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Expression of Fragile Histidine Triad (FHIT) Gene Product in the Uterine
Cervical Carcinoma

Sang-Joon Lee, M.D., Chang-Jin Kim,” M.D.
Sungkyunkwan University, School of Medicine, Kangbuk Samsung Hospital, Department of Obsterics and
Gynecology, Soonchunhyang University, College of Medicine, Department of Pathology”

To investigate the involvement of expression of the Fragile Histidine Triad(FHIT) gene product
in the process of carcinogenesis and progression in cervical carcinoma, we examined its expression
by immunohistochemical method in 15 cervical invasive carcinomas, 10 low grade cervical
intraepithelial neoplasias(CINs) and 30 high grade CINs(CINII and III). We detected expression of
FHIT gene product in 4 of 15(27%) of invasive carcinomas, 3 of 10(30%) low grade CIN and 7
of 30(23%) of high grade CIN, while we detected expression of FHIT gene product in 28 of
45(62%) normal and metaplastic epithelium near the tumor. These data indicate that loss of
expression of FHIT gene product has some role in the early tumorigenesis of uterine cervical
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carcinoma, but not the consequence of the pregression of the tumor
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Fig 1. Normal stratified squamous epithelium shows
strong positive reaction for Fhit in the basal and
parabasal cefls(peroxidase, ABC)

Fig 3. CINIl chows decreased Fhit expression
(peroxidase, ABC)

Fig 2. Squamous metaplastic cells show strong
positive reaction for Fhit(peroxidase, ABC)
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Fig 4. Invasive squamous cell carcinoma shows
negative reaction for Fhit{peroxidase, ABC)
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Table 1. Expression of Phit in CIN and Invasive Carcinoma

Fhit Reactivity . .
(No.) Positive(No.) Negative(No.) Fhit Negative(%)
Normal(45) 28 17 38
CIN 1(10) 3 7 70 (p <0.005)
CINIK(13) 4 9 69
CINIII(17) 3 14 82
Invasive Ca.(15) 4 1 73 (p <€0.005)
Kerat. type (3) 1 2 67
LC-Nonkeratin. type(5) 2 3 60
Intermediate type(5) 1 4 80
small cel! type(2) 0 2 100

Ca.: carcinoma Kerat.: keratinizing No.. Numbers LC-Nonkeratin.: large cell nonkeratinizing
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