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ROFHEETERESEPHNFER

IF, FALF

HHEFRH—WEERTREETREESH, 28 3% 233000

BE: R, THEOMWVDEATEERBEXENHBETRAFRERFROAL. ATHAXHA,
LMWH 7 & 72 37 ) o R & SR &S e Y ik B I £ K 5 5 7 B A H B AW R % . LMWH 89 3 4 fL At B
FEREBTRBERE/URE, EXMEE L X THREER . ACRBILH KA ATHA E X8 E F A N
ZLMWH 7 & Wb B 2 F 8GR Y ik R oL fF 8 16, £ B A LMWH FEL o7 & 1 e 1 5 B9 o 0 & BE R 2 17
T BB A R A R R 2 B 3 TR B 2 JR AR A A S 07 T AT 40 AT, B B XS LMWH B R %
2UEREREEMBEXNRAR EKEXWEFHAETAATE S T0.
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h &5 %S :R730 XERED: A

X % F If £ (Jow molecular weight heparin,
LMWH) & g1 & 3 Iif % & T 2 A% (8 R 7
EHEMBRH— K, TERKWIFR, &/ W,
TR FEME S AEE K. LMWH &R E, 7
EFAR S E s R A T RE"Y . LWMH &
TEEERMRBEERIS, CDEFABRHUARE
MmEERKNER, AFXR, FHLHRAEXHA,
LWMH & B 7 # f£ 0 40 B8 8 15 Fl, 28 B T i 1K
TP E B B AR RJE K A A A e
AR X B A H AR KB K B AT BE AT, A
LWMH 7 % ¥ it 8 & & o w9 18 A AL L o F # R
FABRERZ2ME—FR,

1 LMWH 7E31 e 8 35 42 72 R 9 1E

AU ENEE AR ETS®RAZ—NE
L AR, R E B R A kAR AR E (ve-
nous thromboembolism, VTE) # #L %/ 4. 28 5 & 2,
ERAPSE=D 7N G EAN- R Y R &
VTE W & A& R H#ATH SR LI, VIE LA &K
e RE T Al E R, 2 RGN
BRAELTHE Z ARE,

1.1 MR S IR A

VTE 4 & &% # fik i1 #2 (deep vein thrombosis,
DVT) #a fii # % (pulmonary embolism, PE) . & %
B B & 4 VTE Y BE 5 & 5 1@ A By 4~7 1, &£
LR R EWATH, B X £ VIEH K E &Y,
FEHREA DB EERBEEZR T2 X
EEHYALZEMEENTIFAY, B, VIEZ %
MRrEEE R AR AR HRIEZ —.

UM ERE R E LR EE: OB H
M EREZ-EwABERARE T, a4
ERXHEEHFIAMESOEFERAETFHRE X
m,Hk, LA EARAE —SRENARE FE

"1 1z 1€ # (corresponding author) , #ff 4§ : bbmchIn@126.com

FIAD, WA R E F a4 E A58 FVIE
Hy Vlla, 5 BAN R M B o 1% 42 A% B0E, B G, BE 8 4B
MR LBEREL RS, —ERE LT mitw
A R @ Y 8 40 i RT DURE AR R T AR (R
mEEREF, BIFEW S FEES 0 F MK
SR CFl A Z 4R B R it /NARD AR 1R AL,
R f ik 23 B AW @ % M g B 0y %
&5 (Flan E TV B & L G20210) , 5k 47T 4E fn B
EEC.EZESHWARY, L8 m VIEW X £ X
e, @%MMBBET TENEXER, BF A A
N HMETEFTE - RE L& 8 i) et oy
FEVARRER, T2 AN THEENE LS,
HVTE #h & £ Ao b R AT 2 ST B %1 iF 8 &
HHWme~T ;O BERE HELXENBEFL
=R VIEF R I % .

MTR AR GEMEEE, XL
A7 AR AR B T, 7] 4 D- = RARAKFE /R
% 1m W& J& A 8] (prothrombin time, PT) F1 & A4, 2 2 %
11 B J& A |8 (activated partial thromboplastin time,
APTTD) % . Lee %" 46 | &K 4 #% ik 2 09 £ K 1
B8 B H D-— RARAKF (5 F E < 0.80 mg/mD
HAT M AN, 4361 B F I D-— RUBAF I, AL
D-= BARAF 4 9.02 mg/ml, & F # 0.99~35.2 mg/ml;
3 EEWMD-—REXTFATEFAF. £#FEA
BT ERMHETET G, EFEL1.2.3 A EHD-
ZRARFEHAKFE 4 A A (2.00£0.59) mg/L . (1.08+
0.22)mg/L 77 (0.12+0.25)mg/L, B A8 57 & I IR JiE
KoMz mE, 4, D-ZREHKERLE U
B —MERERAEE H KK E VIE #HATH
Mo 75— HE4T /N, B AROE 52 & B o
£ KSR R R X, Jensvoll & MxE
2082 ) &M A B B E B AT R E, R I /MR




ONCOLOGY PROGRESS, Feb 2018 Vol 16 No. 2

151

HHETHEMERE R AR DAL R X,
/N 3T %% > 295 000/ul B & M BF 8 £ & &£ VTE
B X6 2 i ZNAR T 3K < 235 000/l T M FF B B Y
2 (P=0.004), L K, EECEMEHEFAT S
m/MRIT# B X A VIEM G £ &,
1.2 LMWH P VTE 4 RHER

Sun % " xf 180 | % 4 PE #4 ifi /% & & ¥ 1T #F
7, HEF,63%113/180) By it )& £ % N B4 X L PE
(NP EW RIS L FPE, (B4 £ MHNCT
WwEFLXIHNAEPE), MEZIIKXIAPEWN T E &4
F, H 55% (62/113) B9 & # K # % LMWH 1 % /&
Y, H 3T Bt IR B T AR LB % LMWH 370 % 76 97 89
B # . Menapace "% 135 7] i i % & & v AT W
B R K, TUBE TR 2R MR R R B Rk
mArFEHHEEE BN, ENESFER EIE
HTLEELNMF R, BB RE EH
T EAERAKRR, WEL Y LIEPE.DVT £
A R T 1K 70% (P=0.009) .

LWMH #f T 71 [7] & & 89 % W i DL B2 %
Fr Je 3 B o0 A B I B2 °T 66 B & & B B9 /E | . Haas
ST T HAF R, JLRE L N 351 Fl KL
R R B, B R 4 4 532 | TTI/IV #A i 4 /) 28 B
BEH HAHS A RB A ZRANA, FRBAHE
FEHTERTEN, CLRANAEES THEFA
BN/, IIREL T, RRHAEH VIEW X
R 4.0% (7174, ZRFH B # VIEW X £ X
HA40%CTNTT, AR, ZR LR ITFEX(P=
10000, fiEHAT, RBRLAEEVIEW L EE R
4.5% (12/268) , R A 4 % & VIE 1 & £ £ %
83%(22/264), A LLE, Z R L HITF & X (P=
0.078); 18 & 2 FF th %, x¢ T IIIHA v 4 /N 40 i v &
H,RBAFERAAEEVIEWE EE 55 N
5.7%(7/124) %1 6.4%(8/125) , A 3, Z % T &
R (P >0.05), i1 x T IVHA fi 3k /N 48 B 2
H, R AESLRANAEZEE VIEWN L EE 57 H
3.5%(5/144) 71 10.1% (14/139), 4L 3%, Z & H
Zit¥FEN(P=0.032), Al EY, HFEHE
HMWIL IR B R /N Hf e B+,
ARk ol ERERLALHR, BEEN
HmE N EEE Y, A O ERARAAL,
2 LMWH 894 BB 1E B
2.1 LMWH $7 BB 48 41 i &4 R B 1E

R mEERECEMEE RN ARSI R, B
BARHREEEGERETHNEEZRAR BMF. B
BUA M, R Fu it & & &R 25 4 T DL AE 5 A o o e
o 40 R HY B A AR, (B R £ BT R E £ X B R
B3R B H, Jo BT B 6 R U m E A R AR KBS 4, T
BESES, WEARAE 25— EMFHR,

RENHWEARE T, BELEARXAEKE T
(vascular endothelial growth factor, VEGF) . % £ A,
o ¢ 40 g £ K F F (basic fibroblast growth factor,
bFGF) . 4 41 [A F (tissue factor, TF) f1 & 28 jg /- & -
8%, ML TV 5% B RIAW G4 M XA E
18 R, AT AR 2t Fu 2 2 3 o & e 7Y R

LWMH *f 5k B T i€ W K e A 41 F 7 @ & 47
#ll 7| (tissue factor pathway inhibitor, TFPI) #2 € A ,
MM E TEE S, T2 WHEmAERK. BNX
FEHRRLN, SR BEURNRECEBE
B# T2k, TEZNALMWHEZ & 5 7 &
(LWMH-ursolic acid, LWMH-UA) , UA i ¥ & % 5
LWMH % &, #f % 4 & B 7~ , LWMH-UA £ 7 £ 4~
F, Bk B9 UA 7T LLFE R LWMH 89 o AR, 1 2
LWMH-UA 7 & i 1§ f VEGF & # f 1 | = & &
P F R S B A B A R R T G, BT DLE 4 B B
Eeill =R N

W ¥ # 3 it %t VEGF., # i & % B (mi-
crovessel density, MVD) 5 3E /N 48 B fifi % 7l 5 B9 <
RAH#THRRI, THRBEBENALAE KR . EES
HHTEERFSWNH £ L E, VEGF 17 i & & 1 F
T, 5%%E0E, 2FHME N KAL) RE
LR, AR BHFELEN K. RTHE LT
VEGF A & ik, B A S+ 8y MVD B0 L 3 fn, B
&8 F EAH K, 32 VEGF & 1% 3t 3 /) 47 fg fi
T B g Y Rk ny B E TR

Kim ™3 AT 7 — Bt 20, Hik /b R A
o ik LWMH # % 7 # LHTD4 (LMWH #0 2 % JiF B2
PL1C4 0 BE R 25 6T RO, A 5 x A AL
TR R F 547, % R X F, LHTD4 ¥ i% § VEGF fv
bFGF % & 8 2> 67.3% 71 77.2%, H W % | VEGF #1
bFGF # 4 \E % gk B AL, 7] B, fn & /9 3 40 il A K
F % {K-2 (vascular endothelial growth factor recep-
tor-2, VEGFR-2) B s 4 % 4 i = K [ F % 4k -1 (fi-
broblast growth factor receptor- 1, FGFR- 1) 1 #f
LHTD4 #1 4|, [ b, LHTD4 ¥ 47 %] VEGF #2 bFGF
WS M, BR PR AR, AT X AR AL AR A A
FAEMEEA .
2.2 LWMH $7 BfifE £ B 4 1< &% 3858 R91E B

A X ERIE B, LWMH B # % £ 89 470 8 8 4 e
ERKWER, BXTHEREER. . EHLNE W E
C.HAEOHMmBHRNELEEM. BH—IH
74 B LWMH 3 3¢ 4 ] fie 8 20 i 4 K B 81 G I B
fRF AR e K ER T EER . BAA
FEMUHATT —FERHAR, ERREANEL
Jiti e AR, - A R BRZE G OT 4E L 3K T R 4 4 o B
A OB & KR Z 40D, & B4 1 F HR R B
& % VEGF . VEGFR #J & & ACF # 4T 9L 5, fit & 4
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A & 4 43 VEGF, 3t & & I, ik BF & 41 7 L7
H PP g M & T VEGF i kik, BT £ B o il
1340 46 P o83 e B e 2 FE DY,

2.3 LWMH R b 1R

LWMH & 47 it 8 %% #% & V£ ¥] /8 5 H 470 % 1F A
HA, AR, BEABFSEHAE T XL
TR Bt i oh 6, MA LR E F X EF R MIE
HAK BERFAELENRNERM, B4, M
JE 4 R T BE 2 T IR o F (& BB HE B
wE, SR 2 A% E G Va, B imF 7 Xafrm
s, Xk EOMERATEOMAS TR, &L
EE XA, NI RETHBEARNAK . EE #F
Foin & A R Gamperl 4238 38 % YR 40 A Ak
THR X, &k 094 R4 3088 Al T 805 B
1 & 4 A0 28 fi {5 5 38 B (f] 40 PAR/ERK 3 %), M
TR KA R RS BRI =
FLAT & 7] 1% 5 it 8 48 B B K TFPI, 3 i & 2 TFPI 4T
| 29 ffi 4 3 91 (extracellular vesicles, EV) % 5 #y fif 8
2 FiL 5 A R AR, T 40 4R A 4 B B R 2 Y,

LWMHH R M B # B ERLT S £ AL & &
%, Ziarek P\ M IR E A EE T R EL
% E R EEIF S ME F A& 12 (che-
mokine C-X-C motif ligand 12, CXCL12) % # % {&
R & B 8 97 %) #5 1w H F % 1K 4 (chemokine C-X-C
motif receptor 4, CXCR4) iy 35 5 T # AT Hy, A b &
HAEWBALEMRENE, 7T LWMH 7 DL 3 —
Z et ¥ R A5 CXCL12 %4 4, [ 1 CXCL12 &
CXCR4 # % i, 1 3T il % CXCL12/CXCR4 15 5 i#
B A ) BB B A5 AL, Alam 2P0 33t 5L B B /N B
M A AT B 58 & B, LHTDA4 ¥ 3 if ) %] TGF-bl 0
CXCL12 By 4 sk M T 307 % 5L R B 8 20 fe o9 35 7%
B R H AN E A 40 i R FL AR B e 48 R e
BRHEATHEIEE, LMWH 7 & £ & 1t %47 4 E
X MR B 4 e R B 1 L, R B R AR 3 DA T AL
OLMWH 1E 4 — AN 1 8 57 F0 35 AW £ 4% 66 46 T
EEWERMMKEFA L, 2 LMWH % B 84
KIERAEHNKEER, EEAREETRGHB
MR EENT R, EEEE;QECEHBENMKRE
£ o, LMWH 7 UL 45 = Bt & 28 i 2 3 9 1K - 7 BiF
% B (LMWHEP-heparanase, HPA) , A T #& /m B, %
A RS EY R B B R ARk, TR B, RT O RR 4 A
A B AT I 48 f g 1 R Y,

A, BN EANMER KR TR ENES
NEEE, BT R R — MR N, X FYEE V]
DHBRBRILBFE, S E5MBEEAN#EIE
TR E AN R AR E Y, LWMH B A i
HEWEM, LR TR B HNE, BEMED
R & AN GE N RNk R R &

P T A R R,

R Z,LWMH 7 g & i £ F AL & & 8
W, % I 45 A% B g W 4 (National Com-
prehensive Cancer Network, NCCN) 35 § 77 41 P 4
F.ECHMBERERAKYFENETREZN
BEF , JBAY A ZKIE .

3 LWMHJREKEMAEEERIERRIE
KEEEENER

LWMH #t % F S K VIEW X £ £, A&
HREREENREEF G DL FENRFILE,
HEKBEZWERH., FL£FFHTTH
K . Serensen % L B H F# fik i 42 Y R A0 T E ik
MR EEMEEL 1 FAFEFNER: F &
ke RO EHERERE, E1FEFEN
12%, 1 T #gfk mae 7 oy G fr g B4 1 F 4 F
R H36%, —FHLE, ZFFHiTFEXP<
0.01) . Akl %™ 34T 8y £ %o 4,35, & I LWMH
A Xt T & AT & T AR D B Rk om AR R T B
UM EEFL T E; FN, £ DR KN
TR E B R R F LWMH, ¥ 88 & [ (% % M fb
BELHEER LR SHNLTE,

Macbeth %4, #5177 — BT %, #2202 ] fif
E B WAL 4 B2 LWMH 4 % 3 LWMH 42, 7 42
BEHSE THRENME LT, LWMH 4 & 3
LWMH 4 & H# W 1 & &£ F £ 4 7l H 41.3% M
42.5%, AR, ZF LR iTFEX(P=0.814); #
ETHA FROMELRNEESERZ, K
Bt B (P=0.66), XS4l EFHTIEF 1,
LWMH 4 f2 3f LWMH 4 4 5| & 23.3% (7/30) ¢
29.2%(724) ¢ 3t 1= £ # H DVT B PEF &, 8\ 4
BEUMEEERALWMHA B ARG £ FERMG
i #  E 8 dE LWMH 488 B B 4% # .

Kakkar 2" 4T 7 — T 5 88 M 1K %o, 4 385 £
MBI R E ) NI E A A R A,
REBRFHETHENGT, 0% TEFEN
HLRAGT1E,  EH iET TG #HATH
R BESNME T, B EHE P ZRAAEHEW
1 4 & 7 £ 2 7] H 46% F1 41% (P=0.19) ; (B % T 7
ERIIVIANABARGTENX —TLHEHEF,
B ENERFHN2EM3IFAFESN T TER
7 4 (78% vs 55%; 60% vs 36%, P=0.03) ., % % %
oM R ENARE ALK ESET M MNE
BENIFARE, EXTHEGME LA FHE
W7 AWK E B, L& 40 /B3R T st
MEsMF T ANEAERGEFNAGRE, BK
RELFEEH—FHHAR,

I 4 % B B # E F & (American College of
Chest Physicians, ACCP) . % [E [El R £ &% M it 8 W 4
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(National Comprehensive Cancer Network, NCCN) #1
% [ s Jk it & 7 4 (American Society of Clinical On-
cology, ASCO) ¥ 3 % ¥ LWMH 1§ 4 22— 7 = & & i
Fib 8 & I B8 B AR T Ak B B o R 3~6 0 A1
4 LWMHETMMESEPNANREM
SrH

LWMH {F 4 4 25 47 , 7] /& = 5| A2 % 1 7 fk
/R EREFT R R, AT F 2 1 # X
fo, Bl A, G E R S e 2 nf e L A2 o
W AR, REERF DS RS EDF e
(International Society on Thrombosis and Haemosta-
sis, ISTH) A7 ™, "EH mEFHFEEH T XA
OmaEary >2gd, 5 HAE24h A H I s K
ER; QK EE—NMRBIHMALHE o, BFEERAH
dn R BE/RE R AN L RN L RO B i B0
BAHIL; @B A2 EMKE L WA
@ FHET. BME DR XNl RE
WERA LB EH AT,

Francis %" # 1T 7 — TURT 6 1 51 %, 17 5 K HA
B F LWMH % 2 fn 69 R, B 78 F #F 334 4] 42
Howr o SR R VIERW B &% T A # 12
MNAME T ESEFEN, 2 A EF1.2~6.7~12
MANBERT R EMERHLATIFE. REXAE
P& W A R BEE  10.2% (34/334) , BT 6 A
AREFES MFEFNBEEA 17%Q26/1571), %
1.2~6.7~12/M A & £ E W i1 = IR 5 Al 4
3.6%(12/334) . 1.1% (14/1237) % 0.7% (8/1086) , H
WAAA, MALFERAETELDEHRETER
EEFIAA, KEERFRE /™ E H mFHFw

Agnelli "3 AT T — TR AN 5 & B 5, 3T
T BTG G R EHE AW E
S e RS, B R S BT 1150 4] B HA % R
BEE  AENE . LRERNESSHEMNE, &
BB N R H (% AN d i & 967 ) Fo xf B
HEZLERAEIT); LT EMAEKLIDA,
RI A I e e B H 156 (1.9%), KT x4 B
15171 (3.9%), 2 7 F %4 it % & XL (P=0.02),
iR I A 55 (0.6%) B & £ ™ F N mEH,
HEBEAFLTEZFHATEL D EFH, WAL, =
BTGt ¥ E N (P=0.18) ; iX T 4 = F 57 1
(73%) B F L AR m=4, 5 BA+ A 304
(78 EH A EBHME D ESH, X THOLTRER
M EE, BEAMKR, ZRFRLHITFEXP>
0.05), %R &KW, b it &7 B Ko 20 G iP g
T EFEVIEW L A%, A m AR FHE.
5 INES5RE

I S 4 R T AR, X 4p i LWMH 7 86 [7 A
ELA UM M E A R TS 40 R 5 7 DA R AT )
P J 25 % 4 1F B, B A W JR Rz Bl LWMH, MMk £ 57
BA, E8 A EST R EET RS
RELR MARTELEATMEERAREK
M EERANLE, BERERARTE TSR — i
ECRBEEMTENHRITE, W LWMH A B T
TG % Fic o #e 7 Ak, & sk LWMH ] 88 # & i 57 7]
TEHMERE, FENENET, KELEHFM
Ja , B ok s By R B 1 R o AR A JE i — 25 A
REBFEEE, A ERERET LN REH.
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