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Abstract: Malignant tumors remain the leading cause of death in China. Their pathogenesis and progression involve multifaceted
mechanisms, including genetic mutations, aberrant activation of signaling pathways, and dysregulation of the tumor microenvironment.
Current clinical management continues to face significant challenges, such as chemotherapy resistance and the limited efficacy of targeted
therapies. Aloe-emodin (AE), a primary anthraquinone active constituent found in the traditional medicinal plant Aloe, demonstrates a
promising multi-targeted and multi-mechanistic profile as an anti-tumor agent. This review systematically elucidates the antitumor
mechanisms and related research progress of AE, specifically highlighting the induction of autophagy via inhibition of the protein kinase
B (Akt)/mammalian target of rapamycin (MTOR) axis, the promotion of apoptosis through activation of mitochondrial pathways, the
suppression of invasion and metastasis by downregulating matrix metalloproteinases (MMPs), and the enhancement of antitumor activity
via modulation of the tumor immune microenvironment. Additionally, AE enhances antitumor activity by modulating the immune
microenvironment. Furthermore, the therapeutic potential of AE is validated through structural optimization and drug combination
strategies. This review highlights recent advances in understanding the molecular mechanisms of AE and anticipates its clinical translation,
aiming to provide a theoretical basis for cancer therapy and inform the development of novel treatment modalities.
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RIFGEEARN, ikl N DNA TPk 55 5
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L5 AR m) AU 2H 2% 20 B 45 6 20 i e = AT 2 A &
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Zhou FEPOE—BHa th, PAC T AEMIE IAIE T BRE £
TR : Qo &5 1 pS3 nld i i B L is ik
(solute carrier family 7 member 11, SLC7A11) HJZ&
1k, PR R A BT, A% IR E2 AHOK
[A-¥ 2 (nuclear factor erythroid 2-related factor 2, Nrf2)
ERspliNiTiIA S iib U o (7 AUk B ISP S i
UFAE TG RE 108, LEARSCSEIRR T, Wu 059hd@
PO, SRS AR 46, W 7Rl
BRAC TGS J G I W [E70 M 17 A 4K d i
IR I AN KR AE T 658 R 240 P BB 8 [ I
B e SRS, R B R R . R
FEREA IR G, Dai FORI AE mliEd
WOoE Nref2 8%,  ER IRk AE T R
BIH KL ALY 4 (glutathione peroxidase 4,
GPX4) Fik, Ml M ST, T2 203
RINEHTE R SE i, NIE4E AE InRFEiL S
WA 20T T 3E5E 1 B #2EA . He Z5OR I AE fE
BEOE p21 NN, HEmHEH T2 B
LNCaP 4UM0I385EH . Yang Z529F % T AE 5 Mn?*
fic 57 1 1% 110 38T 2 4 oK 25 %) [ Min(IT)-aloe-emodin
polymeric nanoparticles, MAPNPs ], 1%k & 7EE/)
1 6 e R T PR 5 o R B AR A Mn?t S AE,
Mn>"5 H,0, JRMNAERL Mn*, J5 & Al e H K
(glutathione, GSH) & )58 Mn?*, B H R,
R, FFEEHAE GSH I 4 K& ROS. [, AE
] Nef2 3EVE RN GSH K, 5
Mn? R FEHUMIREAE o I A R85
AR AR | A, HEENE ST
I GSH KPR #6uE, 13 GPX4 kL5
¥, M- FER P A BOUER R, iRk
. WAk, FEAEMYR AL i, He SEO00@ T
MTT KA RS T HOe2 O AR B Hr Ak S T f 0 il
TEIL LSOO IERE R R PE T, R AE R —
MERE S PIREE TS Nrf2 3 H R L A
SLC7A11 1 GPX4 H)Z%, Y340 5 3 15 3 1) HOc2
M A AL N, R BT O IR, (H[RIFE
$278 T AE HAA B EAL TSP R G 7018
71, HASEM A e — D RE . X R UL A
278, AE Refigidid 4% Nrf2 S50 ¢ R 152 2ot
T AR, I 4 HF e 2 R Ry 4 R
3.2 EAREFHPEIERNBIER S

S AE RIS PR EE, H RS
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O R 2% I 0 ) 22 e SR e i, D
TEH WA, AE F @i & i A 7 51
AR % o AE AR/ N L, AE s 1) Akt/mTOR
55 FF 0% MAPK I8, M52 40 3 5
12 AE 5 Mn? 15 T RGN K1 75146 11 S AT
I Nrf2-GPX4 il #E%E GSH, P [E] il iy
WM. Mg e, AE W@ &rifigs, i
i Bax/Bel-2 Ff¥#0E Caspase 2%k VK155 T 17
oo IXFRIATEIX LA ACGIHE B SeidR v, AE #
OERET T AR & 5 A4 E 5322, @
TEBEMAGVEMRE . AE B SR 2 AR sk &
RN IIBEmABE ). B, 7E ER FRIEFLIE S,
AE JEEYTER Noteh AT EE A H (Notch-
regulated ankyrin repeat protein, NRARP) 3K i S
HIZE R, e G sRAh S S A B . TAE AT

FUR g, MR AR THOE p53 A5 5l B IF 4
mTORC2 E&Y), FnHn] e+ iR Aot
M IBETT R0, TR Si 3 AH S MR 55 kv MMk
JE, AB RIHIR 778 AL FEAFLE RS
(human papillomavirus, HPV) fHKHIEHE+, AE
RIS BUE LR E6/E7 Rk, XEFHXHTH
fbE o FERS BT RSB, AR BERS SR LIN BE R,
SN OS-H kSRS -DNA WL RSN (0°-
methylguanine-DNA methyltransferase, MGMT) []5&
L] NF-«B p65/p50 WAL, T 5 5 B e i
2yt PR OIS M BRSE TR RE (Nrf2-GPX4
HAATAN GSH FEug %) 2060651, 25 TR, AE 9L
i il B g | S Sy B VAR (P2 S iU E s ]
JHRAE, (£ A RS AR ) 2 [A) T B AT
ML (K 2).

&2 AENAFREEMEERNEIZES

Table 2 Differences in mechanism of action of AE across various cancer types

FEAEHA  AE FIE(umol L) S [al/h e L P R ) REERM 0k
fisfee 10~40 12 Akt/mTOR]; MAPK (ERK/JNK/p38) 1 . Hror 23
4 ke 40~80 24~48  p38/NK iffL; Bax?. Bcl-2|; Caspase-3/91 T 29
FLI 20~80 48 Akt/mTOR|; Bax?t. Bcl-2| T 64
B 0~20 48 #.% . LDH/PDH|; OCR/# KFIK/ATP-linked 3%H|; HWET 52

OCR|
Ji o B 40 e 20 24~72  MGMT]; NF-kB. p65/p50] a2 A} 65
EEI) 10~200 16~24  HPV E6/E7|; GLUT1|—ATP| T 20
T 1 i 0~15 24~96  mTORC2 (Akt Ser473/PKCa) | AT | 25
s 25~100 24~48  MMP-2. MMP-9] THMEZE| 39

7 R LIEEEE, 17 2o N IR

“1” denotes upregulation or activation, whereas the downward arrow “|” denotes downregulation or inhibition.

4 AE JiBER AR S IRREZ LR

4.1 FEHERERSTHRMEER

4.1.1 AE fEm MR E TSR ER &
I A2 Bk R 2k T I F IR IR SR G AE, 2
B4 g (renal cell carcinoma, RCC) A\ IXUS:
NEZ—. BHG, SRGELE 403 ik
RCC #iffl, FEF8L 17.5 JiAFET=00, HEHL
il ] B KW U 51 R B IR S ) e s 18
PNE BN K. WAL EF, BB &
] SEHIE ARG A G, 205 5 I Sk
% Il (angiotensin II, AnglD) B, SRS TR T
WoE e, JLEMEHE RCC Bk A KRS, SRR Z=
Al et — A Iz A, a0, Liao S5O81 BL ]IS
#5717 MMPO rs3918242 1) T &5z 3 [K] i ifl He J8

O A e A R Y2 G N . Zhang S8 9T 3R
B, AE REBSHIH] Angll i5' ) NLRP3 #ME/MA
(NLRP3 inflammasome, NLRP3) HJER 5G4,
b BT R A 1 R, AT 2 &
YER . 55T Angll 7E = IR AH 5¢ B e i HES E
AE @S iEPT Angll 5 5, AU s # i
R BRSSO Reg, o Tl el 1 I e A 5%
B AR TR R AL S BT T 1]

4.1.2 AE AR IPUMREER  EEMNE
TEARZR AR, IMZNTRA 2 B G e B i B e, T 7E
Ut AR, e T HLE LB o Ry T v 2
KEZEPME. AR, BERNEYEME %
PEIAESE (tumor immune microenvironment, TIME)

A7 R A EE DAY, DUE SR B, Gao
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SRV I AE 7] N HPV E6/E7 $Um 3 K () 14 7
VAT A PR, T G RS H B T T
1E A0 Z R W72, Tabolacei U7 E M ¥E4 AE
XFN 68 2R AN B T MR B G B T i, R
L AT BB S R AR 4 - 15 1 2 B R A
T RS TP, MRS ERRAS T 40
Mazhie, HEmscBEUR RO . 7RI AR
Xie ZF2IR T R HE R 1 4 )8 A HLAE S FeMn-
MOF gK kL, B 78 K I HAE Hepal-6 404 a] th
WBE AE. Fe3* & Mn?t, JEME{L ROS, MO%
NLRP3/Caspase-3/£ET-#{THEH E (gasdermin E,

GSDME) j@ %, fesl RAMEET:, T R4
L P25 0 AR D B 9 e 50 T R RE B SR 41 i
(dendritic cells, DC) #&tk, FE—080aE T HUARIHT
I g% o BORTIT TR, KB AIAE H22 HHm bt
T e 3 3 S W SR R -3 B i idk PD-L1 &R
R A, 53R Y CD8* T 4ffufil NK 48
B2 LA A TNF-0.y T30 2 B0k B(granzyme
B, GrB) W43, 3541 PD-L1 HAREEH B [F 470
o, TR LK R N, (7040 Ul B R 4
AT LU RN, T AR LhRe. 4% CD8' T/Treg
SR NK 40 A5 iE ok B TIME, HgEqE
FH 34 T e S0 A 2 T8 0 i Y50 P 400 1) 200 P B e AH O
FRET SNBSS S e IR AL 5y, N AE TEMI U@ K
B TEAE R AL T EE SRR, e IR R AR A
W, AE XTAERZNAE. 99RE Rl % fo % 4 i i i
5, WG 23 R T SRR AR N TIME 1557
S5 e 4, g2 BT, AE fegiEid £
B AR T IR AR DG AR . A SOIRGTM . T 40
TAFEE 2 Fh G AU Dy Be, AT 5325 1 et b e 8 2
L, FEAESRTH IR YT T 2% S BRI 2 U T S B H
E K.

4.2 AE B ZMBR M R I HIFIR AR 2 REE

421 AEMAHEMFZEF/RME  AEEA—FhA
MRS A, FLIEAT BB AR 5T S s /K M 2
WEleK B A2 UgP), SEUKEMEZ. DA
A, T I AR R BEA RS, X BN
L) HGUMIR 25 R BT Ak, AE AR
55 B WIS S i N R, FRBIA IR VG N []
JEIR M2 P YRR R A BRIk, A LATE iR
ALY lde e A A 2 e . 2B R A AT
FREW, AEFEERT B AR ERER, K akm7)
R AT REVE R AU 5 I S A R RN, [

B, HARN AR Z A A 2, AEAETRR
FEAE DUABA e iR B, AT I el 4 B 35 4
BT 771, 8 ERFIR, AE BB TR I 3 A
FORMESHEEEZE, BERHORRIG @F
AR, AR FEAR s O N AL B R A,
TS 1 KA 2 e 2 a8, @Rk
BEVEMG, MELUAER LR B AU IR . Rk, &
X R IREREG, BRI SRS Rl
KIBIEEHNE, RadcE A48, 1
YEeRE Ty 2 SR B R S Y RN e e, Ok
NHES) AE I RFE AL SSBEIIT 7207 1«

4.2.2 AE fiEMEWRSUNEE )1 kg
AE WIREPE, X H AT =B 1 DA
T B ) Sl o IF 90 N DR il I E B b 51 N e
BRI B G T, UIRTRAG A A . AR
B I sn2y BIG M, AE IhAERE 5inH R
L 1. JEREZETSIL, AE NBHA, EidRA. &
BMBTHE R 17 AT AE-W| B (Sa~
5q), JEid MTT SE3eR i, o4 &% MCF-7,
N4 HepG2 FIN B IRk 41 AGS &5 i3 4
M B A B ENE M, H A9 Sh X MCF-7 5
NP EIE SKOV3 4ifai) ICso 4378 1.73+ 3.09
umol/L, JE AR T BHPEXS R ZGMKFEHTEF » Shang Z5133)
WIE T — RIEEN AE f12E, KL AE 749
AT AE 22 Tl iNOS & COX-2 HIFKIE/KT,
ZAE AR 5 Akt. NF-kB F1 INK {5 53 2% (1) 47
HKR, PRGMEA BT R RN OGRS 5@
(RS B 77 B o R 8CR . Kumar 257908 #E—25
SERIRAL, BART 24 AE f14EY), IERGHE T
BATR — A AR R A EE Y, 25 R R 28
RTAEWITEIEIL T RAR AE, $RoRfEIR &R
F ) I ] A SRR LA . Yuan Z5BOILL KBS ERFI AE
NIERE, R IR O R 4-— F R e 1)
TER A T RER-FERHEERE 7T (RH-
AE), JKH CCK-8 ¥£H#: 7 RH-AE. K3 K&
AE X HepG2 4Hfid. A &M% CNE 40/, At
NCI-H460 4ifti. SKOV3 4Hffl5 HeLa 5 Flt \j4H
RSN R . 45 R B, RH-AE X541 R
(1) 1Cso (HI 2 Z LT RHIR S AE, KUIHAKRIMT
g e R AR T . 28 ERTIR, @i 5| NFEE A
e A &0 T4 AE BHATEE AL, P 250
SRR S AP, AR AU i
FER B T B B 55 )



PED 202648 B57% B8 Chinese Traditional and Herbal Drugs 2026 April Vol. 57 No. 8

* 3217 -

1 AEMEEEHESEMEXR
Fig. 1 Functional group-activity relationship of AE

423 AE SEMEVIEATUMREER  Eak, o
TN AE 52068 5 THCAL, 184
MR & JBRC A, PANCE AR Fe A
PIEPERY . IR A AN BEGE AE TR IR
W5 o Aitett, BRI AR 48 B AR B 1 25 B
PEF=A I EINE A, AT BG ss I pe i 1 2, & )m Bs
TR A AR i AR B R 9 5 O,
15 A HLECAARTE B i) 2 IR e & A A R I H AL T 5
— 203 (AR RRORI  FERE E RN (e G iR
. pH ) BT, &EET I 5T REie
ERRAEY, HAELERET O SEARMNENS 54
ViRt . WU EH, S J@Ie A B R 1 ik
& B e R B, X PR RIS PT REYR
FHATEMEBETRE, BmBe s 380 &8
i HLA& TSR I TR AS BE U4, NI B A b 5
IR 2B PN AR SR ELAE P, 3T e A R 2 TR
JE RIS, YR REBOZE pH 10 64 F &% T AE-
BEDELAY), @ MTT AL T AE KHARCS
Ykt HepG2 A fidilfEH . 2558 ER, 5 AE M
Eb, ZEC A% HepG2 4HH A= KAk T 204
5.95%, ICso fEF#1% 30.82%, 24 Bt Hamg vl i
08 AE FIPUMRTEYE. 2 ERTR, &JRRA s
HERESGE AE NABNERHME, —J7T, BUArsn)
FINSE 711 1gP 18, A RERALHRIEE IR
WS s F— 5T, SJE LR s AT RERHAS
JFF ARG RT AE RERZ B PREAE M, T 2K HAR A
P52 B A P R R S R A ) R R
AR T8 75 B RO MR A ME AR AR R AR

TEVERR B B0 72 S F IR W 2R 0 22 VRPN
424 FTYCKEAN AE 8% 2405 BUR e H
RAE &R GRS R E G5 T AE PIZEDETE,
{H I PR % A AT 32 FR 1 338 18 RUCRAR R 5 38 ] A
o ML, UKW R G E ORI U
SR TR T R, B 2 Rl AE 4Kk
2, DECSHERA 2805 51RT Re . IX gk
BRI IET AE MR et 5IEMRE, KRS
FEIRBS AT, R A Bl 3l sk 3 S 1 AL S B R 340
R IE BRI A, AT AE 3 e e e e 8 SR 1) [ B gk
DB EEIEST), Chen Z8B8II ¢ T AE-[EA& 44
KK (AE-SLN), #RAMIT IR, 5 AE RAHEL,
AE-SLN *f MCF-7 4115 HepG2 4l (1) 44 412 A
PR ER R, M AFLIR B MCF-10A 4184
W8, RFGPUREE AL S AE L
PEPUE TG . Yu SEW R T8 8 1 531 AE B4
BEPURBC G, FRAEMRAE Fe /I R Ra 55 Y 40 4IF 3
POEAEFH o 2GR R AE 8 A 5% el R Cu?*
5 AE, P[RS ROS BK . hiikDife ZaLA G
R AR, il R EBET, AR s SifE A R ikt
— G BRI RUR - Chen 2RIV LI 9K & B A ML
HESE [MIL-101(Fe)] R#fK, AE NHEZH), M
FRAGHAI B-FAIKE (FACD) AR 254, bk
THLR AE BRI Z A 0 TR [MIL-
101(Fe)-Fc@AE@FACD ], Z4H %A@ id FACD H
RO IR RTRE I, TR IR A B, B
I FH Bl R AR 155 1) pH/H20, SEBURE MERE 25, ]I
¥E GSH #5053 )1 2297 3%, ESRTE AE 1t
JATETE, XRAGUREIAA NG TIE/E, T
B E R AN B S A AL, BEMGE T AE
(R TT R IR T R 25 BRI PR B SR o
R AR Y AR TSR EIR B, AT AR, B8N
Kdhik RGO R T A B

43 AE BERZainbhiEse

43.1 AE BX& S5-5HURMELE (5-fluorouracil, 5-FU)
RGUIR  5-FU /BN 2 N H T R4y iri 2 gt
ZYWITE 2 PSR VR YT R A A . SRTT, LA
LIRS, 7 e 8 400 %) TR e A A3 0 1
HE = BEFHE, FE—RII™EA R RN A
SR HIRITE L, IAHEIRER T AE 5 5-FU [
B, B, TEER R4 dE  ( Merkel cell
carcinoma, MCC) W5+, Fenig ZE02 % ALY 24
W) 5-FU. N B8 25 DA K Tt S IR U 41 ok 51 1
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B e IR ML NH] MCC 4N II3%5E, 1 AE [0
AR — D B s e 2 I E . U TE
8T IR B U 25 i R TR B3 . 1A PR R
FHWAERIL, Zu IR ZOAT TN SR,
FERRZE TN, <20 umol/L R K 3% & 5 < 40
umol/L ] 5-FU St MCF-7 4 o 18 55 25 A 7= A (8 2%
O, BRI, MPIE L1 2 BRAVERI, ] &
RGHMYE i ST i —BHHIT R, Z%
R e 5 Ul B NRARP E: . B
p21/p16/p27 SFEEZFRE E, JETT5 T b Jeg 40 Jf 52
LI N, Beh AbHE 5] EEgh ey ROS 7K-F
2#E LS K GSH #if, &8 Rirs 51 i
FINLH. 2T AE 5 RE R AL, HE AE
55 5-FU T H AT g 38 b AL AL 7 A= Bl =] 808,
N AE B RIS AE 7870 % . IX SERf Fi 2 R
F W, AE 5 5-FU ST 256G A8 FH vl e = A= b
FI SR, AR ETUETT R AR 259
PR FH 7R AR 7 0 i) L

432 AE BEE ML (temozolomide, TMZ) 1}
FIPCE  TMZ 1E RS 2 AR D ARBEAL TR E TR 24
Vi, B RIFRIAEYRI S b o7 dEme /1, 2
Jie R BE4I R (glioblastoma, GBM) HIbRAELLTT J7

W

S P R )
RPN

4

Akt/mTOR i %
61
Akt —— mTOR

P BT
| TRANH]

: _‘p53I

J,MM

%o R, HZG%0HE IR MGMT i & 321k K A% DNA
A6 52300 8 A T P AR R 24, BRI R 7 R
FEMFERY, AE 5 TMZ BB RN A 508 i ik
M58, Staffieri Z5SIERA TMZ il 245 PE ) R
X GBM 4l ZH7EAL T AE 5 TMZ BRE 808.,
K 20 umol/L AE 5 10 pmol/L TMZ BtA 4bFE,
S A P G IR R R AR I FRUE SRR
E AL FRRE B T MGMT & AKFE, FEHH| 3L
TWeEIE KT NF-xB p65/p50 WHEfIFIL, MIMHIFH
DNA #iHiEEEET), KE TMZ WAy 7 Ut it
Gb, 1ZIEA T BT GBM R ISR TR R 5T
Bofe )1, PoRILAE IRt R 5 R R 7 TH IR g
77. Okon Z55IEH AE RI{EN TMZ FIALTT GBI .
kb, AE 5 TMZ WIBAEAEH AR GBM A7 i
it OB SR, ANMCE RIS TMZ B 2575 &
FHOCERME, B ] BEAELR i PR R VR YT TS -
5 HiEE5RE

G R (1) R AR R 2 B 2 R A 2B K
(I 2400 T IR B RE, BT HHZ N8I R AT 3T
TR LR R 2R 7L A% OBk AR . A LR IR R G514
BT IET AR ERR A Y AE TEHUR Ak
HR 2 4EME AL (B 2), R T RARFWIE R 24
MAPK %

P38-MAPK
INK

5|

Cyt-’( j—>Caspase-3/9‘[

) 72

NF-kB
Bax., PUMA. NOXA x l

MMP-2 |
MMP-9 *

— . &
&

AE B £ FPL 2 2508 1% LR Osidi . (DAKUmTOR EWE-JA -5l AE @I Akt BEER 1L 2 H Tl mTOR V&L, RuERR 4 A
@MAPK F-FToEE, #0% p38 5 INK (55, il Bax, Fifi Bel2, 5Lk A S1 Caspase-9/3 i, MEBEMIRAIIET:; @ps3
sl W9 pS3 BFEE, Bl Bax. PUMA. NOXA S5(RIATHEIE, D[RR BEN N R IRHIT 5 LA JE T @NF-«B/MMPs {228-1L
ok, 0] NF-«B {5 555, K MMP-2 5 MMP-9 8 5iE 1, S04 dh 5L 0T Fe i, PHTImR R R 5.

Anti-tumor mechanism of AE mainly involves the following key pathways: (DAkt/mTOR axis: AE induces autophagy by inhibiting Akt phosphorylation

and downstream mTOR activity; @MAPK pathway: Activation of p38 and JNK signaling upregulates Bax and downregulates Bcl-2, leading to

mitochondrial dysfunction and Caspase-9/3-mediated apoptosis; @p53 signaling: AE enhances p53 transcriptional activity, upregulating pro-apoptotic
targets (Bax, PUMA, NOXA) to facilitate cell cycle arrest and apoptosis; @NF-kB/MMP axis: Suppression of NF-«B signaling reduces MMP-2 and MMP-

9 expression, thereby inhibiting invasion and metastasis.

El2 AE HBE{ER L2 FHLE]

Fig.2 Molecular mechanisms of AE antitumor activity
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i U 45 9 28 T B ARE I . AN AKt/mTOR 3@ B8 /1
SHIAHALE T3] ROS M S AR K, AE J&
It R R AL S AT 25 1) 2 LI P IR P R 12k
TX AR 2 HI R ) 2560 9T RO BRI T A
s HONIERE AT R AT %1% AE 8R4
Akt/mTOR. MAPK. NF-kB 2:(5 5@, i S8
YRR TS B s R TAR DG AR R i A A
P, IR A R 1R 22T R . 1A, AE BT 5]
FEC A LI VR 1 200 DR - DR 2, AT AV 3 s 40
FET IR MU R e . [E19E RN 2, AE 1Y)
TEFINLH AR B AR S, B, 76830
HHER R . 7RI R A A i 257 MGMT,
AR R I T2 A5 5. NFR AE
TEGIRRL I RBRTE, B AE 555 € &8 5 1
BT RR 4 SR O A W0 rT 6 35 3 s L 0 i F M S P
TETE

TEZNIEIE R GV Jr T, TRk, RS
YIRS AR 221 AR 57 AN s HK
WS ERR e, BRERS TAEMEHANE
Sere 1 SRR MR URE M, 7RI PR BT 7T R B A
T B 23 B TR R0, 2 A FUIESE AE 5
FEGALTT 25D E I AT =28 BB I RIS B,
RCHETH N 22 T g A B R R B R, SR HAE RS
F 24577 Ze vp HL A BB 716592930, AR1M, MATHEA
THEEL TR A ) I /. OAE BELEAE T i
968 240 FRL P R R PR, AR FEML AR S22 B A 9%
TR R TR B @B A IS IR RS
A4, AFEIE R G280 R SR 2 E
e 122 2, TARIEAFER R A E R IRy
W @ZHNUHIT AR T oY, 5E
3 R VA P N A e A Y D) 56 HIF L R S 1
FAEFAMLE . AR TN B TR 5] AE 1 E£4E
FH#ERR RIS IE RF MR, G2
FHRAREGNTERITIE, WHE AE 25 SN2
PHEEAGRY, Ot AR IR R vV T S FH 2 At
HIS KR 5 SE BB .

RBFR FHEEHFAREEFEF R
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