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Fig. 1. General good stromal response al the periphery of the colon cancer, There are many
inflammatory cells as well as good fibrous tissue proliferation,

Fig. 2. Higher magnification of the above finding.
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Fig. 3. Peripheral tumor disintegration am
stroma of colon cancer.
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Fig. 4. High magnification of the peripheral tumor disintegration of the cancer. Some
tumor fragments show a regressive change of the tumor cells.
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Fig. 5. Good general stromal response of colon cancer in relation with the depth of the cancer invasion.

- Peripheral Tumor Disintegration

20

18
16

16
144

127 1

10+

6 6
5
i
4 3 3
2
0 I om S5

SE 1—2 3-4 5—-8 13—up

Mumber of cages

I'.'i'!l

Colanic Wall Metastatic Lymph Modes

Fig. 6. Peripheral tumor disintegration of colon in relation with the depth of the cancer invasion.
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Table 1. Stromal response of colon cancer in relation
with the stage of the cancer

Table 2. Stromal response of colon cancer in relation
with the stage of the cancer

Dukes Number Good Stromal Peripheral Tumor Dukes Number * Inflammatory Cell * Fibrous
Cla:: u:fuCas.EE Reaction (%) Disintegration (%) Class. of Cases  Infiltration (%)  Proliferation (%)
B, 14 9(6d. 3% B(57.1%) B, 14 10(71.4%) 12 (85.7%)
IM i 5{83.3%) 4(66.7%) IM fi 5(83.3%) 4 (66, T90)
OM fi 2(33.3% 2(33.3%) OM f 30 50%) 60 100%)
55 2 20 100% 20 100%) 33 2 20 100%) 20 100% )
B. 20 60 30%) 51 25%) B, 20 9{ 45%) 140 T0%)

C 5 10 20%) 10 20%) G 5 10 20%) 20 40%)
C 35 10(28.6%) 9(25.7%) G 35 11031.4%) 26(74.3%)
Total 74 26(35.1%) 230(31.1% Total 74 31041.9%) 540 73%)

* two plus and over in the degree of the reaction

Table 3. Stromal response of colon cancer in relation with the type of the cancer

Et:ﬂ:lianln Inflammatory Cell Infiltration Fibrous Tissue Proliferation
Well DHff. (53)] 6(11.3%) 23(43.4%) 10018.9%) 14(26.4%) | 0 12022.7%) 210(39.6%) 20(37.7%)
Mod, Diff. ( 7) 0 3(42.9%) 3{42.9%) 1(14.3%] |0 1(14.3%) 4(57.1%) 2(28.6%)
Mucinous (10} 5(50.0%) 3(30.0%) 1(10.0%) 1{10.0%) [ 1(10.0%) 3(30.0%) 5(50.0%) 1(10.0%)
Poorly Diff. (4)] 1025.0%) 2(50.0%) 0 1025.0%) | 1(25.0%)  2{50.0%) 1{25.0%) 0
Total Number
71 12(16.2%) 31041.9%) 14018.0%) 17(23.0%) | 2(2.7%) 18024.3% ) 31041.9%) 23(31.1%)
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Fig. 7. Stromal reaction of colon cancer in relation with the degree of invasion,
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— Abstract —

Study on the Stromal Response of Colon
Cancer in Relation with the Stage
of the Cancer

Dong Soo Suk, M.D.
Department of Pathology, Inje Medical College

Total 74 cases of colon cancer were examined in the
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Inje Medical College, Pusan Paik hospital, which were
collected from 1979 to the April 1986,

The stromal histopathological tindings are as follow-
ings:

1} The highest frequency of the good reactions of the
four parameters of the stromal response (ie., good
general stromal reaction, peripheral tumor disintergra-
tion, and each inflammatory cell infiltration and fibrous
proliferation alone) was found in Dukes class B, and the
least frequency in Dukes C,. The good peneral stromal
response and the peripheral tumor disintegration are
more closely related with the stage than the other two
parameters. They are about 60% in class B, 30% in
class B; and C, and 20% in class C,.

Z) The insistent poorest stromal response of the
Dukes C, in all parameters may be explained from the

fact that the cancer cells of this particular stage are
very aggressive biologically because the cancer cells are
capable to invade the regional lymph nodes before the
main tumor can infiltrate all through the lavers of the
wall.

3) Among the four types of the colon cancer, the
better stromal reactions are observed in more than half
of the cases of the well and moderately differentiated
adenocarcinoma while this trend i= completely opposite
in the mucinous and poorly differentiated Ly pes,

4} The above findings indicate that how closely the
stroma influences upon the progress of the colon CANCET,
or how closely it represents the status of the individual
immunelogical force.

Key Words: Colon Cancer, Stromal Reaction, Cancer
Stage.




