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Figure 3
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_ Figure 6 : ZLER4EERICHT 29 FHRELMNERXE (IR 8 & YkE)

LB FRESMIChigh grade pathway&low grade pathway® 2 DIz KE {21+ 5h 3, ER: Estrogen receptor, PgR :
Progesterone receptor, FEA: Flat epithelial atypia, ADH: Atypical ductal hyperplasia, LG: low grade, DCIS: Ductal carci-
noma in situ, IDC: Invasive ductal carcinoma, ALH: Atypical lobular hyperplasia, LCIS: Lobular carcinoma in situ, ILC:
Invasive lobular carcinoma, pLCIS: pleomorphic LCIS, plLC: pleomorphic invasive lobular carcinoma, IG: Intermediate
grade
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Importance of pathological diagnosis of ductal carcinoma in situ of the breast

Sari Iwasaki

Department of Pathology, Sapporo City General Hospital

Summary

Breast cancer has been increasing in Japan. Along with the prevalence of
mammography screening, ductal carcinoma in situ (DCIS) is much more frequent
than ever. Also, in our hospital, the proportion of DCIS in breast cancer speci-
mens is increasing, and the pathological diagnosis is much more significant.
First of all, it is essential to know whether the diagnosis of DCIS is appropriate
and whether there are invasive foci or not. Precise differential diagnosis is re-
quired between benign ductal proliferative diseases, premalignant lesions like
atypical ductal hyperplasia and flat epithelial atypia. Next, in the case of DCIS,
the degrees of nuclear grades, whether there is comedo-necrosis, whether the
proliferation pattern is solid, and whether the surgical margin is negative or
positive should be evaluated, because these factors are related to the risk of
local recurrence. DCIS is known to be not a single disease, but genetically di-
vided into two strains, and as a result the course and prognosis for each strain
is different. Among them, low grade DCIS is considered to have a very low risk
of developing invasive cancer, and to have a much better prognosis. Breast can-
cer in total has a high 5-year survival rate, and patients have lived a very long
time after being diagnosed with breast cancer. Pathologists should evaluate each
DCIS appropriately so that the proper treatment will be chosen according to the
need of patients having diverse backgrounds.

Keywords: breast cancer, ductal carcinoma in situ, risk factor
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