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Pupose: Telomerase activiy is generally absent in primary
cel culures end namrel tissues. Tekomerase B known to be
induced upon immortalzation or maignant transformation of
human cele. Telormerase activity can be increased in im—
mefure hmphooytes and activated hmphooytes, but it & not
detected in the peripheral blocd of normal persons. The
authors analyzed peripheral blood telomerase from patients
of gestic cancer to evaluate the possibility of wsing it for
diagnosis and as a prognostic factor.

Materigs and Methods: We cblained blood samples from
1 inflammetory patients end 64 gestic cancer patients. The
telomerese activity wes messured using the [FCR-ELISA]
method. The resuls were comelated with the T, N, M stage,
cell differentiation, vascular, neural, and kmphatic invasion,
tumar size, and tumor location.

Results’ In the 11 inflammeatory patients, telomerase activty
wee not detected while in the gastic cancer patients, a
posiive rate of 221% wes noted. The peripherd telomerase
activity wes not related wih tumor size, tumaor ste, brmphatic
and vescular invasion, stage, or histologic differentiation.
Conclusion' The periphera blocd telomerase activity for
petients of gestric cancer can ke Ulized a8 a marker for
the disgnosi of not only advanced geshic cancer, but ako
reletively earty stage gashic cancer, but not e a progncstic
factor. (J Korean Gastric Cancer Assoc 2003:3-201-205)
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Table 1. Characteristics of necplastic & non-neoplastic patients

Neoplastic Non-neoplastic
Number 64 11
Mean age 5621130 5511226
Male : Female 191 1:12
Stage
1A 24 (37.5%)
B 11 (17.2%)
I 13 (203%)
A 8 (12.5%)
B 0
v 8 (12.5%)
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Fig. 1. The distributicn of telomerase activity in control and pati-
ents with inflamation, EGC, and AGC
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Table 2. Positive mate of telomerase activity in 64 gastric cancer

Table 4. Positive rate of telomerase activity according to the lym-

patients patic, neural & vascular invasion & the stage
Positive Negative Total Positive Negative  p-value
18 (28.1%) 46 (71.9%) 64 Lymphatic invasion 603
None 11 (269%) 30 (73.1%)
Mild 5 (263%) 14 (737%)
Severe 2 (50%) 2 (50%)
Table 3. Posiﬁve‘ratelof tt.?lomeEr?]s; agiﬁ\;g CEjlcord:ing to the mean Vascrlar invasion 650
tumor size, location, None 13 (283%) 33 (71.7%)
Positive Negative P-value Mild 5 (31.2%) 11 (68.8%)
Severe 0 2 {100%)
Mean tumor size 3.73+2.18  4.00+2.25 670 Neural invasion 988
Site 281 None 12 (28.6%) 30 (7LA%)
Upper thids 2 66.7%) 1 (33.3%) 3 (100%) Mild 5 (278%) 13 (72.2%)
Middle thirds 3 (214%) 11 (78.6%) 14 {100%) Severe 1 (25%) 3 (75%)
Lower thids 13 27.7%) 34 (72.3%) 47 (100%) Stage 904
1A 6 (25% 18 (75%
EGC 9 (33.3%) 18 (66.7%) 27 (100%) 304 & 4 53593’;) 7 Essz;)
AGC 9 (243%) 28 (75.7%) 37 (100%) o e
Total 18 (28.1%)} 46 (T1.9%) &4 (100%) 1 3 @3.1%) 10 (76.9%)
° o ol ’ A 2 (25%) 6 (75%)
EGC = early gastric cancer, AGC = advanced gastric cancer. B 0 0
v 3 (37.5%) 5 (62.5%)
Histology o2
o7} 119 5 % ool Qigieh 94 BAE 64 5 18 Diffoentated & (2%) 17 (68%)
ol ok o8 JEh B ok E-L 28.1%% tHTable 2). 29 (744)
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