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[Abstract] Background and objective It has been proved that tumor development and metastasis are de-
pendent on angiogenesis. Suppression of tumor angiogenesis can inhibit tumor growth and metastasis. Collagen
X VI /endostatin is one of the most effective inhibitors of angiogenesis at present. The aim of this study is to
study the relationship between transcription expression of endostatin mRNA and clinical and pathophysiological
characteristics in non-small cell lung cancer (NSCLC). Methods The transcription expression of endostatin
mRNA was detected in 46 lung cancer tissues and paracancerous lung tissues, 14 benign pulmonary lesion tis-
sues as control by RT-PCR method. Results () The transcription expression of endostatin mRNA in lung
cancer tissues (0. 87240.071) was significantly higher than that in paracancerous tissues (0. 71740. 073) and
benign pulmonary lesion tissues (0. 61140, 026) (P<C0. 001). @ The transcription expression of endostatin
mRNA in lung cancer tissues was closely related to P-TNM stages, distant metastasis, grade of cell differenti-
ation and size of the primary tumors (P<C0. 05), but not to location of tumor, lymph node status, histological
classification, age and sex of the patients and smoking or not (P>>0, 05). Cenclusion The transcription ex-
pression of endostatin mRNA in NSCLC tissues is significantly higher than that in paracancerous tissues and
benign pulmonary lesion tissues, and is closely related to P-TNM stages, distant metastasis, grade of cell dif-
ferentiation and size of the primary tumors, hence it might be helpful to evaluate the biological behavior of lung
cancer.
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Fig 1 1% agarose electrophoresis of total RNA
1, 2. Lung cancer tissue; 3, 4. Paracancerous tissue; 5, 6: Benign

pulmonary tissue
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Tab 1 Primers used in RT-PCR and the fragment
size of PCR products

Fragment
Gene Primer sequence
size (bp)
Endostatin  5'-“TGCAGGACCTGTACAGCATC-3' 252
5'-ACGTCTCACAGTAGCTCTCG-3'
Bractin 5-CACTGTGTTGGCGTACAGGT-3' 154

5'-TCATCACCATTGGCAATGAG-3'
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PR B 0 2 4R P o B AH SR PR A ] Y S N IR B D s D
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48°C 45 min, K% 94°C 2 min; PCR 1§ . 254 94°C
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Fig 2 The electrophoretic results of RT-PCR products of endostatin
and B-actin mRNA in different pulmonary tissues

1: DNA marker; 2, 3: Lung cancer tissue; 4, 5: Paracancerous tissue;

6, 7: Benign pulmonary tissue

* 2 AFEFALADHEME mRNA ¥R REBKFH KK
Tab 2 Comparison of endostatin mRNA transcription

expression in different lung tissues

No. of OD ratio
Group P
. cases Tts
Lung cancer tissue 46 0.872+0.071
Paracancerous tissue 46 0.717+0.073 0.001
Benign pulmonary tissue 14 0.611+0.026

2.2 MREAR PN EINE mRNA 5 5% R KK 50
BMARREEEBENXE MEBALTHENE
mRNA % 53 R 3K K55 i 588 J5 & g K/ B i b
B ML REM P-TNM S HEHE B ER
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Tab 3 The relation between endostatin mRNA transcription
expression and clinical pathophysioiogical

characteristics of lung cancer patients

L No. of OD ratio
Characteristic P value
cases rts

Sex 0. 235
Male 34 0.864+0.073
Female 12 0.89340.063

Age 0. 690
=55 32 0.874+0.071
<55 14 0.865+0.073

Smoking history 0. 349
Yes 29 0.8611+0. 066
No 17 0.890£0. 075

Location of the tumor 0.156
Central type 20 0.855+0. 077
Peripheral type 26 0.885+0. 064

Lymph node metastasis 0. 335
No 25 0.881+0.072
N1-3 21 0.861+0. 069

Histological classification 0.793
Squamous cell carcinoma 21 0.878%0. 054
Adenocarcinoma 21 0.868+0. 090
Adenosquamous cell carcinoma 4 0.854+0,018

Size of primary tumor 0.043
Ti+T2 32 0.88610.071
T3+ T4 14 0.84040. 061

Metastasis 0. 002
Mo 40 0. 88410, 064
M1 6 0.79040.061

Cell differentiation 0.001
Poor 21 0. 83340. 059
Moderate—well 25 0.90410. 064

P-TNM stage 0.003
I+10 20 0.906+0. 057
Mm+N 26 0.84540. 070
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