SRS 56 B2 i 2 5 2016 41 03 H %5 8 %45 1 1 Chinese Journal of Clinical Pathologist, March 2016,Vol.8, No.1 .51 .

i

/

Z5 B%R

Rtk A K I 1B e B A AR AR O 5 Edt

W OERK
3t

L4 I H R TR SRR JE 4 (2015KY 12, 2014KZ127)

PR 54 :300052 LT, Rt B AR o7 i I e fit 58 v A0 B (GE )

300134 Foti, KHET L B e /M LSMRE (CEAR)
i HAEE . £k, E-mail ; vivianwang1983@163.com

[BE] HAibA: K HF-B (transforming growth factor-B, TCF-B)#8 F %t —FK L M sh ¥ & 1, 1E

MTAL M EREE U R REZERS, Hildxf—

ERIR/ Rl NN R SR S O A (IR R 4
FERE R v R A T B T 52 AR . TGF-B U5 3 S 2 T 32 A% L0 I T

L% S Foxp3 DL & X} CD4'T 41

ML E AT RE ST . SRl TCF-B 5 — e 5 PEAN I A T~ , ) 4n 1L-6, 1L—1 MR 3K S Th17 #4534k, KA

PEHER | PEBE R B Al — e (5
B 1L B RS RO P LA SL b

KA, P EOR A A T A A LT AL S R RS A R RAEE , R TGF-

[REWR] FAERE T Bt BB RBEM 527 5 & 5 27 4R AL B AR )T SOt

doi:10.3969/j.issn.1674-7151.2016.01.015

ALK F-B (transforming growth factor—B, TGF-B)
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