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#  ZE: /b RNA (microRNA, miRNA) j& —F7E kb b 5 AR 7 16 P9 R P S A 5 /) RNA . I 5 R A
FLR W], miRNA ERRR AR R RIS I3 A2 sk &y Py i BB A o, Hom it SR — e 2
FE R A R E MGG, JFHS 2 RER A EEVIMECR. SAALLE 3 AN TH N miR-27 B EH
T AT R B kiR, DA miR-27 ()5 Sei P2 B k4, 3% miRNA [0 50 ik
FKHEIA) : miR-27 5 BIURT 5 oI 5 REEARH
FESES . Q522 ; R54 ; R730.23 HAFRARRS : A

Research progress of miR-27 gene family in cancer,

cardiovascular disease and energy metabolism
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Abstract: MicroRNA (miRNA) is a highly conserved endogenous non-coding single stranded small RNA in
evolution. Recent studies show that miRNA plays an important role in the development of tumor, angiogenesis, and
energy metabolism, miRNA regulates cell growth, development and proliferation through targeting gene, and

closely associates with many diseases. The objective of this review is to summarize the recent research progresses

of miR-27 to improve the way for the further studies.
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miRNA E4H L N B A B2 AR DIRE. BT T
®Y], miRNA Z5Z Mg, RN,
R A I MR DL SRR A B ST T
o LRI, miR-27 FR K HIERES NMENZ
FEORHAA A VIR, I, miR-27 Bk
FINATHI R At miR-27 5% B Fo 5 M % 3L
bl ALE Rt 5T, AR G i AR 55 U5 T )
Wk et — 451k

1 miRNA

miRNA /E 2 —Fh IR i RNA, A [A] ) 3 ]
AN R P g, AR R RE X . Gt 5 5 A
1P 251 LA S ARG A% RNA BRI N & sl a7 1

miRNA & EZEL 7 3 MErE . JFiER, 78 RNA
A B I AE T ¥ 5k Bl miRNA ] 4% 7% 5% )
(primary miRNA, pri-miRNA), 'S$H:35 88 40 oz + i)
Drosha/DGCR8 & &ABI Y] 9%y 85 nt [ RARAFT 14
RNA (precursor miRNA, pre-miRNA), [ i id Ran®"-
exportin-5 # #% iz 2 4 i i H 28 Dicer 55— R 51 M0
T 22 nt B RPN miRNA & A, 241 miRNA
5 RNA i R UTER B & 18 (RNA-induced silencing
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complex, RISC) A 45 %, 1 FH T ¥ RNA 1) 3' dE 5
P [X (untranslated regions, UTR), 5 ##£ mRNA ¢
B PEA2 30 35| AL SE mRNA PR 2.

miRNA [ R BLEAE 1993 4E, Lee %5 P F
FH A S WT I VARG R BT — > 22 nt [/
2y FIAEGw IS RNA——Tlin-4. F|H R ANIE, AR
VR BRI T KE M miRNA, Hghre A d
FCGIEE T 1000 2R Y, EAEAR MR 2
52y, AFEKE. e, dRET.
TR i 7 I R DA B AR R, IR AT RES A
ST b 980 A0 A G 4 72 95 A S I Chang A1 Men-
dell FfFFE 3B, X6 miRNA BT T 2 Thhg s
R, ¥ KSR T SR S P S 5 @

miRNA & RAE BEALHE T Y, — M URA7AE,
T LA AR HEB (0 2 DR 0 3 B R 3208 e A ST TR i
miR-27 B N R FE 776, 135 miR-23a~27a~24-2 &
Pl #% Il miR-23b~27b~24-1 = 5 #% 1, H 87 & 40,
miR-23a~27a~24-2 5 [X #% [ W] 9 i WK FE K4
22 kb, BEARE TR — KM%, {H miR-27a/b fif & I
AN AR, miR-27a 7 F A R 19 5 4Lt 4h 471 % 1)
13836440~13836517 [X 4, miR-27b fii T 13 5
44 TF 55 17 63300712~63300784 [X 1. miR-23a Fil
miR-27a 5 &A1 [F] % 5 K] miR-23b Al miR-27b AH

b, A — M ERREZ 5], 1 miR-24-1 F1 miR-
24-2 WG T F A A . Rk, R RAHER S A TR
e 1L AT E S M mRNA. H AT &P, miR-27 Kk
A miRNA FRTEACHE S Rs K o L5 5998 55 07 T A
BEMEEER (B, STHEIIEERITT TR N
(IR TT SR AT I SRS

2 miR-275/E

JH 98 (tumor) 2 ML A4 75 & Fp B0 B &= AE T,
R B 2R B FE— AR L R KCE Bk e AR K
M IE & W, 5O T R S 1 A T ) S
Wi, WEFLFEH, miR-27 7R & A i R
HIEMEM.
2.1 MERNLZELZR

YF 2 W58 % B, miRNA 7£ i 98 20 i b 2655 5
o HEARVFZ I miRNA Fik £y Hf, HaH
— ¥4 miRNA IRIE R T A Y, XeRHEE
iK1 miRNA 23 520 Ji7 g 56 DR sl s J6 ), A L4
FER A S, A e TR T, (R ORI,
TS S50 R 1 e A P R 2 1 S5 R B
miR-27 fEZ MBI P RA = R L, EseH
BAESURIER .

AR, miR-27 FIF kS ME s 5

Bl miR-27 BEEZFEEME. (LIERRFEE NI PREEER
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H (zine finger and BTB domain containing 10, ZBTB10)
FIik, SEAE AL E [ (specificity protein, SP)
PO P (4 i B B AN RE IE 4% SP B, (1S
Spl. Sp3 Al Sp4 [ mRNA Al 1 /& FL Mg b =
Fik U ik, BHRIAK miR-27 ¥ 5 HAL IR
6 %) £ L R B AR S, T S R B R AR . (R
B, TE4E g U OREERR IR U, miR-27 3@
%1 ZBTBI10 8] 4230 1] cde2 WIS 4k, M T A i3k 20
MEAH G, 1 M AR 4, SEURRERRE. £
/N e b, 3 R IA miR-27 [AIRS # ] T 3
K AR 2R, TS B IE 2 Spl. Bk, miR-
27b 15 IR IR A R R A AR T

1E AL IR 40 B o, miR-27 B8 T 34t 41 i A 4
1E GyM K56 A, e R RMEEE FOXO0!
)21k, Guttilla A1 White" %& B FOXO1 7£ . Ig i
MCF-7 4iffg it i, 3501 miR-27 {21 FOXO1
ik, 1 FOXO1 #£ MCF-7 40 fitg b () Pk &2 63k 51
AR A 0D 2 P SR P 0 R AR AN 8 i )
FPYEBE T, AT (8] 4240 B9 T miR-27 [ 80 1F .
[FIRE, TR L K FOXOT {E 18 A g v iy 3%
KT REBAIESE S miR-27 FH K, ¥ RiA N miRNA
T8 BT A0 S B R (1 i o 0 20 O T AL A 1
W, MBI 5 PR A 1
2.2 PEHEXHRRIE S S

NEWARZ G55 FIEE MR T — B 5 &1
WR2%, S o i 5 11 S S TR (00 i Ay
WA E A, miRNA VE IR 2 9E 1)
WFFERT G, B OO IE ST X 4% (1 i 4% o R 5 4 B
PIER . miR-27 fENIAF— 0, iz S5 Evr
Zis 5 FmmE P,

¥4 %% U F ) miR-27a siRNA 1895 2 £ 4L JiH
B QBCI39 4Hi i, K H Northern blot 77 7% 4 il
FBW7. c-myc J miR-27a [(] ik, W 7T 45 B & B
miR-27a/FBW7/c-myc 15 5 i i 75 IH 89 19 R A2 K
R EEREEER. c-mye NIFERIER, Homi K
PR PO2 I EE I, REAANMTCPRIGSE, 34
(B Ak U7, LR R R B R HL i P T 3
BI4E ", FBWT7 /EH T c-myc™, 1fj miR27a X
& FBW7 [ 2% K7 Y, Ak, miR-27a 7£H
B e RS B A e R A o T L A R
P, K B A KR T (epidermal growth factor, EGF)
835 c-mye ) 3 1k K AL #F miR-23a~27a~24-2
R R IE, 31 5 2 Sprouty2 3 IA 1) B& I AN
p44/42 MAPK G LI 5R, 2% S B 4 1 Y

1R 2R AN A FFHE P (%32 . Sprouty?2 {79 Ras/MAPK
T S AR R, AR 22 AR R R AN B
s i e b, LR B2 R B WAk,
J s B4 bt B miR-27a 38 3 ) 4% Sprouty2
M iE%E “oncomir” [KFfh, FTiEM “oncomir” H[)
DA 198 25 PR A 1 22 [A] /) miRNA (oncogenic miRNA),
Hod Rk SRR R A . DRSS PRI,
7 J§ B 98 1 miR-27a K& W B P, i 40 i
miR-27a fff Sprouty2 ik 23 Fif], Sprouty2 3
£ miR-27a 1 Ras/MAPK 15 5 id %  [A] 7] GEtT “ My
27 fEH, ¥ miR-27a 2R Sprouty2 fi#lR | HXT
K-ras WG], £ — @M EIN9R T K-ras 2 [H
XRS5 FRIE . BRI Ah, miR-27 1E B
i RIBACH B RIE 2 1 T, Rk B miR-27 1Y
SR S 20 I e P ] 2 L 4 Ak (EMIT) AH G EE[] ZEBI
ZEB2. Slug 1 Vimentin ¥ 323k, [F] W) FEAK 745 &6
WA RIE KT, UESE T miR-27 @S HEE S
Whnt/B-catenin i I% AL 3 EMTY . B4k, 780 iR
gip ) R, T EREN miR-27 SRR EE
FIE P AH OGN SR RIS B B, il A
[X]-¥ (transforming growth factor B, TGF-B) f1 Wnt {5
EEpliilii
23 BRSNS

AR, TERTFT miRNA 55 e A AR K J A
I8 AH DG I ¢ R W A, AT T 46 5%V miRNA
TERRI AR EA) B PiE J7 VR o RRAEVE ) miRNA
FILHE, XHIERIZE . 2. RIT AT AR
HEME Y, FRERW, ©f 2 miRNA 7[R
PRI AR £, W0 miR-155. -210. -21 A LAMERTREL
PEK B 20 f bk U8 AR B4, miR-21 0] DUAE A ik
g OP SRR R bR EY) . X T miR-27, fEH
e, miR-27a $A A2 RAEF bR EY, FH R T
B i B AT I ROBE, (RRIA I miR-27a A 5L
(Rpb T et BV [ 55 4% B2 Ak B 3 ) miR-
27a AR R I B e R MR bR L. A, fEFLIR
JEr, mERIE M) miR-27 [FIFE A AR TS A R
fehr .

3 miR-275: I EEH

O IMUVE R IRy & a7, s
NEHIEERE. BE AT miRNA A7, &
H7 R I miRNA 2 — S8 il 8 g HZ T, 1E
O ML RGP A BT B R PR AR, miR-27
9, Ja8 T A 5 R LR 2 ) — ol
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3.1 LALRE

O ULRE JE Fa O WETE 52 2 2R B 2H S B
PRI ST B LT 5 O LA B AR 0 2 Fr 488
I B 2 g0 S, T OB ERIERS £
PS50 B S A BY, miR-27b #% K IAE Smad4
FR R RIE R B, FR, 2%k miR-
27b ¥ S HLOHLAEE Y, i Smad4 X & TGF-B 15
B EENEA . BT TGF-B X0 UUIE K
IR BT, 28] miR-27b ZE O IUIE JE h 3 5
HEMA
3.2 BHEKSHERE(L

Sk FEAE A, (atherosclerosis, AS) &z ik i 4L,
f—Fp, R BN P I H 307 BE e 2
Wi & s e, 2 mRIARH REL. Mg
RERE S, W SEmAE K. kg, W
FRok AR AR A, I Se AR, Ok & 2 WE 4 R 9,
miRNA 7 AS ¥ K& £ & 8 e % 8 2 1E Y
I A A AR AR SEEG, miR-27 B R ILATE A AS )
BB W bR B 18 8 5 40 B2 A R0 AR R T
T, miR-27 @i y5 /b 2 1 4 B oA A s 2 it 4
TRl A 3G FE P B0 2 4K v (PPARY). WLBE 3 X %2
i o (RXRa) 8k CCAAT/ 345 14548 [ o (C/EBPa)
()T SR i 110 & Bl AR I 2 IR T fi2 2t AS (1)
TR 2 A8 g BRARE 7 T, ] B e A5 1) R Al
2 FECAS U, NHIERERY 4 IZ (reverse cholesterol
transport, RCT) 7] ULy P B 40 g A i AELTE B, AN
IR T IR AN (T i, BELEE AS &2 ™. R
a5 W% B, miR-27a/b A% #0[A JTER RCT Hh 2 &
5#H =R 456 Bk A1 (ABCAD) IRIA,
T 84 00 200 i PR P i 0 UL A, 40 s UL 20 2 10 97
e J4h, M A REMEE E 3 (ANGPTL3) F14k
FLARH I -3- T R 19 2 4% 2 g (GPAM) B 1] 3 15 Jig
AR, FFIE b S SR IA ) miR-27b 23 5 2
FIRFIEHE As (R E 1,
33 MEERK

MRS — N I E R, WERTH
FZ 40l (endothelial cell, EC) (¥0E . 5. TR A
R BT miR-27 A8 I A R P R A B A
miR-27 il i 47 4 Sprouty2 1 Sema6bA % [ K i 5
A2 LA A 5, AT T B0 A T A, T
miR-27 ¥ 2 H0H A A LA T SRR A PN A0 DX L5
KB W miR-27a AU I A= i 25 B 5
BRI, s m AT S 1 4 PR R 20 ) e A R o i
() se B W, Urbich 25 B 2 9, i %4k miR-27

AL OB A A AT ) % —— i 5 5 B2 1 Semaba
iR IR AT AT P9 B 4 1) R e T 2 i A
LA

4 miR-2758e2 %15

O 72 & B, miR-27 55 i i A A fig 2 41
M EEMELR, RS2 BB A BHIE
52, miR-27 fETA T RE AR BN 28T v b 4 8 2L
I1EH .

PPARy J& T 1% 2 B K Ik, /246 PPARa
PPARP/S 7£ A ) NR1C T2 [k 2 P PPARY [1]
TECA AR Z R, el e 2 5
WME 52 TR H A A 2 BEA I B BT X
FRF ()38 i P PPARy A1 RXRa F 2 1k S0 i 1
AN o4k B2, E e v AR I /IS BRI e I 4 v
PLAT M miR-27a 40 7, EAR AT miRNA )%
EACEIEARE 7E 45 5 A miRNA FIThREARER R B,
HTR%E miR-27a 5HEWITE S [RIRE VIEE R . BR
ez b, miR-27 B4 & LS S WNT {5 508 4%
Sk g R BT W T oK, miR-27 78 AR/
BRI I 10 44 R A 08 TR, T i R IA miR-27
K- HU R T 7 4 L 02 s AR R 77 2L 23 v i AL A
IS ZARR S &R ANRE ™, AB4h, LT
PRI IO 72, A 52 2 B A 2 BB RS (T2DM)
KB AR, EE#ULH miR-27b R IAK
SPRAE AN, KR IE KT 5 miR-27b f) RNA 7K
SFR2AAAHSC, R4 7R T miR-27b 3@ ik 177 PPARy
2 508 PROpE ik R rh AR R AR o A R ] ) AR
J7TH, Zhang %5 % %l miR-27a/b i 4% ABCAL,
apoAl. LPL. CD36 Fll ACAT1 {33 5 M 41 fifd fH &
BERAN i ERACRIKAR, 110 AS MRS fiE2k
Y AR R LA VIR, Bk, X — R
/N miR-27 JEIRTT ABK ARG T E 25 R

5 miR-235miR-24

1 79 miR-27 1 [7] #% 4, miR-23 Hl miR-24 [F]
FELEMR R AE R . I T B AR AR S5 vF £
J7 A EER R .

5.1 miR-23

TR A SS 5 T, He 25 B 765 PR P O T
KL, miR-23 B A e 5L K A, 0 )
RUNX2 Fl CXCL12 FER #6359, R A 1A % 2
HLE MG 5, TR B AR AR BRI TR B AS B R AR 45 18 .
FEACU J7 1, miR-23 DL 4% % Ik i i (glutaminase,
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GLS) ) mRNA At i, #ifl GLS RH MR,
AR, E A4 it R & 5 miR-23

SPHAG AR PRI, R 5] 2 R4 Th R R4S
M S B sET: B,
5.2 miR-24

miR-24 #7 I\ g — M U miRNA. 785 L7
i B2 Wi I, miR-24 %5 miRNA #4 1d %
KILG, BT T, IX L miRNA 1L 7K
FEA BB, J34h, mfE A A R
BE i miR-24 Rk &, H HBEEEIT AR
PR 3, X ERE miR-24 Al 4 T 5 I AL IR
e R AL R R R B Yin 25 £ X miR-24
X AL B TN A R AT T S8, R SER E &
PCR 5l miR-24/378 7t i 3 Al IE 5 N 2 [A] () R ik
&2, [FFERILT EE R FRIA S IR NG BTt
w, JEHENRIAES m AN, HEE T
KA S o, FEER /N e ) i 2 1 |,
Pan %5 " R B, miR-24-3p [)3RIA &AL A
i S AT Y R A R A B N, (R
miR-24-3p [ I (i 40 i W 9 80s , 1 SRIA
(1) miR-24-3p K95/ [ Wik AH 5 5k BRL ) 2 11 R A K -F
F ELAE AR (1% it 24 e P UK

Bt 4b, Maegdefessel 25 ) il F L 420 52 1)
e /N BB DL K N B K B ik 23 A SR gk AT 1
Fo ERNFRSMFFTE R, Chitinase 3-like 1 (Chi31l)
& miR-24 3= T REAR FI BN 2%, IR E— 8 R I
miR-24 X fi§ &= 2 ik J& (abdominal aortic aneurysm,
AAA) T /EH, miR-24 1 Chi3ll ¥ By AAA
PRI —FPFT I M AREY . b, miR-24 {2k il
40 B i A2 B, miR-24 (R IA SRR T EA
Caspase 9 1 Bim [} & E K>, fE MK T LRIEE
ff) miR-24 #4411 T Caspase 9 1 Bim f] ik /K~F 7,
A AT DA, miR-24 B A 51X 26 2 (A A 1E .
N T B AE miR-24 XA A7 F 520, Nguyen 25
FH 00 % S50 F AR A 10 7 1A A8 miR-24 78 3 1f 20 fiig v
Fak, JFIE 40 R T B R 2F S S A AE T,
S PRAE 1 L2 L b miR-24 Yok 248 i A7 A6 A2 3k 7 A o
AN, LEE i A shRNA 84T miR-24 £ {41
JH S O T B IR, IR SE T miR-24 [ R4
IhRE, 1ZARIUEST A IR & L G BT R 78 o

6 miR-23a~27a~24-2E F AN EIThEE

I H S miRNA A 01l 22 [ 234 U7 i 19 1
RBEE e B A F BB 44 T, miR-23a~27a~

24-2 JHk DRI 52 3 1 o) e A O 0B s e ok o [T
T B PR A () miR-23a. miR-27a Al miR-24-2 i/~
5 EATE B I DL AT A8 Th B B BT e B ) B [0 4
F,  UnE Sk bk e g s 7 Sk e A
3 L 1E R A G s T PR YL B
UL R T P Y, iR RAR R
BRI EE RS T B TR I 1R
541 i YA 5l (R 1 00 R Y, AnAE TR 4E A
H, miR-23a~27a~24-2 & [K % (1) 3% ik AT DL 57 %) 1%
TGF-B AT 55, ¥ Smad4. Smad2 8¢ Smad3 FE[H
DR 2 9 553X b B2 RR Y.

7T REMEE

ITEEAE, /NgrF RNA 232 3] TR AT
AL, Rk 2 ) SEG FRIESE T miRNA 72240 R i
AL G FE AR S % A /E . miRNA fig
o Sk 45 A AE SRR L A B 3'UTR i, 385 X 4L
FED] mRNA ) B fif 5 e 3% i 142 10 05 ORI 1
IR IR, TR AE . AR LA I TR B
F2A T A EEREM . H AT miR-27 L H S
TR FEIE R WD B P AR Ti T, A B X
AR A TR, RN 2P E miR-27
SRR AR R 7> AL, SR E BB FREN, &
ZAT A R ISR G500, K NV 2 R A
7 CARAE B AR SA =5 5 T 2 8 (K m] Be -

EEPY
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