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Abstract

Nephrotic syndrome (NS) is a group of clinical syndromes characterized by massive proteinuria,
hypoalbuminemia, hyperlipidemia, and edema, with podocyte injury being a central pathogenic
mechanism. Traditional Chinese medicine (TCM) has a long history in the treatment of nephrotic
syndrome, demonstrating definite therapeutic efficacy and unique advantages in multi-target inter-
vention for podocyte injury. This article reviews the relevant signaling pathways involved in podocyte
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injury in nephrotic syndrome, including the PI3K/Akt, NF-kB, nTOR/AMPK, and TGF-$1/Smads path-
ways. It also summarizes recent experimental research progress on how Chinese herbal medicine
protects podocytes, reduces proteinuria, and improves renal function by regulating these pathways.
Future efforts should focus on deepening mechanistic research and conducting high-quality clinical
trials to promote the optimization of integrated traditional Chinese and Western medicine treat-
ment strategies.
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1. BRZAEE

B ZR AR — M b 2 AR R SR A B ISR, R ERHEA R EE AR IREA M. mRIAE
CARK I o 2R TR A AR EERS , (H)LEE AT A EEBONE W1 [2]. FORSEEIERImR 24, SR K
P ANERIG R AR A AR DR 2R OB PR« RGEMELLBEARIE S o NS i G MK, PGB G NS IR B 1)
HEFER . NS FEZRIGIEY T A ThRERET . B UMD REREL[3]-[5] 2 40 AIw A8 A0 (50 S LL i
B NERBIE N T 07 H 0 (3] [4] [6] [7] Ferb B /NERUE R I GE B 52 45 NS A (1 B 2245 B LA,
B /NEREE RN T BEZE AL A2 W /N ERBEAG (K R B PA T3] [8] ‘B ER G ALY WA B B AL B« Jey 174 B
PEVS /NERBEAL . R A TR B /NER'EE 28 AR AENE B /NER S 28 BV B, XS SRR AR B L
LR HILFER DU R AR R R N ERDE I BRI RE R BRAG . UTEEOR, BEAE AR 7 A LA
BRI, BIRER G LR R R R ETHES, MONEI NS R R . BRI
TR &AM P LA D BT 2. R TR LB S A R R BIR R B AL (NS FE gt — i 4, IR %
AR i R R BG4S mGEAT IR, AHOCICEEL T “OKBh” “JRih” <R “HEDT 7 g, ]
EBLAE B SR S A2 WO T 5 T UG 7 S R R, (BRI B R G B 4 ) 750t O A i A Y DA &
o> E X AP ABURNE, (5T RN 2 A IR A RO R . FERE ST, AU
R PR ER VR A R AN 22 40 A FTLAR S 5 B £ S AR IR TR 7 R R I S K 77, BN 2 AT 8 A T8 R 40
TG RENS A RS RE IR, B> IF RO, T ELAE FEAR 29 mI AR Ry Tl FE L i B2 A% . JaER, kT
HERRIT BN SR A AERIRT ST H 2848 2, AR 70 AR AL R ERAR , thoNlm RN St 1 58 2 44
SR, A RTHETCAFAETE 2 G0, AR 2500 ROy« SR EERCATR T 58 B T RS ) R R A i PR R
REER BAE DG BUAW TSR, RIS T R AR5 P 25697 BN SR S AL Rt e, R RHE Tede it
2%,

2. BRESIET B4R HARYLE
2.1. PI3K/Akt {5 5B 1 B 4G RIER

PG Akt AT DUBEBERRIL — RPN HE A, B TS S AT, iR R gl e XK b G
B K WIAETS . WFFC R, PI3K/Akt MBI EH %S 5 E 22 3h & F47, PI3K/Akt IEEEE T
mTOR 155, X B /K FHEATR AR, By B B EAS E[9]. Akt 7] LLEE R Nrf2 XS EE 1)
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PUAMFE R T Nef2 NGNS, )8 30— RAIPTAILEF(W HO-1. SOD)FFE Rk, #5Bh 2 4
HERRIEHEE(ROS), HEPLEMH

2.2. NF-xB 55 B ¥ 5 EApHG

NF-«B 15 5 £ 40l 34 22 I 48 K711 TNF-as IL-18. IL-6. MCP-1), S REE AR, 15
TP, ORI I HAR SR T AR B o 73Rk, IR /NER A OREA BIRE[10]. IR
BLF(WN Fas. Bax)3ik, il S&piidimig e oM, ST, FHFeBusnT SEUEMmstt:
B, B IA IS B . RS FLRE AR AE A (U0 nephrin. podocin) 1 H L& H (U1 synaptopodin) & i,
TR SR T M 2R 5 4, BN A e . B NADPH 2L EEEE 4 4y, (ks MEEU(ROS) A B, TR “4&
A RB-NF-,B S 7 EPETEIA[11]. (RIHE A 440 R (U0 TGF-B. CTGF)3RiA, I B Nk .

2.3. nTOR/AMPK {ESi8K 5 B4t

mTOR/AMPK {5 5@ B2 4N AR AR WA (%0, BT I7E 2 40 A5 4 A B0 5 5 1E
(R By A B L R B BRI G A (B, S SRR R T, JERMH AN, A
SSRGS B SZ A R S AR R T S R T 4ERE A PR IARE I OCEHLAI[12]. mTORCI A2 [ Mk F 22
FoEE 7, ok EEEeE M B, S EE RN B R BRI IR TR R O SZRRE), i
fixE 2 AIBET.. mTOR I FE IS v] 5 B FL IR I DG H B 1 (40 nephrin) B 23 f5 800 55 9 A0 A 258l @i
e AN LR P2 A, 25 B/ NERIEAL ) FE[13]. AMPK 305 240#] mTORC1; <2, mTORCI fi%
PEIRA M99 AMPK 1115 5 [14]. 7EREE 7 LI (mTOR &, AMPK 1K), 4Afikt T4 BARHEIRSS : 1ERE
R (AMPK 5, mTOR 1K), 205 m) o0 AR B R ORY . B W2 P 1R %0280 . AMPK
&3t BWE, 1 mTORC #ifl H k. 7E 240, AMPK #EH T F/mTORCI & 1t & S 200 B sk
BEa 2 5 AL PR O B g B EA 7 o

2.4. TGF-$1/Smads {5 5% 5 & MR

Smads [FHFFEEEIEE_ EIAMEE T AW Bax. Fas), JEMGIPUAT-EA, BEEFS LML
oo MR ARMAIN, Toka BONEAN R, FE TR VR 2 5 B0 /N BRUE S B R R D 8 B R
AERTERRIR, R Rk B N R B AR A 2 —[15]. TGF-B1/Smads {5 5 e fl 4ERF 2 40
IR T I S f A S X 7 (1 WT 1 Podocalyxin). [\, ‘& 7] A8 15 S 2 4 & 4= bR - 18] 768 5 55 0 AL (EMT)
FEOGAR, X PP B4 S EUS AN S FE ) “ARE” BEIBIDIREA SR “ A B [ FAIRE”
REFIEF MRS ThRE . AN BTITAR 5 B /N EREEAL,  IX b R AT e AR S B /DN BRI SR . R
Bk, A2/ NERRE AL AE P B R DA LRI 16]. SR EWE, R SRR

3. SEhR MR REIR R R T IALH
3.1 PHBTETEAREXESRESNEEREATE

AT FUMCHR BRI LR At oh AR BR B DL 6 S AR 157 15 2 o DR B UIAR G, e
PEREE  JRkET BEVE N ERE LA B R AR B . T eh 25 BUL A0 i 1, v 28 U1 AL
MRS 5 e 785 ) 17
3.2. ENEARRGH R ER

3.2.1. R
AT R AR BRI AR T2 o € RS2 ] ML K TR R 1T (Angll) SRS 55 3 (PAN) 75 -5 A 2 4
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f = A VE PESE(ROS), FRit— BT ROS #UE Y p38 MAPK 15 Sl B4, M A A N B 5[ 18]
7E HAMA IR o B2 A 0(CSb-9)i sl R i A v, BIR REAMKHE T ROS, B #:4MHH p38 MAPK (135 1k .
TR R I, B ReINH] A 4Hi N2 13 (IL-13)iF S STAT6 15 5B EIEAL[19]. AR R 6H B0k 52
AN AR, B GE RN RS . EREEYL AnglliE TR E LB AR, I LIRRFLERE G
7> nephrin Ml podocin [{FRIE, (FHMKEIES, MiEBEE EMBERHE[20]. HEEFEZRRE,
B A RAE R R S R B BT R R, AR T R R, HOmR I A RO B S B A T, B
BRI AT B B e AR R Rl BRI SN RS, WG RS 75 kg il & T AR ARG 2, IR
ST DhAe M o 2R F A N I R R B Ry 2 —, ARIEIT R 2 A B R R 4 [21]. B AT L
1 Notch 15 53 B8 FI3E , R Bax/Bel-2 25 T2 M S<E A M0 P, AT B b g S 2k biiA o)
Refats. A4h, FIARIBE AL IR R T AT BEIE L R INK 40 (5 58 R Z M AMA TS S 0 L AN fifi .
KRIUNIRE S AMABFT:, KB L AR s A 1 = BRI TR (ATP) =4, dERra i e AR 22]. /NEE
B ) A . WFFRIESE, e DUEIH] JAK2/STATS 12 238 B8 1 Bk B AL /K 7 Sk R 45 (40
YER[23]- ZAEH e E SRR s FER S5 S0 R 4l b - TR FR R #5404k, R R 1R 78 bR & (W o-SMA
vimentin), i EFREY) nephrin, I b mbE S T ) S AU T AR TR . SRR S BT R L
JBEHE ) B M RSy . WEAUR I, e AT L@ IS mTOR/4EBP1/P70S6K 15 5 8 I K 52 41 1 5 Wk v
H[24]. fERMEAEE T, Ehe LA B SCE A LC3 RIE, TS synaptopodin 555 2L 8 1)
FIK, TG RA R E ORIE BRI T, AT DR L 4H M 25 1 A T RE

3.22. hE%EH

ZICH A6 A R0 ROS/NLRP3/GSDMD {558 %, iX /&1 5k R L I A M £ 1248 s 6 [ 25]
S HL T 7 8@ L % ROS/NLRP3/GSDMD 15 5 id B KA R 4i i g2 12, MRS ENEThAE . S b3
HE R R S I IS TESE(ROS) 7K. ROS A B {538 B i e B (s 5, VIl T #i05f5 5
FfLi# . B FEMK ROS, i 7 NLRP3 #iE/MAFT Cleaved Caspase-1 HIZRik . NLRP3 4 JiE/MA 241
WIERE 5288, B RBOE 28 ShJOE IR N . FHLLE 41 24 (GSDMD) £ & 3% ik /> GSDMD-N, 4
il GSDMD-N A4 T B4 1L T R AR, ORY T A e B . 2O LIRSS, SR RE
g B LR AL AN R FLRR I 8 > T, 4l nephrin A1 podocin [{)36IA[26]-[28]. %778 e L 2 41
AR EY), W WT-1 F1 PODXL (Podocalyxin), [FIIS T E$5147 b £ 4 Desmin. X 3K IHZ 576 B
TR S ORES, b FRAE “Eai” M kIhRE. BT IZOMETIEE, SRIEG
I I A SOEE B, P FURIEBTRAER . ] p38MAPK/NF-«B i@, 75 RBEAEENERE R
(MsPGN)FER! rf, 22 BE B3 17 0t 31E S AT LA ) B JUE 2H 24X R p38MAPK/NF-«B 15 5 1 % 175 16 [29] . IX 4518
PGP SORE RS, I SR B IR A KRB R R T %07 Re 3 PR I Y e R R T
WA #-8 (IL-8) MR A FEIE 1-a (TNF-a0) (R 7KF-, ATk B FE PR A SE 404 o e A AU R A U425 I o
PR, BGE R AN EE A M g R R L), JFRRIRE A . RS LR KT e B3 B R gu i
Klotho ffJ#iX[30]. Klotho & —FANKIPIEZE A, EEMIEFERTIER, BRI =& 2 40 H 4 i 5
A . ZT7 BEA S ) DR 53473 7 P T T8 B B 52 A HL Al 6 (TRPC6), AT LT 25 1(Ca2 ) 1 K
BN, ARG A CETEEER” o A, B BT SRR, O A P S 2 S B B L (Catl).
CatL & — M Pl , 58S MR K 77383 N CatL MIZEEMENE, AR5 7 HRWEY, 1 Synapto-
podin FIURZNE FIEE 4 E AW, BRI ELEH[31]. LRMEESE, %7758 E R 24
(B SREEM, fEERAL. B FIEH TR SR, b R RaEE, M4 220 B TR
Br 7 iR O Im G, %0 FUAEAS [F) B AR A R B 2 5 T AR R . fERER R AR e, 1
¥ Dendrin #47, 51054 S EURALE 40 MIAZ AN Dendrin & AN R, BERGILT, %7660 X
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Rl SR AT [32]. RSP LB R, EREMKE MAGI-2. RhoA %55 L4 45 M AE S5 SB35V 41
EARIEKT. BHFUESE, %570 LLEZE LIRS /NER nephrin FJ31X[33]. nephrin & & 41T FLIR IR
B2 —, ERIRE e BREEThRE IE % 3Eal . [N, EIEREMH] CD2AP. Arp3. cortactin 2%
P 3 A R BB O RIEM TR, WA Z 4 2 RIE REMMIEE34]. MR EDIR. 558
B A [ I A i IIURE - 24 VAT 25 0T 38 15 Angll/TRPC6/CaN 15 5B B R R AEIER[35]. B REFE
B R AR R BRI ML SR IKR R ILR/KF, R 'R R B TRPC6 il i IR IA . 18 PHITX 2% 38
B Y IR R A0 B AR LI CfERE g, T RES NG R A T, G R REE, AR B R SR AAE
FHOGH AR FRFIKEAME S o B RLRGIEIRES N, AR B IK = (Angll) /K P2 R T . Angllls
ARG GG, 2 50 B e G L (0 R 52 R FE AL BH 25 1B TE 6 (TRPC6), SE5EF Nt 2414
AT HRE i3 PR I 2R T = ) AnglKF[36]. 18 T Angll 3 1 BZRATIR)PIRIL, EA &40t
PHIT T AnglDXf TRPC6 I 0% . K 2R aitg 5Dh6e, R ERCHE N, KK nephrin (FFLER /B
BB A)RIEKF, FRMET-E A Caspase-3 HIFRIL, Wb LI ER. BEEHMLW, BERE
RN R RRE, BEE /DRG0 . FIRERILEIEE TR > T BRI S RS
JREEA G & RAEAA N BOR R R R E R R YA R 2 %08 i R R U E
Mo —SHAENOYE S IE R BA W Mm A B R, HE BT — A A SHNOS). BRI, &
FOIRAST, BIEHL A =F NOSHHZ LT nNOS. i S5 INOS TN [ 7 eNOS) Rk B E K, &
FNO K FFE. HIEATZGEE 2 X =F NOS [3RIE, Ikl NO & &, MBI EiRsi s
FE ) B FE[37]. JF HAMH] RhoA/ROCK/NF-xB %@ E, Hofi i 7i i, 24 V047 25 50 35 0 i
RhoA/ROCK/NF-«B {5 5 8 % )i FE W0 o i i H0 )X — SC B A 2 2%, & ml DAYRCAR 5 U %) 8 I 82 A
FALRIBOK T, IEZERE PRI BRI, RIEE R ER, AT 7KBARE, KM [38].

DL EAFFER I, T2 E R R AR A Gl . SR R A e T A . AT, P2
ETT I RHES ™ HERAWT T 15 2 I SE Bk . 55—, VIR E 2. BT 2R U, Rk
TEABHEMEY), BAER EME, SR AR LA, SLRIEETL . R A2
1T R N . B8, RESEGIMERE K. M RS2 SRR A L2 AR
R RE, ARALRAE RS & EZRBOR, BB E tEAm R R ES . F=, 7l
BEIMEA L ImRET R, BMSARE. AR BRkA. RS, FEEESERER, §
B 5T 485 A ORI LA, (IR DR 2A IR S AR . ek, 207 Hh 24 L ) 8 8 S s i s i B e = R
Gt

4. PHRTERERIENIIRERE

R TT B SR AR 2D TR I RAFIIT AL, AMLBES A s B3 MR RAER, I RENSAE
—ERESE F R EAR L, JCHRAEMER TR R M R SR S LRI TR B . 258 I 2 R A
LA MAERINUED, T BUE A REARE, E R GRS R SO TR RS . ARRHIT TR 2 3%
Vol AL AT RE R R A HERE R T AR AR BT A S D5 OISR AR R, R 2 R T I PR
FHBR A B o o e (I S o it — 2D TR P 2 FOULIRI BB, il RS Be it SRt e i &
RN EIAGBS IR RIRETT R, RN RE PR 2 A RN, BUYN B0 45 A 10k P4t
Eb)/1k7a eV PPN
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