococcus granulosus infection.
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