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PR A2 LA s I R R AE i A 2L, 4
FHOC A @R 2005 4F A ERBE IR & 155 2.4 12
NI AR AN T S EOME PR Tt A A A
PRI P 22995 748 KR DRI B S 08 M T i R A o JE
HrolE PRI JE 15097 (diabetic foot ulcer, DFU )& —F i
UL AR AN OB PRI I & AE L 29 DU 43 22— I B PR
W S BRI . KRR e Bt LA 1SR
SNG4 BB i AR RS Bl e g, A T T
AR TR RIS i R A AT 3 Rl e XU
21k 85% MK I 8 B DFUPL,

DFU [ & 2 o 28 e AR il A8 i 443
R PR BRI A s . SRT DFU
A R ELURBILT i R DA A, 0 95 360 Pl e S Hrs
MRS T A AR P 22 o0 B % 38 1 5 3F i
FAL R SALH] 4 A B3 I BYERE R AGEs (2K
WEILAL 7= W ) 4540 o Ay MEREOG i 22 i A8 ) B 5
B G ERAIEIIRA R, FEid L0y 20 4F 5L, DFU %K
PA PRAL C & AR AR e i P4 R b 28 it 14 1597
R LB E . B RS TE, £ 65%89 DFU & f7E
B Ao, JLF-Je: 1990 4FEE B —f51. Stk

Wiz AR L, Bl T 92 52 K R B XU B A, il
JEAE . TR 240, | 22 2 R AR FORE PRI 2 1 &
AR RN A L

ATk Bl 2 DRI AR 1 T T 0 RO
Z A M DRI B FLTT RORE 57371y RNA (microRNA,
miRNA)BIFFY . miRNA J2—ZEKEA Sl 20~24 4>
EAf iR ey HA DI BE Y AE g i RNA, 78 Ak 32
FLE AL H] mRNA PRI AR Y 30% 1 it
Mo BB miRNA KU AR AW KA
At miRNA WVF 2 ORI & AR K S it
H— ARy o BOGHIE AR K miRNA 7ERE IR A2
H R B Mtz A5 P A BEA R A R 253
1 miRNA FEHERB R R HEAFFHIER
1.1 FABEAMZRE

miRNA 38 1 875795 R A 2895 (DRG ) i 3R i85
SRR TIRE . I ARPI T RANE & R grh
B ZETT, VERIR AL A — i 2800, 78
ST AR TP B AVE ] . BFST I B IR
9 A BSR4 R iz ik o 28 30 A AE B R AR 5 4
UL RIS AAAE p-INK & = 63k, T INK 78
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LTI T TR H™, miR-146a AR T 4
TEREPRG B HRIRZS T DRG JH T 3 8 AR . L.
WANG “5858 114 b s J] L b 28 28 /N BB AL
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12 #MbERE

A28 S W PRI T2 B2 RE 2 — , PG
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15, FFBET R LA PN Rz 40 A B K D) e R A, L
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S M HIRE 15 o

F9E 12 B 2 BUOE DR S Y AR A A E 1Y
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g TE BRe S oss , DN in g e ga T e
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miRNA 7EHE PRI 8 3 10078 9 R A &2 Pt 3] £
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PENLP H 20 R I3 P 1 miR-503 7K SF- 347 T 1E %
TKAo JE A 20 BB R T E1 AT Cde25 mRNA
M AT FEAR miR-503 &3k, 11T HS B s il 45 0 2 2
R, S I A AR A0 L ) R Ak 3K S 0 A 1
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R 7KF miR-221 AL 3@ A ] c—kit £ 1355
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FRMER N R T 1 LI 1L-6 S
AR I RN PN B A [RTE R B— H
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2 HERIR R iRHAS X miRNA
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J&, R U R R 5 A it B AERE 2 miRNA
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2111 miRNAs 22 5 RIA1E , 258 A mo-miR-496-
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-134-5p ,—425-3p .—484 . -31-3p S5 & F M. TRk
BT B R 22 5 58 B B 1) miR -449a miR -
222 .miR-31 % miRNA 43512 5Notch \Wnt . f3 2253
S TR A O (MAPK ) 25 5581 1 & 52 A G 94
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Dangwal 25242 Ff] miRNA 308 R A PR 15097 Fe i
IML%% miRNA, & FH 41 > miRNA FAFH , d—4&
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Research Progress of MicroRNA in the Pathogenesis and Healing of Diabetic Foot Ulcer

LI Wenhui, LIU Guobin, HUANG Hai
(Shanghai Shuguang Hospital Affiliated with Shanghai University of TCM, Shanghai 201203, China)

ABSTRACT: MiRNA is the non—coding RNA which length about 20-24 nucleotides with the function of regulating, inhibiting
mRNA translation to regulate the nearly 30% of all human protein encoding in the human body, it can regulate a variety of biological
processes, including the organism growth, development and disease. Studies have indicated that miRNA plays an important role in
the development of diabetes and its complications, and it has become a key factor in the regulation of biological processes. Diabetic
ulcer is the most common complications of diabetes, there are amounts of evidences in the generating and healing process that
miRNA counts a lot in the diabetic ulcer. In this paper, we overview of related miRNA function of nerve and vascular damage, and
ulcer healing process in the pathogenesis of diabetic foot.
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