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Cell cycle arrest: a key point of AKI-to-CKD transition
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[ Abstract ] As the major threat of poor renal outcome and survival quality, the mechanism of acute kidney
injury (AKI) progressing to chronic kidney disease (CKD) has aroused much attention. The cell cycle arrest, one of
the major culprits, accelerates the AKI-to-CKD transition through maladaptive repair that involved overwhelming
cytokines excretion and inflammation storm, epithelial-mesenchymal transition, organelles stress/crosstalk,
aging activation as well as peritubular capillary rarefaction. Therefore, the cell cycle regulation can serve as a
novel potential therapeutic target for the prevention, alleviation and even interruption of AKI -to- CKD transition.
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ZHi. . R RIAESEE R, N BEA
L 284 B S A

200 B SR SR A5 SR AR OV T i 4 e 3
A2 TCTE N ST B AR — B B 4t )R
Hs FT7E DNA 3240 504 W g i T I A2 11 00
T, BHIEAIAEEA S R R A SO JE AR 1
21 ] S R A A SCR — B R A LA T LR IE 4
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P IHIER, BRIl . RSk,
2 ST SO BEL i S SR A B e A / R A | S 4 L D R
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PEFIAEMOB MR 7, S IR 2T AL L R 25K
I Z2 A PN e S A L A 0 5 B, SRR R 2T 4 24
i 448 B 00 ) SRS, 1) ) R At R 1

) INK T A7 75 248 L D] %) g s ik 2 T £ 4
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3.5 WERARERFAEERE

AKI flEAHIAE TR, A p12 S R0 4nfi
JE SO EE R R 2R3 I . Klotho 63K R A AN
R, HENANM R Y, O A
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¥ 4E (eukaryotic Translation Initiation Factor 4E,
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(Thioredoxin-interacting Protein, TNXIP ) i) 7K -
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VEGFR2 # % £ A1 1] 48 it 2 18 1) 15 55 5% = 1
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DIBRARBH A PTC M, 7EAR RAREE b 1 H I
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JNEE PTC Figi JF s i N BNtk CKD €
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(ARG LN i O 1) 5 X A B T R AP BU RN
A1) A2 R A A D S, BELT ATR X 240
JEARH Ay 075 085, X2 AKT ) CKD #E A
BT s Bl , R R R B AL R Y A
bR A PRI 2T A AR i R e ik Je ki PTC
Wi, PO did, (B IIGR Ay
BT 3 AR T 5 W 22 OB 7 X SEHRUERA T
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/0 N2 AKT-CKD #5728 g M B TR TT R 2 —
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