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A preliminary study of cellular DNA content and cytokinetics with bron-

choscopic in lung cancers

Cui Shehuai, Li Caian, Zhang Weidong, Chen Zhaozhen, Shen Hanfang (Department of respiratory Disease, South-

west Hospital, Third Military Medical University, Chongging, 630038)

Abstract

Twenty-six patients with central type of lung cancer were examined with fiberoptic bron-

choscopy to obtain bronchial brushing and biopsy specimens with folw cytometric analysis of cellular DNA

content and cellular proliferative capacity of lung cancer. It was found that higher level of DNA aneuploidy

and significantly higher proliferative capacity were seen in the fresh lung cancer tissue than in the benign dis-

ease and normal lung tissues. Bronchial brushing is simple and less invasive technique resulting less tissue

damage, bleeding and a few ccomplications and it is the technique of choice to examine the lung carcinoma

with wall-infiltration, which is dificult to get the tissue specimens with biopsy.
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Studies of tumour suppressor gene inactivation oncogene activation and

their mechanism in hepatocellular carcinoma

s NAhe SHFS

REAEERRRFERNSSWENBEER . FLBRRA
Southern 4¢3 .PCR-PFLP . PCR-SSCP fIZ R HEWMFH R
Xt % 51 76 o ¢ X SR 40 B 0 (HCC) 2 RIS 6 B 4o B AR 4R
WEMVEET T RS RKY 155 FF 2 % 18 & e
FHE Rb HE 55 3 CpG FFEERHEARS 41 748
HCC 7 pYNZ 22. 1 EHL S H B ELRS, EALA GpG
BEEATEREL SR KA ECLOMEF %X.61% HCC c-myc
BEES HBECGGHFERETABENEZR FHKTF
HLH HCC B ERMHB B MBS L B E HCC P®
HE A H61.5%(8/13), B RAEE H50%(14/28),
HESE S W REMETFEINBF BUESBTFAHECLLK,
PCR HEWF#— S EEE TN BFRELREESH24INT
BFG—-THEBRRE.PERNEHNREEREEFFAINE
B b E A P MR . 2933, 3% (4/12D B FF BB ZE R

« dLRTMEBRBTR AT db3E,100000

(E=EEX¥HBHERER MR EK,630038

EE K, AR Rb ZERHE HCC R L7 & PPEE L H
R

ERFEHZH T ARBORELRREZER 250N
BOEERREMMELEAERARENERES FHE.HE
FEBOE 0408 A H LR gy VL B L ARy, Bk e Ao JR AR 4T,
RELBIESL T DNA FEAL R H 2T IR R L E =
EWEHEBEYEZ — EREE P Rb R B %A #
o X I A R T B VO X PR B R
RAARTRERERBEAMEEAFE, ZREERBETHE
WX RN E M R RS FRREMRHBXDR KR
Hx,

X817 FFAHHE DNA BEAL BEE, MEXE

FEEFXS R735.7

(L #§ :1995-09-22; f& [ :1995-10-15)



