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Abstract Objective: The objective of this research is to study the serum level of the high-mobility group protein B1 (HMGB1)
in human ovarian tumor (OvCa) and in a healthy control. This study also aims to identify different HMGB1 levels before and after sur-
gery and to explore the inhibitory effect of HMGBI1 gene silencing in the proliferation and invasion ability of OvCa. Methods: En-
zyme-linked immunosorbent assay was used to measure the serum level of HMGB1 in OvCa patients and healthy subjects. Lentivirus
vector with HMGB1 shRNA was constructed and used to infect OvCa cells. The expressions of HMGB1 mRNA and protein were test-
ed by real-time PCR and Western blot. Cell proliferation was detected using the Cell Counting Kit-8 assay, whereas cell invasion and
migration were detected by Transwell assay. Results: The serum level of HMGB1 was more elevated in patients with malignant diseas-
es compared with individuals with benign diseases and the control groups. In the malignant group, the serum level of HMGBI de-
creased noticeably after therapy. Down-regulation of HMGBI1 expression resulted in the inhibition of the biological behavior and metas-
tasis of ovarian cancer cells. Conclusion: HMGBI1 is closely associated with clinicopathologic features of OvCa. Knockdown of
HMGBI expression can significantly inhibit cell proliferation, cell migration, and cell invasion of OvCa. These findings indicate that
HMGBI can function as a therapeutic target for ovarian neoplasm in the future.
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Table 1  Comparison of HMGBI content in clinical cases with different

pathologic characteristics

Variables n HMGB1 (ng/mL) P

Age (years) 0.181
<55 18 97.09+73.35
>55 29 110.39£136.12

Pathologic type 0.850
Serous cystadenocarcinoma 24 99.33+93.17
Endometrioid carcinoma 13 101.96+86.80
Mucinous cystadenocarcinoma 10 123.98+187.89

Cell differentiation 0.886
Well 12 112.91£126.27
Moderate 11 80.92+56.86
Poorly 24 100.74+126.19

Tumor stage 0.005
Low 21 69.00+39.44
High 26 134.62+145.75

Distant metastasis 0.009
Non-metastasis 16 57.39+23.70
Metastasis 31 130.20+135.17
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