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1. CKDx17Mfinal common pathway&
L TogHEER
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DZEALDTTHEMMD P E X HBET S &N
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FEFJIE 0 1 I PR B B 7 & D & 7R R FRIS R
K4 %45, T Dfinal common pathwayld JFi51C
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HET 2, FEICBREFTEOGVEEGRLEE>T
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LT, RAEMEOE MR ZRIREN R E
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JCHL D A F N B LB T H % pimonidazole D
ISR 2 I RTEAM, deoxyhemoglobinZz AI 41t
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BREILE->TTbN, RAGBHMET VELT
FLRR D B Mo FE A 1 B0 T B O (K KRR AN
HOEMTENTV S, HALIFEKEZEIREAN DL
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THBAREMENDHS. L=y - T I TV
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DELEZHF & UTHABIIRILERIC X % 5RBK
PRI e L D S AV aRA & T T i A )
IROYEERE, FIREIC Z D o FRAE & P EH
MEDOMRZSE L, BiOERILzZm ESE
518, Loy - 700 F Ty VHEEO’
REEHICEVWT, BHOEERLOUES E
HEEZOENS.

EHIT, FRIFREESRITS 2 B HBERE & L
TIRMKRF LGN FHFZ A THH, =Y A0
RILF VI K B ARMEKIE MO VEGFIC & %
Azt LAt a eI e8I, iR
(iR 72 et LI R R e TO T3V F— L 72
iy 5. HIFZoY 7 21=yw b ey 7=y b
ODheterodimer? 5 7% % ¥ G F A 7T, a7
.= kAprolyl hydroxylase (PHD) I & %7k
Wt 232) % C L THIED AT v 7T TOFHfiZ
2> TH O, PHDIHFHIC &K 2 HIFFEEAHT LA
Wx—7 v b ELUTHEHZEDTWS. PHDI
FHHIE, TV RAORIF VEEZNEE S 7
W, BUEBMEAEMICH T ZEHE L L TORR
MEA TV S, HIFZ1EM LT 2 T &1, B
ICIZCKDZ AR, BIPEOEEE, BAEd, K
MENREE 2 Z O, BRARRIEZRRIEICN LT
LEMMTHZ LN TRENS. HIFD Miic
BEHDORX—=7w b ¥ RH0, Bl rliZEz
FIWN T2 HIF O e 3E BB W C 13 B ik oD it AL Vi
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3. Bh#s & epigenetics :
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L& NBILDONIE & BUC K > TGN EMEL
ENBLELMHENZLENH 5.

JHEY — LAOERMEDOZLE, BT
BHENC BB E 2> TV, SEFEONIE
Ry =279 —%2FH LTChlP-seq’z ED
J LT A ROfFFOMERIC KD, EEFRETR T
Fnd U b i G R O D A5 577,
MIEDEAICERAELTWAT N> TE
Te. TO XS RiE)T OGN ORS G HE
ETHRECEET R0, 70TV —LIdE
TG 2 2L &, “ROTHIC IR E 7T DR E R
Hii R 7 DS & 72 = RICALIARMEE D 2RI K D ¥R

FIBEHAANFRERE BRTI2ABZORE~5, TLTThD S5~

HIiG R O < I 2 HE, BIsTHRIZ
ETL TV T ENDH > TS,

BEPR IR IC B TUE, KRB R T2 D K 15
TAu—7 v TOE, HIO SO RE
n, BEZZUEIHEOEBNZ PRICKE R
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4. Bl & epigenetics : hypoxic memory

g £ X, epigeneticZZ b2/t L T & Bl
DR EMICEERY B 25 A2 TW5. L
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N T2 PEE RS (acute kidney injury @ AKD
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HIME N2 (K RICgEE T 2 &, A&
L X L VEHOZEDHEC Y, Xlerney—
LOEIMENZLT H T Lick b, BiETH
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5%, AKI to CKD continuumZ 5| &9 &
Y, hypoxic memory & UTIHEHE N TV 3.
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