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Abstract

Objective: To investigate the characteristics of coagulation indexes in patients with colorectal cancer and its
clinical significance. Methods: Data of coagulation index collected from 153 colorectal cancer patients were
statistically analyzed. Results: Among 153 cases of colorectal cancer, 113 cases (73.86%) of patients were with
blood hypercoagulability, in which 98 cases (86.72%) with D-D increased, S8 cases (51.33%) with PLT elevated,
34 cases (30.09%) with FIB elevated, 6 cases (5.31%) with APTT shortened, 4 cases (3.54%) with PT shortened;
47 cases (41.59%) with two abnormal indexes, in which 32 cases (28.32%) with PLT, D-D increased; 18 cases
(15.66%) with three or more abnormal indexes, in which 15 cases (13.27%) with PLT, FIB and D-D increased.
PLT, FIB levels in the >60 years group were higher than those in the <60 years group (P<0.05); there was no
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statistically significant difference in gender (P>0.0S). PLT, FIB and D-D levels in the ECOG score >2 group were

higher than than those in the ECOG score <2 group (P<0.05); D-D levels in both smoking and drinking group

were higher than that in the non-smoking and non-drinking group (P<0.01); PLT, D-D levels in the no merger

diseases group were lower than that in the merger group (P<0.01); the differences in FIB, PLT, D-D among grade

I-11, IIT and IV were all significantly different (P<0.01). Age >60 years, ECOG score >2, smoking and drinking,

combined diseases and metastasis of colorectal cancer were risk factors of HCS (P<0.05). Conclusion: The

colorectal cancer patients’ blood is often hypercoagulable, in which elevated PLT, FIB and D-D were the main

abnormal coagulation indexes. Age =60 years, ECOG score >2, especially smoking and drinking, combined

diseases and metastasis of colorectal cancer, are risk factors of hypercoagulability.
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Table 1 Comparison of coagulation indexes in each group of the tumor group (x + s)

2H 5] n PT/s APTI/s PLT/( x 10°L™) FIB/(gL™) D-D/(mgL™")
WL %
<60 81 11.00 + 1.23 31.15 = 3.30 271.96 + 57.79 3.48 +0.81 0.43 +0.37
=60 72 10.67 +0.91 30.50 + 4.46 303.35 + 77.43 3.75 £ 0.76 0.57 +0.53
t 1.89 1.02 -2.86 -2.05 -1.91
P 0.06 0.31 0.01 0.04 0.06
P
5 87 10.94 + 1.16 30.80 + 3.60 286.40 + 71.42 3.60 = 0.79 0.50 = 0.50
8 66 10.72 + 1.01 30.90 + 4.36 287.17 + 67.00 3.61 +0.80 0.48 + 0.40
t 1.19 -0.28 -0.06 -0.03 0.22
P 0.24 0.78 0.95 0.98 0.83
ECOGIE4)
<2 86 10.93 + 1.14 31.04 = 3.44 260.14 + 52.36 3.42 +0.67 0.42 + 0.36
=2 67 10.74 + 1.04 30.60 + 4.41 320.87 +73.71 3.84 +0.88 0.59 +0.55
t 1.05 0.69 -5.95 -3.37 -2.27
P 0.30 0.49 <0.01 <0.01 0.025
K G 1y
TR R S ARG 12 10.48 + 0.66 30.46 + 2.65 326.08 + 60.70 4.02 + 0.70 0.84 + 1.0*
ASUR A R 19 10.80 + 1.10 30.33 = 4.45 292.84 + 58.10 3.80 + 1.16 0.65 + 0.52
TCWARFEE 122 10.89 + 1.13 30.96 + 3.92 281.91 + 70.83 3.54+0.72 0.44 + 0.34
F 0.76 0.28 2.34 2.67 5.78
P 0.47 0.76 0.10 0.07 <0.01
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21 5] n PT/s APTI /s PLT/( x 10°L7™") FIB/(gL™) D-D/(mgL")
B IBN
PRI 19 10.73 +0.72 30.64 +2.93 323.63 + 62.15° 3.91£0.51 0.73 +0.54°
B 48 10.79 + 1.18 31.64 + 4.91 310.42 + 74.71° 3.69 + 0.88 0.60 + 0.54"
ToE IR 86 10.90 + 1.23 30.45 + 3.37 265.36 + 60.05 3.50 +0.78 0.38 +0.35
F 0.28 1.49 10.82 2.56 6.78
P 0.76 0.23 <0.01 0.08 <0.01
TNM34Y]
I~113H 58 10.71 = 1.13 30.85 + 3.52 270.55 + 64.70 3.31+0.54 0.37 +0.28
jaggili 73 10.87 + 1.09 30.87 + 4.04 291.30 + 68.74" 3.70 + 0.87% 0.53 +0.38
v 22 11.13 + 1.00 30.76 + 4.46 314.23 + 75.07° 4.10 £ 0.79%" 0.73 + 0.83
F 1.24 0.01 3.59 10.04 5.85
P 0.29 0.99 0.03 <0.01 <0.01

STOWRAGE A L4, *P<0.05; STOHIFEIRA L, "P<0.05; S, “P<0.05; Suub#:, 'P<0.05,

Compared with neither smoking nor drinking, *P<0.05; Compared with non-comorbidities and consolidation, P<0.05; compared with

grade I-11I, “P<0.05; compared with grade I1I, 'P<0.05.
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Table 2 Comparison of clinicopathological characterstics between the HCS group and the control group

I PRAFAE FBEIRAS L (n=113) /[141](%)] 1E 21 (n=40)/[151(%)] X P

iR/ % 13.11 <0.01
<60 50 (44.24) 31 (77.50)
=60 63 (55.76) 9 (22.50)

P51 1.94 0.16
LS 68 (60.18) 19 (47.50)
5’8 45 (39.82) 21 (52.50)

ECOGIT4+ 18.24 <0.01
<2 52 (46.02) 34 (85.00)
=2 61 (53.98) 6 (15.00)

ML 7.81 <0.01
= 29 (25.66) 2 (5.00)
o 84 (74.34) 38(95.00)

B IR 1521 <0.01
= 60 (53.10) 7 (17.50)
& 53 (46.90) 33(82.50)

TNMJ3H 3.87 0.01
Vil 21(18.58) 1(2.50)

I~1114Y) 92 (81.42) 39 (97.50)
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Table 3 Binary logistic regression analysis of major risk factors for hypercoagulable state

YOS ES B SE. Wals df Sig. Exp (B)
AR 0.957 0.551 3.019 1 0.082 2.603
ECOG 0.773 0.624 1.535 1 0.215 2.166
RIS g e 6.079 2 0.048
TCI IR RIS 1.422 1.127 1.593 1 0.207 4.144
ASCR A A 2.366 1.090 4.708 1 0.030 10.652
R AR S AR — — — — — —
B IBN 6.307 2 0.043
ToH I 1.988 1.114 3.185 1 0.074 7.304
1P 1.119 0.553 4.100 1 0.043 3.063
28 K U — — — — — —
TNMZ53 1 2.019 0.821 6.042 1 0.014 7.528
W -4.221 1.222 11.929 1 0.001 0.015
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