MEER 3 —A]

HrE BRI T 5
miR-21 D&EFIAFA & RIS EE D58

(1] HHksk

REE 9 BA
(FR RS T ER 7 NRER 5 )

RIRE - AR Al CRACREE IR AFZE0T)

Sy BIMA] (FEERSIERRS NER 5 )
IKIET- (B RN IR NER A8
ATHSE (@R RSTERR T N Y8 AE)
RS (R EIRNIERR S NER A8

WEE - i 15 771

[2] WF7ErsE
VRIS (CLD) | ISR DO T 72 A HHED

— DT, ILRLFERANEEND, FiFalid &
TR R L ERL L 72 CLD ~ 7 Az,
miRNA-21 (miR-21) ASFESECEIE(IZ RO D Z & & B
BN L. XOICHEEROMAA G, miRNA ZPVad
HxL V) —LHEE LT, AWFEO BE, O miR-
21 K4H CLD =7 A% T, CLD (Z351F 5 miR-21 D
R ZARIAT % @ BpAA CLD ~ 7 A2 miR-21 DFA.
A (inhibitor) Zfeh4%, ABFH), 53 FEWFHY)
(ZEHIM L. miR-21 DRI AR D EGET D O
FRER DAL 27 > ) — D miRNA DOFSERfEAT %
1TV, CLD DIARBE 70 52T, Bt T/ A
F~— =R TH L ThH A,
T H A DRI L TiE, miR21 mimic
inhibitor ® T A7 =73 3 L FERZEI L TD A
— /L TOFTHEDEZE 20194E6 4 H.11 H.13 H,
17H, 27 H. 8 H2H, 6 H, 911 H, 10 H 1 H
WA ToTe FTU AT =73 g LKA MG D
DIRFAENTHE L, FEREATIR > T2z,

[etge & 5]
< 7 ADFEER

1) miR-21 K8 CLD ~ 7 X B4R CLD <7 XD
VERL & it COOBAL - FEER AT

A% 12 BILIN OB CBTBLI6 ~ 7 A & miR-21
KR~ T A% AR~ TR LW —T T L WET
¥ NI, ERERESR(FIO2 0.95)12 7 HIH
Sz, IEEEA oL fe—L T4, miR-21 K
i~ 7 A(miR-21 FEXHE C57TBL/6 ~ 7 AN ISR

FEHE DHALIRFINERIE T FERT MR ZZd% L 0 7y
HuN272 % genotyping [FWFZE=E D7 v ks =2—/UZHE
2> TAT 9, miR21 BEHN LT LEIEFTHD
Pten(Phosphatase and Tensin Homolog Deleted
from Chromosome 10), PDCD4 (Programmed cell
death protein 4), Spry1(Protein sprout homolog 1) &
RIENEY A N4 T2 IL6, CCL2, IL-1b Dffi
T? mRNA #H1% qPCR T#HT L7-, miR-21 KO
F~ U ZADWEFFFZFER AT LT, miR-21 KO +
U A & BAETIWT) Ok & R a5 IR a1T -
72
2) miR-21linhibitor B FiE~ & 2D
47 CLD ~ 7 A2 10mg/kg/dose @ miR-21 [HZE
Fl& PBS & Hifit 1 & 5T TG Uiz, #5208
AP, o FEMY PRI R LT,
3) VU RDAFFHEHUE, AFHRROIERR
~ U ADAFFHEHIN L, IR AR A
44E (BUXCO) TRUBHRHL 1 [EHASE, Sy
K, FPRE R Al 7, 14 1IEd %, 72, miR-21
KO w7 A, BpAHl~< 7 2D EFER DIREZ R
AR A TR~

b MEEZ - SER

1) BEERDD ORRAIREL

TERGHAR] 32 M, HHARE 1500g AR CHZEL, ZF

FROFIE DS AN TR A4 55 7~ IR &%)

Gl L, WA, Bis 28 OIKZEET 5, 45 Hilib

T, CLD 2, 3k CLD W24 20 FafAGl 40 #i48) & B

BT 5, IMiEIE 250ul 25T 5,

2) MFP»60=y Y —2iHH

BRLZMEN»NSxT 7 VY — A x > b
(ExoQuick) ZMW\C, =7 VYV —AZ%Hitd 5, fil

STy ) )= THDH I & BT D20, ki)

JRiA N7 % 7P (Nanosight 1) CORF4L

KFEREZIEL, Vo AX Ty KTy Y —1

DI SN TN DD ERT 5,

3) AFEBAIZOMEFIZIIT S miR-21 DFEFHED

e

o T NAA X EC U AR OMIE Exosome

% ExoQuick 1 HifR 0, 28, &1E 36 D miR-21 ™

FEEOHERS 2 A C, ARBOEIERE & BHE 5 57

et %,




[3] Bk
(3—1) WHITERE
1) =7 VY —LORRNZ NI THhD
CD9,CD63 @ Immunoblotting T, FEENE DI
Fbx= s Y Y — LA TE L 2 L & fifEd L
=, — . CLD &, #ECLD R~ vV —LD
R Eeohr TR X727~ 7=, CLD ¢l
H it 28 E1E 36 1 Tl 2 ¥ — D miR-
21 DFEN EH L (Figure 3 L), RHZHifm 28
Dz YV —2 miR-21 DOFEAY CLD O ijakis
\CEIEE 2 T2 Z &3 h o7, A549cell &
AWT, mR21 N7 R = RITHb 5
Programed cell death 4 (PDCD4) DF$HL A [E#
FHEL CWDZ EEIBLNT LT,

2) #HWT, BEWRDRFMNLZ Y VY —LERET
XDEWET 2 AR LTy T 4 T TRERE LT,
T — NRRERPNREL L T 5 CD63 73,
T =Dy NORTIEH LTV, &
7oy FERORII V72K &b 1ml HiuL, =7
V=L TE D, BATIE, #HEIR 10ml LA

EFrHWWT RTZY ‘J—L¢®C0530)§EI§EIEH
da
ANV AN 4 e . | 220
T 2725, F =18
PEVECIEIEH g B 58 [
conorg | M AR
T v J/— =30
A % i{:m tlj "C:\ % Urine Iml Iml. 3ml. 3ml. SmL Sml. Ql .
AHZ > %ﬁ-\‘ L Exe Swp Ete Sup Eve  Sup
30-60kDal=/<> F® Y. |
77 RImITHIy Y Y —AlREE LS,

3) CLDEF /L~ 20FEHRTIL, A 14 TlEmiR-
21inhibitor #5-#F CRER[EEL & 43RS S L
FL QU2 miR-21 ~7 r KR~ 7 A TH AR
DFERIF D25 miR-21 REXRIB~ 7 2Tl
AT CLD ~ 7 A & b -ERARRI T2 A3 720>

27,

4) miR-21 KO #HEff~ U A & AR~ T A
Z 7 Ol EE L= 24, miR-21 KO~V
A TClE miR-21 OEEASE LT Tl H PDCD4 0%
BN ER LT Z Enboot-, £7-, KMk
BA M A AT L CIL-6.IL-1b iZ miR-21 KO
& B AT~ v 2 TR R IR % DRBUZ T2
HOD, CCL2 DFEHN miR-21 KO ~ 7 ARET

HEIZE»-T-

5) miR-21 KO ~ 7 A L#pAAl< 7 2D 8 D
REITZENTH 26.010.6g. 25.8+0.4g L75%
72 FHBN G EERBOIRD T, BRRETRR
3 HHODKEX miR-21KO T 21.1+0.7g, WT

T 21.5+04g ERERITBD LT, A 7l
1R RS 4 HE T, miR-21 KO v 7 A (34
3R 50% T, BRI~ 213 20% CTh o7,

6) miR-21 inhibitor 5847~ 7 A & PBS #¢5-
B~ 7 AR HHiTO miR-21 OFHL%
qPCR Cfi#fT L7z & Z A, miR-21 inhibitor % 5-
FECIE, miR-21 OFELL PBS 5T~
20%FEEE TR L TWAZ Evbiolz, &6
|Z miR-21 inhibitor #58#£Tld PBS #HIZHEA~,
fiesezd5t% Al 14 CTOIRHE6.2g70.3g vs 5.8g
+0.20)MTEITHIIN L, /R #(21.3420.9ml
vs 18.21.2ml), FAK#(361+=21 bpm vs 314+
11 bpm) & HIZeFEL TV,

7) miR-21 KO ~ v A L#pAT< 07 2D 8 JHHRFD
KEITZENTH 26.010.6g, 25.8+0.4g L751%
72 FHANC UL EEFRBOIRD T, BRRETER
3 HHODAREIX miR-21KO T 21.1+0.7g, WT
T 21.5+0.4g &[RRI L0, AfFHHR
TR 4 HE T, miR-21 KO v 7 A (34
175 50% C, WT 1%20% Cdh 7=,

8) miR-21 inhibitor £ 584F~ ™ A & PBS #5-
B~ 7 AR HHTO miR-21 OFsHLE
qPCR Tt L7= & Z A, miR-21 inhibitor £ 5-
FECIE, miR-21 OFEELL PBS #ERHEHTHA~,
20%FEEEE TR L TWA Z Evbiolz, &6
|Z miR-21 inhibitor ¢ 58£Clix PBS BRI,
ik mBi% Hili 14 CTOIRH(6.2g2+0.3g vs 5.8g
+0.20)3M BTN L, /3R #(21.340.9ml
vs 18.2+1.2ml), MA#(361+21 bpm vs 314+
11 bpm) & BTk L Cu =,

(3—2) WRIhF LI &

Exosome H® miR-21 OB, HARAHERNHO
D, 4% 28 HTER L, (EIE 36 #HTH A /i
51z, Hifin 28 OFRf CIilH Exosome D miR-21 ™
FED BT 5855 . CLD BEO TN /2 V155 ]
BEMEAVNIR ST, HAERFOOfEIIIE CLD L ik
Wz, HAREL Y CLD OFGEZR TRIT 2 DI3#E L
WEBZ BN, —, U ADEESRREED IR T
miR-21 inhibitor 512 & ) FARABRE PRI CSGED S
SNTNDZ EvD, miR-21 2NEREEIC72 V13D
AREMVNIE S, A%, miR-21 KO ~ 7 A TH[A
BRI 2R L THGREL TOS TETH D,

[4] pAERt

(1) Inhibition of microRNA-21 ameliorates lung
function in neonatal mice lung exposed to hyperoxia.
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