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Abstract : A 49-year-old female who had noticed hard tumors in bilateral breasts
visited our hospital. There were depression of nipples and Delle needle biopsy revealed
Group V for both tumors. Bone scan showed abmormal accumulation in the sternum and
bilateral lower ribs. Bone metastasis was suspected. Auchincloss method was performed
for bilateral breasts simultaneously because of the advanced stage of cancers and suspected
bone metastasis. Histopathologically both lesions were diagnosed as primary bilateral
breast carcinoma. We examined hormone recepters, DNA ploidy, amplification of c-myc
and c-e7bB-2 genes and loss of heterozygosity (LOH) of p 53 and chromosome 16 q, 17 pin
bilateral breast tissues. These results showed that the right breast tumor was estrogen
recepter-positive, progesteron recepter-negative and of DNA diploidy pattern, while the left
breast tumor was estrogen recepter-positive, progesteron recepter-positive and of DNA
aneuploidy pattern. Amplification of c-myc and c-e7bB-2 and LOH of p 53 and chromosome
16 q, 17 p were not detected in both lesions.
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Fig. 1. Ultrasonography showed hypoechoic lesions with irregular shape, rough border, irregular thick
boundary echoes and posterior echo attenuation.
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Table 1. Laboratory data on admission
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WBC 12100/mm? BUN 6.7 mg/dl
RBC469X10*/mm® CRE0.5mg/dl
Hb1l.4g/dl Na 138 mEq/1
Ht35.2 % K 4.1mEq/1
Plts 30.7X10*/mm?® = Cl103 mEq/1
TTT8.9KU
. 1
ZTT11.6KU CRP0.3mg/d
GOT 68 IU/1 CEA 2.0 ng/ml (<£2.5)
GPT 108 1U/1
ALP 309 U/ AFPZ.Sng/mI (<20
BCA 225120 ng/ml (<160
LAP 182U Cal5-330ng/ml  (<30) ' b
y-GTP 54 1U/1 g
LDH 410 1U/1 Fig. 2. Histopathological examination revealed the
T-Bil 0.37 mg/dl right breast tumor was scirrhous type (a)
110.00mg and left breast tumor was invasive lobular
TP8.4g/dl type (b) (H-E staining X80).
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Fig. 3. DNA histogram revealed the right breast tumor was DNA diploidy and the left breast tumor was
DNA aneuploidy.
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Fig. 4. Amplification of c-myc and c-erbB-2 genes by Dot-blot hybridization were not detected in both

lesions.
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Fig. 5. Loss of heterozygosity (LOH) of p53, and chromosome 16q, 17p by Southern blot hybridization with
RFLP marker were not detected in both lesions.
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