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Abstract: Yadanzi ( Bruceae Fructus ) has the efficacy of clearing heat and detoxification, intercepting
malaria, cooling blood and stopping diarrhoea, killing insects, anti—tumour, eliminating haemorrhoids
externally and corroding warts, and the efficacy of its chemical composition is complex and rich in
pharmacological effects. Modern pharmacological studies have found that Yadanzi ( Bruceae Fructus)
contains a variety of bioactive components, including bitter wood lactones, phenylpropanoids, flavonoids,
triterpenoids, steroids, alkaloids, xanthophyll lignans, fatty acids, and phenolic acids, which can
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significantly inhibit tumor adhesion, proliferation, metastasis, and invasion through a variety of pathways,

induce tumor cell differentiation and apoptosis, and inhibit angiogenesis in tumor tissues, block the cell

cycle, and significantly inhibit tumor progression. Yadanzi ( Bruceae Fructus ) has a significant inhibitory

effect on a variety of malignant tumours, including: colorectal cancer, hepatocellular carcinoma, lung

cancer, ovarian cancer, breast cancer, pancreatic cancer, oesophageal cancer, bladder cancer, leukaemia,

osteosarcoma, and renal cell carcinoma. By analysing and synthesizing the anti—tumor active components

and mechanism of action of Yadanzi ( Bruceae Fructus ), we can provide a theoretical basis for the in—depth

study of Yadanzi ( Bruceae Fructus ) anti—tumor and the development of new drugs.

Keywords: Yadanzi ( Bruceae Fructus ); anti—tumour; research progress; mechanism of action; active
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RAFEPUIIEAE ) B2, 46 T8 3R
( bruceine ). 7% B T ¥ 5 ( brusatol, BRU ). 3 fH 5%
( bruceantin ), 2= & F 0 T35 05 ( dehydrobrusatol ), 254
#5 IR F 5% i ( dehydrobruceantinol ). . &4 IH F 97 &
( dihydrobruceine ) 9 JHZ= i ( bruceantinol ), % AH ¥~ fifi
i% ( bruceaketolic acid ) F5HH T ( yadanzioside N Yl
T ( bruceoside ) % JH T XL PN BEZETC 25 AT
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e s IR S FLIRE PR B B |
FA L | H PR RE A e A BT (B35 A A il 4 5 5 R
HiZe A RETARH.

H I TCMSP K548 127 462 2% HH RS HH AT 2800 1 il
I3 674, MR IR A=Y A BE(OB)=31% | 25 W1 A
L (DL) =0.20 45 - Pk 3t 15 Fl OB, DLE 4T 1Y ik
PRIy WA 1.

R AEFHUE I FEAT RS

MOL ID %y OB/% DL
MOL008089 FET1F H 62.77 0.32
MOL008091 AT 61.13 0.38
MOL008105 AT P 58.76 0.29
MOL008110 FIRHTH1 B 56.54 0.32
MOL008109 yadanziolide D 55.76 0.65
MOL008077 FSHTF7 B 46.16 0.31
MOL008073 S IH - s 45.69 0.75
MOL.008099 AR M 45.04 0.23
MOL0O08093 FHHTH ) 38.70 0.30
MOL000358 B — Al 36.91 0.75
MOLO00006 AR 36.16 0.25
MOLO008108 yadanziolide C_qt 31.80 0.66
MOL008112 L C 31.38 0.66
MOL008097 FERE T L 31.37 0.27
MOLO008068 bruceoside A_qt 31.05 0.75

1E: OB. AR A HEE; DL . 2590 FH 4
2 HphE1ER
2.1 YLy A EE
211 WREHAMFE(CRC)

2% H e e T A TE E UL s 2 —, R
R GHC RIS 25 " ARSPSLEG A B, 60
240 mmol/L #) BRU A BE CRC 4iif3 48 h i , Nef2 {5
53 % K NADPH AH 3G () 4 R gl il , i Jeg 20 -4
J%AE BT . DNA . RNA 68 J7 055, o 25 I ] CRC 4 % .
5 AR PO S B BRU G i BH ¥ RhoA/ROCK {7 5+ 38
0%, 0L 485 B i HCT—116 F1SW480 14 Ky [a] 3¢ i 4%
ALCEMT ) a3 B2, 31 56 o3 43 s &5 (1 -2 ( MMP-2 ),
HR 4 R E AN -9 ( MMP-9 ) 45 5 Tt 4 @ /& [ i 32
s, W B A S E RSB RS .

Wnt/ 3 —catenin 3 2 i) A s 0 A B R AR
FRAF VR frRg B g A gE T Y, WF ST A& BURS HE 7l
F#L( brucea javanica oil emulsion, BJOE ) SEip k|
At 85 Wnt3a Fll B —catenin 2E FH 3 ik, 52 i p53. p21
Kk, AR A A P 0 Al 35 A AN s SR TP Tt
5% & 8 BJOE 7 il i #8157 PI3K/YAPU/TAZ A5 5 il

52 W ARRDC4 3% 35, P75 PI3K/Hippo il #il EMT
FH S B H P& B A5 ZE 85 FH ( N—cadherin ) T2 85 H
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( vimentin ). MMP-2 ., MMP-9 Fil p—Akt B 3 ik, I
il CRCH; B FiZ 28127, X 45 ik G PV 3L F A Wi fs
B A F AR A 0 B 45 H M e A R S R A T
M, 38 3 s 9 245 B NG P 52 56 2 W BRU 38 oo BH.
EGFR/PI3K/Akt 5 53 [, 51 A Bb J87 41 it &) 391 BH
e RS H] UH TS, CHEN €252 % ¥l BRU i i
WO 2 e 220 R 7 1 1 ( Caspase ) MRS 1% L 55 5
20 i €5 2R R, A e BT N PR ST B BT ( BAX ) 3
ik, PG Caspase—9, $1 i 2 bt R A& fiff —3 fifd Ji ( pro—
Caspase—3 )2 e R A& Tt —9 [ifg )5 ( pro—Caspase—9 )
K Bk LA —2 3L ( Bel-2 ) ik, B S 45 EH I
JECT-2641 A T-. B AW &, #3107 1)
BRIy o n] S 2 W CRC X4 5, A i s
Caspase—3 Fll Caspase—9 . 14 5 Bax 2< 15 17§11 1] i J&d
Wz, JfEad SR IEEE(ROS ) iRk, iBS 1
JEANMEIR T,

ARDIL B4 %8 BRU Al 54175 5 Caspase—3 Hl
Bax 235 8411, 386 5% 4% B % HT—29 Xt 5— 350 IR M BE it
251, OH E T45 P38 & 31 BRU AT L 3 0 Nef2 5
Keapl fit FIBE, 715 5 Nuf2 72 ARSI, B sm A b7 ik
S 5 I Z 5T % B BRU i n] 3 1o 22 Py 51
55 AN JE T s A e g i e 2 P Ay T I 2y B
ATF 7R B SR AL S s, i ELAT AN B 19
’f/E FH [25,2940]o
212 HFHE

B R A BRE DLEEAE 2 — , TR R AL R HE
2450 340 B S R g TN WF 98 & B, BRU B
i BT PI3K/AKY/NF— x BAF 530 1%, 7] 106 5% g Z bk
(LPS) i#% 5 1y H % SGC=7901 {1 EMT 3 F42 , 411 451 ip
SRR , FEAE T SRS A B BRU @
S BH A Nef2/HO-1 38 BFE 51755 B s HGC-27 4248
T, RAFS s Aol P AR i 55 2R 25 F ( transferrin ) mRNA
Fak, TN R R I8 R A AL, 5 S R 4 i
BRACT .
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HFAmiiE ( HCC ) J&: e Bk e s mm i e =2 —,
SRS SRR AESE T R A Y, 2R3 A P L B BRU i
L IRBEIR 2 — SRR G ki ( cGAS )/ THLFILH
HPFEL R 7 ( STING ) 15 53 B30 il 198 H22 E e, LU
R RE AR S v Pt AR S 5 R S B IR R | T
U 21 B0 7K S R A W8 5, B DR LAAR Sz i H22 335
FH ST

435 S B T (HIF-1 o) 76 8 v s 5835, 5
A AE R INGE , 5 R 222 v s AT i 25 58
YIAH P, WFSE % I BRU A] W 35 400 4 HIF-1 o 52
ik, I HIF— o A AU RE R =28, 30 908 40 pe i
AR EEETE DT WANG T4 P8 % 3UES AT ( brucea
javanica oil, BJO ) Fl & 7 brustal B4 BJO il i+ ot 25 [
P8 miRNA—29b L K Fl p53 #2354, 5148 Bax . Btk [ 41
Maded —2 KEDRAH 2 8 7 ( Bad ) 25 1 235440, RE
TV Bel-2 8 (235, I S H2 40 7=, MARAhSC
KW P BRU AJ i+ PISK/Akt/mTOR 1553 B FH
WEEMT 2 72, 3 b 32 52 54228, 8 vl 38 a4 4]
JHEE HuCC-T1 1 RBE 48/ p-mTOR . p—PI3K . Bel-2
1 p—Akt £ ik, 5] i Caspase—3 Fll Bax 2% ik ¥4 i, 75
ST

2.1.4 FIERIRTE

HAE W, e R LA B R B &
el Rl T, TR Rl R A BRI RE A T Y 3 2
PRI ok SR Ak B S AR TG A2 — v ( PPARG)
St — Rl G S R 7, 7R B 0R T A AR Pl 25 T AR
F, 5HET-E M B2 AL T2 1 Bax £ % Y)
A0 %, PPARG i# i Bel—2/Caspase3 i #4175 5 39 i
g T, WU Y 4R B BIOE 38 i U Y 41
B VR T A S BE P PPARG 5, 001 i) J JIR 9o 434 5 5 AR 41
S & B BJOE LA ¥ i 4K #6i P4 412 1/ PPARG . CTSB .
PARP3. PLA2G1B. FAP I CTSK K ik, F A MMP2 .
PTGS2. BACE1 FI TOP2A 1k, 5 | 2 40 e J& 1) BH.7A
FA TR 2T A B

PI3K/Akt 5530 % = 25 5y s ihed A Az o
s g e B SR AL P, OF BA BT T A/E A Y, LU C
SE UL B p38 MAPK TE JB i J88 40 it AR 1 53954 4y
e AT AR AT R R IE E AR, B AR R
A B9 0 7 957 F A (bruceine A ) ELA5 ¥ i p38 «
MAPK EHH , B i85 p38 o MAPK (14 P BF 5% 2L 40 B AF
JH R Z s R AR K

T ARg 20 I X5 RE Bk IS s A= M T B9 e SR 4
o, S ECA FCIRAS T R 18 A 355 5, X B B B A i
& Warburg 7 PO HAE FH 2 s i i 3t A,
25 g 4i M e R A IR RCPT IR T R S AR
PFKFB4 2 —Fh XU L GEAC T ', 15T & ¥ PEKFB4
B R T i 3Rk, B R R SRR R L, e T
B IA YT IR E AU T FE R 5 Y GSK3 B 2 —Fh
SATE /73 ZC R PR, A R IS T R 2 5
AR R fig fE Fa &, LOPEZ Y 2% ¥ GSK3 B 5
PFKFB4 FEM IR I B P R G HEAEH . S5 a it
5% % WP, bruceine A i BH #F PFKFB4/GSK3B{H
53 B, ) PFKFB4 . PKM2 . LDHA % 3%, M i 41
B PR A L R, 3 S R e A B A 5 e &S BT 4104
cyclin D1, CDK4 . CDK6 241 i JE I AH G2 3Rk,
BELT £ At R Y] o

BHFE LY, FAE T2 D (brucein D, BD)
38 AR VEYZ 2R — AR B AR R A N2, P Nef2 {5
ST, T UE Nef2 R R I P R A8 5 S T P A R
X R A IR e ( PDAC) ALY B PRI 58 . A
Jig2 i Ji EMUT S R v, A4 i 288 A 1A R AL, Tl 400 e 1
iz s 5278 RE J1 3598 P, T B4 L B BJOE
18 158 R A I IR 958 AsPC—1 % N—cadherin . vimentin &
i, IR UE I BIEG 2L 8 FH ( E—cadherin ) #35 , #1]
EMT i #, 0l 5% 8 51228, tsh, o8 £ Rk
B BD il i3 P4 7% Caspase 8 B F1 INK BEFR AL I8 42 158
L AZ BN P RIE Capan—2 3/ .
22 PuIE

T T R [ DY, i s 2 hE FE T 14 i L PRI
2, RIR AR GRS T 1A e
SN S B BJOE A 57 2 A 4 10 6] A1 /) 2411 i el g
(non—small cell lung cancer, NSCLC ) a5, o i
Wi pS3FRIk AR HE p21 FR 33k, Il W 8 AR
P CDK ) JE P4, 5 1 40 At )85 B BH i, 1B &R m] ig
EIGSEAT( CDDP) SR E A . ASH 2R HE
A B AR el B RE Al e HE H 24 5 ik BH
Notch3 {5 5 % 5, 145 75 JE 28 JE X NSCLC #UzME ,
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R 1] 2521901 S Fi BJOE =P 14 37 3 R 38 4 A% % 5
R F(NF-« B) 15 538 %, 51 & P9 58 R 3, 1 JA
Caspase—3 215, 175 S IR U 17 5 L A1 3 28 D2 B8 st L
e 1 R g i S 7 ol = I v ol £ s 41
B EIME . D3 AR B, A9 10— $2 By am oo
I NF— k B #%, 91l Bel-2 323k, {2 i Bax & ik,
B SEIIREIET, eAh, Th P s AN & B BD i i
] Wit {5 28 55, 3] B —catenin BEER 1L . LRP6 |
cyclin D1 FKIRFRAZFH RN T .

HUANG C HZEE9 7 B IH T EE( brusatol ) &
— Pl 2 il ROS 75 S 71, 175 S 4 I 7 A= R 3 ROS, 1l
R0 S R IR RS, 51 A LRAAR 5 . MMP ik
fipsl AR 2k Caspase—3 . Caspase—9 . PAK2 Z2 ik Fll JNK
BT 375 P ASA9 PHT . FAN J25E 7 & 3 BD i it
AR AR EIES S ROSFLE , 1l MAPK/ERK 15518
i, U /D EGFR A4 18 5 B, 300 i Al Jes £ 2 P9 Il A
A, WFFE AL, BRU A S Z M Nef2 /- S i 4
A I il B P T S 197, e AR ] 517 Noteh 1
Ko F i Hes1 75 F1 32345 F ¥, ROSFE AT, ol

DNA 5 47, $11 #hil Jili 988 A549 . HA60 3 5 5% F& 1774

DIAT B ET 2% B BRU F 4] Nef2 n] 398 5 Ay s 7).
fi] F& 2 UIE S2 BRU 0 38 a5 30 il PI3k/Ake fi5 5 38
B, 0 EMT R AR, W0 S 5% B2 AH OC 85 BREF-2
IGFBP-2, CD151 [ &3k, & 3540 il Il 95z 5% #2 Fni=
722, IRAP SIS WIS IS ] 5 miR—29a-3p 55 &
FmiRNA FaR MG, TR AFEE MRS, BRI
U S AR N A K I (VEGE ). B —catenin
TS AN 3k, AR IS H1299 ( A549 . PC=9 ) {228
Ik AL
2.3 HLALAEE

FLR SRS S A R B hy W 3 B e = — U WF Y
FH K AEIESM S RNA (lneRNA ) ——KCNQ10T1
AE FLR I A0 M sk e 3k 70, L AR AR 4 i 1 B
TR 1228 A8 45 B AU R G s 2 itk Ty T B AT
B BRI g XL B 5 B BD L R B R M
BH W7 CDC42/MKK?7 {55 5 38 #%, ik 2> 7L AR J5 MDA
MB-23141 Hi KCNQIOT1%# ik, Ui 7 vimentin,
N-cadherin £ ik, {£ ¥ E—cadherin 3 ik, 5] # FL I
g bR S 5 G R AR B I, A B G R B
BRU iffi 3} PERK/elF2 o /ATF4/CHOP {5 3-8 % 5 | i
PN BT 37 38 ( ERS ), BRU 30 PERK 315 elF2 o
MRtk , ATF4 25 34 E, ps3 BOBEINHI 7 Nrf2
FURPTAEAL SR A, i ROS 2635 T s i nJ i i
SRR TR T i 42, I Bel-2 2635, #0E Capase—3,
5l PR R MCF=7 0 7=, L4, £ &% 3
BD BH#T PI3K/Akt 15 5 38 i, 0 i) A 5200 B e 2o At
Hh 4 Fh oG B e OE PE, 45 HK . PFK . PK, LDH 45,
T IR T R RE 40 B Y Warburg 2 0, Yk 2D T FL
MR 5 MDA-MB-231 88 & 1 57, #0081 7 s AR 1.
X8 T 4 452 5% % B0 BJOE 38 <k 300 4] 2L B Jé 434 4 ik X
BCYRNI1. GP73 ., STIMI fil TMEM158 ., Wntl 55{222
KLY 35, 2 3E PDK4 AT RSK4m 1 232 , M i) FLIR
JEFERE S A
24 HuUEAIE

B PR JRE S H UL R e S AR S R, R
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LT Y HESY, A8y 457 % B BRU 3 a5 4100 il
CCL2/CCR2M5 53l i, R ik v — T H FH(IFN=—v ).
IR IR FE P T — oo ( TNF— o ). Bax FITZH I 08 17— 6 44
£ H cleaved Caspase—3 ik, i E | PD-L1 &5 H .
YU T8 M Bel-2 3k, 7B A I8 MG—-63 3 %5 il
kiR, 5 T TS BDIE A I JAK2/STAT3 (5
AW B, AR SR IL K] eyelin D1, CDK2 ., CDK4 %
K, B 5E cleaved Caspase—3 2k, M= 2B A0 CE A
N—cadherin . MMP-2 . MMP-9 3% , 1755 Ieg 4 Jifs 4
ToIFIE RS FfR 2 0,
2.5 HuEaiE

R P% GLOBOCAN 2018 ¥ % /22 v iy % 35, 13 1ML
R S A BREE R UL AR AE , AT 437 033 11T
2% B A1 309 006 B FET Ik 41 F 1L FiTidk B 988
20 S T M A R, HLAREAE i 1 R AR B ZH 4L
H T2 R R R IR 3 2R A AN AS A7 das il 1
T WFST PR, BRU ATy /b 4 ffd =P ROS, M3
il B g8 PR S N e 2 T AR B 400 B B AR T e
P T, YOUMBI L M 452 RS BH 1~ B9
ZE |- A5 R s R O A B O 96 41 S CCRF—CEM
0 B FR e e B0, HL AR B v %75 Caspase i 5, 51
AL Caspase—3 Fll Caspase—9 3% 15 #4 Jin, {2 08 7- &£ 11
Bax 5 ROS k30, 55 S AN T2, I nl e i1y
ifit 24 o
2.6 YU E g

SR B P9 O B o PR WIEE 2 — L 5 4F
A TFE AR T 45%77°, WF 58 & BURS IR 7 v B9 Tl iR
SN I FAS AR S B, LA AR P 4 ) B S
AN B 18 5, I B PR T, 18 AT 30 R A W R 2 0,
55 A2 25 40 2R PO S T A W B S B R IE S BJOE
W fEiE S VEGF {5 518 8% . ErbB {5 538 % & Wnt {5
A B T B B R AN M AR R IR PR TS, WANG
Y AE P 58 UE S BJOE HE AT % 5 miR-8485 i %
ik, P #2 LAMTOR3/mTOR/ATG 13 15 2 il , 75 5 P
BLIRE AN e A o A0 B3 B S S Al R T AR
JH. ZHU J% "8 % 31 BD fiE 2 2% #1 # ECFR 2 ik,
I BH W Ku70 15 =38 #5510 DNA i 4 1s =2, 55 Bl
R e A HBHE B EIPTMRE R, 2 e v ik
B PUIMIRE Ve, 35 4 i UP S gn b ol Ak K
LEyZ AR
2.7 PuE AR IE

B S A RSy B 2 —, A
BRI A SCAE T A 25 7S B UL R, 4 is 5
K7 HIF=1 ) S SR 40 PR A B 22 Y 401, S5
SRR AN A A FE RS S YR YT N 29 P A OG 1= F
T "Ml FH BJOE Ab B B 40K 245 T 19 16 45 18 i 41 it
(ESCC), & £ BJOE 7] 1 & 1l il HIF-1 o 85 H 1Y 3%
Ik, WG T ARE AR B AT A RRUER M o

"B 4 ifeds ( RCC) S A B 19 WA PR 52 S e rgd
Z—, WANG TZE"" %31 BRU i@ %5 PTEN/PI3K/
Akt {5 S BRI B 5 A498 L ACHN F1 OSRC-2 4= K-
I Ak 38 % B BRU il o BH 7 Nef2/SLC7A11/GPX44F
SOE K R KR4 ROS R B 15 S i B e
(eSCC) MR A ERAET - I FE M) 1%

T 228 TS T R R e UL ) D e N e,
PEIRIPIR A 81% , H R 22" WF s iESe i+
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WREALSY 0y Rl E W R AT R, IR REI A AN R Caspase—3 25 [ IR W0, Bel-2 FR AP, S

BRI A O R R O S e AR A D S g SR A IR TR TR I P I A IRZB AR RE RE ), IR T
TR DT ROSKIL S AN, LR AR, {2 HAgTC

<

HE Bax 3K 40 CBEiL, B1AL T Ui Caspase—9 | PSRBT EAARPT P LT WL 2.
2 BARFHUE AL
Jifygg 53 A4 EHIER ML ST SCHk
ZEH e HCT116 I FH | BH ¥ 20 G6PD/6GPD/IDHIMEL | (Nrf2 | [15]
JE139]
HC116.SW480 MR MR % RhoA/ROCK1 | . MMP2/MMP9 | . N—cadherin | . [20]
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LOVO . HT29 RGN R SR Wnt3a | . B—catenin | .cyclin D1 | . c—Myc mRNA | [22]
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CT26 ks ESET pro—Caspase—3 ! . pro—Caspase—9 ! . Bel | . cytochrome [25]
C1T.Bax T
HT29 WAL 2 Caspase—3 T .Bax 1 [27]
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{258 Bax 1
BRI Mia PaCa2 . kA K 228,35 PPARG T .Bax T .Caspase=3 T .VDR T .CTSK T PARP4 T .  [45]
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PFKM | \LDHA | .cyclin DI | .CDK4 | .CDK6 | .
p38a MAPK 1
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