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Chromosome Analysis from Papillary Carcinoma and Nodular Hyperplasia
of the Thyroid Gland
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Hong Tae Kim M.D.,* Sung Ik Chang, M.D.*
Department of Surgery & Anatomy,* College of Medicine, Keimyung University,
Taegu, Korea

The nodular hyperplasia of the thyroid is a common thyriod disease. Nodular hyperplasia
does rarely progress to thyroid cancer. The differentiation of a nodular hyperplasia from a
neoplasm may be simple or difficult, both clinically and anatomically. The papillary carcinoma
of the thyroid is the most common type of thyroid malignancies. There were few studies about
cytogenetic observation in thyroid cancer. But only one case of banding observation in nodular
hyperplasia have been reported. In order to compare the chromosomal changes in the thyroid
cancer and the noncancerous thyroid disease, we performed cytogenetic analysis in two papillary
carcinoma and two nodular hyperplasia after cell culture. The chromosomal pattern of the
nodular hyperplasia found was very heterogenous but no clonal abnormaly in both cases was
observed.

Case I © A modal chromosomal number was in 42-46 range. Chromosome 8, 19, 21, 22 were
commonly lost. 9 structural anomalities among 51 analysed cells were observed but they were
not clonal.

Case 11 © A modal chromosomal number was 43. Chromosome 17 and 19 were commonly
lossed.

Common cytogenetic characters of this two nodular hyperplasia are hypodiploidity and very
heterogenous chromosomal pattern.

The result about the papillary carcinoma are as follow. In one case some numerical and
structural chromosomal changes were observed. But they were not clonal abnormality. In another
case the chromosomal pattern found was very heterogenous with a clonal abnormality of del(11)
(q23). The modal number was 46. The del(11)(q23) a chromosomal change in papillary carci-
noma of the thyroid have previously been reported(Eva Olah et al. 1989).
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We suggest that 11q deletion may be important role to pathogenesis of papillary carcinoma

of the thyroid. According to this results, we could not find out specific differences about chromo-

somal changes and any relationship between the papillary carcinoma and the nodular hyperpla-

sia.

KEY WORDS : Chromosome analysis * Nodular hyperplasia of thyroid - Papillary carci-

noma of thyroid.
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Table 1. Clinicopathologic data

Case number Sex Age(vrs) Pathologic diagnosis

1 F 69 Nodular hyperplasia
2 F 30 Nodular hyperplasia
3 F 47 Papillary carcinoma
4 F 29 Papillary carcinoma

Table 2. Chromosome analysis data

4) HHE A (karyotyping)

Bandingo] &t slideS-& & 1) 74/ (X1000) o) A

#45te) banding® JAAEES FE T A7 B
gate] #, Qlstek & AFEAE HAAEIYT
HYEH ISCN(Intemational System for Human
Cytogeneuc Nomenclature) (1985) ¢l F3&}o] A A1&}

Hrko.

Ad ~
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2494 A2 AL 51 metaphasesE G-band

A A8l 8 E AL A 35k Tk modal numbers
4272 Aol # (hypodiploidy) 44& YeERNS]

AAA SR L 2 A S
Al WrEbsTh o1 T7He) M EZojM e 46XXE
BRAA g AT o)AS oflE A4
A E7F 23l E mosaicismo| kil A ZHETh 81,

199, 214, 299, X S AA 9] @A (monosomy) 7t
ehtbe 49 oldg usa 72 oo

Case Cells Modal Clonal Nonclonal Cells Common
no.  karvo- no. aberra- structural nonclonal loss
tvped (range) tions aberrations aberraion  chromosome
1 51 42(25-59) - Del(8)(p21) 44 Chromosome
Del(10)(q25) 8, 19, 21
Dic(15 : 17){qter : pter) 22, X
Del(16)(q23)
Der(17)t(17 2 ?7)(q25: 7)
Marker chromosome
2 29 43(87-48) Del(4)(q23) 24 Chromosome
17, 19
3 5 46(41-73) — Del(lQ)(qu) 3 -
Der(10)t(10 : 8)(gter : g23)
4 10 46(41-71) Dcl(ll)(qQS) Del(ll)(pl5) 7

Del(16)(g24)
Der(9)t(9 : 8)(pter : q23)
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Fig. 1. G-Band Karyotype from case 1.
arrow . del(10)(q25)

2+ del(8)(q21), del(10)(g25), dic(15 : 17)(gter
: pten), del(16)(q23), der(17)t(17 = 7)(q25 1 ),
FE A QA A (marker chromosome)%-o] #H2= v}
(Fig. 1).
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AE7 S BFERPDL 17, 19892 &= (mono-
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T24 o4& YehlAH(Fig. 2).
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(Fig. 3).
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dal numbere 4602 AwtH o 2 o) v A (diploidy)
SAFS RPTE Tx2A oo ZE del(11)(g28) 0]
379 XA veht 7HE 12 WIS HITh
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(per : 23) Fo] B&AHUTH(Fig. 4).
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Fig. 2. G-Band Karyotype from case 2. o
43 XX, del(4)(q23), —5, —14, —
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Fig. 3. G-Band karyotype from case 3.
45 XX, —9
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Fig. 4. G-Band Karyotype from case 4.
449, —3, —9, del(11)(q23)
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