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Clinical significance of detecting lymphocytes immunological phenotype

in Uyghur patients with myelodysplastic syndromes
HUANG Jing” , XU Li, A yimunisa Abudureheman, Hairesa Abulimiti, Weinila Tuerhong,
LIU Zhi, Nueramina Yimingniyazi, Nuerbiya Abudourexiti, Aikebaier Abudoureyimu
" Department of hematology, Guangdong NO.?2 Provincial People's Hospital, Guangzhou,
Guangdong 510317, China

Abstract: Objective To analyze the feature of lymphocytes immunological phenotype of myelodysplastic syndrome
(MDS) in Uighur ethnic group and its clinical significance for diagnosis, classification and prognosis. Methods Flow cy-
tometry (FCM) based on multiple parameters,41 cases of MDS patients and 30 cases of MDS (non-MDS) lymphocytes in
patients with immune sign expression rate for testing. Results (1) The proportion of lymphocyte population in MDS group
was significantly higher than that in non-MDS group[ (23.47 £10.12)% wvs (15.15 £10.08)% ,P <0.01 ], while there
no significant difference among subsets [ refractory thrombocytopenia with multiple lineage dysplasia (RCMD) , refractory a-
nemia with excess blasts(RAEB)- 1 ,RAEB-1I ] (P >0.05). (2) Expressions of different differentiation antigens of lym-
phocyte population ; compared with non-MDS group, expression levels of CD25" CD8 *,CD7 and CD8 in MDS group in-
creased significantly(all P <0.01) ;expression levels of CD5 and CD19 in MDS group decreased significantly (P <0. 05,
P <0.01) ;there were no significant differences in expression levels of CD25* CD4 " ,CD4,CD25 and CD356 between two
groups(all P >0.05). The expression level of CD5 in RCMD and RAEB- ]I was significantly higher than those in RAEB-
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[ (P<0.01). The expression level of CD25 in RCMD was significantly higher than those in RAEB- | and RAEB-[I (P <

0.05) ,and there were no significant differences among other subsets of MDS antigens(all P >0.05). Conclusion Multi-

parameter FCM can detect the feature of abnormal immunological phenotype in Uyghur MDS patients and provide more val-

uable objective information for clinical diagnosis, classification and prognosis of MDS patients.
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