£ OO0 http://www.cqvip.com|

8 R 2L 2002528 HTEE LM

3 g

EdMmALESVCSERTHE . EHHEARE
EtWRE . hT HRETHEE. BEFEMBER,
BiRE e A R R A L R B L B R 4 £k
WER, L5 SVCS P 30%LL L,

MRS H SVCS Mgl ek EEERIA A2
PR TE StV R R UMK AR R, R
0 160 B0 Bk | 9 3% ML B0 L K B LCT W b B R A
ZEEE.HEX . AEXEREAD THRBEE
B,

Xt Wt 8 & 3 SVCS M 7RI E e aha fr sl ik
7 B Bkt AT TR T 2 ST U e AT
BT BUT (R T RBUT BT SRR T AR
FEAE AFERA MR LRk E R
BA.SHE. ERXBSFETERRY $AMLEE. X
L% M & SR L aE R A EE, HER, B
o 0 B Ut B (R SRR T AR BB T BOF BT R,

AHHBET WS - AR B H BT NE R R
SVCS SR TR TR ARG BT, RELURE
WERIT M BE BT M EERR. DI E T LR
GHSVCSHITRRERERER.BRKZ RER
.

SVCS ZMmaiE. —BBEBLH. N dlBFik
LA RS EE K SVCS ME 87T% ~ U EE
R RAAR—EHFE B A TR/ Mk
T RITHER FAREmG LT . B2 XAE MR

SHGST TGRSR LR K A IE BB EF AR K
K NEAREHREE C T, — M AT R S I 2em . BL 3R
EE#HR MM R . BT RN &L . 5 8L
BRIV S5 8 fR AE R 2599 A BY T 39T SVCS, hHBA T
FlkEE - enELERKYOE. FAFHSE
M AT E B AAE R, T LA SE IR T of 52, —
B R . WOTRR AR EREEE MA.

$EIM

1  Videric-GM : Kocha- W1, Malthaner-RA. HIV complicares the man-

agement of oncological emergencies; a case mvolving the superior

vena eava syndrome.Clin Oncol R Coll Radiol. 1999,11(5},355~

I57,

B, . R, %, B BT YT 3R T N e

Be& 4. BRI S % A& 1999, 18(11)  68B~630.

3 EmE. EREBCER WS4 E RS ST 50 MK
o B R W BK L 1990, 26127 :921~1923,

4 FHH SHRA.EEE. S LEBRESTENAREBT B 7TH
5. oRAEBLL W AP B 2R 1998, 144 2) B ~B3.

5 Ho-HT.Horowitz-Al. . Ho-AC. Systemic to pulmonary venous com-

(B3

muncation{righr-to-lelt shunr)in superior vena cava ghatruction de-
monstrat, Br J Radiol.1999,72(B39):712~713.

6§ WRA.FIR . FEARL. S NS HLINARERNOFATR
T ok G R AR B % 1997404 216~ 218,

7 Schindler-MN, Yogelzang-RL. Superior vena cava syndrome. Experi-
ence with endovascular stenrs and surgical therapy. Surg Clin North
Am.1999,79(3) 643~ 694,

B ORER.ASH . HFER ARARATHATENENRERT ERBR
SHEEFHER THER SN ,1995,34(2) 125~ 126.

10 A B p16 1208 RN BRI v 09 23 Be s bR 3 X

HME H#AEF TEZR FuaR ‘
' E—-EER 200433 *HMAXFERES-ARER 215007 ° EHTHMOEWRR 200433

RE B% SR I EEFPENMNAMBENTHRERLEL. FE &4 56 MRAEE A MmMENE. I W 37
. B0 A, A a2 PCRIEEME EWBFEREc EORBEKT. ER 6P MMEETpls HAOHEREED
58.9% (33/56) A HEHBEEHAMRERE 1. 4K (122D B EETERC LTS5 (P16 FHEREXD 77.8%21/27).PL
0.01), PI6 EABEEREEN 1 FE 3 F4LERGME 9. 7TX .44 1% BERT pl6 ZOMERLEE85.2%.71.8%. B pl6
BEORLEMMBABENMGEARD HELEEERBEH X, ple EHRETHF AZHEHFMEE HHREZ—.

X8R MR XEp16 AR
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Abstract objective To study the expression of plf gene in primary squamous cell carc¢inomas and adenocarcinomas.and to
determine the relationship between the expression of the gene preduct and lung cancer. Methods Usingb primers to amplify exon 2

of p16 gene by PCR to analyze the homozygous deletion of the pl6 gene in 56 patients with NSCLC from 1996. 2 to 2000, 6m,in-
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cluding 37 squamous carcinomas.and 19 adenocarcinomas. We measured the correlation hetween clinicopathologic factors and ho-
mozygous deletion of the pl6 gene in 56 cases. Results 33 cases showed positive staimgn in all(58. 9% ). The expression level of
pl6 were higher 1n adenocarcinomas and squamous cell carcinomas without hilar or mediastinal lymph node metastasis 21/27¢77.
821) than those with hilar or mediastinal lymph node involvement 12/25¢41. 4% 3 (P<C0. 01). Follow —uo showed that la.3a sur-
vival 1n p16 positive patients was 53. 7% and 44. 1% respectively .which was much lower than in pl6 negative patients(85. 2% .and
71. 820 )respectively. Conclusion Differentiation degree lymph node metastasis and prognosis of lung cancer were associated signmfi-
cantly with pl6 expression. P16 expression was somewhat related to clinical stage. P16 expression may be used o effectively mom-

tor the course of disease and o suggest prognosis of lung cancer.
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