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i & B
Mesenchymal stem cells pretreated with interferon—gamma attenuate renal
fibrosis by enhancing regulatory T cell induction
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M5 REHINE - mesenchymal stem cell (MSC) IXE#E. Wi, FEMiMRRSE D O HEE X
nNsZEMichby, okt BCHEREZAT D, MSC IFHEEWA DO
interferon-y (IFN-vy) ZIZU D ETHRIEMY A MU A 72 8% L T, PIRIEEH
ERETLENMONTWD, IFN-vy RINEGH T2 L7 MSC X, indoleamine 2, 3-
dioxygenase (ID0) DZyWAANHESHE L, CD4 Btk T A Z HlgHM: T M (Treg ML) (ZFFE
THLILENREINTND, L, IFN-y RINEEHETREE L72 MSC IZ L » TRFiE s hiz
Treg AR ASBRRHEAL DHEITZINEIT AT HOWTITMH STV, 2 TEH 51T,
IFN-v WHINEFHICTHEEE L7 MSC I siRNA ZHWT ID0 %/ v 7 X v LT, BEIMEE
it ischemia reperfusion injury (IRI) EFT/WICHEE LI-BOEEEICOWNTHE L
7=,

F9. b MEBEMSC 2 U R R IMmIEE AR 2 WV TEEER 21TV, dish @ T0%FEE D%
JEIZE THE L%, IFN-y 200 ng/mL ZEFHUZEM L, 48 FEff#Z Il & B L=, A
B 1 B, ERERELER ) v TERWC A4 GBI T o7 L. OB ERER
Stz IRL BT VT » M EER LTz, BERZICEBEBIRIEOET KENRL Y FBS &F
B CTHE3E L7 MSC (control MSC) F7-i% IFN-+ ¥I0 FBS & A B #h % L 7= MSC (IFN-
vy MSC) # 50 /5 cells, DML PBS #% 5 L. day7. day2l TEH L. FHICBITLIE
FLRR DO RAEF J OBRMEL 2 541 L 7=,

WIZ control MSC, IFN-y MSC IZ31F7 5 IDO @ mRNA B L OVEHEORBR A K L-,
51T control MSC 38 X TN IFN-v MSC X v BI{bEzH : conditioned medium (CM) Z{EHIL .
IDO0 D FEBL %A ELISA & (BEBRE OB WAENIEE) 2RV THIE L,

Fo. b FRMIMEAEMIN S A —7 CDA'T M Z 458t L. control MSC X W {E&i L /=
CM (control MSC-CM) FE7ziL IFN-vy MSC LV {ESIL 7= CM (IFN-y MSC-CM) % HWTHis
L7z, & 5IZ Dynabeads & k THfLT 7 7 4 ~— % —CD3/CD28 KL NZ IL-2 /1%, 5 H#
(AR Z [EUY U, Treg M~ — U —DRBE A R LT,

%12 1D0 % siRNA Tl L7= IFN-y MSC % IRI EF L~ 5 L. KEMHEHEB L O
HRHEAL BN A AL A © D & 3Tl L 72,

F DOFER IFN-y MSC O 5-E£1T control MSC OG5 RE X v & EEAHMET @ FOXP3 (Treg
Mg~ —2—) OB HREEENESE, S OICEMBRICHFESE D3 GL T U
HRv—H—) BLXOCES (vr7m7y—T~—h—) OBMMEEORDE L BEERS -
72, FOXP3 & CD3 O B :AIZBWTH, —EYLAEIEMEIL IFN-y MSC O HRET
control MSC O¥e5FEL Y LI L T/, Vascular endothelial growth factor (VEGF)
DOFAFEH DB 2T T & Z A, control MSC O H TITA B EFITRO LN o720,
IEN-y MSC OFEETIIERBF L A NGEIC EH LT\,

X7, B LDOFEM & L C western blotting ¥EI2 XY o -smooth muscle actin (a -

SMA) . transforming growth factor-81 (TGF-B1) Z &M L7-EL = A, IRI ICLhifE X




U7~ o —SMA, TGF- B8 1 IZF N FH IEN-y MSC O HH#E T control MSC DGR LV LA R
WZHNH X372, Masson trichrome ¥, o -SMA & collagen type I DLEYLAIZ BT H
IFN-vy MSC O# 58 T control MSC DGR L 0 L/ EITIH S v,

In vitro OfER L LT, IFN-y MSC (ZEJ 25 ID0 @ mRNA B L NEHE O R BT
control MSC & it L THEIC EH L TW/-, F£7-. IFN-y MSC-CM 1> ID0O DI &
control MSC-CM & Lt L CTAHEIZ FRH LTz,

F 72 IFN-y MSC-CM Z W\ TH: 38 L7 A — 7 CD4+T @i, control MSC-CM Tz L
72 F A —7 CDA+T i & bk L C FOXP3 OFELAG ZITHA L TV,

B #1C Negative control siRNA Zf4T L 7= IFN-vy MSC O#5.-1%. FOXP3 [HVEMIfa %k 2
BEITHI S 7228, ID01 siRNA ZHifT L7= IFN-y MSC O# 5 TlE. % OHI90%h 523
59 L7z, F72 negative control siRNA ZJEfT L7z IFN-y MSC O# 51X, IRI (2 LV &M
RIS S 7z CD3 B LY CD68 DM = A B IC ) 72238, 1D01 siRNA % fifT
L7z IFN-y MSC O 5-Tld, ZOMAIZhF 23855 L7z,

BT IRTIZ LV FHE ST OIHIZIRIZ OV TS ID0 siRNA ZfiEfT L 7= IFN-y
MSC D 5-Tix, & OMlIzh 1 WES Lz,

IFN-y WSHNEEHiCEEEE U7z MSC 1%, IDO OywaMEdE L CE Y . IRI 7 /4 O BH R~
D Treg MRIOFHFEBNIER L TWNWD Z ERHLMNIR o7, EHIT siRNA ZHWT ID0 %
)y I BT LT MSC R ET DL T, 20 Treg MIAOFHENBMERRICBIT O RIER &
OVRAEAL OINHENCBIE LT\ D Z E B LMo 72,

AEIDFRIE, MSC Z W= 18RI O F - /2 v REME A Bl 45 L CEHEBER &L D
HLOTHY, MSC N REN R A BIET DA =R LOHBEIERD DL LD TH D,

FoT, FEZEASZELBIT. KnXHEHFICH L (BT OF 2R 5T 51+
HEH 5D EEBDT=,




