MmO N K #H B

Mesenchymal stem cells pretreated with
interferon-gamma attenuate renal fibrosis by
enhancing regulatory T cell induction
(A F =7 vy BILE ZAT - 7o 3SR ER A X
hil A T AL OFEE A2 I LT
B RRME L 2 3 %)
Scientific Reports, 14(1): 10251, 2024.
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BRI © mesenchymal stem cell (MSC) (B #f, Wi, FRAGMESE D HB SN S %
REMEMIE CH Y . bR L A OHAREE AT 5. MSC (T2 5 @ interferon-y (IFN-
Y) BIEUDETOIRIEMET A M A R84 mL T, MIREERERET L Z EnmbiT
W5, IFN-y WINEEHCHE#E L 7= MSC (. indoleamine 2,3-dioxygenase (IDO) 434 A3HE 5
L. CD4 P&t T #Hfc A HIEME T i (Treg MIfR) IZFFET 2 2 LBAMEINTVD, LiL,
IFN-y @05 # TEE 28 L7z MSC 2 K » THHE S 47z Treg Ala s B#AEL OHEAT 2 30 4~ 2 7>
IOWTIERA STV, # 2 T4 1L, IFN-y IRINEGHCE2#% L 7= MSC % siRNA % A
WTIDO %/ v 7 Z7r LT, BEME#R : ischemia reperfusion injury (IRI) €7 /W #
H L T2BR ORI OV TRRET L T2,

7k

D b ME#EMSC & v VR (FBS) &ARHZ AW THE LTV, dish © T0%FE D%
FEEIZETHREB L%, IFN-y 200 ng/mL ZE5HICHM LTz, 48 KR I Z B L in vivo
B LW in vitro OFEFTIZHEH L7,

2) AL 1 EM%IC, EBBIRELER 2 Y v T ERANWT 45 52 T T L, 2 ORI
MEEIIRIET AT v b &2AFR L7, FRERE ICAEBBIREEE O KEIRE V FBS & A5
HCH;# L7z MSC (control MSC) F7=1% IFN-y ¥l FBS & AR5 T2 L 7= MSC (IFN-y
MSC) % 50 Jj cells, &5 ML PBS ## 45 L7,

3) EF AR day7, day21l TIERE L. ABHCIIT 2 B O S~ — 7 —3 L OMAE(L % b
L7,

4) control MSC, IFN-y MSC (2317 % IDO @ mRNA B L OVEHEORBAL L L=, &5
control MSC £ X OV IFN-y MSC X v Bil{ti5H#1 : conditioned medium (CM) Z/E#L L. IDO @
FEHL % SR B SR E ik 2 -V CTRIE L7z,

5) bt MR BN ST A —7 CD4'T Mz /7BE L. control MSC LV Ef L7 CM
(control MSC-CM) % 721 IFN-y MSC X v {E#L L 7= CM (IFN-y MSC-CM) % i\ THs#& L7,
& 512 Dynabeads & b T #ila7 27 7 1 X—% —CD3/CD28 # /iM%, 5 H&RIZHINEZ [FEIL L7z,
Control MSC-CM THs# L7=#E & IFN-y MSC-CM TH;#E L72FHIZ B W T, Treg fliffd~— 4 —
DIEHL A e LTz,

6) IDO % siRNA THifil L7= IFN-y MSC % IRI £7 /L~ 5 L, RIEMHIZIIF L OBRMEL
HIZHFANCEALDE L D 03 B2 LTz,
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1) control MSC O 51X EEMM T D FOXP3 (Treg i~ — 1 —) OSPEMIEEL 2 850 & &
2o ZOHNMIE IFN-y MSC OFETLVBHETH 7=, F7 control MSC D513 IRT IZ &
DRI E SN2 CD3 (T U v "Ek~—h—) BLXOCD6S (v n 77 —V~—H—) O



e & A I S8, IFN-y MSC 0#5- TS bl < Sz, EoflfkiEEs &
OEIN - BB 72 % E) % 5729 vascular endothelial growth factor (VEGF) O#ikH D358 5,
BT L Z A, control MSC D5 CIIAE R EAIERD o223, IFN-y MSC 0 #:5.T
(L PBS G4 & i U TRELV NN AFEIC EF LTV,

2) Control MSC (. IRI (ZX Y #¥E X172 a-smooth muscle actin (a-SMA). transforming
growth factor-81 (TGF-B81), collagen I, collagen III ®3HL %2 A& 24 L. IFN-y MSC I% &
SIZHR < Ml L7z,

3) IFN-y MSC (23517 % IDO ® mRNA I X O FHE DO JEBUT control MSC & bt L THEIC
EHLTWE=, 7=, IFN-y MSC-CM # ™ IDO D FH, control MSC-CM & il L THEIZ
EA LTV,

5) IFN-y MSC-CM % W\ T2 L7271 —7 CD4*T #fdiL. control MSC-CM THi# L7-7
A —7 CD4*T flifia & ez L C FOXP3 ORBLNAEITHM L Tz,

6) Negative control siRNA % fiiif7 L 7= IFN-y MSC D #% 5.1%, FOXP3 [t Ia%k 2 A Z 2
X7z, LML IDOsiRNA % itifT L72 IFN-y MSC O 5-Tld, FOWEEMENHEE Lz, £
7= negative control siRNA % fiiifT L 7= IFN-y MSC »#5.1%. IRI 2 X v EHfkIcHE SN
CD3 ¥ X U* CD68 O[5l 2 A7 &I S #7223, IDO siRNA Zif7 L7z IFN-y MSC @
BT, FOMEIRIENER LEZ, SHIZIRIICKDFE SN aSMA, TGF-B1. collagen
I1%. negative control siRNA % fifi{T L 7= IFN-y MSC ¥ 5.2 X W HFEICHH <7228, IDO
siRNA % Jif7 L7= IFN-y MSC O 5-TlX, = Ol zh R0 w5 L,
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IFN-y IRINEGHECHE#E L7 MSC (X, IDO O3 wMEdE LTk v | IRL £ 7 /L OBk ~D Treg
MR DOFFHENIEIRL TWD Z &2 BT LT, 612 siRNA #HWT IDO %/ v 7 X0 v
L7 MSC #4579 % 2 &L T, 20 Treg Ml OFHE N BRI I 1T D FIEIS K ORHEIL DN
BB LTWA Z EaH oML,



