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Correlation of Neovascularization, Lymph Node Metastasis
and p53 Expression in Squamous Cell Carcinoma of Lung

Young Sik Kim, M.D.,, Dong Hwan Shin, M.D.*, Young Bae Kim, M.D.
and Kyoung Young Chung, M.D.*

Department of Pathology, Inha and Yonsei® University College of Medicine
and Department of Chest Surgery, Yonsei University College of Medicine™

Tumeor growth and metastasis require neovascularization which is a process of generat-
ing new capillary blood vessels. So, inhibition of neovascularization may provide therapeu-
tic potential to patients having angiogenesis-denpendent cancer and accurate estimation of
it can be used to predict prognosis of them. In histologic sections, neovascularization
{angiogenesis) is determined by intratumoral microvessel density. Also, p53 is a tumor-sup-
pressor gene found on chromosome 17p, and alterations(missense mutation or deletion)
within the coding sequences of the gene are among the most frequent genetic changes de-
tected in human neoplasms. The mutated product of p53 is a protein with abnormal con-
formation, impaired DNA-binding, and prolonged half-life, the latter of which results in
immunohistochemically detectable levels within nuclei in nearly all neoplasms showing p53
gene mutation.

To investigate the interrelationship between tumor neovascularization, clinical stage,
lymph node metastasis, and p53 expression rate in squamous cell carcinoma of lung, which
is one of leading cause of cancer death in Korea, we analyzed 54 cases by counting the
number of microvessel and expression rate of p53 which were immunohistochemically
stained. Lymph node metastasis group showed higher neovasularization than metastais
free one(p=0.008), and microvessel counts increased with increasing clinical stage. Howev-
er, pb3 expression rate is statistically insignificant between two groups(p=0.86). Also,
neovascualrization was not correlated with p53 expression rate. Thus, neovascularization in
squamous c¢ell carcinoma of lung may be a valuable parameter of prognosis and these
results support the idea that inhibition of angiogenesis can be a therapeutic method in
squamous cell carcinoma of lungd. And, p53 expression rate in squmous cell carcinoma of
iung is independent of other prognostic factors such as clinical stage, and presence or
absence of lymph node metastasis.
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Fig. 1. Angiogenesis and p53 expression in squamous cell carcinoma of the lung. A: There is low
microvessel density in tumor with no lymph node metastasis. B: There is increased microvessel
density in tumor with lymph node metastasis. C: No lymph node metastasis group, Tumor cells
show moderately increased p53 expression rate. D: Lymph node metastasis group, Tumor cells
show highly increased p53 expression rate.(ABC stain, A,B,C: X200, D: x100),
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Fig. 2. Microvessel density accordinfg to the clinical stage of squamous cell carcinoma of

the lung.
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Fig. 3. Microvessel density according to presence or absence of lvmph node metastasis in

squmous cell carcinoma of the lung.
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Fig. 4. p53 expression rates according to the clinical stage of squamous cell carcinoma of
the lung.
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Fig. B. p53 expression rates according to presence or absence of lymph node metastasis in

squamous cell carcinoma of the lung,
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Fig. 6. Scatter diagram shows p53 expression rate versus angiogenesis of squamous cell

carcinoma of the lung.
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