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[ Abstract] Objective  To explore the regulatory effects of human umbilical cord—mesenchymal stem cells
(hUC-MSCs ) on cytokines (IL-2, TFN-vy, IL-17, and IL-6) related to T cell in aplastic anemia patients
and normals in vitro. Methods MSCs were isolated from human umbilical cord and cultured by tissue culture
method, and the phenotype of MSCs was indentificated by flow cytometry. Mononuclearcells were isolated from
peripheral blood of patients with aplastic anemia and normals, and then were cocultured with hUC-MSCs. The
levels of IL-2, IFN-+vy, IL-17, and IL-6 in supernatants of coculture were detected by enzyme-linked
immunosorbent assay. Results CD29, CD44, CD105, and HLA-I were highly expressed in hUC-MSCs.

After coculture of hUC-MSCs and mononuclearcells of aplastic anemia patients, the levels of IL-2 in culture

[(BRETIH] mfA ARPERERINH (2008ZC134M) 5 mMAHH TR S REITHE (08C0116)
(WEEEN] B (1977 ~), Z, WIPgGTE A, B, PP, FZMS M ARHEERL A R LAE.
[EEE] KFMH. E-mail: zcq75@yahoo.com.cn



mailto:zcq75@yahoo.com.cn

22 ENIN N LERVE

supernatants had no significant changes (P>0.05), the levels of IFN— -y decreased a little, but the difference had
no statistical significance (P >0.05) , the levels of IL-17 and IL—6 increased significantly (P <0.01). After

coculture of hUC-MSCs and mononuclearcells of normal controls, the levels of IL-2 in culture supernatants

decreased (P <0.05) , the levels of IFN-+y decreased significantly (P <0.05) , the levels of IL-17 had no
significant changes ( P >0.05) , the levels of IL-6 increased significantly ( P <0.01). Conclusions

hUC-MSCs can inhibit the secretion of IL-2 and IFN- vy by mononuclearcells of normal controls. The levels of

IL-6 in culture supernatants increase significantly after coculture of hUC-MSCs and mononuclearcells.
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Fig.1 Human umbilical cord-mensenchymal stem cells (hUCMSCs)
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&z 1 hUCMSCs X} AA £#& PBMC 4#iih IL-2, IFN-v . IL-17, IL-6 B9800 (X +s)
Tab. 1 Effect of hUCMSCs on IL-2, IFN-+vy, IL-17 and IL-6 secretion of PBMC of patients with aplastic ane-

mia (Xx5)
| n IL-2 (pg/mL) IFN-~v (pg/mL) 11-17 (pg/mL) IL-6 (pg/mL)
PBMC 41 15 32.303 £ 8.461 75.808 £ 26.925 6.610 + 1.261 3.372 £ 1.741
PBMC+HUC-MSCs 4 15 36.076 + 25.339 63.254 £ 31.507 12.714 £ 3.500™ 1141.062 + 347.634™

5 PBMC g%, "P<0.01.

% 2 hUCMSCs X IEE3tH PBMC 43k IL-2, IFN-vy . IL-17, IL-6 %0 (Xxs)
Tab. 2 Effect of h(UCMSCs on IL-2, IFN-+vy, IL-17 and IL-6 secretion of PBMC of normal subjects (X +5)

o5 n IL-2 (pg/mL) IFN-vy (pg/mL)  IL-17 (pg/mL) 1L-6 (pg/mL)
PBMC 21 15 23.812 + 10.643 66.789 +31.388  11.202 + 11.547 11.576 + 8.332
PBMC+HUC-MSCs 41 15 10.256 + 4.339" 16.091 £3.005°  8.574+1.970 11 351.885 + 0.000™

5 PBMC 4H [b4¢, "P<0.05, "P<0.0l.
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