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Clinical Characteristics and Abnormal p53 Expression of Lung Cancer
Associated with Multiple Primary Cancer

Chang Jin Shin, M.D., Hye Jung Park, M.D., Kyeong Cheol Shin, M.D.,
Young Ran Shim, M.D.*, Jin Hong Chung, M.D., Kwan Ho Lee, M.D.

Department of Internal Medicine and Pathology™, College of Medicine, Yeungnam University, Taegu, Korea

Background : Nearly 10% of cancer patients will develop a second primary cancer within ten years after sur-
gical removal of the primary tumor. The detection of risk factors for developing multiple primary tumors would
be important. This study was conducted to evaluate the clinical characteristics and abnormal p53 expression of
lung cancer associated with multiple primary cancer(MPC).

Method : Clinical characteristics and abnormal p53 expression were compared between 20 cases of lung can-
cer(NSCLC ; 16 cases, SCLC ; 4 cases) associated with MPC and 26 cases of primary non-small cell lung can-
cer.

Result : MPC associated with lung cancer was gastric cancer(8), lung cancer(2), esophageal cancer(2), colon
cancer(2), laryngeal cancer(1), bladder cancer(1), small bowel cancer(1), adrenal cancer(1), hepatocellular
carcinoma(1), and breast cancer(1) in order. The clinical stage of primary NSCLC was relatively advanced,
but NSCLC associated with MPC was even distribution at each stage. The detected incidences of abnormal p53
expressions were 62.5% in NSCLC associated with MPC and 76.9% in primary NSCLC(p>>0.05).

Conclusion : There was no difference in abnormal p53 expression between non-small cell carcinoma associat-
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Table 1. Clinical characteristics of patients with lung cancer associated with multiple primary

cancers

No, male

(No. female)

Age, yrs  Smoking, pyr Syn.* Meta.** Primary’ Secondary® Survival, mon

NSCLE 14(2) 63.3£84 31.6%18.6 8 4 12 82+24
SCLC 3(1) 61.4+3.5 35.0%187 2 2 2 6.31+2.6
Total 17(3) 62.8+7.7 32.3+18.2 10 6 14 7.8+1.9

* Syn. . synchronous, **Meta. | metachronous

YPrimary : lung cancer as primary lesion, *Secondary : lung cancer as secondary lesion.
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Fig. 1. Clinical stage of NSCLC associated with
multiple primary cancer(MPC) and pri-
mary lung cancer(PLC).
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Grade 1 Grade 2 Grade 3

Fig. 2. The degree of differentiation in NSCLC
associated with multiple primary cancer
(MPC) and primary lung cancer(PLC).
Grade 1=well differentiated, Grade 2=
moderately differentiated, Grade 3=
poorly differentiated.
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Fig. 3. Abnormal p53 expression of NSCLC as-
sociated with multiple primary cancer
(MPC) and primary lung cancer(PLC).
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