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研究成果の概要（和文）： 細胞極性制御因子・癌遺伝子であるaPKCの子宮頸癌および子宮頸部上皮内病変
（SIL）における発現様式を解析し，aPKCの子宮頸癌の発癌と進展に及ぼす影響と子宮頸癌バイオマーカーや治
療標的への応用の可能性を検証した．
 子宮頸癌，SILの一部ではaPKCが過剰発現または核に異常局在していた．aPKC核局在型の子宮頸癌は細胞質局在
群に比較して有意に予後不良であった．aPKC過剰発現または核局在型のSILはより高度な病変に進展する傾向が
あった．核aPKCを強制発現させた子宮頸癌細胞株では浸潤能が亢進していた．
aPKC，特に核局在aPKCは子宮頸癌の癌化と進展に関与していることが示唆された．

研究成果の概要（英文）： The aim of the study was to explore the role of aPKC,  a cell polarity 
regulator as well as a oncogene,  in development and progression of cervical cancer.  For this 
purpose, the expression patterns of aPKC were assessed  in cervical cancer and its precursor lesion 
(SIL). 
  In a part of cervical cancer and SIL, aPKC over-expressed or aberrantly located in nucleus. The 
prognoses of the cervical cancer patients with nuclear aPKC were significantly poorer than the 
patients with cytoplasmic aPKC. Furthermore, over-expression of aPKC and nuclear localization in low
 grade SIL were  risk factor of progression to higher grade of SIL. In addition, cervical cancer 
cell lines with forced expression of aPKC in nucleus showed higher invasive capacity than aPKC 
knock-down cells. 
 Our study suggested the implication of aPKC in oncogenesis and progression of cervical squamous 
carcinoma.

研究分野：産婦人科

キーワード： aPKC　子宮頸がん　子宮頸部異形成
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