rb E 40 i 2B Y022 24 Chinese Journal of Cell Biology 2020, 42(1): 145-151 DOI: 10.11844/cjcb.2020.01.0018

RNAZ S EREZRETHR G T PR ETER

IFR FHR AW EWH FEW HUR”
(CREERY BT A B 245 55 (R BET S, T 510530)

fE  RNA% 5% 4 (RNA binding proteins, RBPs)2 — % i 1T L RNA % 445 #) 3% 5 RNAAR
TR E O R, BN ZAEEEF T E61EA . RBPsA L5 MRNAKBH(ELFIERNAH) T & 3] 4.
R, FF)B| RIBAESARE S AR R R, O K EXSKIRE A TR T RIEAEE46 42
mAaIME T BB AL R4 T miee) % felt s, SRR @R E AR, 123t T RBPs & 40z 4%
TR A RIRE R Y. L 44 T RBPsi it 45 RNAS T H 87 4. mRNAFZ .
#FKF . microRNAR BT AL E G 543t fm 45 T it % sb A foik tm i0 & S A2,

KR RNASSGEE; ZRetE; ZRET400; 4ifumiz %

Research Progress of RNA-Binding Proteins in Fate Determination of

Pluripotent Stem Cells

WANG Xiugin®, YIN Mengran®, XIA Qing, WANG Lisha, QIN Baoming, YAO Hongjie*
(Guangzhou Institutes of Biomedicine and Health, Chinese Academy Sciences, Guangzhou 510530, China)

Abstract

domains, and play very important roles in a variety of regulatory pathways, from RNA metabolism (including alterna-

RNA binding proteins are a class of proteins that interact with RNA through their RNA binding

tive splicing, stabilization of RNA, translation) to epigenetic modification. It has been reported that transcriptional fac-
tors, epigenetic modifications and extracellular signaling pathways play the important roles in regulating pluripotency
maintenance and differentiation of pluripotent stem cells and somatic cell reprogramming. However, there are few
reports on the role of RNA binding proteins in stem cell fate determination. In this review, we summarize the roles of
RBPs in regulating pluripotency maintenance of pluripotent stem cells and somatic cell reprogramming through regu-
lating alternative splicing, mRNA stability, translation level, microRNA metabolism and histone modifications.
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Fig.1 Functional crosstalk between proteins and RNA (modified from reference [8])
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