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Fig. 1. Percentage of patients with synchronous polyps
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Table 1. Dose, duration and cause of aspirin or warfarin administration

Aspirin Warfarin
(n=41) (n=16)
Dose (mg) 100 5
Duration (yrs) 5.8 5.9
Cause of administration
CAOD= 30 (73.2%) 0 (0.0%)
VHDt 0 (0.0%) 11 (68.8%)
Atrial fibrillation 1 (2.4%) 4 (25.0%)
CVAT 5 (12.2%) 1(6.2%)
Others§ 5 (12.2%) 0 (0.0%)

* CAOD: coronary artery obstructive disease
T VHD: valvular heart disease

T CVA: cerebrovascular accident

§ Others: hypertension etc



Table 2. Main symptom on admission

Aspirin Warfarin Control* D
(n=41) (n=16) (n=171)
Gross bleeding
Melena 3 3 6
Hematochezia 17 10 50
Bloody tingled stool 2 0 11
Subtotal 22 (563.7%) 13 (81.3%) 67 (40.4%) 0.004"
Non-Bleeding
Anemia 4 1 4
Constipation 5 1 17
Diarrhea 1 0 10
Stool diameter change 1 0 13
Abdominal pain 7 0 43
Check-up 1 1 11
Others 0 0 1
Subtotal 19 (46.3%) 3 (18.7%) 99 (59.6%)

* Missing data in 5 cases
T Warfarin vs control

10



Table 3. Baseline characteristics of patients

Aspirin Warfarin Control D

(n=41) (n=16) (n=171)
Age (yrs) 67.4 63.7 66.3 -
Sex M/F (male %) 32/9 (78%) 12/4 (75%) 132/39 (77%) -
WBC (/ul) 7472 + 2467  TAT6 + 2322 7850 + 2769 NS
Hb (g/dD) 11.7+ 2.8 9.6 £ 3.7 11.5+25 0.04x*
Platelet (x 1000/ul) 268 + 80 284 + 97 282 + 88 NS
PT (INR) 1.01+0.31  2.93+1.97 0.95+0.11  0.001+
PTT (sec) 32.3+5.7 42.2 +11.7 32.8+3.7 0.003
Preoperative 21.4+46.1 12.9 £ 26.3 129 £ 780 NS

CEA (ng/ml)

NS: non-significant

* Warfarin vs control

T INR: international normalized ratio
T Aspirin vs warfarin

11
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Table 4. Characteristics of colon cancer

Aspirin Warfarin Control D
(n=41) (n=16) (n=171)
Location (%)
Cecum 1(2.4%) 0 (0.0%) 3(1.8%) NS
Ascending 8 (19.6%) 2 (12.5%) 25 (14.5%) NS
Transverse 1(2.4%) 0 (0.0%) 12 (7.0%) NS
Descending 1(2.4%) 0 (0.0%) 7 (4.1%) NS
Sigmoid 10 (24.5%) 9 (56.2%) 42 (24.6%) NS
Rectum 20 (48.7%) 5 (31.3%) 82 (48.0%) NS
Size (cm) 5.3 x3.7 4.7x 2.9 5.6 x 3.9 NS
Pathology (%)
Adenocarcinoma, W-D 5 (12.5%) 2 (14.3%) 31 (18.2%) NS
Adenocarcinoma, M-D 30 (75.0%) 11 (78.6%) 125 (73.5%) NS
Adenocarcinoma, P-D 4 (10.0%) 1(7.1%) 3 (1.8%) NS
Others 1(2.5%) 0 (0.0%) 11 (6.5%) NS
Stage (%)
Duke A 2 (4.9%) 1 (6.3%) 20 (11.7%)
B1 6 (14.6%) 0 (0.0%) 15 (8.7%) NS
B2 10 (24.4%) 3 (18.7%) 39 (22.8%) NS
C1 0 (0.0%) 1 (6.3%) 7 (4.1%) NS
C2 17 (41.5%) 10 (62.4%) 46 (27.0%) NS
D 6 (14.6%) 1 (6.3%) 44 (25.7%) 0.049=
No. of LN involvement 1.3+£1.7 20+ 2.4 1.7+ 3.8 NS
Circumference (%) 67 + 26 70 + 21 80 + 24 0.035°

NS: non-significant

* Warfarin vs control

T Circumference of bowel lumen involved by cancer
T Aspirin vs control

14



Table 5. Number of patients with synchronous polyps and mean number

of synchronous polyps

Aspirin Warfarin Control* D
(n=41) (n=16) (n=171)
A: Total syn polyps 28 15 237 -
B: No. of patients 14 (34.1%) 8 (50%) 75 (53.6%)  0.029"
with syn polyp (%)
A/n* 0.68+1.49 0.93+1.34 1.69+250 0.008"
A/BS 200+200 1.87+1.35 3.16 +2.66 NS

NS: non-significant
* Missing data in 31 cases
T Aspirin vs control

T Total synchronous polyps divided by the number of each group

§ Total synchronous polyps divided by the number of patients with

synchronous polyps

15
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Figure 1. Percentage of patients with synchronous polyps.
percentage of patients with synchronous polyps

(34.1%) was lower than that of control

P <0.029

53.
50.
6
34. 0
1
(n=41) (n=16) (n=171)
Aspirin Warfarin Control

significance (53.6%, p=0.029).
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P<0.008

(n=41)(n=16)  (n=16) (n=8)  (n=171) (n=75)

Aspirin Warfarin Control

A: Total synchronous polyps divided by the number of each group
B: Total synchronous polyps divided by the number of patients with
synchronous polyps

Figure 2. Mean number of synchronous polyps. Mean number of
synchronous polyps in aspirin group (0.68) was lower than that of
control group (1.69) with statistical significance (p=0.008) when total
synchronous polyps were divided by the number of each group (A), but
not significant when divided by the number of patients with
synchronous polyps (B).
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Table 6. Initial treatment of colon cancer

Aspirin Warfarin Control

(n=41) (n=16) (n=171)
Operation (%) 34 (82.9%) 11 (68.9%) 140 (81.9%)
Chemotherapy (%) 2 (4.9%) 2 (12.5%) 7 (4.1%)
Radiotherapy (%) 0 (0.0%) 1(6.2%) 1 (0.6%)
CCRTx (%)* 0 (0.0%) 1(6.2%) 13 (7.6%)
Others (%)" 5 (12.2%) 1 (6.2%) 10 (5.8%)

NS: non-significant
* Concurrent chemoradiotherapy
T Refusal of treatment etc

18
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Abstract

Characteristics of colon cancer in patients

taking aspirin or warfarin

Sung Jae Shin

Department of medicine
The Graduate School, Yonser University
(Directed by Professor Won Ho Kim)

Anticoagulants and antiplatelet agents are commonly used for
prevention of cardiovascular and cerebrovascular diseases.
Because of the bleeding tendency of aspirin and warfarin, these
drugs can increase the chance of gastrointestinal hemorrhage in
patients with colon cancer. Also, aspirin was recently found to
have chemopreventive effects on colon cancer and polyp by
inhibiting cyclooxygenase—2 enzyme. Therefore we evaluated
whether the bleeding symptoms related with aspirin or warfarin
could be a clue to early diagnosis of colon cancer, and also
assessed the effect of aspirin on synchronous polyps in colon
cancer patients.

41 and 16 patients taking aspirin (aspirin group) and warfarin
(warfarin group) respectively were enrolled, and 171 patients
were matched according to age and sex for control (control
group). We investigated the difficulties in main symptom,

laboratory findings, location, mass size, stage, number of LN
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involvement, circumference of bowel lumen involved by cancer
and synchronous polyps among three groups.

The incidence of bleeding in warfarin group (81.3%) was
higher, and Hb level was lower (9.6 g/dl) compared to control
group (40.4%, p=0.004) (11.5 g/dl, p=0.04). PT & PTT were
more prolonged in warfarin group (2.93, 42.2 sec, respectively)
than aspirin group (1.01, 32.3 sec, respectively) and control
group (0.95, 32.8 sec, respectively) with statistical significance.
Among three groups, location, mass size and number of LN
involvement were not different. As to cancer stage, the cases of
Duke stage D in warfarin group (n=1, 6.3%) were fewer than
control group (n=44, 25.7%) (p=0.049). The circumference of
bowel lumen involved by cancer in aspirin group (67%) was
lower than control group (80%) (p=0.035). The percentage of
patients with synchronous polyps and mean number of
synchronous polyps in aspirin group (34.1%, 0.68, respectively)
was lower than that of control group (53.6%, 1.69, respectively)
(p=0.029, 0.008, respectively).

Although bleeding was more frequent in warfarin and aspirin
group, the symptoms related with aspirin and warfarin had no
effects on early diagnosis of colon cancer. But, aspirin may have
a role to suppress development of synchronous polyps in colon

cancer patients.

Key Words: colon cancer, synchronous polyp, aspirin, warfarin,

bleeding, early diagnosis, chemoprevention
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