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Expression and significance of SRSF2 HMGA?2 and Caspase-3 in high grade serous ovarian carcinoma and

precursor lesions

WANG Hong-yan, SONG Wen—jing

(Department of Pathology, School of Basic Medical Sciences, Tianjin Medical University, Tianjin 300070, China)

Abstract Objective: To examine the expression of SRSF2, HMGA2 and Caspase—-3 in high grade serous ovarian carcinoma and precur—
sor lesions,and to discuss their relevant meanings. Methods: The expressions of SRSF2, HMGA2 and Caspase-3 in the tissue inclding
high grade serous ovarian carcinoma(HGSOC,48 cases ), fallopian tube high grade serous fallopian tube carcinoma(37 cases ), serous
tubal intraepithelial carcinoma—STIC( 18 cases ), P53 signature( 13 cases)and secretory cell outgrowths(SCOUT, 20 cases )were detected
using immunohistochemical method. Relations between the three markers as well as relations beween markers and clinical pathological pa—
rameters were analyzed. Results: (1)The expressions of SRSF2 and Caspase-3 in the SCOUT, P53 signature, STIC, ovarian/ fallopian tube
high grade serous carcinoma showed a decreasing trend, while the expressions of HMGA2 showed an increasing trend. The differences were
statistically significant (P<0.05). There were no significant differences in expressions of the three markers between STIC, fallopian tube high
grade serous carcinoma and HGSOC. (2)In HGSOC and its precursor lesion, positive correlation between the expression of SRSF2 and Cas—
pase—3,and negative correlations beween SRSF2 and HMGA?2, Caspase-3 and HMGA?2 were obtained (They values 0.618.,-0.329 and -
0.373 respectively,P<0.05); There was no correlation between the expressions of the three markers and FIGO stage, tumor size and age.
Conclusion: The abnormal expressions of SRSF2 and HMGA2 may be involed in regulating apoptosis pathway synergisticly in HGSOC.
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Fig1 The expression of SRSF2,HMGA2 and Caspase-3 in SCOUT and HGSOC
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