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[Abstract] Objective To investigate the changes and signifcance of peripheral blood Th17,CD4* CD257 iTreg
cells and the related cytokines (I1.-17,11.-21,1L-10 ) and TGF-Bin the patients with severe preeclampsia(sPE). Meth-
ods 30 sPE patients (sPE group) and 30 cases of normal pregnancy(control group) were selected as the research
subjects. The levels of Th17 and CD4" CD25" Treg cells in peripheral blood were detected by flow cytometry. QRT-
PCR was used to detect the mRNA expression level of RORYyt and Foxp3. Plasma cytokines levels of 11.-17,11.-21, 1L.-
10 and TGF-8 were measured by ELISA. Results  The peripheral blood Th17 cells level in the sPE group was signif-
cantly higher than that in the control group,the difference was statistically significant[ (1. 16=+0.78) % ws. (0. 68+
0.35)% ,t=3.447,P=0. 002]. The level of peripheral blood CD4" CD25" Treg cells in the sPE group was lower
than that in the control group,the difference was statistically significant[ (1. 654 0. 49)% wvs. (2.4240.91)%,
t=—4.25,P=0.000]. The expressions level of RORyt mRNA in the sPE group was higher than that in the control
group,the difference was statistically significant[ (0. 190+0. 063) ws. (0.136+0.037),t=3.776,P=0. 001, but
the expression level of Foxp3 mRNA was decreased compared with the control group,the difference was statistically
significant[ (0. 06940, 025) ws. (0.127+0.027),t=—38.218,P=0.000]. Plasma levels of 11.-17,11.-21 and IL-10 in
the sPE group were (82.03+37.61),(63.29427.42),(56.89417. 28)ng/L respectively, which were higher than
(30.81421.87),(33.87+13.73),(33.24=+11.93) ng/L in the control group respectively, the differences were sta-
tistically significant(P<C0. 01). However,the TGF-§ level in the sPE group was markedly decreased compared with
the control group, the difference was statistically significant[ (24. 34 £ 6. 51) ng/L wvs. (46. 97 £ 15. 81) ng/L,
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t=—7.781,P=0.000]. Plasma IL-17 and IL-21 levels in the sPE patients were positively correlated with the Th17
cells level (#r=0. 695,0. 586, P<C0. 01). Conclusion Thl7 cells increase,CD4 " CD25" Treg cells decrease and related

cytokines disorder in the sPE patients could play an important role in the pathogenesis of sPE.
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Tt 220 A4S A

1.3.4 RORvyt fil Foxp3 mRNA [ #M  FJ Trizol 5t 3] — 2
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Foxp3 F.CCT GGG CTC CTC GCC TCA CC 184
R: TCT CTC TGC CCT CAG CCT TGC C
RORvyt F.CCT GGG CTC CTC GCC TCA CC 169
R:TCT CTC TGC CCT CAG CCT TGC C
B-actin F.GGG ACT ATC CAC CTG CAA GA 262

R:CCT CCT TGG CGT AGT AGT CG

E:F N EESIY.R N TSI,
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