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Abstract: Objective To investigate the expression of high mobility group protein 1 (HMGB1) and hypoxia
inducible factor 1A (HIF1a) in papillary thyroid carcinoma and its significance. Methods The expression of HMGBI
and HIF1a in 120 patients with papillary thyroid carcinoma (tumor group) and its corresponding para-cancerous
tissue (non-cancerous tissue group) was detected by immunohistochemistry. The difference between the expression of
HMGBI1 and HIF1a in the two groups was compared, and the relationship between the expression of the two groups
and the pathological features of the patients with papillary thyroid carcinoma was analyzed. Results The positive
expression rates of HMGBI1 in PTC tissues and adjacent tissues were 65% and 35%, respectively. The difference was
statistically significant by x * test ( x "= 8.067, P = 0.005), the positive expression rate of HMGB1 in PTC tissues was
higher than that in adjacent tissues. The positive expression rates of HIFla in PTC tissues and adjacent tissues were

59.2% and 40.8%, respectively. The positive expression rate of PTC was higher than that of adjacent tissues ( x = 9.6,
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P =10.002). Correlation analysis showed that HMGB1 was positively correlated with HIF1a expression in PTC tissues

(r =0.495, P = 0.014). The expression of HMGBI in patients with different tumor sizes, tumor numbers, lymphatic

metastases and clinical stages were statistical different (P < 0.05). Similarly, the high expression of HIFla was also

significantly different from patients with different tumor size, tumor number, lymphatic metastasis and clinical stage

(P < 0.05). There were significant differences in tumor size, tumor number, lymphatic metastasis and clinical stage

(P < 0.05). Conclusions HMGB1 and HIF1a are associated with proliferation and metastasis of papillary thyroid

carcinoma. It may be an important molecule in the development of papillary thyroid carcinoma. The further study of

the relationship may provide a potential molecular target for inhibiting tumor proliferation and metastasis.

Keywords: thyroid neoplasms; adenocarcinoma; thyroid cancer, papillary; HMGB1 protein; hypoxia-inducible

factor 1, alpha subunit; neoplasm metastasis; cell proliferation
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