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chain (a-MHC) cardiac troponin T (¢TnT) and connexin43 (Cx43) were analyzed through quantitative RT-
PCR. Besides the cardiac-specific proteins including a-MHC ¢TNT and CX43 were detected by immunofluores—
cence and Western blot. Results The mESCs in every group did differentiate into cardiomyocytes. The expression
of Brachyury was substantially augmented by treatment with CHIR99021 and Wni3a showing a peak of expression
at day 7. Similarly CHIR99021 and Wnt3a dramatically increased the expression levels of Nkx2.5 o-MHC c¢T-
nT and Cx43 with the time of differentiation with the expression of target genes in CHIR99021 group and Wnt3a
group was greater than that in the control group and CHIR99021 group was higher than Wnt3a group at day 15 (P
<0.05 P <0.01). Western blot analysis suggested that the expressions of a-MHC ¢TNT and CX43 in
CHIR99021 group and Wnt3a group were greater than those in the control group and CHIR99021 group was higher
than Wnt3a group at day 15. Conclusion Both CHIR99021 and Wnt3a could improve cardiogenesis from mESCs
through activate Wnt/pB-catenin signaling pathway at the early stage of differentiation while the former is better than
the latter.
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On regulatory mechanisms of inflammatory cytokines and

dendritic cell of HFMD infected with intestinal virus EV71
Gao Yong' > Xu Yuanhong' Chen Xiaofeng® et al
(' Dept of Clinical Laboratory The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Clinical Laboratory Fuyang Second Peoples Hospital Fuyang Infectious Disease Clinical College
Anhui Medical University Fuyang 236015 *Dept of Infectious Diseases Fuyang 236015)

Abstract Objective To study maturation apoptosis signal pathway and inflammatory cytokines of dendritic cell
when infected with intestinal virus EV71. Methods Patients were divided into three groups according to the degree
of infection: the control group (n =20) the mild group(n =20) and the severe group (n =20). The percentage
of CD11e¢ CD86 CD80 and CD83 expression in peripheral blood DC were detected by flow cytometry; the phos—
phorylation of MAPK signal transduction pathway in DC was detected by Western blot; the serum levels of cytokines
were measured by ELISA. Results With the increase of the EV71 infection severity percentage of the marker
molecule that marks the surface of cells maturing in peripheral blood DC increased especially CD83 and CD80.

The activation of MAPK signal transduction pathway gradually increased; the expression of cytokine level were sig—
nificantly increased. Conclusion EV71 infection can promote dendritic cell maturation and cytokine secretion
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