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Fig. 1 miRNA biogenesis and target gene regulation
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Fig. 2 The signaling pathways related to aging
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SR R H miRNA-seq HiAR, K AE#R 28 dh (i
Ja 8 1 R)FIFEEL G 5 10 K) [ miRNAs
FEAT IR, il TRk g 2 W T
miRNAs, & I 1 B 5 /) miRNAs 45
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o I I SRR pash-1 5, 4k U T A
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PP FR R AR R A R, I
JE R 2 — 1T & miRNAs 723N E R R P 3 T
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miRNAs 7] LAE R 5 2 1 AEbsicd, 16T
AP b T2k B A . il dn: Slack BIFFT4LAE
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FI3LRE b, EF0HX =/ miRNAs, 28T B8 14
B E MR R, Wi w5
2 MR RIS, AT DTN L2k A
FEfr. MBI TR AR G miRNAs Rk 7 —4t
SR bR, Wit BBE. WA L Aok
), SO 2 A iy 0 A R AT LLIA B 62%. 1
B %& T — BB fE 2k R 2 i R b R A
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miRNAs AMUAELL 1) 2R Bt ok % 7 B2
PIREEVER],  LETSLEh AL 23 s Sk 32
DR, WRRE R EEREE. Lot
R, AR REBEMAMAFRAL 5 Z LR
1, miRNAs 24P R ZERERIL, XKEEE
FHORAT 5 T8 % LA 21 R e 1k A HE A T IR R A
FHAFSL N RRA TR 73 0 A A S A R 2 1 7
R AR S 22 5 3R IA 1) miRNAS.
3.1 BFAEZ=EZHHXEY miRNAs

Maes ZEUTR I, 5 4~10 AT/ FAH
tt, miR-669c A miR-709 7£ 18~ 33 4~ H /NI AT
AR RIE R T, 1ff miR-93 F1 miR-214 {13
IEIKAE 33 A H G228 /N R 1) 3R A =T s i
#. JFH, miR-93. miR-214 HI miR-669¢ #1E
T — AL ——2 B IK S- B A EE(MGST1),
MGST! 7E5 AR 1 & N 535 EEEAE ], 3
Tk w2 PR, A, miR-93.
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Table 1 The miRNAs related to C. elegans aging
FT1 LHTEZIEPLIEEAL miRNAs
miRNAs BE3E 2 RIE R WERA HEIEIN (EReplilS WAL IR 52 S0k
Lin-4 ] SEAARG R T 1w Lin-14 i 5y A5 T miR-125 [17]
Let-7, miR-48, i RARME L ARG PDK-1, AKT-1, Lin-14 S 55 588;  Let-7a,b,c,d, e [65-67]
miR-84, miR-241 RIEKLE A 1) A AR S
FHI K
miR-71 i SREAARTF AR PDK-1, CDC-25.1 Jik B A 5l i I [22, 68]
T Feik A K A A S
miR-80 TYRENRIE B AIGMERK cbp-1 R LR HIE hsa-mir-450b-3p, [72]
B, B W, EEEG hsa-mir-556-5p,
I T EC REpiili hsa-mir-3689a-5p
miR-124 R AR TF AR R K40 LRk ATP miR-124 [70]
ROS A Jk
miR-246 i AR 5 i A K50 JBE 5 A7 5 I (68, 72]
miR-239 i R G FF L, Rl i 5y A5 T I [68]

miR-214 Fl miR-709 [F] i i 42 £& R 14 Th BE AH ¢ 3
R——41 Hfe t4 2% ¢ 25 %(UQCRC1), UQCRCI1 fE
JHIERE 2 B v IR B [FIFE N, XL R Rk
miRNAs FIIL N FIA M HEIER, 0 44 T IE
AR R A EZ/ER. 14, miR-214 38
AT LAVE b —Fh 40 4k miRNA A7 T IL45  Bz 20 i
G W FR AR SRAA (exosome) T, I LA A i, 46
BANMEY TR PEILT R SEAR, R AELE N B 4N il
FEZIIAE P, Li 207K BT A o8 v R IR
miR-34a F1 miR-93 [¥15 14 il K FRUHIE 1) 32 2 Kk
A iRk, EAI3EFEAE T MGST1 A1 sirtuin £t
1 SIRT1, IXLEHESLRIBHAER MK, RIEE T
B, EDUAEAG ) RN R R .
T AR B E, Ames PR AT K73 dir Hb 3
N 70%, WF9TEAE Ames U A7 B %52 #) 10
A FIHRIAN miRNAs, 4045 miR-27a.
X IR miRNAs 5 EAEH T2 B H BRAC S
W IRETEARZ Y& SAREE . SR
IR A 2 i AR O R A (1 OGRS, /F Ames
A S, miR-27a i B G R M A T 110 2 IR i) A
TR I B 2R R AR, X TR R SR
Ames T B 1 i PR 2 — 181,
T2 E A A PURBE, 5 I8N
il (hutchinson-gilford progeria syndrome) ) 75 iy it %
4%, Niedernhofer 5 7FF 32 E/N RV IFAE . B AE
FPLAALP LD, miR-1 (RERET . #25

W9t W], miR-1 4% IGF1 LR E ik, Wikl
A5 T I R IR N R A A R E R ©. 78
O R XPF FLEE /N B, JIEE IGF1 %
AV R AR Z 24N H], IX 2 —F B DNA #7551
()5 et ARRBR s AL R0, IX U0 B DNA 44 nf
DA 5 Ji 5 2245 S I B MO B A KR R g, 1)
PRI o 4 B R0 (1) 3 B8 7 i) e Ao,
3.2 BN4AZRZTEHE XA miRNAs
NIRRT, Bt KW T 70
A EIHEIE ) miRNAs. Ak, 82120k & B
T sedr R M E R A 1Y miRNAs, i) 4 -
miR-22. miR-101a. miR-720 I miR-721. 7F iX
70 A _E A miRNAs #, 4 27 4 miRNAs 1
FH T2 R4 H 745 38 5 SE K FIF -ATPase, £k
1A WL 7 4% 33 B FI FIF.~ATPase 75 48 A% 0 18 1k 1ot 7
hOREREENAEN, I HBFERINREE T
BEUION. 7E Ames PR AT BRI A K338 2 AR /N BUT)
M3 5[l v, Liang ZFU02R BT VF 2 B R A W
miRNAs, H 7' miR-470. miR-669b F1 miR-681 1]
il IGFIR. AKT M#RRIL AKT 361k, B 53
FOXO3 WML T B, W i 2545 58 %k
FEXT 2 IR ER . ERGERERE&MET,
Khanna Z&09V% 31/ 5 20 21 7 miR-30. miR-34a
A miR-181a MRIL B /D R Z IR R, X
26 miRNAs R T4 B T #5355 8 BCL2.
BCL2 i MBI 40 s T, M E K A5 R ok
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EEMA T/ANRME T A, MR, R
Z ik %75 miR-30e. miR-34a fll miR-181a, <3'%
FH BCL2 KIARIFAC, FHFAMMP T, gE—DHt
FACIET AT, FIHIX S miRNAs & 7430
/N R g, KN R AEay, BATH5
HEEE L.

ENRRI I Z R, miRNAs [FFE R4
FHHEIIME . Persengiev 251K L T — 4575 A
e PRAEBRRE IR i 5 o /N o A1 23 5 21
i I RIA ) miRNAs. o, miR-144 78 Fik =
R i 20 o Fe b R IA |3 FH R, miR-144
) ataxin-1(CH i / ik L 55 20 1 BUAH G R ),
FH T 3 2 ik R P N i 5 SR R 2 A
Tk Jhe 5 5 1A R 2

B T R LI 4 2 2%, miRNAs 76 3
MR LR 3 2 R P R T IEA. Liu 5520
WFFURIN, miR-34 iRk 2 I id b i 20 211 = 2
FE miR-34 [ RIEFA LI A WA E
FEFIAE WS I 32 45 . miR-34 Tfy g Bl 2 () SR,
I IE . R LRI A A RE S N RS
BRI, R FIE miR-34 M) A] DLSE K SR 1 A=
e, R NRBUGRPE 2 R e 5 1 5 E )
R AP BT A PRI,
miR-34 [ _F IR AE ] J2& 18 b 45 1 JE [X) Eip74EF 5K
LY. TS, miRNA KRS Sl ik X 4
A AR ] DL B IS e R e RIS AR A
CEIN A RO, WS S AR B AR, B
B R AW R R I m] et K IR A 55 R ] R
75 IR 3 A I
3.3 EERALZEZHE XA miRNAs

Hamrick S507E /N /A gL 2 i fe Rl 7
57 A~ % 5 & i5 1) miRNAs: miR-7. miR-468.
miR-542 F miR-698 [ & & & W ¥ J+ & ,
miR-124a.  miR-18la.  miR-221.  miR-382.
miR-434 Fl miR-455 £E & B F FF. L,
miR-221 2 I # U I PE J7 4 40 B 43 4 (1) & 22
miRNA. Drummond &5 97E N\ 28 % L 5% 22 1 f2
W S A 18 A2 S KA ) miRNAs, i let-7
K let-7b Fl let-Te Fah 7wy, 0 240 o Jl FT
P 3L Xl CDK6. CDC25A. CDC34 Al PAX7 ) %
i, XA DR R UL TR A A A RN A P
HREPORYEEN. 3R 2 5128 T —Se/emfi A3 4 21
A% 2 R R T ZE T ) miRNAS.

Table 2 miRNAs related to mammalian aging

*2 I AL EREMEXA miRNAs

AR mirnas  BEZE wormspesms 50
fFHE miR-93 i BIETIK S- # A8y,  [75]
Mt c oY
miR-214
miR-669¢
miR-34a i SIRTI (771
miR-27a i 15 R it 2 iy [78]
miR-1 i IGF1 [79]
i miR-22 i R AEIRRERL  [81]
[XF1 F\F,-ATPase
miR-101a
miR-720
miR-721
miR-470 L IGFIR, AKT KMz [82]
{b AKT
miR-669b
miR-681
miR-30 L] BCL2 [83]
miR-34a
miR-181a
miR-144 A ataxin-1 [84]
HH#UL  miR-7 i S F A T BEER ., [85]
BCL2. Zhifk
FL - R A
miR-468
miR-542
miR-698
miR-124a i IGFIR. AKT KR  [82]
fb AKT
miR-181a
miR-221
miR-382
miR-434
miR-455
let-7b i CDK6. CDC25A. [86]
CDC34 fl PAX7
let-7e

4 miRNAs TSR TEE BT

miRNAs AU ARTEEMG, a2 L
FErP R RN, EEMRIR R RE S
HAGIEEANAARIZEE, BLhh, A — MR
40 BRI AR, 4 M S A PR AE A e
PEA B E 0. miRNAs 3@ 1 AF T 40 i
P BRI AT dy R ST, AR R P A AR
AERFEE, UUNIEEMRMBIR R R
HIEE B R (B 3).
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i TXNRD2 —— miR-34
Wil EfEEam  IGF1 SRS X SOD2 e
l S REST S
T A HI3E
IGFIR 5§ IR
TGEg |— MiR-17-92 l miR-335 )
l X PI3K e
miR-216a, 217 — PTEN —|l MEKK MAPK
PDK miR-15b,
e MAP2K4 24,25, 141
AKT/SGK —FOXO4+— |k )
miR—l99a—5p IL-6
FxB iR-
J_ NFk IL—S‘_ miR. 14'l6a,b
k HIFla / RAERPY X
\C .
p / !
miR-217— §1I_R,T1 /\ .
S== T -
PS> ).t VYIS
miR-15, 17, 19b, L T miR34a- -~
200, 10606 1 P2 Sl
a, 106a, P53 fETilek o

E2F—— Rb —— CDKsl—— pl6

miR-22
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2N RS,

miR-29------""" "~ g

Fig. 3 miRNAs related to cell senescence and their roles in aging diseases
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A1 miR-141 L [A i MAP2K4, Jf H -5 Y4 ix it
miRNAs [H] I I RIAR, A & MAP2K4 (3£
T E. NG SRR E, el IL-6
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ANTEN I A5 A 2T 4 40 B F0 /N G40 v b3
1% (1) miRNAs, ] 4n i 2 00 55 1R y 52 #6 R ik 11
miR-18201%,
4.2 p53 %0 Rb fHAR(E S i@
TEANFRARAT T, A3 2 B2 31 p53 Al
Rb A5 S 5 AN, 42 miRNAs 7 p53
Rb 41 {5 5l b R R x5 WEAEH . 1
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Mudhasani ZEUIF IR I, HE L 2 miRNAs
SR 5 1 psS3 Fl pl9 Kk ETFE, FEURIG KA
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L RIS, AR IR N A R4
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Abstract
miRNAs are widely expressed in eukaryote and can post-transcriptionally control genes expression by blocking

microRNAs (miRNAs) are a class of endogenous non-coding RNAs with about 22 nucleotides.

translation or inducing degradation through partial base-pair complementarity with their target mRNAs. Recent
findings show that miRNAs are essential for lifespan determination in Caenorhabditis elegans (C. elegans),
Drosophila, mice and human by targeting many aging related pathways. In this review, we summarize the recent
literatures on various regulatory roles of miRNAs during aging. We introduce the pathways that function in the
aging process and highlight how certain miRNAs regulate aging and aging related diseases through these pathways
at the levels of organism lifespan, tissue aging and cellular senescence. Finally, we discuss future perspectives on
the study of the mechanisms by which miRNAs modulate aging processes.
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