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近日，在Pupbeer网站上，国际知名学术打假人Hoya camphorifolia针对论文：TRIM69 inhibits cataractogenesis by negatively regulating p53（TRIM69通过负调控p53抑制白内障的发生）提出质疑，论文通讯作者：Yinghong Ji，疑为复旦大学附属眼耳鼻喉科医院教授，主任医师，博士生导师，曾获“上海市三八红旗手”称号。
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质疑信息：
2025年3月，国际著名职业学术打假人Hoya camphorifolia 在 Pubpeer 论坛发表评论：[左]图1B来自“ARHGAP17通过抑制宫颈癌中的PI3K/AKT信号通路抑制肿瘤进展并上调P21和P27表达”(郭等2019)，[右] 图 3C.
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作者目前无任何回复
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https://pubpeer.com/publications/FDB8F19554AE2645B74E1FC9157A6C
https://pubmed.ncbi.nlm.nih.gov/30844644/
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TRIM69 inhibits cataractogenesis by negatively
regulating p53
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Abstract

Ultraviolet B (UVB) irradiation can induce reactive oxygen species (ROS) production and apoptosis in
human lens epithelial cells (HLEC), thus leading to the formation of cataracts. We studied the role of
tripartite motif 69 (TRIM69) in cataract formation. The expression of TRIM69 protein was down-
regulated in both human cataract capsule tissues and HLECS treated with UVB, whereas the expression
of pS3 protein exhibited an opposite trend. Ectopic expression of TRIM69 in HLECs significantly
suppressed UVB-induced apoptosis and ROS production, whereas knockdown of TRIM69 promoted
apoptosis and ROS production. TRIM69 can interact with p53 and induce its ubiquitination. The
effects of TRIM69 overexpression in UVB-induced cell apoptosis and ROS production was clearly
weakened by p53 overexpression, thus suggesting a role for p53 in TRIM69 functions. Furthermore,
inhibition of ROS mitigated the effects of UVB irradiation on ROS production, cell apoptosis, forkhead
box protein 3a (Foxo3a) phosphorylation, and TRIM69 expression. Additionally, Foxo3a overexpression
significantly enhanced TRIM69 promoter activity, whereas Foxo3a knockdown had the opposite effect.
In conclusion, we provide the first demonstration that Foxo3a is a potential transcription factor for
TRIM69, and TRIM69 induces p53 ubiquitination. These results suggest that the Foxo3a/TRIM69/p53
regulatory network may be involved in cataract formation.
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