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[Abstract] Objective To investigate the significance of interphase fluorescence in situ hybridization (FISH)
technology for detecting common molecular cytogenetic abnormalities in the patients with chronic lymphocytic leuke-
mia(CLL). Methods The bone marrow cells from 59 patients with newly diagnosed CLL were performed the inter-
phase FISH detection by 5 probes, including CSF12 (12p11. 1 —12ql1. 1), D13S25(13ql4. 3),RB1(13ql4), ATM
(11g22. 3) and p53(17p13. 1). Then the correlation between the molecular cytogenetic abnormalities and the clinical
Binet staging, Rai staging and the related laboratory examinations including peripheral blood lymphocyte absolute
count, Hb,PLT,LDH,B,-MG,ZAP70 and CD38 levels were analyzed. Results Among 59 cases of newly diagnosed
CLL,49 cases(83.1%) had one and more than one kind of molecular cytogenetic aberrations,in which del(13q) was
34 cases(69.4%) ,each of +12 and del(p53) was 11 cases(22.4%) and del(ATM) was 5 cases(10. 2% ). The mo-
lecular cytogenetic abnormalities had no obvious correlation with the Binet staging,Rai staging., peripheral lymphocyte
absolute count, Hb, PLT, serum levels of LDH, 3,-MG, ZAP70 and CD38(P>>0. 05). The abnormality rate of del
(13q) in the over 60 years old group was significantly higher than that in the less than 60 years old group(P=0. 03),
and the abnormality rate of p53 deletion in female was higher than that in male, the differences were statistically sig-
nificant(P<C0. 05). Conclusion The FISH technology is a rapid,accurate and sensitive method in detecting molecular
cytogenetic abnormalities in CLL patients,and there is no significant correlation between molecular cytogenetic ab-
normalities and clinical manifestations in first visiting hospital.
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