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Variable n Low Cyr61  High Cyr61 P—value
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< 60 28 10 18
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Tumor size
T1 and T2 33 7 26
T3 and T4 19 10 9 0.020
Lymph node metastasis
Positive 17 9 8
Negative 35 8 27 0.030
Stage
T and II 28 4 24
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Abstract

A study of correlation between
oral squamous cell carcinoma
and expression of Cyr61

Kijoon, Kim
School of dentistry
The Graduate School

Seoul National University

There are several types of oral cancers, but around 90% are
oral squamous cell carcinoma(OSCC) which has a poor
prognosis and a high incidence of metastasis. Despite progress
in treatment technology over the past few decades, more
effective prognostic evaluation and treatment strategy are
needed to manage OSCC.

Although it has been reported that OSCC is associated with
Cyr61, the precise role of Cyr61 has not been completely
investigated. In this study, we investigated the relation between
the expression of Cyr61 and the clinicopathological factors of

patients with OSCC. We evaluated the possibility of Cyr61 for
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the marker of prognosis and the therapeutic target of OSCC.
Samples from 52 patients with OSCC were examined by
immunohistochemistry. All tumors were surgically removed at
the department of oral and maxillofacial surgery, Seoul National
University Dental Hospital, South Korea, between 1997 and
2002. Clinical data obtained from patient charts included age,
gender, smoking habits, TNM stage, and recurrence. Tumors
were staged according to the current TNM classification as
recommended by the AJCC. Tumors were re—-reviewed to
determine the histological grade. Survival was calculated from
the date of diagnosis until the date of death or last follow —up.
Immunohistochemistry was performed for investigating the
expression of Cyr61, using streptavidin—biotin peroxidase
technique. Tissues were classified into two groups which were
lower expression and higher expression of Cyr61
Relationships between Cyr61 and the various
clinicopathological factors were examined using the x 2-—test.
Survival curves were calculated using the Kaplan—Meier
method and analyzed using the log rank test. P—value<0.05 was
considered statistically significant.
Higher level of Cyr61 expression significantly correlated with
smaller tumor size (P=0.020), negative lymph node metastasis
(P=0.002), lower clinical stage (P=0.030). However, there

were no significant correlations of Cyr61 expression level with
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age, gender, smoking, histologic differentiation of cancer cells,
and recurrence. There were also no significant correlations
between Cyr61 expression and patient overall
survival. (P=0.689)

In conclusion, this study demonstrated that high Cyr61
expression in patients with OSCC significantly correlates with
smaller tumor size, negative lymph node metastasis, lower
clinical stage. These results suggest that Cyr61 might be a
negative regulator on the tumor progression and a useful target

molecule for the treatment of OSCC.

Keywords : oral squamous cell carcinoma, Cyr61,
clinicopathogical parameters, immunohistochemistry, survival
rate
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