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Purpose: E2F3 is important for cell cycle regulation and DNA replication.
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Recent studies have reported that members of the E2F family can play | 2Z4 - Z7|AM'. #EA . of&it
specific and diverse roles in the tumorigenesis of human malignancies, | =2fd€ - 27(Y - M - 22

and the E2F3 expression appears to provide a growth advantage to tumor =
cells by activating cell proliferation in bladder tumors. We studied the
prognostic significance of E2F3 expression in bladder cancer.

Materials and Methods: We examined the expression of E2F3 with using
immunohistochemical staining in the tumor samples from 109 patients xi
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suffering with bladder cancer, and we analyzed the prognostic significance RHENQIR} : 2005 10 252

of E2F3 according to the grade, stage, recurrence and progression of

bladder cancer.

Results: We found positive staining for E2F3 in 23 cases (21.1%). The E2F3
expression was correlated with the tumor stage (superficial vs. invasive,

p<0.001) and the tumor grade (p=0.001). The E2F3 expression was not | H&XMAL =EES

correlated with the recurrence and progression of superficial bladder
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Conclusions: In this study, our results showed that the E2F3 expression & 471-701
was observed in a portion of the bladder cancer specimens. These results TEL: 031-560-2374
suggest that E2F3 may contribute to the development of bladder cancer, FAX: 031-560-2372
but it may not play a role as a prognostic factor of bladder cancer. (Korean E-mil hy?%l)(rio ke
J Urol 2006;47:75-79) yanoo.o.
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Key Words: E2F3 transcription factor, Bladder cancer 22 7IZAHez HTEUS.
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Fig. 1. Immunohistochemical staining for E2F3 in bladder cancer. (A) Diffuse staining for E2F3 in the nucleus of the tumor cells (hema-
toxylin counterstain, x400). (B) Negative staining for E2F3 in the nucleus of the tumor cells (hematoxylin counterstain, x400).



Table 1. Relationship of the E2F3 expression with superficial and
invasive bladder cancer
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Table 3. Relationship of the E2F3 expression with recurrence of
superficial bladder cancer

Stage E2F3 (+) E2F3 (-) E2F3 (+) E2F3 (-)
Ta 2 29 Recurrence (+) 5 38
T1 8 45 Recurrence (-) 5 36
Subtotal (superficial) 10 74

Total 1 4
™ 10 otal 0 7
T3 2 3 p=0.936
T4 1 3
Subtotal (invasive) 13 12
Table 4. Relationship of the E2F3 expression with the progression
p<0.001

Table 2. Relationship of the E2F3 expression with the grade of
superficial and invasive bladder cancer

Grade E2F3 (+) E2F3 (-)
Grade 1 6 56
Grade 11 9 21
Grade III 8 9
Total 23 86
p=0.001
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Wgek 1098 F 2349 (21.1%)01 A4 E2F37F 2d " A
2 UEth (Fig. 1). 2R3 BA44 o%4 848 =

A Fgoz YEY 119%9] YHES Byoy, &4
z27 258 F 13 NA FHOE e 525%] FAEE
Ueldo] A4 RO J&A gl fFostAl
o] A YeEt (p<0.001, Table 1).
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178 = 82 47.1%) = JEh 31571 F718 45 E2F39)
A 7V Y (p=0.001, Table 2).
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of recurrent superficial bladder cancer

E2F3 (+) E2F3 (-)
Progression (+) 2 13
Progression (-) 3 25
Total 5 38

p=1.000

1.000, Table 4).
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