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=Abstract= _
Telomerase Activity in Transitional Cell Carcinoma of Bladder

Dong Hyeon kee, Seung Choul Yang, Sung Joon Hong, Byung Ha Chung
and Yoon Hyung Chung

From the Department of Urology , Yonsel University College of Medicine, Seoul, Korea

‘Telomeres are the specialized structures at the end ol all eukaryotic chromosomes hal are
thought to give important functions in protecting genomic DNA  from degradation and
deleterious recombination evenls, The enzyme lelomerase maintains a constant telomere length
observed in immortalized cells, allowing unlimited cell proliteration. Various cancer cells express
telomerase aclivity. We analyzed (elomerase aclivily in bladder umors and normal tissues.
Bladder tumor tissugs and normal mucosa of 25 patients were obtained during transurethral
resection of bladder (TURD) or alter radical cystectomy. Telomerase activity was analyzed using
telomeric tepeat amplification protocol (TRAP) assay which is based on polymcerase chain
reaction (PCR) tcchnique. Twenty-three of 25 bladder tumer tissue were transilionat cell
carcinomas and temains were urothelial hyperplasia and inverted papilloma, respectively. We
obscrved telomerase activity in 22 of 23 bladder cancer tissucs (95.7%); only one did not
express telomerase activity. Telomerase activity was not detected in all normal lissues except onc,
which was obtained from a patient with carcinoma in situ. Urothelial hypclpldam and inverted
papilloma did not cxpress telomerase activity.

Our data demonstrates thal the majority of human bladder cancers obtained from patients with
transitional ccll carcinoma expressed telomerase activity whercas urothelial hyperplasia and inverted
papilloma did not. It indicates that tclomerase activity may be a important role in carcinogencsis.
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No. Paticnts

Transitional cell carcinoma

Ta 3
T1 10
T2 or higher 7
CIs i
Urothelial hyperplasia 1
Inverted papilloma 1
Total 25
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Figure. The representative results of a TRAP as-
say. Telomerase activity is detected in bladder cancer
tissues of all tumor grades and CIS but not in bladder
mucosa. Telomerase activity is tend to increase ac-
cording to tumor grade. Extracts of a T-24 human
bladder cancer cell line having telomerase activity
were used as the positive standard and lysis buffer
as the negative standard.
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Table 2. Telomerase activity in bladder mucosa
and tumor tissues

Telomerase Activity

Samples & o st S e e Total
Positive  Negative
Normal mucosa il 24 A5
Bladder TCC tissues 22 1 23
Inverted papilloma 0 1 1
Urothelial 1 1
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