KIRFWIWFSE 5T % Nat Prod Res Dev 2026,38 :1863-1880
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i E.RRALEREE (aloe-emodin, AE) #1 = F 4 FL IS ( triple-negative breast cancer, TNBC ) Ifil & A= 5 A /E
BLEERE R HLEL, PRS2 0.10 .20 40 pumol/L AE 4bHE TNBC 4, R CCK-8  KilJR/ Transwell K Il %18 9256
Gy BRI S 5 AL 12 RN A AL ARE ) 5 14 P G 57 S5 P RS AR AR AR 6328 2 kA 00 i T8 40 6 2 BB A It /INAR P B A
HZL 43 F-1 (cluster of differentiation 31,CD31) L % &, R T X% . pull-down FN 4R IALFE 43 M7 ( cellular
thermal shift assay, CETSA ) %5 #0550 | I3 i3 @iyl /1 2235 & Western blot BIE(E 518 B, 4530 WoR | AE ¥R BE AR
i TNBC AU A8 EH |12 2% R0 I AR B, 1A% DY I3 0K b 9 240 %8 3 0 il 45 2% B (P < 0. 05, P < 0. 01 3 P <
0.001), 4> F%F#% pull-down Fll CETSA &5 /R , AR RJ #1545 & W R & BLJE 35 1 F 1 (ribosome biogenesis regula-
tor 1 homolog, RRS1) Ff-4 il HiZeik (P <0.05,P <0.01 B P <0.001 ) ; #8 RRSI #1H] TNBC 20 g ifiL 45 A= i, i 3235 )
AR (P <0.05,P <0.01 B P <0.001) , #5401k 4 Western blot #1275 RRS1 35 B4 75 3 K -1 ( hypoxia-inducible
factor 1o, HIF-1a) S %, AE A J8%5 RRS1 2 Tl HIF-1a #HOCH I FRIE (P <0.05,P <0.01 3 P <0.001), %% 1, AE
P TNBC 1% A4 i mT BEE i 8 RRS1/HIF-1o i R HEE ML

KT L RITE RRSL; M AE B = P FLARE s HIF- 1o
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cancer via the RRS1/HIF-1« signaling pathway
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Abstract : This study aims to investigate the effect of aloe-emodin ( AE) on inhibiting angiogenesis in triple-negative breast
cancer (TNBC) ,its direct target,and the underlying molecular mechanism. In vitro, TNBC cells were treated with AE at 0,
10,20 and 40 pmol/L, and cell proliferation, migration/invasion, and angiogenic capacity were assessed by CCK-8, wound
healing/Transwell , and tube formation assays ,respectively. In vivo ,a xenograft tumor model was established ,and immunohisto-
chemistry was used to detect tumor cell density and microvessel density based on CD31 ( cluster of differentiation 31) stai-
ning. Molecular docking, pull-down assays, and cellular thermal shift assay (CETSA) were employed to identify the target,
and knockdown/overexpression combined with Western blot were used to verify the signaling pathway. The results showed that
AE suppressed TNBC cell proliferation, migration , invasion, and angiogenesis in a concentration-dependent manner, and re-

duced tumor cell density and microvessel density in vivo (P <0.05,P <0.01 or P <0.001). Molecular docking, pull-down,

Wk B 1 :2026-04-15 52 H197:2026-07-24
LW . HER AR EIL S (82505697 ) 5 U4 F SREL2#FE 45 (2022NSFSCO733 ) 5 A B 25 K 2 “ I M 3 B A A BHIF 48 T 1%l
( MPRC2021017)

# W 15E1EH E-mail ; huayanan@ cdutem. edu. cn, guo96@ cdutem. edu. cn



1864 KI5 EIT &

Vol. 38

and CETSA revealed that AE could directly bind to ribosome biogenesis regulator 1 homolog ( RRS1) and downregulate its

expression (P <0.05,P <0.01 or P <0.001). Knockdown of RRSI inhibited angiogenesis, while overexpression had the op-

posite effect (P <0.05,P <0.01 or P <0.001). Transcriptomic analysis combined with Western blot suggested that RRS1

regulated the hypoxia-inducible factor 1o (HIF-la) pathway, and AE modulated the expression of RRS1 and downstream
HIF-1a-related proteins (P <0.05,P <0.01 or P <0.001). In conclusion, AE may inhibit TNBC angiogenesis through

downregulating RRS1 ,with the HIF-1a pathway serving as a potential downstream mechanism.

Key words : aloe-emodin ; RRS1 ; angiogenesis ; triPle-negative breast cancer; HIF-1a

FUR A IR 2 2 IR R A SCAE T I 2
—12 TNBC DABERCR 21 RS2 Ak S N 3R H
AR RT3 44 2 BB RRE B ROk s iR 28
PR R R %, WG b FLAR A P d 22
REBIFHB R T RE B B RERA
TNBC FET- E R, P Z AR R 5 E YR &
HAr ¥ B 2%  TNBC G771l ™ IR P A, ik s 1
RO IR L5 A= U AR Sl TNBC g (258
LRI AR HIF-1o/ I A R A 4G T A
( vascular endothelial growth factor A, VEGFA ) i 1% &y
TNBC ML A A% O BLR 2 —, HIF-1a FRER Ko A%
BT, 198 VEGFA ¥ 5% A2 308 A= 45 T i
UL, 0 ) HIF-1a/ VEGFA 38 # DL R 45 1M 45 A=
J, A2 ] TNBC 3 R 14 H 2SR

e G A B L4 Pl 2 AL ) DR AL 2 103, Bk
U8z SPR ) B R AR RAFSE 03 T8
J8R BRI 25 e L ARk, R
SR 3 A< S 1o g 4 A A H TR A T R F
FEH R Z BN, ZWIE ML AW iiE 2
P RAR 7 1) & B UE 58 B AT B A8 AR s M BE X
TNBC, B B2 A0 & 4y nl 3o i 75 5 4 T BEL i 4 )
AR A A A 2 R U 2 PR R AU A
T Z R Ak /N oy T AR IE B BT TNBC
MR S0, AR R —F RS Y,
B =05 AR R AR, C3 AL Hz e H 3, C6 i
¥R B IR IR ZS A R IE, LBz
BIEETAERHEY T ZE (Aloe vera) ZERMEY) K
( Rheum palmatum) A} G BHE Y i 5. ( Dolichos bi-
florus) 552 Fh 25 FIRE Y | B BT R RO g 46
ZRABEE, CANIER, AE AT S A0
e Py e e S IR L (S N T
EFXF AE 78 TNBC H A9 il V5 I B H 07 HIL ] 4 F
FERCA R, HLBUAT 08 Z2 5 b TN i g s AL, ok
ZXRN 2GR0, BARHE 55 R S Tl R AR
WeAh AEGTIMAE A 577 1, ST & B AE A 4 4]
45 WA 200 00 30 R R I A S, ORI AR 90 B o

Jii 4 J& & A B#-2/9 ( matrix MetalloProteinase-2/9 ,
MMP-2/9) Ras [ i 3& R 1% i 53 B ( Ras homolog
gene family , member B, RhoB) 1 VEGFA E/‘]%:z:li, B
AWFFEIR I, AE BB Az LA I W] BE -5 # ) PR
il 53 M6 RN B 200 B R S R A DG B4, AR
Je 7 T T R S PR ) A AR JE B R ] TNBC 9
MAEA G R HARN 2 5 A R 7 kst
R TR A SCHR b i B = RGEAETE ., Rt A5
S TESR DT AE XF TNBC R Fb S A4 P 1fiL 48 A= i BE 1 1Y
SR JT)0 B WAL, LUBISY TNBC B3R 9T
SRR B S IRHCHRE

RRS1 i1 2 5K RNA T RSO (A 17 H
YU TR G b R A SCEE H, OF PT AR 1 5t
B )2 TR e 24 2 BRSOV, T AR K, RRST FEFL
MR A R JR Y FE M H 45 2 B OGTE . RRSIAE
SAZHEARAE I B B R A 1, HERIA KO
ZFEE IR 2 R, BT ST E S, RRS]
TR 20 2R vh i s /KCP 3 TR FUIR |
B AL, HL RRST i {1 AT Sk 25 4000 ) 2L Pt s 4 1 34
FHRTERRE Y . RIRZRIRNY RRST W e %
BEVR RNA B5E s 50 T s 28 1 B i, a2 T 4K
) [ Te A R S R G SR A B RS SR T . LA, T
il RRS1 23K 30 R 45 8 T2 AH OC 18 %, A1 ik 3L i Jes
I, SRR, RRST 3 F3K-5 e 20 s
XF Z T AR T 245 W B T 24 PR U0 AH OG . £ |, RRS1
B L o v T 8 T8 B 5 ) e B b e i o 7 A
AU AR F K SE b RRST 3R 44 40 i J& 391 36
2 N ISR AR 5 B 27 s I 45 I RT BE 52 e e I,
BN, CAPFRY, RRS 8 57 85 15 Bt L EE-3-
U/ 55 M B/ WA %% 2K #L 4B 11 ( phosphatidyli-
nositol 3-kinase/Protein kinase B/machanistic target of
rapamycin , PI3K/AKT/mTOR) i . 1% 38 B X HIF-
la BIFSEMFT VEGFA i B2 CHE B, X SEATHY
$&75 ,RRS1 AT REZHUINAE AL UR T Hh A 7ERE A
SR, REAEIE4E RRS1 V&R 2454 3 1 i oK LA
AE 5 RRSI Z [H] B 42 5 2 14 5 B A
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YT RRS1 TEAZARR AW 6 1 S 1 38R 45 H i)
BRI L TT 5E 2 5 b I A A B A 1 5 1 A8
AR A RE SRR AE B H R s 1y m AT
FIRESIE, P, AT B 7E RGAR DT AE
95 RRS1 S H Tl 538 BEAE TNBC I8 A= s i)
YER S IRFEHLHI
1 MRl5H%

1.1 ##
1.1.1 @pZRhm

AN JE TNBC 40 it & MDA-MB-231 , MDA-MB-
468 , N IE % FLIR b 2 40 MCF-10A K A5 8 ik 4
B AL (HUVECs ) SR o B2 2 2 BE A BOR 27 B
Pt

24 H SPF it BALB/c #15,4 ~6 J&#%, &
H 14 ~ 16 g(ZIWE R ATHIES . SCXK (52) 2019-
0010, B4 PV AT IE . SYXK (J1])2023-0275) , S
HYEFAE SPY B 5 R 4EFFTE 22 ~ 24 °C #H
XREETE 55% ~60% ,ASL 95 2 s P B 22 51 2541t
W (HEHES . SYXK2023-0082)

1.1.2 ZZXA

AE (4 .98. 32% , 4it*5 . M4000-202402 , 3¢ [
MedChemExPress 23 7] ) 5 %A ( cisplatin, CDDP) ( 4§
F£:99.84% ,4it*5 . T1564 , 3£ [E TargetMol Chemicals
Inc. A7) ; DMEM B33 (H15-:6125659 , H [ FE 2K
KR BHE A T s ECM-2 P4 Bz 41 i A K 5 55 58 (It
538941, E e (L) AW RHEABR AR
G4 I (HE5 :SA240910 , i E G IEFEA 7 ) 5
Pk F-PUE R (5 :2500060011, FF E LR
EERHEABRATE]) 0. 25% B8R FG-EDTA (465 .
0.25% b5 : 2500120050 , H [ Jb 5 R K F R A
FR 72N F]) 3 ECM-2 SingleQuots ¥ 1l I (it 5 CC-
4176 , 32 [# Lonza Group Limited 23 &]) ; DMSO (HIt5:
67-68-5 , H1[E BLER A= ) 1 R AT FR 22 F] ) 5 CCK-8 37
& (5 :20A02A60 , H [ DU A AR ) T AR A R
N sRIPA 2243 (5 20109A02 ., R [E - 7
FEHE I H AR AT 4% 2R P (L .4% ,#t5 .
24132702, H [ 2= ABTRHE A BR A F] ) 5 Matrigel 555
JBE ($it5-. 354263, 3 [E Corning Incorporated 23 F ) 5
Transwell /N2 (L5 .3422 , £ [FH Corning Incorporat-
ed A F]) s BCA 8 @ il & (4ik5.03911450,
EEM Y2007/ 3 N/NSSTD I OO D ey 2K &
AR & (45 . 4AW011-100, o [E DU iE AT A= PR
AHBRF ) ; SDS-PAGE #E i il 5 i 7 & (5.

04A21059 , H (= HE B 4E ¥ B AR 22 7)) s RRST (dit 5.
00107032, H E 2 = & A Y B AR A RS 7] ) 5 HIF-
la (L5 :N30JLO1, S4B IE B AL 1 H R A R SRR
) ; VEGFA (#£5-:00125924 , v [6 = J& /4= W4 R A
FRZANF]) ; W8 RS Cy1 ( phospholipase C gamma 1, PL-
CG1) (Hb*5 :N12JA24 | B AR IE fig A W He R AT BR 53 4%
3T 3 p-PLCGI (L5 ;370372 , Wi #R 1E fE A= 9 4 R
HIRTALF]) 5 40 IME 5 V815 B (extracellular
signal-regulated kinase, ERK) (flt*5:22h9958 ,
FRHEYH R A BRA F]) 5 B-actin (45 :66009-
1-Tg, H ER =8 A Y3 R A B A ) s HRP ARid
Fhi/ B 1gC Zht (#5.34i9522, h E IR BB
WIS A BRA T s PVDF JiE (4150000161946,
2 MilliPore 23 7] ) ; 45 i 58 (2L . G1062, Hit 5
2500060011, 1 EZREERHEARAH) .
1.1.3 &M E

1160 CO, TH IR A% FRAH ( 3¢ PR /R AL
TABRAED) s ID3 Z I REEEAR AL (H E 2435 FAY
A BRA D) 5 TI-2U 5] 8 58 0 B 68 ( H AR RRA
) ; Centrifuge5424 R /&5 #4 k B OHL ( & [E Eppen-
dorf 2] ) 3 TGL-16 1% 25 .0 ML (A SE AT )
Tanon-5200Multi 4= [ 21k 2= &G R G (ThE L
W RAERHE A PR A 7)) ; LifeECO PCR Y ( H AT M
T H BB AR A BR AR 5 FQD96C 5L % 't % i
PCR (A [E PN 7 3 2R A BR A 7l ) 5 PowerPace-
Basic + Mini-protean + MiniTrans-Blot 25 [ H, ¥k & 4t
( Z£ [ Biorad A H]) ;0
1.2 HRiEFREZHAE

MDA-MB-231 . MDA-MB-468 . MCF-10A &% HU-
VECs 4fl Jifl 35 ¥ #5 #E 4% 140 15 5%, Ho b, MDA-MB-
231 MDA-MB-468 } MCF-10A 40135 3% T & 10%
PORTERG 4 1L ¥ (fetal bovine serum, FBS) X 1% $i
R -BUAEE R ) DMEM Bl o 41 9 5w HU-
VECs W 15 3% F & 2% FBS Jf 45 il EGM2 Sin-
gleQuots A= KN TH) EGM-2 W5 ga 5k, FIrf 4R i &
F37 °C 5% CO, WTEIREEFRFE A B 0 55 £
FEARW . Y AN Rl A B IR B 80% ~ 90% BT, i
0. 25% B FIBE-EDTA JHLE1R

AE Ll DMSO ¥ f#BCH B 10 mmol/L BRI
HTLASE 3G SR A0 B 2 H An ke B, v 00T R 4H i A
SEAATL DMSO, & < 0.1% (V/V), 4h2huk)E
ST R TS 50 F SCHREE & 1 - 1 55k A CCK-8
AT AE X MDA-MB-231 ,MDA-MB-468 }2 MCF-
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10A ZHMEALFE 24 h J5 B2 i (half maximal
inhibitory concentration, 1C, ) , &5 A AH 3¢ SCHRHE /Y
2GR e Sl T e,
1.3 CCK-8 i&# 20 A&

¥ MDA-MB-231 ,MDA-MB-468 } MCF-10A 2
MILL 5 x 10 A~/FL%5 BEH R0 T 96 FLAk , &L 100
pL SEEREFREE Bi R 24 h 5 SIS AR
JE AE BT EERT SR L 6 B4 4 (KB DMSO, 4351
UkLLBESE 24 48 h, BALINA CCK-8 iK5,37 C
H 2 h, ZIREREPR I E 450 nm PFAAL L,
SEE AL EE A 3 R, BRI 3 AL,
1.4 SEEERIE

MDA-MB-231 #1 MDA-MB-468 41 iti LA 500 4~/
FLEEREHFP T 6 FLAR, 7 L7 DMEM 3% 3% 285 5%,
WERE 24 h 5, # A S (37 °C 5% €O, 21% 0,) F
INATE B AE , CDDP 3% %5 & 1 DMSO (0. 1% )
AEFR R 3 RIS AR B 2 W) R B SR L | sl
7210 ~14 d, PBS VEURANME 2 IR, 4% Z R W =R
[ 7€ 15 min,0. 1% 45 fh 28 44 {5, 20 min, 5050 BER G
HAR T Tmage] A4 (v2. 1.0) TTHECE 50 440
D S v VAL (8- B R/ @
1.5 fHOmEXE

MDA-MB-231 1 MDA-MB-468 4L ) 5 x 10°
D/LEE R T 6 fL, B R 2R A E 90% ~
95% , JoTH 200 pL B ST B TE L2 40 MU 3R 1
RIHZM 1, PBS Pk 3 IR L BRI is 40/, A&
ANFVEEE AE CDDP S5 DMSO 1Y TG I ¥ 15 57
3BTRS 0,12 .24 48 h B E A2 BT
MELIFHARR . Tmage] 44D 5 X0 IR 58 B, 1153 240 M
TR, AT RE R = (0 h KR 58 5 -45 s ) s Kl
JR T ) /0 h RIJE T8 E x 100% , SCH 7 #1423
R,
1.6 Transwell SEFE LG

15 H Corning Transwell INE (fL12 8 pm, 24 1L
B A AT S AT . TG LY 15 % B B Ma-
trigel FEFUR (1: 9L B8 ) |, 1) 551> Transwell 1%
JIA 50 ~ 100 L # B Ja L e, & F 37 CFE
Z/ 1 h i HEER . MDA-MB-231 1 MDA-MB-468
M2 AR e BE AE 1 CDDP FiiAb 38 24 h, JHEAE H
B AL S5 TC I s DMEM 3557 5k 58 | 184 20 Jifa 9%
H5 x10" 4~/200 pL, FFF Transwell L2 ; FEN
A 600 uL 5 10% FBS f DMEM 5% 4 17 77 36 4E K
BB SH, 37 °C 5% CO, KiFRAimE®E 24 h g,

TSR LR L ERTRAMNE, FTEAMBEs
4% 2B W IR SE 15 min, 0. 1% 25 Fh 48 4L {5, 20
min, PBS YRG5 E W T g, BEALER 5 4~
PP HE T P EGE B A, SEB0 sy F 4 3 IR
1.7 MmMEERZERE

AHEFE I 6 A K B F 19 Matrigel 565 i J6
DA% VRFE B R A B 2500 8 Y E 4°C T HiF- £ 30
min, FEJGHE &1 T, B0A BB AR F 50wl
Matrigel 375153 5] 96 FLAT 3555, SCE 414 F ik
HEAL 4 DU AE(0.10,20.40 wmol/L) F1 5
nmol/L CDDP 4L B () TNBC 40 i i) 4% 14 15 35 3
BAWER 3 ANEAREL, A RS R ER R
TAES BT UK EHERAE, DI YRR SE OIS R 7E 37
C 5% CO, M T EBA 60 min 5, WG E ik
90% ) HUVECs, 1 0. 25% i 2 1 fE-EDTA 1k,
300 x g B0 5 min, I B 40T EUNHETT 2
T B AN LAEEFL 1 x 10* N4 A4 e RE B R T 100
pL & AE B35 g bR, 85 E 5 h e, il B
BT B 40 R I 28 AT R . >R T NIH Image) %K
1 S H: Angiogenesis Analyzer /i {3 #7252 8%
SR — BNV AT A A5 ) B
1.8 H£MERIES pull-down L&
1.8.1 ZA#ZArit

YRS PEC BT AW e, E WL itk =
SERVEIR R TIRAR-PEG BRI Z R
A 20 mL %K, AHLE R 3 WK, B IFANLZ,
PBS Pk 1 WK, JTCAK B R 4N T . VR 4 J5 2 rk e A
ERralifl , AW ERICH AE N TG
1.8.2 pull-down £

BRI B K ) TNBC 4 A & 1 x
T HBHM IR S M 1P 2 2% vhilk 4 CHEIR S
f# 2 h,%F 30 min JAHEIR T 1 ;4 °C .10 000 x g &
20 min, BT, K 4 °C 10 000 x g B5.0> 5 min,
B3, BCA 8 s & I 2 Lk B R &2
—%,

TR R - (DR R 3 RN 2 BE I - . TR 51 5 R 0%
R BRI R TR, LS50 WL A .OFE | R REE
TUCSES , Jin 250 wl TBS, FF & MUK G 1 300 x g &5
L 60 s, FHTFEBCZE ; /N[ 2 i 300 pL 5
mmol/L AW RFRic/ N F ik alisE Y%, 35 B I a5 )2
JRFE 4 CHEREIFRE R, Y H IFSE MUK 1300 x g 25
060 s, FHT SR B EM R B 250 wL B R
FHHAF], ST 5 min, 1 300 x g B0 60 s, B
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1 @R M N 300 wL E RS (1 mg) , 35
BTG, 4 CHERM &8, W H I 35 /UK 1 300 x g
B0 60 s, WS i SV A T @ BE B SR i 250
wL PR S i, ZIEMFAE 1 min, 1 300 x g .0 60
s, R VRS 1 UG RJEN 200 WL B 2% vhigi, 1 300
x g Bl 60 s, WHELEBLBH T 22l

1.9 HFX#E

FEE R E 1 = 4E SDF 4544 D\ PubChem %X HE
J% ( httPs ://Pubchem. ncbi. nlm. nih. gov/ ) P, IF
fii /] OPenBabel 2. 3.2 %4y MOL2 4%, Bifi 5 fff
FH AutoDockTools X i & #£ 47 1 A B . 5 in &5 F-
TIRER A v A7 5 0 2R A0 5 AR WU R
PDBQT SCHF, AZ0H0 A5 1) MR 2549 AN PDB #5048 122
TR AR R PR T 0. 25 nm | JoILEs
pnfit iR 28 AF SRR T AR, i AutoDock Tools
Xt PDB S5 F AT HUAL B . W Bk K 437 R it A
JH Kollman HL 7 , I K 52 K56 4y PDBQT 4% =X,
ATt E T AutoDock Vina 1. 1.2 BAS HEfT, 45
A6 A1 J1 i B Seaborn ( Python &) ¥ GraPhPad
Prism AJ 04K IEL, BCIR 5 8A (1 22 (] A B
FARL A PyMOL A7 A ARAL RN A0 AT | IR (A7 Ak
FHEAERE
1.10 Western blot 325&

PR KB MDA-MB-231 &% MDA-MB-468 i
MZAFEHEE AE AbFH 24 h J5 , TS PBS VR 2 1K,
T 85 1 T/l 1 B 11 710 9 RIPA S, vk I
245 30 min JF R IKFT ;4 C (12 000 x g Bf.L» 15
min, B3 BCA VAN 85 I B, BETRE R R 2
ARV B | IR S vhiRUS 100 °C 4@ 78 ME 10 min,
P30 we/AL FRERHEAT 10% SDS-PAGE % Hi vk
I LRSS PVDF I, & 5% i 2F W31 TBST
GEMR E IR B 1 h, 4350 A RRST HIF-1a, VEG-
FA .PLCGI1 . p-PLCG1 ( Tyr783 ) . ERK K B-actin —
Pi,4 CHEIRMF LK, TBST PE¥ 3 W (HIK 10
min) , ILA HRP #ric —HE | EF 1 h, FIK TBST
PRI 3 K, ECL fb2# K67k 51, ChemiDoc #E AL
1% R GRS UG Tmage] BREEIIHT 2515 IR BE AL,
LA B-actin NS IHHE Hbr A RSB R, L5
ML EE 3K,

1.11 CETSA

S} Az K 1 MDA-MB-231 1 MDA-MB-468 4l
Mude®h F 2 4~ 100 mm B3R, B R 2Rl A 4
80% , SIS AINN 40 wmol/L AE Ab¥H 2 b, Xof REZH fin s

{RFL DMSO., i 25 1 il 1 fb O 40 ff, PBS Yk 4 2
W JE L BRI 5 180T By (B0 50 pl) o BEEE 40,
43 46 49 52 .55 .58 CIRERREE , PCR 1 43 5 n
3 min,%?ﬂﬂ(ﬁ 3 min J5-80 C¥ %A, FESL
FE R 2 R BLH A0, 4 °C .20 000 x g &0 20
min, B F & ITEESE vp iR 100 °C 254 10 min, West-
ern blot LI RRS1 JZ B-actin 8 H %15, Image)
BAF M 45 R BEAEL, %5 RRS1 5 5 IH— 1L =
B-actin,, LATRLEE R R AL REXT 2R 5 B AR AR s
HlE R E PR L, SEER ST A 3 IR

1.12 HFAHAMNF

PR K MDA-MB-231 4145 AE 4bFH 48 h
J& , TRIzol B4R RNA , AZ R4 {PEAd RNA 4fi
i el Kot VEE RIN {6 > 8.0 AYRES T
JEZESEH . Oligo (dT) W4¥K S 4 mRNA, F Befb it
FTWIE W55 S A A cDNA 28 1 4548, FEERLEE 2 &
B, 4ifb 5 F # cDNA SCE I HEAT Mumina #5318 &
W,

7 B0 4 FastQC Jo }“ﬁ, Trimmomatic X4 2+
FRAR T 2 7 9 M 453k 7 51 5 clean reads i i3 HISAT2
Hext 2 A5 % N4 ( GRCh38) ; StringTie F{4 i
A7 SR AR 2 2 R PR 3R38 2E i s DESeq2 i 1 22
SEFIRIEN | TR N Hog, FC 1 > 1 HIAE)S P
{E (adj. P) < 0.05; clusterProfiler 2R {4 %} 22 57 3 1A Hk
AT GO ThREEE E 0 HT Al KEGG 8 5 & 4017 .
1.13 RNA #2E5 ¢PCR

X1 Az K MDA-MB-231 1 MDA-MB-468 4l
125 AE b3 48 h 5, TRIzol B4 HUE RNA R 7
BrACTEAl RNA &0 3 ik B R 58 3 1 I % S 3k iR
¢DNA, f§i[f] SYBR Green qPCR &7 & 75 52 0 56
SE L PCR X _EXF cDNA JEFTH" 38, SRA 2 7“3kt
AN TE K, LA GAPDH JEPAE R A S0 1R
1.14 HYER KR

XA K 5 MDA-MB-231 41 145 0. 25% i
HEFH AL, T PBS FEN 5 x 10° 4~/mL 4 il &
W, B R R OB )5 75 R B 200 L, WE
S () AR O, bR T fioh S ELAR FRURS O Y K
TR R Ih (GER IR 100% ) o R IR FRAE K &
27100 mm® (RARF = K42 x 4E° x 0.5) A,
Pt g8 BB L3 4 41 (n = 6) : I X R4
(0.9% NaCl) ,AE K7 E 41 (10 mg/kg) \AE 15
H41(20 mg/kg) (AE &7 4 (40 mg/kg) , HEHE
TESTZR 245,12 d 2525 1 I, SR 250K 100 pl/10 g
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R ELESZG 21 d, B 1 d i3/ N RAIAR T K g A NEE i e S AT Gl NV 25 S (R RS T 371 Dl i)

K AR,

BERE , CO, ZARILIEALFE /N R, 56 8 ] 25
JigeE 221 BRE A R T IR 2V T 4% 25
F A 2 , T HE 4468 )2 CD31 s difb e o 7
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