o R A R T AR
2003 Dec; 10( 4 ): 274 ~276
+ 274 - Chin J Cancer Biother e (4)

[ XEHS ] 1007-385X( 2003 )04-0274-03
HAANME N E MG EXT/NR Lewis Fili 72 B 68 # 1€ A

AU Ak  h LR FL B R EZERN 1. AMEREETESHL, LB 110034;
2. ATFMBARLR LT P, R 110044; 3. HLBERER, kM 114033; 4. FWEE X F %5
E, ®%  710032)

P

[ ZE] B#: PFsEA AN N EZMH ZE( thu-Endostatin )X /N B Lewis i g A K AQMGIE A, SR RO R R
YERIBLEL . F7id s B /N BT N 4Rl Lewis B 200 , 757 iR R 2 100 mm® Z2 A7 B, BEAIL S AR A (w3 N300 4 2
By ST rhu-Endostatin 5 mg/( kg * d), 15 mg/( kg - d)830 mg/( kg = d), 5K 1 I, BELE 21 d. [a] A5 Az B EL K X IE
ZH AR IR BEBE . 100 mg/( kg - d) NATFXTIRAL ., T4 22 R SULFE/N R, FRE T i it i, IO il T s 41
ORISR . SRR IS Y A IR YT LAY 2R T T AR N TR X IR P <0.01 ). JRELD) R R A WoR TRITA
JirEE A AR 4 R BE , 988 J B A0 45 25 . #5138 thu-Endostatin 1T B 58 30 86 /18 B Lewis il 9 o8 1% 25 4 ( 2 7 & 20 7 36
58. 8% ) e AT A= B Al LS TR I

[ KT ] Lewis filiE; MM EAMHIE; MRS

[ FESZES ] R734.2 [ XEfFRIREG ] A

Anti-Tumor Effect of Recombinant Human Endostatin on the Growth of
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[ Abstract ] Objective: To investigate the anti-tumor effect of recombinant human Endostatin ( rhu-Endostatin )on the
growth of mouse Lewis lung carcinoma cells, and to elucidate the dose-effect relationship and its possible mechanism.
Methods: Lewis lung carcinoma cells were inoculated to mice ( 10°/ml ). When trmor size reached about 100 mm’, the
mice were randomly divided into low, medium and high dose groups with saline and CSA [ 100 mg/( kg * d ) ] as control.
Rhu-Endostatin [ 5,15, 30 mg/( kg + d ) ] was injected to mouse once a day for 21days. At the 22 nd day, mice were ex-
ecuted, the tumor weights was calculated, and sections of brain, lung, liver, spleen and kidney was subjected to physio-
logical analysis. Results: Area under curve in the endostatin-treated group was obviously less than that in tamor control
group ( P <0.01 ). Pathological study revealed that lavge areal necrosis arose in tumor and newborn capillaries around the
tumor disappeared. Conclusion: The results revealed that rhu-Endostatin inhibited the growth, metastasis and angiogene-
sis of mouse Lewis lung carcinoma with the highest inhibition rate of 58.8% .
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Fig. 2 Inhihitory effect of endostatin on capillary
formation around tumor

A: Endostatin-treated group; B: Tumor control group
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