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-HEEME _FEMNEERTR

MRAe 77 ik SRAEART L B

Y P

Q. EREHAKXKFWES —ERMNEA 40001652 B EZEZEKRFHF —WEERMNEA, T K 400038;
S.EREHKFWRESE —ERZHF  400016)

[(HZE] 2-F AR =8 (2-ME) £ & ab Ao 6 AR P 69 BT AL R A %, 2 30 F 95 A5 R 49 2 A& Fo L 4 AL R AL BA
Ao A3 2-ME #9 2 Y & R BN B B R B Y TR AR R AT R A A LGN —F AR

PRI,

[kgim] 2-FaRAM B P T8 @ik E i

[FEESES] R730.53 [k ARiRAG ]

2-ME J& M — 5 (17B-estradiol , E2) 7E 44 P 1 2 31
B IR RSO E2 A& AN BA T 1
. SRR AT T & B 2-ME & E2 AR b il — H
A BT IR 50N A AR 5 G AT 4 ) R 20 Y e A
240 1 R BT BEL A A O T S A R i TR R S e
ARV T AR B T E N A E R T2 K. 2-ME
TEAE S — R AR A 5 AP ORE 245 W) 2R 47 I Rl
1 2-MEWEYMERRAEBEFER

WO 3R s e I [ 22— R 90 ) AR A B T R 4R
1L A AR R MR A SR, ME R SRR T
HGLRFE IR IR 85D b fE X e AR B E2
PO 235 B 7 A L AR T e . E2 e B — 1
AR 25 1703 JIH [ B B Ui 5 . AR5 L E2 i
F PASO BBHAL L E B 2,416 {7 52 3 AL RE 43 A B %
2-hydroxyestradiol (2-OHE2) . 4-hydroxyestradiol (4-
OHE2) #1 16-hydroxyestradiol (16-OHE2), Bf )5,
BB L R A Ty M IR Bl SR R A TP R e AL Tl
(catechol-O-methyl transferase, COMT) B £ 4k , 43 51l
JERG 2.4, 16 WS R ME . D40 5 R P4S0 K
COMT JHZAFAE T NN A4 B - W B4 B A
WZALUR ] G 2-ME, (B H 7R [/ 44 21 rh B Ak
e RIE A

TEAEH A9 AR B A0 . 2-ME 72 L5 b i ik 2 R
10~37 pg/mL, B W kA EmE S 2-ME B4
PRV 43 5] 10~35.18~138.216~10 690 pg/mL,
R B Atk I DR 1 BIF ST AR R W] 2-ME (1 ¥k B2 5 22 A
B GHEE IR KV A B 7 2B Bt I 98 2800 . A A B ) 2-ME
AE 12 3] 1L 78 A 21 e B2 1) e s /K F (2~10 ng/ml) .
I 2-ME ) 4= B B2 I8 I8 1 B i A8 K FH

2-ME fFfE Tl b, 2 B (1~2 . A
KNI 2-ME I Z 645 JRBCHE B BV A5 . (RN 2-ME

EER N PRETT (1973 —) ARL EZN S IE BRSPS

A [XEHS] 1671-8348(2018)25-3336-05
4T U 375 % 26 i 3% 712 mL/min. 29 9 A MR P 1M 3R
2 BT L i AR AE 2-ME (9 4R Py 4 A o
EHEEEAEM . FEMRGRT R, ik 8 R AR
7RO B H KRR I 2-ME™

2-ME 5 M 24K o BSR4 3 2 E2 11
1/500 F1 1/3 200, H. ¥ 2 52 7R 8 20 700 R4 40 70 v
VEFTCRE M - 2201 2-ME -l 3 5 5% i M 30 3% 52 {45
FEARAEH L BT LA 2-ME I BRI I7 35 R 2 51 R M R 1K
R o L R
2 2-ME B e SHLH

2.1 PUMGFE S O ZEL A0 M S B L A 2 A
WP A A 2-ME 75 22 Fi o 240 ik 09 i 0 52 5

W R B I 2 ) 40 B P - 2L IR s (MCE-7 , MDAMB-
231, MDAMB435, ZR-75, T-47D) , Jili % ( A549 , H460,
HOP64) , 5 8 95 (OVCAR-3) , §ij %1 it %% (LNCaP.
DU-145 ), J# J# % ( PaTu8902, PaTu8988s,
PaTu8988t), {4 (SC-MI,.NUGC-3) , & %)% ( HeLa,
HeLaS3) 8, #F 53 3 B L0 38 58 #5007 9 AL ) 3 22
55000 2L L A N R S0 BE i R A 4 GE A o T S
BCEE ARG

2-ME B3 58 (0 F7 s 5 B0 S B AR A R
AHIG o T8 2R G0 % 40 i 1Y) 3 4 2% R R T L 2 H AT AR 47
B8 24 %) AE ) A T 58 A2 B L KR A RN K K A1
B ST A5 A T A T 2 B B O R A 2 2
ME #3581 E 250 FHLE . AR R 2-ME 781k
PN 1o W S I AT o] R B S T A o R A L
S5 A WU W BKOK AL B 4G A AL A TS 304 A
IR . 2-ME J2& Bk KA B8 1 — Fh 5 4 40 o 590 L G
KI % 22M7

2-ME f 4t 3% 58 36 1 38 55 240 Jf J5 390 BH ¥ 2% U A
K. 2-ME e &0k i) & B 4 itk EC9706 h A

A EEEE . E-mail . 158774397@qq. com,
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PUR RN KA Gy /M BELHE - 39 248 i A 301 45 B B
(eyclin BD) # 5t FE B o-Myce & H K. 182 M
PR MH LNCaP FAE O DU-145 1 PC-3 1) Rif 51
Ji R 20 s v 2-ME fElg 3R S A G /M 1 40 i 1Y
2R,

Mok e WEE R W] 2-ME A] L) 3E o 40 il an— 4
TEA(NO) FF B 12 I 7 (cAMP) L35 7 51 Jit 26 45 41 ifF
4 5E R 09 65 B SRR AR A N B2 -1, L2 0 e 55 45 Al
I 190 4] e 2 4

2-ME F9 4L b 96 1 58 2000 AN AR T ME 8 3R A2 AR 3%
. 2-ME X} ER [F]94 al B4 2L g 40 1 24 H A7 ok 2
MRS BTG RO AL 45 ER B4 e MDA-MB-231
il MDA-MB-435, ER [H 1 40 ig MCF-7 F1 T-47D
L S —Jr i, 2-ME 78 ER FH M 40 i Bk A i 200
U BE A OC AR M I X2 200 4 B g ke R I A o 20
M AR . AR — A BUE W = 00 5L IR B H, 2-ME
IR (1 mg/leg) I A7 Ji 96 A0 SR » i 79 6 (5 mig/
keg) Bt LA 0 g AR o BT A 2-ME [t b8 3
BEL KON, 5 VR A2 AR IR AR T AR ARG .

2.2 RET-H5AW 2-ME nf @A F @& & 5E S
98 2 A A A O T T ORE TE E Y B R A L R Y
PR A JCVE A . A6 AS [) 40 i o, 2-ME 375 5 48 Jif 04
AL AN [R] o 72 22 5000 e 40 v, o S G 2o 20
ShEHE RN EEEEAN S (DA ERE: 2-
ME ] 5 40 M B 2 10 S T2 32 #k DRS ¢ Fas K3
s WO A0 M N R U T2 L caspase, BIR PR R
B, () W IR AR 2-ME AT 58 i #E o Jun 4 3%
AR St P CJNKO /R 80T A6 2 1 B (SAPKO {5 5 #
FE KL R R C MR, IF 5 0 T
1% AT (Apaf-1) ,caspase-9 Fij{&.ATP/dATP % &
JT 5 A WA TS caspase. [7] I ] Fas
Bel-2 fiy 35", (3) B P53 [k P53 &t —Fli i
AL PRy 410 s R DAL 7 9T 40 B O T L 4 B A A DNA 45
DB 2 ¥ R AT . fEGL ik DNA B3 1
BF . P53 AT 3 ik BH ¥ 240 1 ] 0T R L 5 3 38 DNA &
SR H) DNA BEAT 85, DAl 58 742 Rt 4
455 7= AN REAB S I . PS3 K I 8 I T A D6 JE R i 3k
KLEFW T, MR RV, 2-ME # DL EJE P53 %
TR JE A ST R AR i A AR 0 e R AR M R T A0 2-ME
i P53 ST iR AR S S R T SR T AE R /) A A il g v
HIESE ok P53 R & 420 . (4) 5 M4 (reactive ox-
ygen species, ROS) % £ A (react ive nit rogen spe-
cies, RNS) : ROS 1 RNS J& 513 8 [ i E AL 11 5 1 5
LR 0] LUl 2 F AR R A B Bm R
B Pt ROS 5152 9 28 H o S Ak P 45407 5 3 28 i
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RIS YI R M. 2-ME 74 ROS Ml RNS §:3
i 5 A 7 A T 92 A A R FL A7 A S 2R AR IR
0 B M € R C R, DA T 5 S i 98 4 e O L fHL
Xof IE B 4HME TG B P AR RS . (5D 0 i TS 1 - i
R 5 40 M R K AR FURIE A DIk &R . 2-ME figid it
0 o) i T e e DR LR v i R 00 OB
P, 6) Hifth: 2-ME i 5 40 i 98 T 38 0T i i
W HACTI R Z A Ik STATL & (A A0 35 . 006 K
AR SR DR R AR R S

2-ME B 1 5] & 240 Jf 08 T, 38 B8 I K A M 3
I W 2 — b kA DR Sy i AR R A4 L o A% 40 i RE 98 I
fiff I 0] Wi 4 B 2 0 R AT PR S W D S 4
FET . B W 40 M AT

M 2-ME i A= ) ——2- B S S E — I DU ik B iR
A 3P ge A0 L MCF-7 Ji5 o J S0 il A e 65,3 0 L %
B 1 W 1 K T A AR R A AR MCF-12A Fr A
SRAENY . 2-ME RIiE S OCH PO R 40 A O A G 2R
F LC3-1 ¥4 0y LC3-2 T 5 B W . 1% R 7 {8
o N AR 988 240 i 4 B R A R B g L

2-ME (1) 40 I T 15 14 XoF 184 B 1% R 0 40 D B AT S
PE R 51 e 4 A R PN R A ML 2-ME R4 3 IE R
A FLMR b R A A R B N B AU T 2-ME i
i T ML AR 2208 A5 48 L HIE i T A 2 A0 B 0 50
TERE ZALH 15 2-ME fE g — S 40 98 25 9 7 A i
oA TS 245 e 1) JXURRG: M A
2.3 MRS BFE R 2-ME ] A7 2 £
Fop b e ) I A AR G L A Y 2P R T R A i A
L VR RG240 i A0 5 S5 AR e 7 A T S S 4 R A P B
JHE0 1o i JeA 200 1 T R AR T A 5 I AE PN B AN G B L I
B M5, DL 2R Y 07 SO OB R B 40 1A e s g
Je L S5 T BT 6 LA BT A A A A T R R I
B S LA A A B A 1 B DDA G A i A
N 2 A4 K A T (vascular endothelial growth factor,
VEGE) . 5 # 4 K W T (placental growth factor,
PIGE) . ffit /N Y5 1 A= K I 7~ (platelet derived growth
factor,PDGF) %, £ H#& KT 1 mm B o i &
Az R IR B B A O EH A — 2P, 2-ME nf i i
2 Tl g A 400 i) 22 g 1 o AR R, LA - (D
L A P B 0 L L S P B A O s (2D 4
il AR A0 ) A% L A BIE ST R I 2-ME 52 5R) OB
05 i s Bk P R A 5 (3D 10 40 i A/ B I R A
2-ME 7] /£ HI T 25 240 P 98 4 Ao fofF 55 o 4 Je 25 1 i 4
S R 38 T SEL VBT 40 i 1 3 R R A () TR IR
AR ML A2 iR 7 VEGFE R 2F 4 40 i A= K A
F (fibroblast growth factor, FGF)!'Y; (5) T = &
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75 5 M F-1(hypoxia inducible factor-1, HIF-1), & &
— B TE Z R b R s W S T O e
AN S 5T 40 Bl JiE 0 5 PR A R0 A0 45 4 19
Bt A2 20 40 B 2B i % . VEGF/FGF £ 3L K, 2-ME
P e HIF-1 25 [ B A O 3 il HIF-1 B R 5 B
AL HAERR O T2 . HIF-1 TG TS
HE AL CREM ) VEGE K VEGFR2 135 . A
WFFEIE S A8 W 8 Z A B b 2-ME DL & 4R 8 19
J7 XAl VEGE 89436, LU HIF-1 7l 57 554K i 1) i
B VEGFR-2 {33k,

(HAFE R . 2-ME B4 i 8 A4 B80S P T A K
TR P R AR L ) B R ONE L A E SR AR 2-ME R
TFUIRIFE AN 48 b 5 77 A= i 55 S kA BE 1 ] B 40 i
B LER T I, X B 2-ME B8 42 1k 2L 5 4n i 7=
240 B R 490 11 9 R A e
3 AYFEERFA

2-ME X N Bz 4 H R0 ik 96 2 B 3% B0 i A ik 1) T
PE il R F I 58 A5 A B b R 1 7 2 ik oR 4 i
R T 0L A RS P A A 2-ME B8R T TE P
254y« T HE I PR BT

WF5E 2-ME $i 98 007 19 55 — > i R 3 56 1 245 )
b 4 2 Panzem™ ., i 35 E EntreMed ] 252 5] 4R
7o JUASSE G R AE T I Panzem™ (1) 25X, 8) J % Al
R HEPE R A . RIS R 2-ME B A AR 47 (14 1if
SR BUD N BN T E i SO R 55 A . AR —
T S R 2 38 v, 20 AN SRR I N L 45 T R
3000 mg B H 2 WA A ik B 5 Kif 52 7 i (the
BTN R A
J3E 0 240 R G 5 A B ) e S S e el T AR Y I vk
JEIMA RS . 5 —30 1 WS 5 058 2-ME X 2L B 9
FHG S AR IR IT AN, R 2-ME H #| &k 3] 1. 2
g AR T 51 R R AR W AR g ) PAS BEAK, 558
WA A dEE M BURE RON Y . 2 A BIF 5T AR I 52 R
AT RAEAY AT 2-ME [ I 38 1 BE A5 AR AR, 5
PRI AR FT B 2 A AP ) 7K 5 P R PR ) e 9 B 8 0
BT HAEAR A 1 Mk A2 R B . X AT RE 2 L MR AR
JH 55 19 J A

BEXT 2-ME B F IR A= 90 A1) BE 09 e L 2 P B
77T 82 v H AR R T BE 1 2-ME S B4 50 B e AT AR )
HEANATHIHLE , 3220 99K 873 # & (NanoCrys-
tal dispersion, NCD ). ENMD-0998. STX140 4%,
NCD J2& 1 B JinK v o4 5 357 24 25 50388 J5 v - e IR i
WF5E .7~ 2-ME-NCD fif 2-ME B 11 i 4= ¥ #1) ] B2 15
FRGFeksE . W HIZAY R 2 Wk AT — IR
A S B B9 O . 22 IR 7 AR — A AR E Y Il

maximum tolerated dose, MTD) .
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T T L T RS AE 1 I MR BE AE S 7 AR BT RO BT T
(. BFFE /R 2-ME-NCD Xif T4 it 24 14 i 309 19 56935
FEUR M IR A R A AR i 52 v AR AR D A R R
N, B NCD f#i45 2-ME ¥ 45 5 47 () 4= 9 F H
A TR E 1Y I H VR BE K, m] F0I Y 2-ME (1935 97
ViR AH SR FLR AR TR M SR AR . — T T
WFIR 242 BEACPL 19 % B M i &) B /B L RGBT 2-
ME-NCD HA ARG (4 1 32 1 Fl— & 1 A2 P05 1 L (H 3%
A H I R D) B R DU T AL S T R 5
50 1 Z 4 WAL AR SR 1 21 i 5 42 1 45 o . R o 1
W53 Hr 6 A 7 T8k AR A I e R B L B
XA B B T 2-ME HA7 RIF sz 4 (Bl T
HCRE Y [n) L, 45 0L PEAS KR R . EN-
MD-1198 /& 2-ME B —Fpfit =4 , 9k # ly C24-883,
i1 CASI Pharmaceuticals Inc. (Rockville, MD, USA)
Ay, — 3 T SR A S BRI R BN 2 2%
255 (55%0) Wl KL (3704 o {5 A (34 24) o ] B W
ZRNA 2 BB E KA 4 Foh kL gl M b . ENMD-
1198 AT LLBH 1E 30 3 & B HIF-1 3% 3% 5 B0k
A oL T OB AR A R L 2-ME A ] Y 1
et L ENMD-1198 & 1 FhAR A i ik 19 2-ME £
A=W AT DL K 22 b g 1% T 3 R AR AE B iR ) UL
AR — 205, WA DRI 2 1) 2-ME 717 4 9)
& STX140 (2-Methoxyestradiol-3, 17-O, O-bis-sul-
phamate) . iZ AL & W7 1 4 2-ME 43 7-#1 C3 1 C17
B bR R IR IR L . STX140 75 52 57 5 W B A% T 2-
ME , A AR 7R 8 ) 68 410 ] 7L B s 40 B AR . ) I
KRB STX140 R A g 14 i 2L R 40 e 15 ) Jo s il . 3%
BB — P A 9 N FL IR ST IR TR 259

FAR 2-ME AF g — i 82— 259 1T s 16 97 5%
R ABAE D B B 2 e B0 S R Y R . (1D
WG AT « LR 0 M AR T L 2-ME 565 B0 R fth 22
PG RAF R ORISR B 2-ME Fi Al 554 5%
PR Ny 05 B (LB 0 53— TR Ah S g v K
B PR IRR B S 9 A i T 2-ME i 4b 3, AT X o
T R - g IR BE PR A0 G I 12 5 5 i A& (tumor nec-
rosis  factor-related apoptosis-inducing  ligand,
TRATL) SRR b o 19 A6 97 28 ) 38 5 %0 1 40 i
HUIb R A M 2 A 450 0 T PR ad i 2-ME-TRAIL
A S TG R AE 200 M Y A T [ I BRI OE R 2H 2L
BHERAG T — @R WAh, 2-ME B4 3 b 8
B Z VYA TR W5 WE Il I B R R IR A oK
S5 ] YA A0 o LR R 2 P RE R LR B R L4
B RS S AN G S . (D BB 0T IR A
WE5E T 2-ME X S W 98 T 40 M 38 4 L 3 B B0y FIk Bt
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AE S5 MR8 T 4 Y P L b B 1] A A | S AR T AR
B X T BRIV A R A D T 0 B 2 s
PR 259 0 TR . O BCA IR T
#2755 2-ME AEWpFI B2 K il PR AR » Panzem ™ 15 %
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