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Relationship between Expression and Pathological Characteristics of Leptin and Its Receptor in Thyroid Papillary Carcinoma. Zhang Zijie.
Central Hospital of Nanyang City ,Henan 473000, China

Abstract Objective To investigate the relation ship of expression and pathological characteristics of leptin and its receptor in thy-
roid papillary carcinoma, in order to provide basis for clinical prognosis and treating PTC. Methods Sixty cases of PTC tissue samples
and 20 cases of thyroid adenoma tissue samples were collected. The expression of leptin and OB - R in PTC and thyroid adenomat issues
were detected by SP immunohistochemical staining. The positive expression of Leptin, OB - R were observed in PTC and thyroid adenoma
tissues. The expression level of Leptin and OB — R in different clinical characteristics in PTC was analysised. Results The positive rate
of OB - Rin PTC was significantly higher than that of thyroid adenoma (P =0.04). The dual expression rate in PTC(46.7% ) was signifi-
cantly higher than that of thyroid adenoma (20% ) (P =0.04). The expression level of leptin,OB — R of patients with multiple lesions,
tumor diameter=lcm, in stage Il , IV stage by TNM staged were increased significantly (P <0.05). The leptin level of patients with
lymph node metastasis was increased significantly (P <0.05), but there was no obvious relationship between OB — R expression and
lymph node metastasis (P >0.05). Conclusion The high leptin and OB — R expression exists in PTC. Dual expression is common. They
played a certain role in thyroid carcinogenesis,invasion, transfering process. If the leptin’s specific mechanism in PTC could be confirmed,
it may be a new target for prevention and treating PTC in future.
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