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The Significance of bcl-2 and P53 Expressions
in the Papillary Thyroid Cancer

Woong Bae Ji, M.D., Jeoung Won Bae, M.D., Sang Uk
Woo, M.D., Gil Soo Son, M.D., Jae Bok Lee, M.D., Bum
Whan Koo, M.D. and Yang-Seok Chae, M.D.'

Purpose: Papillary thyroid cancer (PTC) has a good prog-
nosis, and it's known to be related to the apoptosis of papil-
lary thyroid cancer. The expression of bcl-2 is thought to
be associated with the inhibition of apoptosis. We evaluated
the differences of bcl-2 and P53 between PTC and the con-
trol (normal tissue and benign lesion). We then analyzed
the correlation between the bcl-2 and P53 expressions and
the classic prognostic factors.

Methods: Between January 2001 and December 2005, 30
patients who underwent total thyroidectomy for the PTC
were included in this study and immunohistochemical stain-
ing was performed on the tumors.

Results: bcl-2 was expressed in 18 cases (60%) in their
PTC (P <0.05). The expression of P53 was not significantly
related with the clinicopathological factors, but P53 was ex-
pressed in 9 cases (30%) of PTC (P <0.05). The positive
staining for was noted in 18 cases (62.1%) of the PTC tis-
sue among the 30 patients, and as the TNM stage pro-
gresses, the expression rate of was significantly decrease
for 7 stage | cases (100%), for 4 stage Il cases (80%) and
for 7 stage Il cases (38.9%).

Conclusion: bcl-2 was expressed more as the TNM stage
of PTC decreases. So bcl-2 is possibly useful as a prog-
nostic factor for PTC, but further studies are needed for
confirming its significance. (Korean J Endocrine Surg 2007,
7:231-236)
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Fig. 1. Results of P53 and bcl-2 immunohistochemical stains in papillary thyroid cancer. (A) negative expression of P53 (x200). (B)
positive expression of P53 (x200). (C) negative expression of bcl-2 (x100). (D) positive expression of bcl-2 (x100).
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NoZ AlF F 22¢AQ] antimouse IgGet A-2ollA] 104 T3 =T Zroll Zpol7t glgirt. P53 vkl whad - haA
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Table 1. Comparison of P53 and Bcl2 expression among thyroid cancer, benign and normal tissues
Papillary cancer (%) Nodular hyperplasia (%) Normal tissue (%) P value
Age 44.50+£10.77 44.467+11.02 44.67+11.73 0.998
Gender 0.649
Male 3 (10.0) 3 (20.0) 2 (13.3)
Female 27 (90.0) 12 (80.0) 13 (86.7)
P53 0.005
Positive 9 (30.0) 0 (0) 0 (0)
Negative 21 (70.0) 15 (100) 15 (100)
Bcl-2 0.001
Positive 18 (60.0) 15 (100) 15 (100)
Negative 12 (40.0) 0 (0) 0 0
Table 2. P53 and bcl-2 expression according to the stage and capsular invasion
P53 Bcl-2
Positive (%) Negative (%) Positive (%) Negative (%)
TNM stage P=0.561 P=0.012
I 1 (14.3) 6 (85.7) 7 (100) 0 (0)
I 2 (40.0) 3 (60.0) 4 (80.0) 1 (20.0)
I 6 (33.3) 12 (66.7) 7 (38.9) 11 (61.1)
Extrathyroidal extension P=0.936 P=0.035
Positive 4 (44.4) 9 (42.9) 5 (27.8) 8 (66.7)

Negative 5 (55.6) 12 (57.1) 13 (72.2) 4 (333)
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Table 3. P53 and bcl-2 expression between papillary and micro-
papillary types

Papillary

Papillary (%)microcarcinoma (%) P value
Gender 1.000
Male 2 (95 1 (1L.1)
Female 19 (90.5) 8 (88.9)
Capsular invasion 0.002
Positive 13 (61.9) 0 (0)
Negative 8 (38.1) 9 (100)
P53 0.139
Positive 8 (38.1) 1 (111
Negative 13 (61.9) 8 (88.9)
Bcl-2 0.193
Positive 11 (52.4) 7 (77.8)
Negative 10 (47.6) 2 (22.2)

& m|Aqoll 4] P53 gl o] kA &2

I 11.1% (1/9)E FFell A EFAT SAZ fo42 gl
9121 (P=0.139), bel-2 & &) ;P EL A7 524% (11)21)
9} 77.8% (192 74 Aol A EgkAut o;ul ZA%
4L ellchP=0.193). kA )=t
619%)14 F-7+8 WAl %)l Il %s}a} ‘ezal
(P=0.002) (Table 3).
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Table 4. P53 and bcl-2 expression according to the AMES system

AMES
P value
High risk (%) Low risk (%)
P53 0.936
Positive 4 (30.8) 5 (294)
Negative 9 (69.2) 12 (70.6)
Bcl-2 0.042
Positive 5 (38.5) 13 (76.5)
Negative 8 (61.5) 4 (23.5)
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