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Expression of CDss in Malignant Hematopoietic Diseases and Its Correlation with Clinical Features and Treat-
ment Effect TONG Xiu-—zhen. LIJuan, LUO Shaokai, HONG Wen-des KONG Qin-yu, PENG Ai-hua. ( Department of
Hematology. First Affiliated Hospital of Sun Yat-sen University of Medical Sciences, Guangz hou 510080, China)

Abstract [Objective] To investigate the expression of intercellular adhesion molecule 1 in malignant hematopoietic diseases and
its correlation with certain clinical features. [ Methods] Monocytic cells of bone marrow samples from 19 acute myeloid leukemia
(AML), 34 acute lymphocytic leukemia(ALL), 10 chwnic myelocytic leukemia(CML), 15 multiple myeloma (MM ), 21 non
Hodgkins lymphoma(NH L) and 16 healthy subjects were measured by immunological fluorescence analysis for CDs4 expression. [ Re-
sults] @ Except MM, CM I, AM L. NHL. ALL blasts expressed relatively lower levels of CDs, than normal hematopoietic cells. @
CDs4 expression was higher in acute promyelocy tic leukemia(M3) than in other AM L cells CDss expression was low er in T-ALL than
in B-ALL. @ A Significant positive correlation w as demonstrated between low CDsy ex pression and high peripheral leucocy te counts
central nervous system involvement and splenomegaly at the time of diagnosisC P<Z 0. 01). @ Expression of CDsy in complete remis-
sion group of ALL was much higher than that in non-remission group, P<Z 0. 0l. The level of CDs4 returned to normal at remission.
[ Conclusion] There are abnormalities in the ex pression of cell adhesion molecules CDs4 in malignant hemato poietic diseases, which has
an impact on the clinical characteristics of haematological malignancies and treatment effect.
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Table 2 The relation between the ex pression of CDs4
on leukemic cells and the cell type %
Group n CDsy " cell
B-ALL 18 12 7+6.1 7
T-ALL 6 4 8+1.8
Mix-ALL 10 13 6+6.7
M3 9 41 2413 12
Other AML 11 18 3+8. 1

1) B-ALL group compared with T-ALL group P<<0. 01, 2) M,

group compared with-Other AM L groups P<0. 05
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Table3 The relation between ALL dinical features and
the expression of CDs, (%)
Group n CDss' cell P

White blood cell

<20X 10% L 16 15 3+6.2 <0 05
=20 10”7 L 18 7.2+4.8

Central nervous

system leukemia
Absent 24 16 2+8.2 <0 05
Present 10 6 9131

Splenomegaly
Absent 19 14 5+7.1 <0 05
Present 15 4 5+2.6
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