BIFOAERE 6 2 (55 16 5545 3 IH, %6 25 445 3 THEIR)

il FEAE O R o HEF

ORI HEOLAT |t ((EFE)

L ST
AL 0 G R | R 4 1) 2 R

%

=111}

E5Y H
Al A
Interferon-y enhances the therapeutic effect of mesenchymal stem cells on

experimental renal fibrosis
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W3 R AL Mesenchymal Stem Cells (MSC) (Z'F#6. M7, AEGALRLZE 2>
DHEEINSZEEMIETHY . Zofkiet BOBHAREZAET H, S HIZ MSC I
BEoWIc X > TERZRE L, MEINTMHEBOBEICEH S Z @G T
% ., Interferon-y (IFN-y) /N5 H TH:# L 7= MSC (X. prostaglandin E2
(PGE2) 72 & OWRMER T D43 & ¥ S, PLREMERA SRS 2 2 L3 WmE S h
TWo, REBRTIL, AMEREED OB IBIR ~DOBAT 23 BLEE v 58 72 — {5 i
FEVEREE (IRD £ 7 Vi X OURME HE OfHELET LV Th 5 — MR E S
(UUO) =T VDR 5 2 BMEOBEEET LT v P2 HWT, v kR g
(FBS) &AM TR:ZE L7- MSC &l L C IFN-y Z il L 7= FBS & A 5 i T8
# L7 MSC N LV MUVEIRNRZBIET 202 LN T L L L b, EOWT
IZDOWTHRFT L7,

9. SD 7 v FOKERE - &FNS MSC ¢tMSC) %#+:HL L FBS & A5 Tk
& L7z, IFN-y IR CIISBEEE T VTR G T 5 24 REfEAT L D 554112 TFN-y
200ng/mL 2RI L7z, 7 v hOEE#IRZ 60 737 77 LIRS & IRI
EFTNVEERL, BESICEBDIRLEOEMARBRE Y FBS SARM#THEE L
rMSC (control rMSC) F 7213 IFN-y ¥/l FBS & A £ CH 38 L 7= rMSC (IFN-y
rMSC) % 50 Jj cells, 25 WX PBS ##& 5 L7-, %5205 7T HB L 21 HEIZ
JER L. BEEMOBRICE T 2 RIE~— T —8B X OHHEL 2 35l L 7=, control
rMSC O # 5.1%, IRI 23E 3 % a-smooth muscle actin (a-SMA). transforming
growth factor-81 (TGF-B81). collagen I. collagen III MR I %A EIZHif L7,
Bz, 2o oML IFN-y rtMSC o5 Th <o b/, IRIIZE D EH
MICHFELINTZCD3 (Teell v—H—) BLUCDE8 (v 7/ u 77 —V~v—H—) O
Bt gix. control YMSC O 5 CTHEIZH A L, IFN-y rtMSC O 5T 5
(2R < W L=, —F. control rtMSC O 51X, M2 v~/ a7y —V~——T
»H 5 CD163, CD206 [HMEflatk z N = t7=, Z o#EX IFN-y rMSC O 5T
FVHEHFETH-T-, I, Ty FOLEREEZMEERL, UUO EF LV A/FR Lz, £




THAAERL LY 4 ARZIZREEFIRE Y control rMSC F7-1% IFN-y rMSC % 300 /5
cells, &5\ X PBS #& 5 L7, 50156 7 HRICER L, FEMOFKICIS T
% RHEAL 2 5Pl L 72, control rMSC O # 51X UUO N#%E T % a-SMA, collagen
I. collagen III OIEHZ A EIZIHI L7z, HIZ, T boMlE IFN-y rMSC @
BHETEVMSFED N, HBEFERARTIE., £7 & MEMKMEME HK-2
cel) |2 TGF-B1 ZiFM¥ % Z LI L VFFHE SN LMMEILR 123, FBS & AHHIT
F# L7=t b MSC (control hMSC) % 721% IFN-y sl FBS & A5 THs%E L7- b
F MSC (IFN-y hMSC) & v {E# L 7= Bil{b55H (conditioned-medium : CM) |Z
Ko THHl SN 0E7HE L7z, TGF-81 Bl %17 -7 HK-2 cell IZHB W TiHE X
1% phosphorylated Smad2. a-SMA O FHLiL, control hMSC X v {E#l L 7= CM
IZ X o Tl =4, IFN-y hMSC L W /E#IL7= CM Tix, & HIZHWIIH 2R L
72. WIZ. IFN-y hMSC (Z L5~ 7 1 77— ® phenotypic change {Z 2\ Ckt
N EZEERERAIAE (THP-1 cell) % HAVCHE L7z, THP-1 cell #5#%. phorbol
12-myristate 13-acetate THIH AT\~ 0T 7 —U~DobZFHE LT, I
#%1Z E¥E % control hMSC F£721% IFN-y hMSC L W /EfI L 7= CM I[ZE# L7T-, &

B s 48 FEfILIZ THP-1 cell ZEIN L, M2 (RIEMHIE) ~ 27 1377~°)<7~
N—To 2% CD163, CD206 DI EH A i L7=, control hMSC X v {Ff L 7= CM
I3 CD163. CD206 O B2 A EITHMSE, ZoHMNiE IFN-y hMSC X v /F#
L72 CM TEVWEHETH -7z, EHIT, £NEFnd CM HO PGE2 OFELIZ-DU

TiMliL7=& Z A, IFN-y hMSC XL ¥ T’F% L 72 CM Ti%. control hMSC X v {E#
L7z CM & Wi LT, PGE2 ORILNAEIZ EH LTz, PGE2 MNB#HHEL OB
FICRE BT 20 E2RET 5729, PGE2 A EEHE (PTGES) OBz %
siRNA T#ifi| L7z IFN-y tMSC %7 v k IRI £ /L~ 5 L. #RHELH]zh F1iz
TAER S D Z il Lz, IRIIC K » THH SN S a-SMA, TGF-81, collagen 111
DFHLIE negative control siRNA % JiifT L7z IFN-y rMSC 512 & 0 A I #ifil
Enf=s, PTGES siRNA #iifT L7z IFN-y rMSC 05Tk, Z Ol A 7655
L7,

A%, IFN-y #INES TR L7= MSC 23, BREET T /LIS 5 Bl
BIORIEZRSIHET D Z EE2HALMNI L, TOMKFE LT, IFN-y @05
TH;# L7z MSC ORIEMHIEL M2 ~27 v 7 7 — V2 FHET HEMM, PGE2 D4y
WMEEIZ X VRSN A Z ENEE L TWD EF 2 bz, 7 IFN-y @RInEs:H
TH:#E L7z MSC 73, TGF-8/Smad ¥ 7 7 /L& # 5 < #4252 & H EE W 1
EEZ b,
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