H2745 SHTH A Vol. 27, No. 7
201547 H Chinese Bulletin of Life Sciences Jul., 2015

DOI: 10.13376/j.cbls/2015124
XEHRS: 1004-0374(2015)07-0903-05

microRNA X EZRZ FH Kk 53 FSIRTAEIERA B R 3t R

o g, X|H

(ZWRRZ2 TAEMIART T, A 443002)

. JIERME AT 1 (silent information regulator 1, SIRT1) /& NAD' #&#if) 111 2840 25 (1 3= 2 kAL I,
REZHKETEBRTNERESF, Z5MRELER. ) RNA (microRNA, miRNA) f&— KK EL4 N
22 nt FIATEPEIEG RS /N T RNA, SISm0 EE mRNA PR 2 o) HL 0 3 T 0o 25 R 0 AT 3% 5 3%
. BFFCR M, miRNAs f] LUB 4% SIRT1 (35E, (241 EEE. P miRNA X 222 A0 55 1
SIRT1 H 421 I REAT A -

XA - PUBME ST T 1 miRNA ; J1EE

hESAS : Q291 ; Q522 ; R329.2 SCRRFRASAD : A

Research progress on the role of miRNAs in the regulation of SIRT1
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Abstract: SIRTI is a class III histone NAD" dependent deacetylase, which is an important molecule in aging-
related signaling pathway, and plays a pivotal role in the cell aging process. MicroRNAs (miRNAs) are endogenous,
~22 nucleotides, small non-coding RNAs which typically regulate gene expression after transcription by affecting
the stability or translation of targeted mRNA. Studies have shown that miRNAs can promote cellular senescence by
regulating the expression of SIRT1. This review describes the potential functions of miRNAs in the regulation of

SIRT1.
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