Tuberculosis and Respiratory Diseases A8 2 587128, Vol 45, No. 5, Oct, 1998
O XFNO

SeRNEY Ea DY REREICES

Mgt ostoiet sk, dxtege BAEgEaT’, S, Fedeta v gt

{oh

olz=y, 2o

| wder, wEes, walE, Iuel, AR, Uger

= Abstract =
Loss of Heterozygosity at 3p in Korean Non-Small Cell Lung Cancer
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Purpose : Frequent deletion of 3p in numerous cancer including lung cancer suggests the presence of tumor
suppressor gene. 3p has been analysed by RFLP and PCR-LOH of microsatellite locus. In this study, we ob-
served the deletion of 3p in Korean NSCLC by PCR-LOH of 4 microsatellite loci and investigated the clinical
significance.

Method : 62 surgically resected NSCLC DNA and normal lung DNA have been analysed by PCR-LOH at
three dinucleotide[D351228 (3p14.1-14.3), D3S1067 (3pl14.3-21.1), D3S1029 (3p21.1-21.3)] and one
tetranucleotide[ D3S1537 (3p 22-24.2) ] repeat microsatellite locl.

Results : Among 59 informative cases, 3p deletion by PCR-LOH at four microsatellite loci was found in 31 pa-
tients (52.5% ). 3p deletion were found in 55% of squamous cell lung cancer and 47% of adenocarcinoma pa-
tients. No significant difference has been found in clinical parameters such as staging, smoking and survival ac-
cording to the status of 3p deletion. :
Conclusion : Deletions in 3p have played an important role in Korean NSCLC though no clinical significance
was detected. (Tuberculosis and Respiratory Diseases 1998, 45 : 975-983)
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Table 1. Clinical characteristics of the NSCLC patients enrolled in this study

Clinical parameter No
- Sex (Male : Female) 53/9
Age 31-73 (62 : median)
Squamous cell/Adenocarcinoma 41/21
Smoker/Non-smoker 50/12
Tumor stage
Ti 1
T2 38
T3 19
T4 3
Liymph node stage
NO 20
N1 18
N2 24
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Table 2. Primer sequences of microsatellite loct of 3p'?

Locus Primer sequences

Products size

D3S1228 (CA)
(3p14.1-14.3)

D351067 (CA)
(3p14.3-21.1)

D3S1029 (CA)
(3p21.2-21.3)

D3S1537 (tetra)
(3p22-24,2)

TCCTTAACTCTTTCTCTGTGAGTTG (F) 84bp
TCTAGGAAAGGGATTAGGAAGGA (R)

TCATCTATCTCCCAACTGTTGAG (F) 95bp
GAGCACTACCTGTTTAAGATAGG (R)

ATACTCTGGACCCAGATTGATTAC (F) 168bp
TAATTCCCAAATGGTTTAAGGGGAG (R)

CTATAAAATGGCTATACCCAG (F) 212bp
CTATTTTTGGACCCAGTAACC (R)

\

N T N T N T

1 2 3

N T N T N T

4 5 6

Fig. 1. PCR-LOH of D3S1537 (3p22-24.2) (N : Normal, T : Tumor)
(First pair of N, T showed PCR-LOH. Third pair of N, T were informative case with
no LOH. Fourth pair were not informative case. Fifth pair showed PCR-LOH again.)

g 4789 primerg o|43le] PCR& AJdsls
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% X-ray filmol| :=&AA @3IAcH?.
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Fig. 22 PCR-LOH of D3S1029 (First pair
showed PCR-LOH of tumor DNA).

carcinoma 408, adenocarcinoma 199 )o]¢ich
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Table 3. Incidence of informative case and PCR-LOH in each microsatellite loci

No. of Informative case

PCR-LOH

D351228 (3p14.1-14.3)
D351067 (3p14.3-21.1)
D351029 (3p21.1-21.3)

D3S1537 (3p22-24.2)

48/62 (77%)
50/62 (80%)
35/62 (56%)
54/62 (87%)

9/48 (18.7%)

6/50 (12%)

9/35 (25.7%)
16/54 (29.6%)

Any of above 4 loci

59/62 (95%)

31/59 (52.5%)

Table 4. Characteristics of the patients according to 3p LOH

Factors 3p LOH (31) Normal 3p (28)
Sex (M F) 27/4 25/3
Smoker/Non-smoker 26/5 22/6
Squamous cell ca . 22 18
Adenocarcinoma 9 10
~ Tumor stage
T1 1 0
T2 21 15
T3 7 12
T4 2 1
Node stage V
NO 13 7
N1 7 10
N2 11 11

cf. No statistical significance was found in clinical parameters.
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Fig. 3. Survival curve of total lung cancer patients according to the status of 3p deletion (not

significant).
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Fig. 4. Survival curve of the patients with squamous cell lung cancer according to the status of

3p deletion (not significant).
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Fig. 5. Survival curves of the patients with adenocarcinoma of lung according to the status of

3p deletion {not significant).
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