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Background : The prognosis of patients with lung cancer is still poor. Lung cancer exhibits a variable clinical
outcome, even in those patients with same stage. Numerous reports suggest that oncogene expression might
play a role in explaining the variability of response and survival. But many of these reports are still under de-
bate. So we studied the clinical relevance of oncogene expression in Korean lung cancer patients.
Immunohistochemistry of p53, erbB-2, CEA expression was performed.

Method : From March, 1992 until March, 1997, 120 patients with lung cancer were reviewed. p53, erbB-2,
and CEA expression were detected on paraffin-embedded tumor blocks with the use of monoclonal antibodies.
The survival and response has correlated with the expressibility of p53, erbB-2, and CEA oncoprotein.

Results : Overall, the expression rates of p53, erbB-2, and CEA were 33.7%, 59.3%, and 32.6% respectively.
Expression rates were not correlated to cell type or stage. Compared with response to chemotherapy, no corre-
lation was found. The expression of p53, erbB-2, or CEA was not correlated with 2-year survival. With simul-
taneous applications of p53, erbB-2, and CEA, patients with 2 or more expressions also did not show poor
response to chemotherapy.

Conclusion : We conclude the p53, erbB-2, and CEA expression are clinically less useful in predicting response
to chemotherapy or survival. (Tuberculosis and Respiratory Diseases 1998, 45 : 766-775)
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Table 1. Characteristics of the patients ( n=86)

Male/Female 77/9
Mean age 60
Cell type
NSCLC squamous 42(48.8%)
adenocarcinoma 19(22.1%)
large cell 5(5.8%)
others 4(4.7%)
SCLC 16(18.6%)

NSCLC ; Non-small cell lung cancer
SCLC ; Small cell lung cancer

oz set gAHo g p53, erbB-2, CEAJ] d
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Table 2. The rate of protein expression of onco-or suppressor genes by cancer cell type n(%)
Sq(n=42) Sm(16) Ad(19) Others(9) Total(86)
p53 18(42.9) 2(12.5) 7(36.8) 2(22.2) 29(33.7)
erbB-2 29(69.0) 5(31.1) 13(68.4) 4(44.4) 51(59.3)
CEA 12(28.6) 4(25.0) 11(57.9) 2(22.2) 28(32.6)
p53+erbB-2 15(35.7) 1( 6.3) 6(31.6) 2(22.2) 24(27.9
p53+CEA 5( 44) 0( 0.0) 6(31.6) 1(11.1) 12(14.0)
CEA+erbB-2  10(23.8) 0( 0.0) 9(47.4) 1(11.1) 20(23.3)
all three 4( 9.5) 0( 0.00 5(26.3) 1(11.1) 10(11.6)

Sq=squmous cell lung cancer
Sm=small cell lung cancer
Ad=adenocarcinoma of lung

Others=large cell carcinoma(5) and adenosquamous(4)
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T 7k A 283 A$E p53+erbB-29] A4
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Table 3. The rate of protein expression of once-or suppressor genes by stages n
p53  erbB-2  CEA eii?;z ‘?g: erzBEer all
NSCLC
I1(n=9) 3 3 3 2 2 2
II(n=5) 2 4 2 2 3 2
MA(n=25) 12 17 7 9 3 6 2
MB(n=21) 9 14 5 8 4 4 3
N (n=10) 1 8 5 1 1 5 1
SCLC
LS(n=11) 2 4 3 1 0 0 0

ES(n=5) 0 1

LS ; Limited stage, ES ; Extensive stage

erbB-2, CEA¢] Wrye Z2 53 3 28(40.0%),
381(60.0%), 4a1(80%)7F AU MAZ] ¢ellA
2] pb3, erbB-2, CEA ] W@ Ztz} 253 F 12
#(48.0%), 17#(68.0%), 721(28.0%)7F UL
t}. MB7] gollAe] ps3, erbB-2, CEA S} @@L
Ztzb 218 F 93(42.9%), 1431(66.7%), 53
(23.8%)7} Ut N7 PellAe] p53, erbB-2,
CEA9 wde Ztzt 108 % 1#(10.0%), 83l
(80.0%), 5#1(50.0% )7} Ut AA oz W7l
o W& p53, erbB-2, CEA 9] W& o] A=
2pol & Holz] Qstor] £ 714 o)} FA| HE 73
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Foaae Ay B2 637 thEl T T

sialg o digh whg-&E dolrsit. AMHo=
utg-e 6393 263 (41.9% )4 Ut p539]
+49 4079 AT AP 193
(47.5%) 1A ¥rg-o] ANL FAD 23Fq M= 7
#(30.4% ) A ¥k-go] AUt erbB-29] H$ &
A9l 2572 #xF 123(48.0% )14 ¥Eg-o] 9l
A FA<¢l 38 M= 143 (36.8% ) oA g0
ATt CEA9] A¢ &40 429¢] #AF 158
(35.7%) oA ¥hgo] AU FAE< 218X E 11
#(52.4% )l ¥kgo] 213th. p53, erbB-2& &
4l Aol A whg-go] ¥& AYeIUR, CEA:
Gl B|AfoA W&ol Eho BAF o=
stk £ 7iA] o)} B4 HEE M= we
E& oF 30% ooz RF WA gL T
28.6% <} H|AA] W&o BAH Aol g
(Table 4).

gHg-o] QAW B|APA Hoz WHARE Hn
& Hre o ¥R (n=63)4A] p533} erbB-29
FFEL 269%, 53.8%= HEEF(n=37)9
43.2%, 64.9% Rtk wskou A 9o+ ¢l
Atk CEA& whg-TollAl 42.3% 2 v]¥hg-39] 27.
0% Xt} FA&o] Etou BAA 2o+ i
(Table 5)
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Table 4. Immunohistochemistry and Response

Table 6. Immunohistochemistry and Survival

rate of chemotherapy(n=63) (n=64)
Response rate 2-YSR
p53 (=) n=40 19(47.5%) p53 (=) n=44 12(27.3%)
(+) n=23 7(30.4%) (+) n=20 9(45.0%)
erbB-2 (—) n=25 12(48.0%) erbB-2 (—) n=22 8(36.4%)
(+) n=238 14(36.8%) (+) n=42 13(31.0%)
CEA () n=42 15(35.7%) CEA (=) n=40 9(22.5%)
(+) n=21 11(52.4%) (+) n=24 12(50.0% )
2 or more (+) overall n=64 21(32.8%)
p53 +erbB-2 n=18 6(33.3%) 2-YSR : 2 year survival rate
p53+CEA n= 9 3(33.3%)
erbB-2+CEA n=14 6(42.9%) Table 7. Two year survivor and Immunohis-
all three n= 7 3(42.9%) tochemistry(n=64)
all (=) n= 7 2(28.6%) p53 erbB-2 CEA
overall n=63 26(41.9%) + + +
2 year nonsurvivor 11 26 31
Table 5. Chemotherapy Response and Immuno- n=43(%) (25.6) (60.5) (72.1)
histochemistry (n=63) 2 year survivor 9 13 13
p53 erbB-2 CEA n=21(%) (42.9) (61.9) (61.9)

+ + +

Response(-)

n=37(%) 16(43.2) 24(64.9) 10(27.0)
Response(+)

n=26(%) 7(26.9) 14(54.8) 11(42.3)

4. Wi ofwel EEST| BA

2ol 2T FsHY 649 Uz By
83} 24 AZ et BAE Aougit). p53sl Bl
o wE 2d AELS AL 27.3%(12/44) AL,
}AJe 45.0%(9/20) At} erbB-22] Aol &

& 36.4%(8/22)91, FHLe 31.0%(13/42)2} 2
W gzee HSTh CEAL SA40IA 22.5%(9/
40)41, A AL 50.0%(12/24)9c}. erbB-2
£ 249 BAGIN 24 AEEo] BE FFP W,
p537 CEAL $4Y BaalA 2d 4Z 80| e

Aol Aoy BF 5AH 9ot gich(Table
6).

23 AEA ] HAEAE tdoR FHEY #
& Awny Y& A p53, erbB-2, CEA S ¥4
&2 %z} 25.6%, 60.5%, 72.1% G BlAEA|
HE 42.9%, 61.9%, 61.9% = SAA oj= 9
t}(Table 7).
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