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W OE: LR AGTR A &R AN 6 AR R B TR, TR AR AR A F e, LA R TR (Pseudolaric acid
B, PAB) MR T HFARN G 3 X o4, BAZWAREN, WwiAER. FUMB. WAFF. BAT
HF % eF ARE R AT PAB Q9 ITIBE R, QLIsdpdl a3 28 | dpd) IP G foiz £ HitAS . 5 F @A T,
HFmie s, ke E AR, BFEAT. FTRREALWITE PAB 495U /81 A ALHI L&A TR,
AR B AT PAB £ R B AT ARV R AL F AR AT R 4 IRIT PR AT ALK, A PAB &MV E
BT BRI R AL b ARAE AT R T

KR AR TH; PAB; MR 4T A%

5l

il

HF IS POE R B, ANTAEEACEABR TG A D28 N, B2 skt A FRERE s, H
FHREE S A BRI R0 R S BT e e e B R 2 — (1, 2] 76 P B8 WL 8 2R A s, 17 6 5 [ U g 3L
BRI, 3] A H B O T 95 R e FEAN LG MR T ERN R — REMERTHEAR
&, FEREIRIT FEA @R, GRFAR. BT AT REE AT, (Hl T E LIRS, F 254 R
FE AR AR SR A i 24 55 1) R A AR R B Al T Y697 B ROR, 3 iR B TS ANEE 4] [RIBR IR 28T I oRg v 97 7
O TEE .

HH AL G rp 22 25 78 PR a7 5 T o R e 4, AN SURSEDUIMEE R, BB S EIE R /MR
R[5 BEE XA 2P IR, A S8R B 2GR0 T R AT % 52 9T . A R A RME M & R A H
R R BT R, RV TR R & AR A6, 7). HRT, O A BRI o B 7 S TR, 507 ok e T 3=
P TI0)7 AR EU0 F e, BEMENIGKED, ALz, HEaEH/ MM A8]. +
MER7 2,18 (Pseudolaric acid B, PAB) A& M T 57 A1 70 2545 2 H 8 il b 54[9], 70T 30N CasHasOs 73 T
HON 432.464[10]. PAB H A5 Z R ZGHEME, BFEPIEE[11], PUAEB[12], FUME. T8RS T PAB W 5T =
BERET YN T PAB XS lE[13]. BRE[14]. FFRE[15]. FEMRIE [ 16155 1 2 i i dg 40 i 3516 B 75 i e
TR FH o 01 e gRe o 2B o 8 BOATLA LS A A A B . FELTR T 300 5 AR T S R A AR 2R A
. BREIETE . ASCKXT PAB FEFIHI R & 2E K8 BO1E L4746

1 ) 4R R sE%E S PH it 2 AR & #A

YT 4 B 4 A i R B R E 2 —, AN i R AR AL 2 R AR AN TR, TERE Y — N R e
PEAR RS T AN B FE [ 17]. 0051 1 A0 438 4 3= 36 e O i A ) SRS B, DRI 24 4 ol BEL A s, 400 i D)
AEEHEN T —ADNEWIHTE R 2. PSR, Yi SRR, W& PAB FIEMGI T 8N, &
B IR AT B 40 B A H A 2R R 5, UE R PAB ] DA SRR 40 e 40 ) A vE PE[ 18], X HepG2
iR, KINZ PAB AP S HepG2 4HMUAE GO-G1 HH4HA I /D [19]. TGl /& 1555 4 B A2 Jis 41 i #7025 08 4
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Bun3, Ayt RAGTorad, A 20 RN AT A 25y RyTvaiss B 5[20]. A4
PN 224y RGP ThEE, CARHA A 220 24 (1040 B B R R 905 SR i R T2, DAGIOE 45 & R WME N
RE[21]. W5 K PAB BA T ThREIMERI[19], AT E 25905 M, — R 2 4Mdl s B E R AW
250, BIAnEROKAIER[22]; SRAZRZGWNIE o —FloZ S e 8 AU SR AR 254[23]; PAB J& T %
A N2 5K RKANTEN — 2R 259[22] . T SRA PRIl I S50 B 1 SRl B i P b 4 4 24 IR
TR FEAIMBE T A &4 BT 2270 2004, R0 4 M B 28 HEA IR 8 AR B #2241 Wen S8 A/ 5
R, eyt Rrbr SR ME A Bl AIBFRAE A H3 A, HAREEAREAKFEN, K PAB
TG 2202, HALHE PAB It T 2290 Z4 47 1A R0 45 L i 40 R 10 &7 A A ARG 28 Sk PR &2
A3 B4 WSS 40 B B 1 [25]. Yu 25, Li ZE AW KL, PAB @i T ol & A MR LI B S,
W it e 2 B BEL T G2/M B[26, 271

BT RO R R PAB fi 4B G5, F G2/M WIBH A0 pt e, RN B A0 i 22 0 2,
W o PR B A ERAR IR FL B, S R ) R AR R

2 FEMEMRLERET

AU T — PR AR P At T 7 3, X T 4ERp4r B iE A AR S RO B, A M0 T A BEAL A AR 2K L
W, AIREIE AN RIS, QIRERE[28]. FEANARYE TIPS R I AN F TS SRR e, A f WA . A
ANt PR Bt 22 H R B FR 75 . A1 DNA FBEft[29]. Guan S5 ABFFC R BL, @A S 30 Hela 40/ PAB 5%
IIRZIEASAAN . BEE PAB ALBIREMIIGIN, OIS IAe 224, R 4 O s R A ERS,  [F
i PAB IR (3G 0 & B AT B R T Lb 3G 0, 9F HLAE PAB IRFEREN, s N, R PAB
{13t Hela 4HAEATIAT: . HALEIN PAB #f] Wnt/B-1EM & A5 5 & S AR B2 2 (PAX2) [ERIAT5E S
HAEIHT2[30]. Gong S AWFFEKIL, 7E Hela 4 B BOE c-Jun Z2E R U (INKD FIEHER 4 1i-3

(Caspase-3) , [FIFEATLAFESAEMIHT[31]. Yao FEABIFURIL, PAB fEBUIRIKE M FiBId % ATM-p53

I g A LA Hela 400 T-%6[32]. Zhang S AT KL, PAB 5l NHRAIERMAEA BERERN, OF
HRRARIR . AR . ARG T AMARIE R, HALSEE AR NRBEULEE 3/8 BB B (PIBK/AkD) 1R
BN ELPR GSK-3B, 18 PAB B #H] Akt 7&K FEAIC Ser3 AL I GSK-9B BEER 1., [F] I A 4t i i BA 51 D1,
c-Myec, Bel-2 Fll Survivin Ki& T BFEIMIE R SAMIH T[15]. Yao S ABFFKIL, 1E p53 B AT A549 4if,
PAB i & BEA R B0, SR MIEE, ¥ pS3 Ml p21 R iH AT &2 FRARE A0 (S BRI, PAB 5 S11
M TR T . £E pS3 BFAER H460 400 h S BRAM A R . 52 MR, 1E p53 SRARHIAi PAB %
R T AE PR R, 2 gigm 4. Kk PAB 8 R & 5F % San i, 1 ps3 etk
FErie g HEAEM[33]. Guan 5 ANBFFUKIL, PAB 53l Fif Bax 1 Bad LA i Bel-2 #1 Bel-xl [
FKik, FHIRIEEAM AS49 MAIHT[34]. Li SEANHFRKIN, 7EHRAMAF, PAB R FARFAT35].
Zhao ZE NWFFLRIL, PAB TEFZAHIERT A IRJE DU14S gnfom) A K, @iz R-E A Ramr=4
7HPES (Reactive oxygen species, ROS) FI[%f#E Bel-2 15 SAUMITZ[36]. TEHGHT I 70 KB PAB i il 28 fi
RS, SELRARIIRE T W, 2¥0E INK/AMPK 18 M e 205 SR, RIEPUMREIERT].

MIMEZ, PAB fEE 3. MHESAF MR MR H T, 7Rt 2 iR KA R 045 = d %, LG A 2
FLARTIRE . PI3K/Akt. INK/AMPK. Wnt/B-3EH & MR p53. Bel-2. Pt 2B R & 2R B A g X 1k 4y
T,

3 BESMEMARLE B

B WA — FA R R PR, AT MEEEMG. E5RE . 2. RGN ERE. HE
ANGAREIET A R[38]. HWRAE MM P AL JE IR, BRI f AR A L, (BAERZHAEOLT, A et
IR A AE[39]. EWR SR TS 2 MAFAE R VIBE R, 72 B 40 TR R 4 o, B ] DUE KA IS .
JEHIRE, B WREREE S IR K AN 5R[40].
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Yu S AT KRB PAB I EH MEHN T AN GE, (HR TR 3-H R ARZERS 3-MA CHBESNHID 5
S DR T, R0 B A B A T2[41]. Yu )5S, PAB FE 1929 41 A K FR I HL
HIA R IE I T, 2@ PKC (PKC BEE G2/M #AFE AR E AR R 175 5 /N B AT 4E A8 1£929 41 A i 4m
MBS . BRI E . PAB 'SR/ AN, 1T CAHIHIA 225> 24550 5 AR T, (BG5S PAB 5
SRR T E R RERE PG 225> 245 5 B4R T2 [42] . Yu B J5 76 A\ FLIRE 20 MCE-7 F1 i &K 3, PAB Bk
&5 N R B WERI ) 3-MA 7] 74 5 PAB 75 -5 (1 F W [43] I RTE /D B AT 4E R 40 i o R 30 PAB R 75 S 40 Mo R T,
MAES T A, {52 PAB 5 HWGHIHIFIES 4 G e g4 M M T . Wang S5 AR 7RI 1A A 1)
45, PAB A4S MRCS 4R T, 1l 5 W feit PAB AbEE ) MRCS 40MrIE T2, HALHI N 3MA 42
L p-JNK, R p-ERK, {2 2[44].

IRHE LSS I FRESE PAB R LA 53800 A& AR WG, 1 A3 A I 1, (BRI A ) I R
D215 5 9o 40 B0 1 S 2 Bl R R R R

4 M BERFEFIEER

YHfE B — AN R4 B m RIS AR, 52 240 M IS Zh B R R, SRR R T R IR 2R R R SRR R
fiE o 45 AR AT AN B AR A AR, a2 AR AR K IR R0 A 1 B SR A T R A LIS B [45] . T M 22 L 7% 0
12 22 B Be 7 M8 H Be 08 O A0 2R N 147 B [46) . Fe e R RE BRI 3 E R K [47], HEF4&EE A (Matrix
metalloproteinases, MMP) &8I 1% 85 /K i 4 )&/ (MMP-9) BRI &8 E Al E e —, BT H
PRSI SR i o ST 24 240 LRI 0 00 7V 22 PR vh P A2 . MIMIP-O ] P B ANAR [ R T AR TR . MIMIP-9 3 i 4T
PR (Extracellular matrix, ECM) [ EE 7 R (2 it 7 #5 (48]0 Ezrin it FRIAIT 28 10 Ied i e #% 3t g
[49]. B-#5HtE H—Fp 5 Mg (2 28 Ve . 8 1 R EIOR! B8 25 TS AN R 35 DDA OC I 8 11 i AR e il ) v B OCA
HI[50, 51].

Wang 25 A#F5T, PAB A LA PISK/AKT, ERKI1/2 FIZERiAANSAMFE T, PAB XU R M1 H
Al AEVE MR A A 52 88 A MMP-9, HIF-1a, VEGF, VEGFR2, E-£5 %52 4 A1 Ezrin fI%61%, PAB &4 BGC-
823 H MKN-45 ZiJfLxf £ B R RE /1. 1T R TLRLRE 1[52]. Wang S5 ABFFE, PAB X AT E
P TS 4 I ) e 2EAT TR AS, R BRI RN E-F5 RSB . Ezrin A Kiss-1 361k, MMP-9 FUfLE N A K
K7 IIRIE, HIHI4HM R RGRT . (228 IR MR AL J1[53]. [RIFEH, 7E Li AW, fE/HE HepG2
AR R s AR AR 45 2R, PAB 16 W] DU BRARAI M5 48 o- 38 B ET A MMP-2 BI3RIE, DL B-45 4
HEKAE] HepG2 HHMIAIZZRMITAL[27]. Li SEANATIT, PAB LA [a]A0 7B AR 0 77 2400 o) A s 440
SW1990 #fifigf22%, Vimentin. fibronectin. N-£5K585 . Snail. Slug. YAP. TEAD1 ! Survivin R, 1M E-
PRSI caspase-9. MST1 Al pYAP i, TMiiX4K#i T Hippo-YAP J& # AT EMT $1d1 Jis 41 i = 28 e
[16].

Kk, PAB A[@IL ST MMP-9. E-5K58 . Ezrin 25 03B 05 A [H] 8 40 i F 2 28 F 75 .

5 BSMEMMRLEIRTET

BRBET 2 — i 2 BRI 20 B P Bk S T R S M SRR SR S R I 4R e AR TR 2 . BRAET 2 i ROS AR R i
HIIR L EAL R, PrEALARI BT 3 B A b H L E AL 4 (Glutathione Peroxidase 4, GPX4) .
Mg CQ10 M HALEM M ARG ASLERs, A ER —MRUWY 5+, %0+ DM FA S RS E,
AT LR IE T[54, 551 Wang 25 AWFFT, 7EBMANE IR H IR 7 PAB SHSET- 2 ML R, fE&Y L,
F PAB AbEE ()40 i 2 IR L R BRAE T A HFIE . PAB BB Nox4 Sk I Atk . SRR, @it ps3
W xCT M) FE GSH FEpEig, 1M S e gate:, mkiE e T2 53 PAB 5 SR
TR A AE TS (IR AR [56]. Btk 41, PAB il Fifl NCOA4 {E#k ek (A B W, oo iy ASEa e ki, fib
RERFCT A1 i B e 40 B B (57

XN PAB REEEE I FEAET, RIEPUMRIE M.
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6 NI IS4 AR

I8 AR SO T 22 SR IR 1) A KRN A 22 QB 2L I8 N 2 A2 K (Rl (Vascular endothelial growth factor,
VEGF) #2& 1E % A5 M8 AL A 5 81 [58]. VEGF J2 I P i) Aa 22 0 2406, ] il e 5 . i@
IS4 VEGF WS, 85 F A VEGF JUEFE SHIHREATE 598k, nT LA 57 A KA F2[59].
(Al VEGF 7 Mg i 5 AR e 19 B SS8 A F [60]

£ Tan % NHIWFFE T PAB RIS AR A, S8 A 2 40 i) KDR/FLK-1. ERK1/2 Al Akt BEERIEK
5P VEGF A FPT4if T-E R = 42[61]. PAB Jiid DL FE MO 77 U] VEGF B30 S5 5 AL #% DL &%

5 24 LT R N B T P 1 200 B PR 8 T 1 S R A R R AR At 8 A i e o AL i (2 3k HIF-1a
HEAE MDA-MB-468 4 rb (1] B, A7 P 5 40 B A B b g 48 e VEGF 1) 557308 ) 0 R X0 B Bt I8 A2 B
TETE[62]. HIF-lo s —FiiE A1, 75 S AR CRFE( M A4 ik K] VEGF Ml VEGFR) )31k K
IXBhHT A ME AL, Den S5 AL, PAB ilId [ HIF-1a AR e RN i3 A= Bl [63]. Yi %8 AWF5E, PAB
i CD147 ] T ESCC LEARAMIMA P ) M A %[ 18] Dong 25 AAF 5T K I PAB A& 40 A Sl & b iz 24 g
()L TR 1 [64] -

DA A FE AR EUE S PAB S #6148 A2 s IS B Hs R, HAERANLSIS VEGF [ 95 A KBk .

7 BREELZEME

Z H i ZjP (Multi-drug resistance; MDR) JEWIT 17— FiAEIAPESS =, i iy R M) 2 5 [ [65,
66]. P-FEE 1 (P-glycoprotein, P-gp) HTIEAMIH 1t RiE, 5 MDR FIKREY)E MDR #¥ia& A, KM
AR — B A A2 50 IR MDR ) B B A FR[67]. Yu 25 AWT5E, FIH SGC7901/ADR (P-gp it FKiL4HiL R ) ,
FIT1F PAB Xf MDR R IhRL. 4558 %0 PAB it Nl P-gp Al Cox-2 I3k, FMHIHMiiess, %S4
TS, 8 MDR, 482 &E 40T 259 AR SMBURAE[68].  Sun £ AT 7T bt 8 50 AH 3] 45 5[ 14].

PL &5 3R BH PAB TEMN 24 75 TH 755073 g oh R I HE a7 AR 25 VR (B X T an el 4% %2 ER i 2411
MU, 3R E R TT, NTETF R P 25 75 TH 25 08 5t 138 i) R %

8 NESRE

BEE S CHRA R, R AT RS fRBE R B2 . SR AN RO TT, (ELR X T Ak R iR 7 5 2802
BRI K— Kb BRI CITRIMER S, BASRIa M, R BN
AE B BB K 255207 . Bk eb 24 A0 vh 24545 0 P R DLRE A6 X g 4m = £ AR, T R AR S
R 2 LR A AFAE R IB T 1. HAT, WETCREL PAB ] AT FI0VF 2 7y 48 R A2 R SE LA i
TEARMLARE M, PAB I8 I A0 20 i 0 GRS FELA R 0 8 S R A A R R T R AR R A B A
PR IR AR RN RS« 53 bR A B A A BRI T L At I A A RSP 7 A PR A A 2R R, TR T e A 2
M 251 R A, EE PAB T SE LR R (T FEATI AR K, VF 2 MIBER AL 70 7 AR A, JF BXET- PAB
DR Z R TRIMER, X TARATTERI A B XD IR ZE k%t PAB #AE FIALH K 7311 % 4k
BHRIT, AR JEAEIRTT PAB B2 HOMLHIR (LT A HcHE UL SRR S

EEUH

7 B BHRUT N SRR 7T RI-TH B3 H (202201AT070043) 3 B HIERL KA — Mt — BB EERE 535 &
FEIRANABEFRRI (2022535Q01) 5 RN AA SRR (2019FF002(-011))
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