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Background/Aims: Early detection of polyp is important for the prevention of colorectal cancer (CRC). There have been few
studies to investigate the relationship between colorectal adenoma and family history of CRC (FHCRC) in Korea. The aim
of this study was to identify the relationship between colorectal adenoma and FHCRC.

Methods: Between March 2009 and September 2010, 225 patients with adenomatous polyps were included. Their medical
records with clinical history and size, numbers, histology of polyps were reviewed. Immunohistochemical staining using Bcl-2,
Bax, p-AKT, NF-xB, and B-catenin antibodies were performed. We compared the histology of adenoma and expression of im-
munohistochemical staining according to the existence of FHCRC.

Results: The incidence of colorectal adenoma increased in case of FHCRC (p=0.029). In patients with FHCRC, the mean age
of patients was 49 years old and younger than patients without FHCRC. In addition in patients with FHCRC, the incidence
of advanced adenoma was significantly higher than in patients without FHCRC (p=0.001). The expression of Bax was significantly
lower in patients with FHCRC than without FHCRC (p=0.046).

Conclusions: There was a tendency for polyp to develop in their younger ages and to be more advanced adenomas in patients
with FHCRC. The low expression of Bax, tumor suppressor gene, might be associated with the development of polyps in patient
with FHCRC. Therefore, patients with FHCRC may be better to start screening colonoscopy earlier than patient without FHCRC.
(Korean J Gastroenterol 2012;60:36-41)
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Table 1. The Relationship of Colonic Adenoma with Family
History of Colorectal Cancer

Family history of Colonic adenoma

p-value
colorectal cancer Yes (n=225) No (n=898)
Yes (n=47) 11 (35.5) 20 (64.5) 0.029
No (n=1,076) 214 (19.6) 878 (80.4)

Values are presented as n (%).

Table 2. Characteristics of the Patients with Colonic Adenoma
according to Family History of Colorectal Cancer

Family history of
colorectal cancer

p-value
Yes (n=11) No (n=214)
Age (yr) 49.0+9.4 55.9+10.0 0.023
Sex (male/female) 9/2 162/52 0.667
Body mass index (kg/mz) 244421  24.4+2.2 0.897
Polyp number 0.594
<2 9 (81.8) 159 (74.3)
35 2 (18.2) 44 (20.6)
>6 0 (0.0) 11 (5.1)
Polyp size (mm) 0.405
<5 4 (36.4) 96 (44.9)
5< and <10 4 (36.4) 96 (44.9)
10< 3 (8.9) 19 (8.9)
Histology 0.001
Tubular adenoma 8 (72.7) 207 (96.7)
Villous adenoma 3 (27.3) 7 (3.2)
Dysplasia 0.001
Low grade 10 (90.9) 214 (100.0)
High grade 1(9.1) 0 (0.0)

Values are presented as meanSD, n, or n (%).

M
i
o
o
rlr
b
X
=

a4

2 o

1o oX

ok [
o,
1o
=i
22!

J

W)
AN
fr
rhot
X
ofN

o
o ot ok,
re
o F

o i

ox

e

1o

[EEN

[EEN
X oH

u=)
18
BN

fot o AN et
_l_?_l', o, 4
we BN = ofN
‘
|o
il
r>~
e
ot
2
)
o
o
ofN
1o
oo,
o
2
g #2
ol

f

rek
U ox
o, Mk

o
=
i1
i)
lo o
=
I
u
N,
ox N
iy
A%
2
ofk
=
o
i

ko
o

o5 7] ¢J3] McNemar 73
o W HEHe] W R} e Ao

3] generalized estimating equation &4 7]

o=k

o]

9]

=

D

[oN

t

b

(0]

123
i
>,
o2t
ok
of vy
RV 441

N
i
=
K
XN

£ of

e
tlo
i1t
>,
ok
38

N
=
>
o,
3
—
=)
<
>

e
%2
Koo
o,
ofN
N
N
o1
of.
o,
=)
o
>
ob
[0 w
b
=~
L

AT
o
L]
ALY
rok
B3
ol
N
[o0]
of.
rlo
~|
5
i F
ox
i
Aty
&
i of A

o
ox M,

jn i)

o
N

LU

o2 |o

oN H om oo
o,

i

. O

o

ok

N

N,
)
wW
W
—
o
=
S
Hu
N
(B
1o
re
-
o
Jo

b
Rl
&

%, 2

o
5o
o
0 £
>
o,
o
>
o2
T
N
%
o
SN 3R re rlo ¥ &

rir
o,
o
L
2

SAF LAl AudA 7t

of

_?i.‘
xR

0.029) (Table 1).

S
I

(0)a]

_
—_

r d
o,
o,
(i
% yo 1A
gt
0 1% ol of

oo F
F

rlr am

=
ol
Al
o,
ofk
o,
[
ofN
o,
it
oZ,
ot T
ﬁlé@;
il
o,
dir
3/
&
H
(o)
c.
(0]
N

Table 3. Characteristics of Colonic Adenoma according to Family
History of Colorectal Cancer

Family history of
colorectal cancer

p-value
Yes (n=36) No (n=40)
Polyp size (mm) 0.386°
<5 12 (33.33) 17 (42.5)
5=< and <10 17 (47.22) 12 (30.0)
10=< 7 (19.44) 11 (27.5)
Histology 0.304°
Tubular adenoma 29 (80.56) 35 (87.5)
Villous adenoma 7 (19.44) 5 (12.5)
Dysplasia >0.050"
Low grade 35 (97.22) 40 (100.0)
High grade 1 (2.78) 0 (0.0)

Values are presented as n (%).
“Analyzed by generalized estimating equation, IDanalyzed by pe-
nalized maximum likelihood.
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Fig. 1. Immunohistochemical expression of Bax in patient with family
history of colorectal cancer. The picture showed lower expression
than those of control group (H&E, x100).

Bax, Bcl-2-associated X protein.

Table 4. Immunoexpressions of B-catenin, Bax, Bcl-2, NF-kB p65,
p-AKT of Colonic Adenoma according to Family History of Colorec-
tal Cancer

Patient group Control group

(n=36) (n=40) ~ Pvalue
B-catenin Positive 32 (88.9) 33 (82.5) 0.966
Negative 4 (11.1) 7 (17.5)
Bax High 28 (77.8) 38 (95.0) 0.046
Low 8 (22.2) 2 (5.0)
Bcl-2 High 22 (61.1) 25 (62.5) 0.627
Low 14 (38.9) 20 (50.0)
NF-kB p65  Positive 18 (50.0) 20 (50.0) 0.610
Negative 18 (50.0) 20 (50.0)
p-AKT High 30 (83.3) 36 (90.0) 0.098
Low 6 (16.7) 4 (10.0)

Values are presented as n (%).

Bax, Bcl-2-associated X protein; NF-kB p65, nuclear factor kappa
B p65; p-AKT, phosphorylated-AKT.

“Analyzed by generalized estimating equation.
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Fig. 2. Immunohistochemical expression of Bax in patient without
family history of colorectal cancer. The picture showed higher
expression than those of patient group (H&E, x100).

Bax, Bcl-2-associated X protein.
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