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Karyotype and immunophenotype analysis in 49 cases of acute lymphocytic leukemia CHEN Zheng-li, NING
Zijue, LIU Bo, et l. Experimental Department of Clinical Medicine, the First Affiliated Hospital of Guangxi Medical
University , Nanning 530021, China

[ Abstract] Objective To investigate the relationship between the efficacy and the karyotype and immuno-
phenotype in acute lymphocytic leukemia{ ALL). Methods A total of 49 bone marrow samples were taken for the
karyotype and immunophenotype analysis. Results The detected rate of abnormal karycotype with 1(9;22) in ALL
children was significantly lower than that in ALL adult (P <0.05) , but no difference in efficacy (P> 0.05) ;There
was differences in efficacy between the abnormal karyotype with 1(9;22) and normal karyotype (P <0.05) ; There
was no difference in efficacy between acute lymphocytic leukemia with and without myeloid antigen expression (P>
0.05). Conclusion There was a higher rate of abnormal chromosome karycotype in patients with ALL, the more
common chromosomal abnormal karycotype was t(9;22). There was a relationship between chromosomal abnormal
karycotype and the efficacy. The efficacy was poorer in chromosomal abnormal karycotype accompanied by 1(9;22) in
ALL, while there was no difference in efficacy between other abnormal karyotypes in ALL.
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Clinical analysis on intraocular iron foreign bodies and ocular siderosis HAO Xiao-yan, WAN Xuan. Depart-
ment of Ophthalmelogy, Affiliated Hospital of Guiyang Medical College, Guizhou 550004, China

[Abstract] Objective To investigate the diagnosis and treatment of ocular siderosis due to intraocular iron
forekgn bodies. Methods The clinical data of 10 patients with ocular siderosis due to intraocular iron foreign bodies
were retrospectively analyzed,X-ray examnation,CT and A/B-utrasonic scan were used before operation. The foreign
bodies located at vitreous in 3 patients and at wall of eyeball in 7 patients. The vitrectomy were adopted and the iron-
foreign bodies were extracted. Results The iron-foreign bodies were extracted successly in all 10 patients. The visual
function improved in 7 patients, no changed in 2 patients and descended in 1 patient after operation. Conclusion
The ocular siderosis due to intraocular iron foreign bodies is a severe disease that influence visual function,the most
method is the examination should be performed comprehensively and carefully, and the foreign bodies should be ex-
tracted at once while foreign bodies were identified to rescue the visual function,

[Key words] Intraocular iron foreign bodies; Ocular siderosis
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