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Abstract

JNK is one of the members of the MAPK superfamily, and c-Jun is the main downstream factor of JNK,
which is an early gene regulated by JNK. JNK and c-Jun are regulators related to trauma, stress and

CHERERE

SCEBIF: KM, SARAE. INK/c-dun {5 5 38 B 7R R0 6 2B R J P R R A . IR B S E JE, 2024, 14(10):
371-376. DOI: 10.12677/acm.2024.14102667


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2024.14102667
https://doi.org/10.12677/acm.2024.14102667
https://www.hanspub.org/

KA, B

apoptosis, and are involved in regulating the occurrence and development of a variety of diseases.
In recent years, studies have found that the JNK/c-Jun signaling pathway is abnormally activated in
avariety of kidney diseases, such as IgA nephropathy, anti-GBM glomerulonephritis, renal fibrosis, and
acute kidney injury, which regulates the occurrence and development of related kidney diseases. This
article briefly reviews the regulatory role of JNK/c-Jun signaling pathway in the occurrence and de-
velopment of kidney diseases.
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1. 5|

INK UM FR A R 805 A0 B 1 18 (Stress-Activated Protein Kinase, SAPK), #& 1990 E4% Sturgil &I
1R 4 E TR AL (1 (Mitogen-Activated Protein Kinase, MAPK)HE X K i 2 —, J& T SLah4n i i
I AR — R R E R 5 R[] c-Jun EE K um B /& INK 1R AT, & —Fi5Z INK
PRI FIE R [2] o c-dun 2 A B B L S A 1, TR VRIS AN G BE . 204k R 2R AN T 5 TR OB E A .
INK/c-Jun 15 5l B A AT PATE B2 /KPR HE c-dun IR0, 17 B 19 INK/c-dun {5 5l B3 AT c-Jun
EERAEBER, WO EE S c-Jun BFEsyd e, DRI 2 40 M 8 T R AR R 43 ) () 32 245 5@ 42 [3]
KEIIIER, INK/c-Jun (5 5B & S . GRET. . MM R, £2H
NEFIRIRAE S RIB RS EXREERMER, Fit INK/c-Jun {558 B2 1E % 5 PR S 40—
AN R AT S [4] [5]. HORERZ BIWTRE S, INK/c-Jun {5 5B 5 B IER R A R EE IR . AKX
At INK/c-dun {5538 2% 78 B I A A2 R Fe il R o e AT 250, D B IS5 1A s BR LA BT 96 2 V697
PRpL R,

2. INK/c-Jun 551885 19A B

IgA B H BT OB A A At i i DL R 1 B /N BRI, £ 20%~40%11) 1gA B0 3 1
10~20 “F N E e B AR WIENEE[6]. ERE, I1gA B &5 JFE AR TS /INREHR Y 45.26%, & IR EHIE i L
(11953 [51(26.69%) [7], £ 20%~40%[1] i35 2= 7 10~20 4 P it Jig 22 4 K WA & 199 (ESRD) [8], 44 E X AIAS A
HORUTE AT AR R 7. 1gA B —ANRELIS W, HRERFIE N B /NER R XCR /5 N ER
SRR I 1gA BLEL 1gA N, FEBUA A A e sk E E W0 19G. 1gM [PTRR, (EE & # 2 05 B b
T C3 HIUTAR o BbAk, I AN [FIFEFE 1R B /INER AR IS 200 184 26 R 4T a0 56 5 (ECM) I HERR . 0 /INER R B4
JeL S8 R 4 A B SRR 1gA B B R AR R ERREAE . H AT A B AR SE INK/c-dun {5 5 18 B 7E T 4%
B /INER A 3 B R 5 A . 2 U AR, c-dun AT IRAR AN M E B GL BARERE, JFRriE
R G1-S HZM A A A R e S AN P B [9]-[11] . WEFTR W, b X 1gA B R R f T HE T
B LGARA AT RNA WIF R I, 1gA 5 B E B AL c-Jun SE R 5 SR 1) 3-8 & 01 5 v T f B o) R
#1[12]. miR-214 JEHHESYIFEA ) miRNA, K ZRETAEGSMALMBEH, S5/ &AM
Ae SOW B AR, Z O AR, miR-214 fEZ M E IER it B ZE R RIS, IS 5IHTE ARG 5E
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BRI T A B AR BT 1 1gA BBl L [6] 4 Y S0 45 AR B 1gA ‘B /N R, B ER KIS miR-
214-3p antagomir BEBEHIH]E 412 H miR-214-3p MIFRIA, /DB /NER RMEIX 1) 1gA UIRL B /NER R R
ftE A F1 ECM HERL, BRARER FURAKE, JERr il 4G 5E 5 11 PCNA FI cyclinD1 {3k, Mk &
AR AT o A AP SRIR 25 R I : AE p-1gAL F53 IgA B/ BB NER R4, % 44 miR-214-3p inhibitor
AE0S U R IEGH L miR-214-3p R0k, S| R 540 Pt 438 R 4 M ) B 48, DL AN B3 5 2R 11 PCNA
FlcyclinD1 ik, Fk, 76 1gA B, miR-214-3p B8 % i hnid 1B /N ER 22 520 i ) 074 S k(e 0 1
ANER R . FORE AR T 25t INK/e-Jun 13 53@ B (1 miR-214-3p BERSIRIZ IgA B b
BR R EAN M AT ECM HERY, DUKB/NER R IX ) 1gA UIAR, BRRER AR Bhah, thnl LS B
FHELIT INK/c-dun 15 5 18 B R4 B /INBR R S0 MO 3G T8, I 1gA "B 1R B I B4 4, TG R - 1gA
9 YR T SRR R A

3. INK/c-Jun (55 E ¥ 5 GBM Bk %

PUBNERIE I B 9% & — PR 28 1 SOEMEZR R [13], ZRiRR 2, BRIV T REGAME, B
AE R REATPEAL . Isome S5[14] 5 i LI B LR W, ELWRAN B AE SO0 PR BT B /N BRI SR B & IR AR K
JEHRZROCEE., E Ikezumi SEEALF, EWRANMA TR B BUATEH CiEE INK/c-Jun H 177 W15 DR
o TERERE TR B MR AL B B0 /N BREE SRR B8 1) 1 40 M 3 v K B N 2 1T, 4R BT T ATV 5 INK /e-
Jun #IF, SR EIR, BEARFEARER L B VRN M AE SR 2 N ER, (HEI AT DL S S0 A IR 5 A R
YHARAIETE, X520 EVEANA I SN E R AR T AR [15]. FsE b, R FEET INK/c-Jun {5 5 i@k, WE
PSS 1RG0 ERA B TNF-o 1) S SE[15] . 72 R 5 PR 78, F1IR—Fims BEIE 1) INK 4131 751)(CC-401)
B TR S0 /N BRI R B 48 A bR v AR TR e [16] . 7 3 L BT INIK/c-Juin B 32 B4 2 A bR, JF IR 1
ANERFNE /N ) A8 R P AR FE ) H 1o Zd BT R B, TEHUE /N BRER IR 28 b, FELIT INK/c-Jun {5
SRR, AL 2 R AN BT AR L I (INOS AT TNF-a) [ JORE SN, AR B0AE T 4 i R AA 45 4 758
L, MTIAF 25 BT INK/c-Jun m] 0] ERRAHMLIE 2 SR, A o TR B 4 495 16]

4. INK/c-Jun [ESBEBE SH%E L

' 5 24k (renal fibrosis) A2 T 45 184 B JIR 1 95 (CKD) & FE 25 44 A< 155 I8 1) e i G [RD A %% o 3 3= B0
PR R B S A 1 AT AE AN B S VU RSCET AE AR B, 77 A R HE AR DR 5 P 4 L 7 5 o a2 JER 41 A R 21 R i 2
H, MISECE/NERAE, B NE R4, RAFBENEIIREER[L7]. BEATH R R, B4t
LN — PR TR (AT VRS, R T R T A & AR T IE R 2 R OB BT v6 7 B RS R AR A7, 6
B R BERE, NULFE SRR B 3R ) AR T E R A . St iR e, B E B, EE A
FRaltE JORE SO T, BRI BN B R R A DNA 151005, 805 5 (1 s ATM [18] [19], 8 3h P53/P21
K, GRS /NG bR A0 T G2IM B, EMTEE 40 N INK/c-dun {5 5 i@ 8%, 3 s 4 4En A
KPR F(TGF-B1 #l CTGF) () R 5 DA S i 6 RS 40 b, - B80H TR) o 2R 4E 46 [20] « INK {5 538 % 7 PH 28
B e B /N R AT R T 4 A0 A A B R B [210] . 3R INK SR AT LA AL c-
Jun BERRAL, I8 2 D ) R LT 24 400 it P AR B2 R B B ) A5 ORI TURR [22] o B IR £ Ak ) e A o — AN
WS M R, AR E B R A T RER TR, W SRS A R e, (H=
AR ATk Z A RO SERI BT Ak i T 7, IR s INK/C-Jun 55 3l 4 A8 s AT AR T
B IELFAE AL 1R Rk [22].

5. INK/c-Jun EE BB SaM4EHRG

S 15495 (Acute Kidney Injury, AKI)Z 5 RAFIFRRSE I E DhRE T B — AR ZE &k, RILv i
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WLEF 3 hn(48 h >0.3 mg/mL) & JR &8/ (0.5 mifkg/h, >6 h) [23]. =5 #5115 (Acute Kidney Injury, AKI)
oy, HORIER A 2 10%~15%, 1T 7E B IS A TR I 50%. IR, AKI R R I Tt
i AEREFAE LA 1330 J3 AKI B, JET: ABZI N 170 J5[24]. BF9E 22 B, S I 34273 (Ischemia-Reperfusion,
IR)/Z AKI [ E BRI, 72 AKI 55 L5 R [25]

IR 5l ZE B 4% (Acute Kidney Injury, AKI)— B2 IR _EBTF ()10 B, RAbRwe, RE& HRTETY
WIREARWE, FABACEISE R, F IR V3582 —/N™ E IR i fE[26]. 5 CAHTRERY,
FESR L/ P A5 BB 51 2 1 2 B DhRe 3, — P 32 B R AR W /N b R A i v g R e N ——
INK I8 B4 2 E WE[27] VP2 IEFRR I, INK 5 538 2% -5 &P 40 B i) O T2 A0 3 WA 9C[28]-[30]. T T
2T AKI I ANEERE . BRI E IR Y, CLINK A5 005 5 ) DU I B B2 slm 8as 5774k
JHT 0N o BOE K INK 7T DLE BRI T c-dun (& TE, ATt — 3% U T2 [31]. 78 B Bl i/ F e
TR R, A INK 001 70 S B AT DAk b 2t W 449 [32] [331. R,  BELEST INK X i 5 5 1) sk
B ThRe e . B /NE AN T A SV B ORI FH[34] [35]. HE 2 B AR R R] LU R
INK/c-Jun A5 B TR Ak B BOR B8 5 5 10 AKI[31] iZ0F 7045 NI T B 75 S Stk
B RRAL T — P TE R T
6. &5

LR EPTIE, INK/c-Jun {5 5l AE B R (10 5 A A e b A8 R o SR B 5 INK/c-Jun
FSIEER I DR VARG . AN A4 BE 4R INK/c-Jun 55538 B 78 B IR O A R e PR Y
X R B MO A A s BETLA) B SR T, ] D BB B 92 W R T 3R B8 B 20 T AR S AR
AL

SE WK
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