90 HARKEESARE $£33% H4 2018457 H ] Mod Lab Med, Vol. 33.No. 4.]July. 2018

2 PEHE & 1 s e R R AR 5 P A OGP B

R A2 IR R I 2 R s T8 M i = B i 22 9

ME#E & & 9% (acute myeloid leukemia, AML) # % %95 R B4 4E, F7ik K&
KA ve & X am B KL vl CDA5/SSC 3% 117 . 44 i)

R E AR T R AR, U 363000)

# E.HBE KA CD56.CD7 Fik 69 2
2007 41 A ~2016 % 12 A &M F EfR#4 69 525 6 AML & % B #f
525 %) AML &% & e yign fe ey .95 A, CD567 AML 4= CD7° AML 4 4 % %:41,CD56  AML #= CD7 AML 4 % 2f
W, WA AR RN o e, R CD567 AML 41 CD11b,CD19 4= CD4 A& ik % & F CD56  AML 41, 5 51 %
31.72% vs 16.05%,22. 76 % vs 4. 74 % F= 35.86% vs 4. 74 %, £ 53 B A %3t 5 & L (f = 14. 93, 36. 84, 85. 32, P-

0.01), CD7" AML 41 CD34, HLA-DR #= CD117 & ik & & T CD7~ AML 48, % % 4 83.20% vs 57.86%,74.81% vs
51.27% A= 96.18% vs 89.34% , 25+ ¥ A A it 5 & L (y =26.37,21.29.4. 84, P<C0. 01 or P<C0.05);CD7" AML 41
CD38,CD64, CD15 #= CD19 % ik F4& F CD7 AML 240, % 3| A 68.70% vs 82.99%,19.85% vs 41.11%.,9.92% vs

25.13% A% 2.30% vs 12.18% , £+ ¥ A A it F & L (5 =11.43,18.43,12.65,9. 87, P<C0.01), &i® & hmh &
KA AR TG o kW7 PTG A s ARG T E B8 &L

KA VMR R e s SR Y CD56; CD7 5 il 5
FESES R552;R392. 11 XEAAREB:A XEHS:1671-7414(2018)04-090-05
doi:10. 3969/j. issn. 1671-7414. 2018. 04. 024

Correlative Analysis of Immunophenotypic Characteristics
and Prognosis in Acute Myeloid Leukemia

ZHENG Yuan-hai, LIN Yuan-feng,XU Rui-yuan,ZHANG Zhi-jian, WEN Xiao-fang
(Zhangzhou Hospital Af filiated to Fujian Medical University, Fujian Zhangzhou 363000, China)
Abstract : Objective

Methods
flow cytometry and CD45/SSC gating were used to detect the immunophenotypic of leukemia cells in 525 patients with

To investigate the immunophenotypic characteristics of patients with CD56 or CD7 expression in AML.
525 AML patients came to Zhangzhou Hospital from January 2007 to December 2016 were chosen. Four-color

AML. The experimental group and the control group were CD56 and CD7 positive or negative expression in AML respective-
ly. The comparison of the count data between the two groups was performed in y” test. Results The expression of CD11b,
CD19 and CD4 in CD56 positive AML group was higher than that in CD56 negative AML group, which were 31. 72% vs
16.05%,22. 76% vs 4. 74% and 35. 86 % vs 4. 74 % ,respectively (y* =14.93,36. 84,85. 32,all P<{0.01). The expression
of CD34,HLA-DR and CD117 in the CD7 positive AML group was higher than that in the CD7 negative AML group, which
were 83.20% vs 57.86,74.81% vs 51.27% and 96. 18 % vs 89. 34 % , respectively (3 =26.37,21. 29,4. 84,all P<C0.01 or
P<<0. 05). CD38.CD64,CD15 and CD19 expression levels in CD7 positive AML group were lower than those in CD7 nega-
tive AML group,which were 68. 70% vs 82.99% ,19. 85% vs 41.11%,9. 92% vs 25.13% and 2. 30% vs 12. 18% , respec-
tively (¥ =11.43,18.43,12. 65,9. 87,all P<C0.01). Conclusion The immunophenotypic characteristics have guiding sig-
nificance in differential diagnosis of leukemia types ,prognosis disease and clinical treatment.

Keywords: acute myeloid leukemia;immunophenotype; CD56 ; CD7 ; prognosis
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CD64 21(16.03) 86(21. 83) 1.69 >0. 05
CD11b 13(9.92) 99(25.13) 12. 65 <0.01
CD15 3(2.30) 48(12.18) 9. 87 <0.01
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