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Hypoxia-preconditioned mesenchymal stem cells
prevent renal fibrosis and inflammation in
1schemia-reperfusion rats
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YR E - Mesenchymal Stem Cell MSC) (3B #fi, Wi, AENRAARSE D BB S5 %
REMEfia CTH Y . ZobRE L H O HARREZ AT 5, F7- MSC I% paracrine effect (2 & 5 HIRIE
TEH. PO EIE- A L TR Y | BESNTCEMOBEICHF G L TWAH Z ERRE SN TN D
(Darwin J, et al. Mol Ther. 2012; 20: 14-20), F 4 1X7 v b ARERE T T V2B W T, MSC
DFEGNRIEMIL OB Z A S L2 LIk - T, ﬁ’*v%ﬁﬂﬁ%?fﬂﬁﬁw‘é ZEEHLMMIT L
(Yoshida K, et al. Stem Cells Transl Med. 2018; 7: 893-905), & HIZilFHEAHE FCEEE L
MSC &t LT, {KEE3E T TR L72 MSC Tlxhiiit{b/EH 249 % Hepatocyte Growth
Factor (HGF) O3 iEisAHE S5 (Zhang Z, et al. Stem Cell Res Ther. 2017; 8: 89),
7 ZCIREEFE T TR AR L7 MSC % 7 v B M F#ENT : Ischemia Reperfusion Injury (IRD) <&
TAEEE L EEERE T THEEE L7 MSC & el L CRERE(LDS L 0 58 < Ml S D & Bt
L7,

Tk

D 7 v FOKRBRE, BEMS MSC ZHREL ¥ LR RIS & AR 2 FV Tl E R 7o T
BoiTolo, IRBEMFBERIMZITS MSCIZFL T, €7V T v MIHET 2 24 FFfEATL Y
1% DIEIEHE FIZ CTHE AT 72,

2) BENRE 60 437 77 Lictk, BRI IRI €7 V07 v M, ZEBBIRITE O
KERE Y Z >~ ks MSC % 50 J7 cell #5- L7,

3) T ERE day7, day2l TER& L. PBS OA (a> ho—/Lf), @HEEE T CHE&ELE
MSC D#e5-#F, KFEE T THE L7z MSC O GHEICIBW T, Bk ORIE~ — 7 —F KO
MEAL % bei L7z,

4) & h MSC % RERDHFIEI TR E L, Bk oMM 2 ik L7z,

5) b MUTALRANE N (HK-2 cell) {2 Transforming Growth Factor-81 (TGF-81) &N+ 5
LI R o THE SN OMMELIR 725 BFEER T ChREZE L7zt b MSC LKEEHR T Thi&E LT
t bk MSC X v ERL L 7=BI{b 55 (conditioned medium) (2 TN S5 03 & Mgt Lz,

6) B FCH#E L7zt b MSC LiKELSE FChisE L7zt b MSC IZB W T &1k T D8 a T
BED DRRHELINENC B 5T 2 BEMBE T2 8E LTz, S 6ICZEDEE T4 siRNA THIf| L7235
BT, B MARERE T LV~ OB ML E L 202 6T LT,

(T

1) EEEBETCHERE LT v h MSC 1%, il AH#ERESIC XV §FE X472 a-Smooth Muscle
Actin (aSMA), TGF-B1. collagen I . collagenﬂl@%ﬁ@%%ﬁ%l:ﬁﬂﬁ?u L. KfeR F o L7
Z v F MSCIEE b IZ5R < #ffil L7z,

2) REI FHERR RS &0 BRI Sz CD3 (T U o /5Ek) 3L UNCD68 (v 7 r 7 7 —)
DOIGYEMIRERT, BEBE T CEELZT v h MSC O GIZL > THREIZED L, KgE T T



B#ELET v h MSC OG- TELITEMEA Lz, —HTEFMETTHEELIZT v F MSC
X, RIEMFIR M2) ~2/ v 77—V O~—H7—"Thbb CD163 IEMinti s s 7=, K2
AT THEELELT v N MSC 132 0%Bl%2 LY —@lns ¥,

3) WHEEHE FCR#E Lt b MSC (X, EiMmA#EREEIC XL VFES N aSMA, TGF-81,
collagen I, collagen IIT Z A & (240 L AKEESE T TR L7 b h MSCIE & HITHR < il L7z,
4) HK-2 cell 1238 C TGF-81 O THE S 72 aSMA, U VfR{k Smad2 (p-Smad2) X, i@
WS T CH#E Lzt b MSC X v /E#L L 7= conditioned medium CTIIA ZIZINH S/ -7z,
L2 LIKEESE T TR L7zt b MSC L 0 {EfL L 7= conditioned medium /¥ aSMA, p-Smad2
DFEBL 2 A NI LTz,

5) [KEEFE F T L- b MSC L v /E#! L 7= conditioned medium Ti., HFEEE F TiEag
L7-t b MSC & 9 {E#! L 7= conditioned medium & tb# L C, Vascular Endothelial Growth
Factor (VEGF), HGF. Prostaglandin E2 (PGE2) ORIHAAEIZ EFH LT,

6) K& F CH;#& L VEGF siRNA % JifT L7t h MSC X v {E# L 7= conditioned medium T
1%, {KEESE T CH:# L negative control siRNA % fitifT L7= & b MSC X v {E#L L 7= conditioned
medium & HE#E LT, HGF ORI AEES L Tz,

7) HK-2 cell IZ 8\ T TGF-81 DI CiiE X i7- aSMA 11, K2 T CTH5# L negative control
siRNA #ff7T L7=t k MSC X v /E# L 7= conditioned medium (Z X ¥ | FEIZHH S 7=, L
2 LIRSS T Chs#% L VEGF siRNA % fif7 L7- & h MSC X v /E#L L 7= conditioned medium
TIE, £ O AEES LT,

8) MM AFEMEEIC LV HE & N7- aSMA, TGF-81. collagen I. collagen III i, {25 T C
554 L negative control siRNA #Jiiif7T L7=t b MSC (Z k0, AEICHHI S N7Z, Lo LIKER
# T TCH:#& L VEGF siRNA % JiifT L7=& b MSC TiL, Z Ol hkss Lz,

ERLEELD

KRR T T L7z MSC O 53, M A#ETEEIC &V S S 7B LI L ORIE 298
<HfIL7z, £727 » F MSC & b k MSC (ZH1F 2 #AMALIHI R RIZFAE TH -T2, S HITK
k5% T T L72 MSC 13 VEGF OFH 284 5 Z & T, HGF O3 & fieiE L TGF-8/Smad
T T IARE I LT, ARERSR T THEEE L7 MSC XM b 2 il 21amiE s LTAH L
BEXD,



