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BIESIIM NP 5% 1 A#,D AL FEREAIEK Hrp, th-ESELE % 144 9 1 AHE, 108 7d FEE 1 A HEEAM
VAR, eHIRE AR R, FRARHIT R ARG, S B M 2 4K B F ( Vascular endothelial growth factor , VEGF )
R il % B ( Microvascular density, MVD ) B335, £ 2 :A.B.C 3 HIWE R FHR 61.80%.64.79% .88.95% ,C LH I 2 AH 5
RTHERA. CH5 AD WB L VEGF Rik, LA BEWSZIT¥2ER (PEIYK) 0.001), CHYH AB.D3 HLEE MVD,P
B4+ 5124 0.000,0.006 F1 0.000, ¥ EA Frit28 X 4 :th-ES BeE NP 7 RATFRER B40& A TR BB RS A K R4

IME AR, BREB A EA EER.
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Experimental study of recombinant human endostatin combined with

NVB-Cisplatin on human breast cancer xenografts in nude mice
CHENG Li',ZHANG Xing—ping',YANG Hong-jie’,ZHOU Tao—qi' ,RA O Ming-yue'
(1. Department of Oncology ,the First Affiliated Hospital ,Chongging Medical University ;2. Department of
Morphology,School of Basic Medical Schence ,Chengdu Medical College)
[ Abstract ) Objective: To evaluate the inhibitory effect of recombinant human endostatin(th-ES) combined with NP treatment on tumor
growth and antiagiogenesis in nude mice after xenograft of MCF-7 cell line. Methods ;40 nude mice models with human breast carci—
noma were divided into group NVB-Cisplatin(group A), group rh—-ES(group B), group NVB-Cisplatin + rth-ES(group C)and control
group(group D),each group had 10 nude mice. Group A was given NP treatment one cycle. Group B was given rh—Endostatin two
cycles. Group C was given NP treatment one cycle combined with rth~Endostatin two cycles. Group D was given normal saline solution
respectively. Rh—Endostatin was used two cycles,each cycle for 14 days,two cycles interval 7 days. Tumor inhibition rate ( TIR ) and
growth curve of each group was calculated and plotted. The vascular endothelial growth factor ( VEGF ) and microvascular density (MVD )
expression were detected by immunohistochemistry. Results:TIR of A,B and C groups were 61.80% ,64.79% and 88.95%. The TIR of
group C was obviously higher than other two groups. Compared with VEGF expression, group C was significantly lower than group A and
group D ( both P were 0.001 ). Compared with MVD, group C was significantly lower than other three groups. Conclusion : Rh-Endo-

statin combined NP treatment have synergistic effect, they can obviously inhibit tumor growth and angiogenesis.
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E2H A M E W KW E (Recombinant human endostatin, th—
ES )23 B2 35 0 A B — T o 397 £ 100 A S A= T o)
M B A BIFREAY, th-ES XMUFERE B HRIE N R EZ
SR bR B A LR SR ZUR R SRR R /E AT, AT Sk BYA 9T
PR E A . ASERSR A MCF-7 2L 4R AR AR SRS A
TSN YR WEE th-ES BR& NP (K FEHGIE + If%,NVB +
DDP ) J5 #A4kyr 3t NFLARFE AR BB AR B A 4 S A
M A A IR R o

1 #RFA*E

1.1 st

111 EERARN BEAAMENEMEEHE (LFRESEE
BEEAEY 2 PR L 15 me/32, 15 20080902 ) ; K HFEH
B (VLA EEFRZGA B A PR 7,30 mg/ 3, #E5 081102) 5
B4 ( A BT RV ARAR,10 mg/ X, #5:
20080601 ) ; VEGF,CD31 #ifk .DAB B 53 ( RILIH L4 ) ;
SPREIIHAR & ( FAZ &, #E5:5117834)

112 #ufEkk  AFLARIE MCF-7 40tk , B B E b Ak
CHRE R IEEIMER . 3R 540 IR K T8 10% /)
Mm% (TBD A& ) FEBE 100 wml EEE 100 wg/ml,
RPMI1640 52&85583E,37°C, 5% CO, AR IESE . A EN5RE

Ak BB #,2~3 d 510 1 K.

1.1.3 SEIRshEBIRNES  3~4 i BALB/c-nwnu R,
45 J M IR E 18~25 ¢, W F I A SEBe s il sty , &
HIES SCXK (JI] )2008-24, /A3 F SPF HZME . BT
A K MCF~7 483, F 0.25% BRESTE AL, & MF A3 R34
1B, LR E R A4 IS , 800 /min, #.L» 5 min,
PBS # R, i B0 M B, W 1 x 107 AN/ml, FHERA M
WE T ES 0.2 ml, TS 18~24 d 7T B R TR K, 3
B, 45 HERETAE.

1.2 S%uk

121 SELRAHHE 45 RETERSTAEE, WEERERE
(a) FiF/E (b) KM B/ MRS 2 mm DL ERIA SR,
A 40 FArE B ASSE, LAY B 4 A (FEPLECEREE ),
A4 10 B MR AR V (mm® ) =1/6mab?, 5528 B8 ¥ 35441
EREFITEHEZEL(P=072),

122 FRHAZBGHFE AH NP FEMT 14T NV
10 mg/kg, 551 K. % 8 K;DDP 10 mg/kg, % 3~5 K. B4
th-ES 5 mg/kg, 425 14d 5 1 M, A 7d /5EE 1 A
#;C 41 :th-ES BRI NP £ 1 F#, (A2 i RN & [F
RsD 4H: AR FEK 0.2 mld, 45 25T I [R] B 4. Fra 243
HBEKFERE 0.2 ml, BEIRRBINERE NS,

13 MEHFEF *

131 MEERKMARMEE BHAZAE1d&,53d HiF
PR RO & M e KRR/ ME , ERLRESHE 1 d, g
R B B PR R AR ME, 2 b A K i 2, TR
4540 4198 2 ( Tumor inhibition rate, TIR ) , TIR= ( X} B8 2H fithyEg
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197 HESEE%E FolkmanPTEFL BB, IR EFR S
PR A R A RS KT I B A U230 1996 4% Hanahan %
R T I A = L T 5 AR 1 ( Angiogenic switch ) ,IA K
MERRRE B SFAENLEERNGIEF, GnEeT . A
KK (Endostatin, ES ) SR ILE 4 K EF, 4 VEGF Fgiik
R AE K PSRRI A R . M R Tk
P BER TIMHE P, FFRITH, mBERE A K2 M
FEBPH . WEXRBRRHN,ES £ BRI IMER R
B A BRI o BCERFSE R BN, ES Xof &R iR i ad ol
A MR A AR B I I VR, IR ST i, Hk
BRI BRLS A AL S W LB 5 VEGF R R EF 440 i
A KA F 2 (Fibroblast growth factor—2; FGF-2) 5 Phibss &
P 2 2 B 2 T A AT B AR B Z B AT R R 3L 2 I M, T 7
PRI VEGF fF58, HEIMH B AR MIER.
VEGF & B iiE—4¢ R AR A T M8 W R AR —f 4 K E
Fo FERMPR LA R BT RR R, R 40 B A 354 IR A%
FRBEH VECF, B IFAE MR, AHE#H— SR K
BRULEME, AHRRY, EME RE AGREHERED
b VEGF KA BEFESS, F, FEIEHLME 4 RIETT
EHLES TEEI S VEGF w4 5 mE W EAKE
F 324k ( Vascular endothelial growth factor receptors, VEGFR )
LEA RPN A= M A B, AT 861 B A 2 RN RS

RIS AL ZEYT R NP R T €. #
R FIMEE A THEE RSB R, BE R
B BRI TA 42530, sEE 5 DNA 8%
AR, 514 DNA B IR, ATl e 4 /e 54 o
I3 U3 [R) 4 T ek 8 440, 00 ) Py 4 B A 3, SR B30T
PR RPER . NP 5 RAENZIRBIRBOATT I RTEW R
PEUE T RIFRIBERD,

AT, FATWEEZ th-ES BEA NP AT I R AT
BREAR R BT, R A KRR8I A B
— RN, HAIE RN 88.95% , WLk i T8 — FAZ 4 g
JEER 61.80%H1 64.79%, B[ rh-ES BHMEZEN 64.79%, 5
E WSSO EER ES MVRZRAE 45%~99% 2 (A Z5 -AHM
38 %o i AR K Bl 2R AR, T LAE BB A 2 AR AR
12, PR A K TR A S, F R IREE  SCHRR 18 A B E T
KHG,

ABHIE BT B K4 VEGF F55 1510 , WArFKF HiE
£ th-ES i@ 13 T 8 VEGF 28 51 ) i b 37 4 1 % 4= %,
FIYE A s th-ES BE A NP 7 64 T VEGF RikMIEA LA
B, W h-ES B NP FREH RV . AR
BB NP J7 DI hB 4 MU , by 4R AR B SRS VEGFIS

VEGF ik, W& @ ARy & [/ FiE VEGF &35, A2
TR A MU A RO VE R, AT R B AR K . th-ES 5 NP
4 VEGF RAZIA LS T2 7, ik LH &8 TIHVEGF
FRHWER . th-ES 4 5E& FZH47E VEGF £k E X4t
X5 RS 2T, NP 7 R FEMH R 4 e, T
th-ES FEIMHIFTAE M EE R

BT MVD # HAE, M ATH/K SEAESE : th-ES HA
Tl AR I A BRAOPE R, L5 NP 5 REX IR, IR
B3, th-ES 45 NP 4 MVD E& ¥ ER, IELHEHEE
MHIFAE M EER. RSB SRRR P& LRHAME VEGF
FKRHER—B

Bl , AR 45 SR N2 F oK S R 48 i 7K S S83E 52, th-ES
BCE NP J7 RACTT BB i) FLAR B A A K R 3 A i B A L,
HWERARAMFEIER. EARFRILEIMEEHRR
%, A BE AR SE IR NUAT th-ES W67 B A, A TRt R s AT
WA K. RELE R A LI EEK th-ES V87T
JEEA, LR R B EAE A
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