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Table 1. Clinical, histopathologic finding of five gastric cancers

Case Sex Age Histopathologic type Stage

Source of sample

Case 1 M 58 adenocarcinoma l
moderately differentiated

Case 2 M 67 adenocarcinoma N
moderately differentiated

Case 3 M 39 adenocarcinoma 11

poorly differentiated

Case 4 M 61 adenocarcinoma N
mucinous
Case 5 M 68 adenocarcinoma N

poorly differentiated
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Table 2. Chromosomal abnormalities of lymph node metastasis case (Case 1)

Chromosomal abnormalities

Numerical % Structural %

-7 16 inv dup(1)(q42—>ql2) 22

-18 32 del(1) (q41) 14

-Y 20 del(1)(p34)

+5 34 del(2)(q32)

+6 30 der(3)t(3: ?)(qter: ?) 22

+13 28 der(4)t(4: 1)(q33: 7) 4

+13+13 32 del(5)(p14) 44

+14 30 del(6)(q24)

+15 34 der(7)t(7; M) (p22: ?)

+15+15 24 del(8) (p21)

+22 30 der(Nt(9: 7)(p24: 7)

+X 3 der(14)t(14: ?7)(pll; ?) 24
der(15)t(15; ?)(pll; ?) 54
mar 1 18
mar 2 36
mar 3 26
mar 4 34
mar 5 16-
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Table 3. Cytogenetic data of five gastric cancers

Cytogenetic Nomenclature) (1985)* ol #F3&ted A
Al 8k ot

duldz dold UM E 189 kA Az
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3 #rh

Case No. No. of Modal No. Karyotype
Cells Studied (Range)
1 50 53/58 52-59, X, +X, —Y, +6, +13, +14, +15, —18,
(42—115) +22, inv dup(1) (q42—q12), del(1) (g41),
der(3)t(3: ?7)(qter: ?), +del(5)(pl4), +14p+,
+15p+, +mar 1-5
2 4 (42—46) 4246, X, —Y, =5, —18, —21, del(1) (q41)
+del(5)(q34), +dic(8: 14)(q22; q32), +mar
3 8 44 /46 46 XY (2 cells) /43—46 XY, —17, —19, del(9) (p23)
(43—46)
4 9 43/44 43—45 X, =Y, —4, —19, del(12)(q23)
(37-33)
5 11 43 41-46 XY, -7, —12, +15, —16, —19
(41-76)
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Table 1. Comparision of cytogenetic data betweeen metatatic and primary cases

Metastatic Primary
No. of cells studied 5l below 10 each cases
Modal No. hyperdiploidy near diploidy
Common loss chromosomes 7,18, Y 19, Y

Common gain chromosomes

No. of structural abnormalities

5,6, 13, 14, 15, 22, X

65 (21 marker chromosomes)

9 (4 marker chromosomes)

Clonal structural abnormalities dup(lq), del(1)(q4l), t -
(3: Nqter: ?), del(5)(pl4),
» 14p+, 15p+, 5 mars
Nonclonal structural 55 kinds del(1)(q4l), del(5)(q34)
abnormalities dic(8: 14)(q22; q32)
del(9) (p23), del(12)(q23)
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Fig. 1. G —Banded Karyotype from case 1.
arrows: inv dup(1l)(q42—ql2), del(1)(p34), 3q+, del(4) (p15), 8p+, 9p+, 14p+, 15p+

M: marker chromosome.
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Fig. 2. G —Banded Karyotype from case 2.
arrows: dic(8: 14)(q22: q32), —Y.
M marker chromosome.
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Fig. 3. G —Banded Karyotype from case 3.
43Y, =X, =3, =5, del(9)(p23).
arrow: del(9)(p23).
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Fig. 4. G —Banded Karyotype from case 4.
45 XY, ~19.
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Fig. 5. G —Banded Karyotype from case 5.
46 XY. +15. —19.
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=Abstract=
Cytogenetic Analysis of Stomach Cancer
Hong Tae Kim, MD; Sung Ik Chang, MD

Department of Anatomy, Keimyung University

School of Medicine, Taegu, Korea

To investigate the common specific chromosomal abnormalities of the stomach cancer in Korea,
cytogenetic analysis was performed on four primary and one case of lymph node metastatic gastric
carcinomas. Hypodiploidy or diploidy were found, however the nonclonal metaphases revealed random
loss or gain of one or several different chromosomes in primary cases. In the metastatic case variable
numerical and structural chromosomal abnormalities were found. Nonrandom numerical abnormalities
were monosomy on chromosome 7 and 18, and loss of Y chromosme, however hyperdiploidy pattern were
found in metastatic case. The nonrandom clone in metastatic case had following structural abnormali-
ties del(1)(q4l), dup(lq), 3q+, del(5)(pl4), 14p+, 15p+. The common specific chromosomal abnormali-
ties were not found especially in primary cases. In summary, it is presumed that chromosome changes
are different by individuals in gastric cancer. So it suggests that mechanism of oncogenesis may be re-

lated by personal.
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