附件2：

论文摘要格式要求
论文标题：中文稿用黑体（四号，居中），英文稿用Arial（四号，居中）。

作者和单位：中文稿用宋体（小四号，居中），英文稿用Times New Roman字体（小四号、居中）。

摘要：中文稿用宋体（小四号，两端对齐），英文稿用Times New Roman（小四号，两端对齐）。

关键词：中文稿用宋体（小四号，两端对齐），英文稿用Times New Roman（小四号，两端对齐）。

通信作者及邮箱：中文稿用宋体（小四号，两端对齐），英文稿用Times New Roman（小四号，两端对齐）。

示例：

A frizzled-like cysteine-rich domain in glypican-3 mediates Wnt binding and regulates hepatocellular carcinoma tumor growth in mice
Na Li*, Liwen Wei*, Xiaoyu Liu*, Hongjun Bai, Yvonne Ye, Dan Li, Nan Li, Ulrich Baxa, Qun Wang, Ling Lv, Yun Chen, Mingqian Feng, Byungkook Lee, Wei Gao and Mitchell Ho

Key Laboratory of Human Functional Genomics of Jiangsu Province, School of Basic Medical Sciences, Nanjing Medical University, Nanjing, Jiangsu 211166, P.R. China.
Abstract Wnt signaling is one of the key regulators of hepatocellular carcinoma (HCC) tumor progression. In addition to the classical receptor frizzled (FZD), various co-receptors including heparan sulfate proteoglycans (HSPGs) are involved in Wnt activation. Glypican-3 (GPC3) is a HSPG that is overexpressed in HCC and functions as a Wnt co-receptor that modulates HCC cell proliferation. These features make GPC3 an attractive target for liver cancer therapy. However, the precise interaction of GPC3 and Wnt, and how GPC3, Wnt and FZD cooperate with each other, are poorly understood. In this study, we established a structural model of GPC3 containing a putative FZD-like cysteine-rich-domain (CRD) at its N-terminal lobe. We found that F41 and its surrounding residues in GPC3 form a Wnt-binding groove that interacts with the middle region located between the lipid thumb domain and the index finger domain of Wnt3a. Mutating residues in this groove significantly inhibited Wnt3a binding, β-catenin activation, and the transcriptional activation of Wnt-dependent genes. In contrast with the heparan sulfate (HS) chains, the Wnt-binding groove that we identified in the protein core of GPC3 seemed to promote Wnt signaling in conditions when FZD was not abundant. Specifically, blocking this domain using an antibody inhibited Wnt activation. In HCC cells, mutating residue F41 on GPC3 inhibited activation of β-catenin in vitro and reduced xenograft tumor growth in nude mice compared with cells expressing wild-type GPC3. Conclusion: Our investigation demonstrates a detailed interaction of GPC3 and Wnt3a, reveals the precise mechanism of GPC3 acting as a Wnt co-receptor, and provides a potential target site on GPC3 for Wnt blocking and HCC therapy.
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