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Simultaneous Muliiple Primary Adenocarcinomas in Alimentary Traet
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Kwang Joo Chang, MD

Department of Internal Medicine, Keimyung University
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During the years 1974—1986, the authors had undertaken a study of multiple primary malignant
tumors in Keimyung University Dongsan Hospital, Taegu. A total 40 cases of multiple primary
malignant tumors were identified. Eleven cases of simultaneous primary multiple cancers were
in the alimentary tract (27.5%). Five cases out of eleven (45.4%) had associated with multiple
or single adenomatous polyp in rectosigmoid except one in stomach. The rectosigmoid is the most
common site for multiple primary cancers (45.4%), male to female ratio is 8:3, predominant
in male, mean age 54.7 year.

It has been suggested that most human cancers occur both in a hereditary and non-hereditary
form. In each case the tumors have been attributted to a multistage mutational process.

However the answer is that multiple primary cancers are certainly a part of the overall
oncology problem. We have found that multicentricity of cancer may give us clues to both cancer
etiology and cancer predisposition. It is well known that adenomatous polyps are not only
commonly associated with carcinoma and also are often the site of malignant transformation
which is clearly proved in ihis study, furthermorc recent reports demonstrate that in study of
operative specimens of cancers of the colon one or more adenomas were present in about one-third
of patient, and in 75% of these, adenomas coexisted with two or more carcinomas (Morson and
Day 1981). Possible implication of these findings were discussed and related literatures were

reviewed.
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Table 1. Simultaneous Muliiple Primary Ccencers in Alimentary Tract

Case Sex Age

Pathologic diagnosis

1 i 55 Adenocarcinoma, infiltrating, multiple(2)
Adenomatous polyposis
2 M 49 Recrosigmoid Adenocarcinoma, infiltrating, multiple(3)
Adenomatous polyposis
3 kS 56 Rectosigmoid Adenocarcinoma, infiltrating, multiple(6)
Adenacarcinoma in situ, muliple arising from polyp
Adenomatous polyposis
4 N 61 Rectuimn Adenocarcinoma, infiltrating
Adencarcinoma arising from adenomatous polyp
5 Al 76 Rectum Adenocarcinoma, infiltrating
Stomach Adenocarcinoma, infiltrating
Adenomatous polyp
G M 51 Trans. colon Adenocarcinoma, infiltrating
Desc. colon Adenocarcinoma, infilirating
7 3 41 Trans. colon Adenocarcinoma, infiltrating
Jejunum Adenocarcinoma, infiltrating
8 r 60 Trans. colon Adenccarcinoma, infiltrating
Stomach Adenocarcinoma, infilirating
9 M 50 Ascending colon Adenocarcinoma, papillary, infiltrating
Cecum Adenocarcinoma, infiltrating
10 A 46 Stomach Adenocarcinoma, infiltrating
Duodenum Adenocarcinoma in situ
11 I 57 Stomach Adenocarcinoma, infiltrating

Adenocarcinoma, superficial
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Table 2. Classification of Multiple Primary
\Iahgnant Veoplasms(by Moertel)

1. Multlp]e primary malignant neoplasms
of multicentric origin.
A. The same tissue and organ.
B. A common, contiguous tissue shared
by different organs.
C. The same tissue in hilaterally paired
organs.
. Multiple primary malignant neoplasms
of different tissues or organs.
. Multiple primary malignant neoplasms
of multicentric origin plus a lesion(s)

of a different tissue or organ.

Table 3. Age of patients

Age class(yr) Number
40—49 3
50—59 5
60—69 2
70—179 1

Mean age: 54.7yr
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Fig.1, Sources of multiple primary cancers of
11 cases. Adenomatous polyposis was
coexisted in cases 1,2,3.

Fig, 2. Gross photograph of case 2 showing
multiple adenocarcinomas (a large ul-
cerated tumor in the center and a small
sessile tumor indiated with arrow) and
numerous various-sized adenomatous po-
lyps. The central ulcerated tumor is
adjacent to two large adenomatous po-
lyps at its upper and lower margin.
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Fig.3. Adenomatous polyp with relatively Fig.4. The microphotograph showing mixed
smooth surface demonstrating an increase simple adenomatous pattern(right) with
in the number of glands and cells. (H villous component(left). (H & E, x40)
& E, x40)

Fig.5. Villous adenoma showing papillary Fig.6. This microphotograph shows adenocar-
projections covered by tall, crowded cinoma arising in a villous adenoma on
epithelium with elongated, enlarged the left. The area outerlined is magni-

nuclei. (H & E, x40) fied in figure 7. (H & I, x40)
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Fig.7. The higher magnification of the
demarcated area in figure 6 showing
malignant transformation from villous
glandular epithelium (arrow). Adeno-
carcinoma in the mid-lower portion
shows a disorganized glandular pattern
with loss of nuclear polarity, pleomor-
phic, hyperchromatic nuclei. (H & E,
* 100)
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Table 4.

Inheritance

Disorder

Cancer Family Syndrome

Site-¢pecific colon cancer Autosomal
polyposis coli
syndrome

Familial
Gardner's
Turcot’s syndrome Autosomal
AMalignant melanoma

dominant
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Autosomal domipant

dominant
Autosomal dominant
Autosomal dominant

dominant

Possibly autosomal

**This is a part of list; for more complete account
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