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Effect of X-linked inhibitor of apoptosis protein expression level on prognosis
after resection operation in patients with intracranial tumor”
YANG Biao, LI Baicheng s ZHANG Zhengbao ,ZHANG Biao ,QIN Chuan®
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Abstract: Objective To investigate the effect of X-linked inhibitor of apoptosis protein(XIAP) expression on the prognosis af-
ter resection operation in the patients with intracranial tumor. Methods Sixty-nine cases of intracranial tumor treated with tumor
resection in our hospital were selected as the research subjects;the patients were followed up for 2 years and divided into the surviv-
al time less than 2 years group(short survival time group) and survival time more than 2 years group(long survival time group) ac-
cording to the survival time;the expression of XIAP in serum,tumor and adjacent tissues were measured by using enzyme-linked
immunosorbent assay and Western blot and compared between the two groups. Results The serum XIAP level in the short survival
time group was (82.56+16. 76)ng/L,which was significantly higher than (46. 21+8. 59)ng/L in the long survival time group,the
difference was statistically significant(P<C0. 05) ;the XIAP protein expression level of tumor tissue in the long survival time group
was significantly lower than that in the short survival time group.the difference was statistically significant( P<Z0. 05) ; moreover,
the XIAP protein expressions level in the two groups was significantly higher than that in the adjacent tissues, the difference was
statistically significant(P<C0. 05) ; there was no statistically significant difference in the XIAP protein expression of the adjacent tis-
sues between the two groups(P>>0. 05) ;no statistically significant difference was observed in the XIAP level among different gen-
ders.ages and tumor types.,the difference was statistically significant(P>>0. 05) ; however. the XIAP level in the patients with the
tumor diameter more than 5 c¢cm was higher than that in the patients with tumor diameter less than 5 c¢cm (P <C 0. 05).
Conclusion The lower the level of XIAP expression,the better the prognosis in the patients treated with intracranial tumor resec-
tion,and the longer the survival time of patients.
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