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Abstract Objective: To explore the impact of cyclosporin A on umbilical cord blood stem cell and T lympho-
cyte. Methods: Ten umbilical cord blood units were collected and each was divided into five groups including con-
trol group (without CsA), CsA 5 pmol/L group, CsA 10 pmol/L group, CsA 20 pmol/L group and CsA 40
pmol/L group with two milliliters for each group. White blood cel(WBC) was measured using automated hema-
tology analyzer. CD34" and CD3" cell ratios were analyzed using flow cytometry. CD34" and CD3" cell counts
were further calculated. Paired sample t test was used to compare difference of WBC, stem cell, T lymphocyte be-
tween each CsA group and control group respectively. Relationships between WBC and T lymphocyte in each
group were analyzed using linear correlation. Results: (D WBC count was lower in each CsA group compared to
control group(P<C0.05). @There was no difference of stem cell count between each CsA group and control group
(P>>0.05). @T lymphocyte count of CsA 10-40 pmol/L group was all lower than that of control group(P <C
0.01). There was no difference of T lymphocyte count between CsA 5 pmol/L group and control group (P =
0.133). @There was no relationship between WBC and T lymphocyte in each group(P>>0. 05). Conclusion: CsA
can not improve stem cell of umbilical cord blood and can reduce WBC and T lymphocyte.
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CsA #H(10~40 pmol/L) 5 X} B 21 He %, T ik &2 40
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