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Significance of combined detection of FHIT,Ki-67 and PCNA among different adrenocortical diseases in hypercortisolism "
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[Abstract] Objective To study the expression of fragile histindine triad(FHIT),Ki-67 and proliferation cell nuclear antigen
(PCNA) among different adrenocortical diseases in hypercortisolism and their role in the differential diagnosis. Methods The ex-
pressions of FHIT,Ki-67 and PCNA were detected by immunohistochemical staining in 49 cases of adrenocortical diseases.,including
14 cases of adrenocortical adenocarcinoma, 26 cases of adrenocortical adenoma and 9 cases of adrenocortical hyperplasia. Results
The expression rate of FHIT in adrenocortical hyperplasia was highest, followed by adrenocortical adenoma and which in adrenocor-
tical adenocarcinoma was lowest(100. 00% ,96.15% and 42. 86% ). The expression rate of Ki-67 in adrenocortical adenocarcinoma
and adrenocortical adenoma was 85.71% and 7. 69% respectively, while there was no expression at all in adrenocortical hyperplasia
(0). The expression rate of PCNA in adrenocortical adenocarcinoma, adrenocortical adenoma and adrenocortical hyperplasia was
100.00% ,96.15% and 77. 78% , respectively. The expression of FHIT,Ki-67 and PCNA in adrenocortical diseases of hypercorti-
solism was pairwise correlated,in which the FHIT expression was negatively correlated with the Ki-67 expression (r= —0. 718,
P=0.00) and the FHIT expression was negatively correlated with the PCNA expression (z=—0.449,P=0. 001) , while the Ki-67
expression was positively correlated with the PCNA expression(»=0. 387, P=0. 006). The combined detect of FHIT, Ki-67 and
PCNA expressions indicated that adrenocortical adenocarcinoma showed negative or weak positive FHIT, strongly positive Ki-67
and PCNA ;adrenocortical adenoma was manifested by positive FHIT,Ki-67 and PCNA ;adrenocortical hyperplasia was manifested
by strong positive FHIT , negative Ki-67 and PCNA. Conclusion The combined detection of FHIT,Ki-67 and PCNA has an impor-
tant value for the differential diagnosis of adrenocortical adenocarcinoma,adrenocortical adenoma and adrenocortical hyperplasia.
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