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Roles of miRNA in wound healing and therapeutic

prospect of diabetic foot ulcer
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Abstract: MicroRNA (miRNA) is a group of endogenous non-coding single-stranded small RNA which regulates
gene expression at the post-transcriptional level. Recent studies have suggested that miRNA plays an important role
in inflammation, angiogenesis, and re-epithelialization in the impaired wound healing process of diabetic foot ulcer
(DFU). MiRNA-targeted therapeutics showed promising potentialities of treatment in the future based on plenty of
researches. The objective of this review is to summarize the regulatory effects on wound healing of miRNA and its

therapeutic potentialities in the treatment of DFU, shedding a light on the future.
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IhREE & 3240, R R 2 T A ThRE R
Costantino 25 " WF 5 L0, B R i miRNA %
A K AENAE . ACHE DFU 1 miRNA 4314l
HIAGRTT BT 5/ — 45k

1 MiIRNAZEDFURIE &SP HERHLE

IEH &S AL JUAE B s A
WA B ARSI X LN B AT
HHZE, HAEMRI RS SS O Es
AR, PUR#4 BT miRNA 76 DFU 6 d 4
(AN B B R AR
1.1 MiRNAZERELAFHIIER

DFU fill [l [ & A i F2 5 1B 8 e i & i
FEAR. EHEEN, G0 S HA 4 2R 4 f R ik
IRER 7, BB RAER L, E R R AR, Rt
PG SRl fE, PUR TR, R A 0
AN T — B, RAEWIFESE 1~4 d . DFU
QT RISV 2 e R A, A Pk 40 i R I 40 i 7
BT AR PR IE RS &, RYEGIIE T 1RIA
N, JORE R K
1.1.1 {2 RAEAHZmiRNA

T bk EL 41 B AE Ay e 22 U 42 ) 4% w1 B 4 A
H s WA A2 21 miRNA 4% . miR-15/16 KN
T 4 M 0 240 B B A3 DA R E 2 T 4l ALt
HEREEER, £ RAEHRERZ OIS —,
T HREA I, Mire30 F1 Mirc10 3R A7 i F£ik .
Mirc30 %4 ff) miR-15-a 1 miR-16-1, DL f Mircl0
¥ miR-15-b F1 miR-16-2, %F T Ik E4H 1375 5 |
PTYE T 4000 (Treg)/ HiBhYE T 400 17 (Th17) P
ToREAN N A B E B R P tah, %R
H ] miR-15b-5p 575 5 44 (1) 12 2% DL K% 1) T 1 12 Uk
Py BBV R, 48 (07 %) BR 1% & DFU 1 i
SRS 1o L DA, 2 S A T D I SO T 32
A () miRNA 3£ ik DU 58 [ 5 B Ge 15 1 RE 1 s
Ramirez %5 " Jf it Ji& R85 7 E 55 7 DFU J8 4%
()G THT R JHRRE S 7 1) miR-15b-5p A% ik & T 1E
NI RAEAS, I BRI PCR HARIIE T &
I 4 o (08 ) BR B B GL 1) DFU FEA A 1) miRNA 5
mRNA Fi5 5 IEH X RAEE B 2 7. A1 —
A HEFE R I, miR-15b-5p )i % ik v] #i #1] IKBKB
(inhibitor of nuclear factor kappa B kinase subunit beta)
BE[R, IKBKB & 98 0E R ML A% 1) B B B 4,
TS s F NG R B 48RE [ N T R R
A s AR G, ka5 WEEL (WEEL G, checkpoint

kinase, WEE1). i\ £ 4 41 g 4= K [X] F 2 (fibroblast
growth factor 2, FGF2). DNA XU & #1155 12 & & A
RADS50 (RADS50 double strand break repair protein,
RADS50). MSH2 (mutS homolog 2). JREEIERH - 244k
% A BRI KIT (KIT proto-oncogene receptor tyrosine
kinase, KIT) &5 5 (K () R 15, H ' WEEI. RADS50.
MSH?2 j& DNA $i i g 2 (B LK, F i) S8
40 ffs DNA 5 "7,
1.1.2 i) 28 A X miRNA

MiR-146a /& & 4> & B LE G 9% 5 G bk o 57
fEFff) miRNA ", miR-146a ¥ [ 400 ] (1 40 A 2
1 52 4K #H 9% 3% M 1 (interleukin 1 receptor associated
kinase 1, IRAK1) F1 i 98 3K 3E [ 1 32 446 AH 55 K 1 6
(TNF receptor associated factor 6, TRAF6) 1> NF-xB
AT R AT H 4> ¥ /£ DFU @7 ', miR-146a
FIE NI, SEIRAKI M TRAF6 ik T+, NF-xB
e SMEE, /)% 6 (interleukin 6, IL6). IL8 &
KB, RRERNIGER. 1A miR-146a W] LA
iR /N R B i A U

MiRNA-129-2 2 Jii Xm0 48 i (4 B e Fe i
HATEZEN)RYER . Umehara % " &I, miRNA-
129-2 ZRJEAENE FR I /)N Bt AR mh PHRE 40 i o i) 2k 7K
FRE . ISR, miR-129-2-3p 5 Casp6
(caspase 6). Ccr2 (chemokine C-C motif receptor 2)
FI Dedd? (death effector domain-containing DNA binding
protein 2) # 3" JEFH £ [X (untranslated regions, UTR)
gt MGERRERRIE, TR . /N SEi
— B IGAE T miR-129-2-3p X 4 E 2 B 1 Gt 18 25 4
A, i3k miR-129-2-3p AT AfERE 2 HAE Jas /)N B
A

g AR L AL 24728 (advanced glycation end products,
AGEs) J& K & MLBHIR &S TR N K7 790 (#%
i S s F AR ) RAEARBERE AL, TR U S5 R
HIARE= 2, & DFU. BEJRIG B0 o B I AL
S RORE I B R K 2 — . miR-5591-5p 5 AGEs/
AGER (AGEs receptor) 4 5% % % 4] ', AGEs i &
AGER ik T, AGEs 5 AGER AH B4 ] fil & 3%
442 (reactive oxygen species, ROS) KEHRIE, FH
i R caspase-3/PARP (poly ADP-ribose polymerase 1)
E5E%, HREMHLSCRIE T4/, W H 20
SEAMIH T . miR-5591-5p 7E DFU G (114 &
BEMTIE® AL HEFIEY], miR-5591-5p
1] 8 AGER, #]1#] AGESAGER %1, fifi N7 JNK1/2 (c-Jun
N-terminal kinase 1/2) ik /b JEHEEME. ERENT
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1 UK YE T 40 i b id R 3K miR-5591-5p, W] BEAK
AGEs 43 5 4R N ROS ACFFI T K. /N
&N SRS, A i R S I 2R 18 miR-5591-5p A A
AGEs 43 J5 1 Th (1) G BE AR, R Bk 75 A2 A
R AT T 1
1.2 miRNA7EHEAHAR SRR R S I H A9 ER

PRI 25 2 23 4] 3 2 2 E e L = A R A 4 2R
A EEAMR Y, WEEHLA A M A
BB A T ) L 2 PR 2F A 2 R A K ) R Al
A A A ENT — B b Bk . 8
B R BV e 2 Mgl R T, RSB AT 4
21 fifd A4 K [K 1 (basic fibroblast growth factor, bFGF).
M P A KF (vascular endothelial growth factor,
VEGF). [i/MRATAEA K F (platelet-derived growth
factor, PDGF). %4t K K] B (transforming growth factor f,
TGFB). fRIME 4% 1 (angiopoietin 1, ANGPT1),
FEAH - E R A4 R 1 (granulocyte macrophage
colony stimulating factor, GM-CSF) I IL8 %, Ifi &
A2 A O I PRl 2R L A L RS 1 I AR ik /b 2
DFU 0 i #E & 1) s i 3 1
1.2.1 {2 A A S miRNA

MiR-126 S TG R CD34" 4 A2 5 A= i
AE 7710 94 miRNA. CD34" 41 i I 7 DL &k W 4 Al
BRI R G5 miR-126, HMAA P R 41 B PR EL,
PRI I AR B o AR PR S 1Y miR-126 FRIE 98D,
B AT e L CD347 20 i i /88 A= B RE ) 2 3 08 55 1)
HEE A A E A e o R, 2 AU IR S
F HIES miR-126 AP T@ Fex B, I HAE i h
Pl 2 oe e 5 B2 B U Ak, miR-126 7E P
BRI R IAF AR T VEGF @ fe4ERe N
Fe R AN I se v U MiR-126 {23 4 J AH 40 i
()38 5 AT R AR M T, AR B
Wi,  MiR-126 7ERE R 85 BN A4 i 3Rk T
F%, 5200 7 miR-126 [J#EIL[R] Spred-1 (sprouty related
EVHI domain containing 1) & T~ Jif 3 K ) £ iX,
J# ) #1 Ras/ERK/VEGF L)} PI3K/AKT/eNOS {5
5 JE K PR AL B T R R U
1.2.2 P58 AR BOAH S miRNA

VEGF j#iid 5 H 22 — VEGFR2 &5&, Wug
UL 2 A Rl R, (kMg A, 2 A AR Rl
PIOGERIA R, X — i R &N AT 2 3 2 Fl miRNA
VAT, AUFE VEGF 87742 DL il B ik R R 3R 08

B#AE T VEGF/VEGFR2 15 5l % ] miRNA
£, 4% miR-15b F1 miR-200b. ‘&£ 4743 7 & ] VEGF

1 VEGFR2 ff) mRNA ] 3" UTR [X, BHIK7i% 18 #,
1 1 B £ M. VEGF/AKT/eNOS il # 1
VEGF BiG % 0@z —, 52 %] miR-615-5p [ it
W42 . miR-615-5p fEATH SV K BRI, HEER
T ERE I R R S, miR-615-5p £k B m T IE
WX . AN A, miR-615-5p JEiL#E 4 A
Jik S 2R A K AT 2 (insulin like growth factor 2, IGF2)
F1 Ras FHIRZE IS 2 (Ras association domain family
member 2, RASSF2) mRNA ff] 3'UTR [X, i VEGF/
AKT/eNOS il i 11145 3, 13> — S8 AL & (NO) I AE F,
I P R M () G T SR RN, I LA AR R
TERE JRI7 db/db /N R 455 LT 23, miR-615-5p 1)
RIEEHEESTHARNRMGOHLN, @I
W db/db /)N B A1 T =5 %5 miR-615-5p, 7] &35 8 fin (1)
A A= s A 2R 2R RS DA B A5 1P & 3% Teli 25 B
KHANE LKA T EAL, KF 7 miR-615-5p Xf T
VEGF/AKT/eNOS i #% i) #I i R 8, FFk s 1 R
7t VEGF /K-FAH 4 #1560, T miR-615-5p X
T I A DA R AR A AR AR, B SR
e R e K= LT E A BT P B

VEGF/HIP1/p38K #li/& VEGF ¥ (1) 7 — I &
AR AH OGRS, 7 E A5G 1 (Huntingtin interacting
protein 1, HIP1) & VEGF il 4 1) 1% 8 % o (1) # 2 —
I, miR-135a-3p $E A4 HIPI, J8/ i/ A a2V,

ANGPT1 4 72 Ifil % T i i 7% b 1) B 22 A 7,
ANGPT1 5 VEGF il B4k, VEGF {33 P 5z 4l g
W, HRnEEREEK, ANGPTI 5HZ{k TEK
(tyrosine kinase with immunoglobulin-like and epidermal
growth factor homology domains) fH45 &, i3k N 57
S 0 [A] FF % 2 39 o L BE 1Y) 56 RE 4 RN AR E
miR-200/466 5 % ANGPT1 E 75 1EH, 1%
RET, EEPE RS ERN NN, BeE
N J5fE o 15 iR 52 2% TRE L (inositol-requiring enzyme
lo), IREla FR 3005 % 5% Al 7 XBP1 (X-box binding
protein 1) 5| #2— R4 TR B2 4k, /2 miRNA
RO IRE S A B D), da YR R = 1 1) G/C B
R, SEFE miR-200/466 F AR N B miRNA
AR s (HAERE R B, RS AR oL
AT IRELa /KR FE, MM 43 miR-200/466 X
WEEILLE, ANGPT1 Fif, M4 kb #,
1.3 miRNAZER EEFIEZEHAHRER

15 0 A W AR S X b, R AT 4E 40
FATRTE A I P R Al LA 2 P A KR 15 5
T TR, RS L . G R A IR R
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HH. AEEREA, 4000403 (extracellular
matrix, ECM) TR, (e fERIREM, 1112245, ECM
IUTAR R A S P A I Bh P 7 SR 31K, ECM
G2 EL 2 DFU £ D f B R = — A
RN, 3 F 4 E & A B (matrix metalloproteinase,
MMP) LAz MMP 2H ZH4101i1|47) (tissue inhibitor of metallo-
proteinase, TIMP) 7E4EFF ECM ¥ 3l 25~ flir i F2 A ik
HEMEH.

MiR-29a 5] R I 7N BB Jk A (%) 3 8 45 I i 0k
RS B, OB TREEA TR R &S 1R
AR HAR SRR &, AT I8 BORE PRI /0 BT 2 JEk 14
HUBRHEE 2% T % . miRNA i8] LS 55 MMP,
TIMP &5 il J2 o s R, 0T BB Rz A A0 o0 98 1 g
T, R KB, MMP-9 1E £ Fiig 4 3 /& G i
f bR FFEEEA 1 (specificity protein 1, Spl) J& MMP-9
()3 SaE R, il 256 8 31 R MMP-9 1)
F3K°F, miR-129 5 miR-335 ] L@ R ¥ ) 45 &

Nl Spl, AT R MMP-9 ik, fEik ECM K
UL, ARSI SE T miR-129 5 miR-335 ¥/
BN FH AT 25 80 A B R JR DT AR A ECML L 2,
HEIHT A B R SIS, B W] miR-129 A1 miR-335
(AR FIE /K /& DFU Gl Tl A & i 1) S R 2 — 2
LA miR-21 Sy A (8 1 J52 7 5 200 0 R ol 21 4 40 i %o
TR MR BE R, A DR B e T o3
A miR-21 RN I 28 R AT 4E 20 i 7 (1) MMP-1/3
TIMP3/4 ik, JFLHE A 4Ea1 TR, 55K
KI5 a- I IUILBIE E (a-SMA) M N- £53 55 H,
AL NS AT 4E 40 i, T 1 PTEN (phosphatase and
tensin homolog) A1 RECK (reversion inducing cysteine
rich protein with kazal motifs) {2 /K7, FF0&
MAPK/ERK J7 5T i A5 5 8 i, 1 55 i 21 4% 41 it
G D A e B

DFU 1 i & & 1 2 1 F2 98 K Ak % miRNA,
AL AR BE VIR ) miRNA HLK 1.

=1 DFUSEAAEZETAmIRNAN H{EFE S

MicroRNA TEN B IR A FHHE R S Lk
miR-15b-5p JENE V. t WEEI. RAD50. MSH2. IKBKB [10]
miR-155 PN SN t BCL6. RhoA. SHIPI [25]
Let-7b RNE . | TLR4/NF-kB/STAT3/AKTi# i [26]
miR-132 P SN | NF-kB. NOD#ESZ/K, TollFE32 4k, TNF{5 5@ . HB-EGF  [27]
miR-146a JENE M. ' IRAKI. TRAF6 [28]
miR-16 PR SN | cox2 [29]
miR-203 RNE L | TNFo. IL24 [30]
miR-129-2-3p JERE 2. ! Casp6. Ccr2. Dedd2 [13]
miR-5591-5p JENE V. | AGEs/AGER# [14]
miR-27b JiIR=2E Y5 1 TSP-1 [31]
miR-126-3p JliK=gacin t Spred-1. AKT. ERKI1/2 [32]
miR-15b 1A AR i | Akt3. VEGF. HIF-la [19]
miR-615-5p 1A AR A | IGF2. RASSF2 [20]
miR-135a-3p I A AR | HIPI. VEGF/HIP1/p38Kif % [21]
miR-26a BilIR=#2545% I BMP1/SMADiE % [33]
miR-92a TS AR Y ! ITGAS. ITGBS [34]
miR-200/466 5% 1t A& A2 A% | ANGPTI [22]
miR-200b iR =gace5 | ETSI. GATA2. VEGFR2 [19]
miR-205-5p JiIR=gE 5 | VEGF [35]
miR-21 i E A t MMP-1. MMP-3. TIMP-3. TIMP-4. TGF-pl [24]
miR-129MmiR-335  F§ b izfk i Sp-1 [23]
miR-29b R t HFiEREA. HREREA. TIHEKEEA. MMP-9 [36]
miR-25 R ' TGE-BI. SMAD-3. Collal. Col3al [37]
miR-29a T F Ak | TAB-1 [37]
miR-191 Ak | RiREERED-] [38]
miR-198 T Ak | DIAPHI. PLAU. LAMC?2 [39]
miR-99 5 jik A | IGFIR. mTOR. AKTI. AKT/PKB/mTOR;i % [40]

t s miRNAXTH R IZE R BT &SP BCRA fedE s s

miRNA I 842 (1 61 i & A BOR A 1
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2 miRNAZEDFURIEHFHETT A=

2.1 miRNAMERPERR R EH A ERTEE S BIE
DL miRNA AR K 9E4a b5 RNA B 5] J6 97 2
H AT ARz — . BB PRTHUNLEAE, W1 DFU,
B R0 B R PR AL s AR A, 5 e I b
R A5 BT B microRNA 2 3% 3% 1) o 25 % §) 41 ¢ B,
miRNA fJEE VAT, 57T RNA (small interference
RNA, siRNA) # [ 3—JLRAR LG, B[R i 2
ANFEDRIBE A, T B AR R R W S AR A,
I, miRNA V697 W5 PRI 55 18 P 5 0 50 0 B AR 1)
75 s
HAT, miRNA JBTAPFER : (1) FHE K
(X EE miRNA B (miRNA mimics) 5844 23:9% 75
WAR, I Fik HAr miRNA, KE LA )
b 22 A& 1 1 S X miRNA A% 7 R $1 fi] (anti-miR,
miRNA inhibitor), Il miRNA [F]ZifE.
2.2 miRNAZRENET R ARFIHkAR
2.2.1 miRNAJRITT B AR DL 45 245 1845
TR 21 20 4Frp, BT B T IR A,
miRNA $8 [\ 7697 S5 2] 7 K2 MK . anti-miR
A miR BT IR ZS 55 5 N VR M RNA BB e,
i B — RAMAE M DL SR S T IR AR E TR oF
UL K SR e ) B 4R a3
FREAY DL R I ARG Ot A 218 1 7, AR AR A
(G BR 2T, R R R G R 25
b 25 1 XUEE miRNA RS v 1 P 2% B
DA 36 3 32 2 L 3 W 55 A8 1 G 0 5 DA e AR
M SRR DL R SR RE S, R, B
a1k 2 BT 5 ) e PR AR AR R M o . R SR )
e B B R R TE 4T I PN RE S5 4 RNA I SUIBRE &
A& (RNA-induced silencing complexes, RISC) 5],
L 1L AR B B S AT PR AR Y, 2'-F A8 4 AT LA
e OUEE IR HOR T4 RISC . B 7 1h 2 1s it
miRNA B, 0 n] A 028 35 . i 25 BUIRAH
IR T miRNA Hf# HRIE W E BRI
RTE TR BRI 22 41, DL & miRNA U4 4 Ji A
A=A H B miRNA FIH ARG i SO
FHECHE T miRNA BEALL4), anti-miR 1)1k 2% &
ML K 28 AR . B, SR (locked
nucleic acids, LNA), J&# i RNA [ L EZHIR,
7 2'-O 1 4'-C 2 [B) i NV FH SR8, B o LA B 1%
IR AT AR 1, LNA (R0 45 5308 . RN
Fase thom ™, MR, 3'- JHFE EELE A 2-0-Me &

1 () antagomir B T K 4F [ 44 p 40 1 25 B,
Liu 2 "V 363F 7 5 3673 55 miR-296-5p ) antagomir
2z 1 B8 TS VR RE BR R R B G TR AT IR R .
MiRNA &) — O AUEE S5, RO & Tl
JARGKIRL . 5 IR R 2o IO e R A A £, 2
g 25750 Y, BR1T, LNA BR antagomir {F A B4k
SRR, AT DA ) 75 2 2 5 /K sl e £5 22 rh
HH T R T EGER K VRS . I A ) anti-miR B
A Z AP SR, R AR, EAE. BRI
SURVEEE Y. PEAAIMS, anti-miR 5 PYYEEE miRNA
TGRSR ] FR0E AL 25, X B 5E 4]
2.2.2  miRNAJRTT IR K R 5 Pk ik

H Al & 3  2 T miRNA V697 25 HEN T
I AR IRIE B Bt . MIRNA. AR FL4 A1 40 i) 751 75 i 98
JRERMEF . OB BEIRE . 18 1S I 45
PR I ZN RS T S R IT 2 H AT IR
IR B A8 0 AH D¢ miRNA 254 WK 2.

IR O AT 7 K E miRNA 697 11
IRETIE T, (Hig4 ik, HAA /0% miRNA JGIT 2
Pk N T e R AR EG B B . MIRNA J8 97 1 B KBk
Z e F P F A 1) miRNA #UbR, R 5 £ #
PRI 32 ZEME ST E T miRNA RIB I 7. B4
HZNZSE . DFU 6 [ b 455 7 F R S R 98 i 5 DR 3R
2SR, BT A T miRNA & BOd 2
TOCHEEZRIL ™, SH mRNA RH KA. MIRNA
A B R VELE T4 — Fh miRNA ] DL ) 2 A~ H
FRAEEDE, T AE B T R0 R A AR A B AT AT 2 2 b
miRNA, A5 2 8 miRNA 2¢ miRNA
I 7M. FAh, B RIWAAE R, A A
B B AEAE LR R 1) miRNA 48 A 750 0E
MiRNA Iffi PR ¥6 97 1 e At Bk 58 45, &k 7
miRNA V577 2451 5 1 1R A5 18 P A0 20 2 e 1 L 1)
PE miRNA A& 244, DL n e 36 5 35 78 11 55 11 O
0, R I A 2087 5 5 A PR
3 RE

MiRNA FE % [r] 22 5L R 147 22 3 % 1) DY 4%
AL, RHERGT REIHEAGIs. Hilcs
HREMHEFCUE T miRNA $E {85 J7 78 3 P H Y
A R ™ A 3 T miR-296-5p # )
BT - R A B EIE /A -2 (sodium-glucose transporter
2, SGLT2) 1 42 g & 40 Jf (%) 38 5 &) S0 A0 0 1 mp A
FUHEA, 7R R AN E ISR TR EE A agomir-
296-5p Al antagomir-296-5p HI¥AE¥7 2R Y. AR
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20 1EAE HEAT £ 6 miR-199a 78 I 45 A B 7 T8I 4 48 o
SIS, SR HO T U TR BORE Sl % R AR
AR 12 52 50 4 SR b AT 1E % K BN THI ¥ agomir-199a
T RIEARHN L, BLEAIH antagomir-199a AT B
PRIER BT 6T, Seie VS — e ik e .

R O 782 FISh s g RIAE T N TA R
(1) miRNA 47 S AN 697 R, HHCH
miRNA VG J7 HEN T I KIS B B, IR I 7K
B ARAORIE RIS RAE . SR, AR,
H 57T AT 25 7 miRNA 42 79 4% 19N 50 78 A %

TEWERE, HE RGBT &M MR A
W) miRNA 2 75 BARA RS, 262X Ik
B2 e A I DR 3 BB TE AN R i ), iz b
A RN 24 32 32 5 1 AR HfE v, 380 T DFU i %
PE miRNA §E [5G T7 25 I R . Rk, JE
I PR GG 2 A1, 06 200 5 i 4 THI HB A 2 miRNA 21 (1)
FILNE R FERIL PRI, DA IR 22 4k

25 I, miRNA F 2 i A58 1) DFU J6 97 #8551,
EERIG AR A RKIESE, T PR EM
FEAIE=ST

72 miRNARTT Z51)lm RIX 38

EEJEAONG)) miRZEHY 2B S e 2577 2 IRIT I IEARREIRS IR
Mirvirasen AntimiR-122 LNA-miRJz B8 AT 4 oy, 1T, NCT01646489
(Santaris Pharma A/S and (BFEIE ) CLIERK,
Hoffmann-La Roche) Zh, I,  NCT01200420
CL5E AR
Zrhty, 1,  NCT01872936
REARH
gy, T,  NCT02031133
CL5E R
gy, 13,  NCT02508090
[S5957
RG-101 AntimiR-122 N-CB-D- 705 12T % Zvty, 1B, EudraCT-2013-
(Regulus Therapeutics) F4E 4 HantimiR ELIE R 002978-49
Zity, B5M  EudraCT-2014-
002808-25
RG-125/AZD4076 AntimiR-103/107 N-ZBE-D-2EFUR G 28908 R tE AR Ly, T, NCT02612662
(Regulus Therapeutics) H 45 G MantimiR PR 14 g s AT
sruty, VI, NCT02826525
HEAT
MRG-106 AntimiR-155 LNA FERRBATAMIM S 2, 141, NCT02580552
(miRagen Therapeutics) J87 S R A 4 i AT
MRG-201 miR-29 mimic JIH A B A O0BE T R0 Brty, 14, NCT02603224
(miRagen Therapeutics) miRNA EL5E KR
MRX34 (Mirna Therapeutics) miR-34 mimic [ fi & (Smarticles) £ & SR Zn, B, NCT01829971
EE2 s

(& £ XX #
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