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[ Abstract] Objective
noma (GCA) and analyze its relationship with clinicopathology and prognosis. Methods

To detect the expression of prosynthase kinase-38 (GSK3p) in cardiac adenocarci-
Immunohistochemi-
cal SP method was used to detect the expression of GSK3B in 57 cases of GCA and adjacent tissues. COX mul-
tiple regression analysis was used to analyze the relationship between GSK38 and clinical pathological charac-
teristics and prognosis of GCA. Results The positive expression rates of GSK33 in GCA and adjacent tissues
were 63. 1% and 31. 6% ,respectively,the difference was statistically significant (P =0.000). The positive ex-
pression of GSK3B was related to the degree of differentiation and lymph node metastasis,and the difference
was statistically significant (P =0.018,0. 036). The 76-month survival rates of the GSK3f positive group and
the negative group were 41. 7% and 59. 1% ,respectively,and the difference was statistically significant (P <C
0. 05). Conclusion The high expression of GSK3 in GCA is related to the prognosis of GCA. It may be one of
the biomarkers of GCA.
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