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Fig. 1. Measurement of breast
parenchyma
Imaginary line of breast pare-

nchyma was drawned. Two long
axis(a, b) were measured and then
area of breast parenchyma was
obtained by product of these two
value.

Fig. 2. A 45-year-old woman has
underwent left mastectomy due to
infiltrating ductal carcinoma and
treated with tamoxifen for 1 year.
Follow-up mammogram(B) taken
after tamoxifen treatment shows
decreased breast parenchyma co-
mparing with mammogram 1 year
ago(A). (5 point of total score ; de-
crease in area of breast pare-
nchyma(2 point), visualization of
Cooper’s ligament(2 point) and
duct(1 point))
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Table 1. Number of Patients Showing Mammographic Changes

Area of breast Visualization of Visualization of Total
parenchyma Cooper’s ligament duct
Group ¢ 0 1 2 0 1 2 0 1 2 <3
1(n=20) 5 4 11 4 6 10 7 7 6 15
2(n=20) 4 7 9 3 8 6 6 8 14
3(n=20) 15 4 1 17 2 17 3 0 3
4(n=20) 18 2 0 17 3 0 18 1 1 2
Note. Group 1: breast cancer patients treated with tamoxifen
Group 2: breast cancer patients treated with chemotherapy and tamoxifen
Group 3: breast cancer patients treated with chemotherapy
Group 4: healthy women
FScore
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Fig. 3. A 47-year-old woman has underwent left mastec-
tomy and treated with chemotherapy and then tamoxifen
for 6 months.

Follow-up mammogram(B) after 1 year shows decreased
breast parenchyma comparing with mammogram(A) taken
before operation.

(5 point of total score;decrease in area of breast
parenchyma(l point), visualization of Cooper’s ligament(2
point) and duct(2 point))
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O Premenopausal patients treated with tamoxifen

[ F postmenopausal patients treated with tamoxifen

¥¢ : Premenopausal patients treated with chemotherapy
and tamoxifen

% : postmenopausal patients treated with chemotherapy
and tamoxifen

Fig. 4. Scoring of mammographic changes with regard to
age by treatment of tamoxifen. There is more marked de-
crease of breast parenchyma in premenopausal woman.
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Fig. 5. Scoring of mammographic changes with regard to
duration of tamoxifen treatment. Decrease of breast
parenchyma is relatively correlated with duration of
tamoxifen treatment.
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Mammographic Changes in Breast Cancer Patients Treated with Tamoxifen

Jai Keun Kim, M.D., Ki Keun Oh, M.D., Tae Hoon Kim, M.D., Hy De Lee, M.D.?

IDepartment of Diagnostic Radiology, Yonsei University College of Medicine
2Department of General surgery, Yonsei University College of Medicine

Purpose: To evaluate the efficacy of tamoxifen, as shown by mammographic changes

Materials and Methods: We studied the mammograms of 20 breast cancer patients treated with
tamoxifen(20mg/day) and 20 patients treated with tamoxifen(20mg/day) in combination with
chemothrapy. Control groups consisted of 20 breast cancer patients treated with chemotherapy and
20 healthy women ;the patterns of age distribution and menstrual cycle among these participants
were similar to these of the study groups. Two radiologists determined parenchymal changes as
seen on follow-up mammogram, of the contralateral breast in patients with breast cancer, and of
the left breast in healthy women.
\ Results : Follow-up mammogram showed decreased breast parenchyma in 75% of patients treated
with tamoxifen, and in 70% of patients treated with tamoxifen and chemotherapy. Mammographic
changes were not noted in 85% of patients treated with chemotherapy and in 90% of healthy
women.

Conclusion :0On follow-up mammogram, breast parenchyma was seen to have been decreased by
tamoxifen, used to prevent the recurrence of breast cancer and for its antiproliferative effect.
Mammography might be a suitable method for determining the effect of tamoxifen.

\ Index Words: Breast radiography
Breast neoplasms, therapy |

Address reprint requests to: Jai Keun Kim, M.D., Department of Diagnostic Radiology, Yong Dong Severance Hospital,
# 146-92, Dokok-Dong, Kangnam-Ku, Seoul, 135-270, Korea.
Tel. 82-2-3497-3622 Fax. 82-2-3462-5472
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