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Ductal Carcinoma in situ 

Gilbert A. Lawrence 

DUCTAL CARCINOMA in situ (1992) Z&630-634. While Silverstein 
et al.‘s study is not randomised and the patients in the three 
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treatment groups (mastectomy, lumpectomy and radiation and 
lumpectomy alone) are not comparable, the report permits 
evaluation of the natural behaviour of the disease and its response 
to various modalities. 

Small ductal carcinomas in situ (DCIS) were treated by 
lumpectomy alone. I am’not aware of any study correlating the 
size of the tumour to multicentricity. In this and other series, 
the frequency of multifocal disease in the mastectomy specimen 
was 35-50%, and that of multicentric disease was 15-35%. 
Hence, lumpectomy alone may not be optimum. DCIS thus 
treated will most likely have the same recurrence rate as invasive 
cancer treated similarly. In the NSABP randomised study B- 
06, that rate was 40% [l]. Silverstein et d’s study has an 8% 
local recurrence rate with a median follow-up of only 19 months. 

The actuarial Iocal recurrence rate following lumpectomy and 
radiation at 7 years was 10%. Half the failures were invasive, 
hence the risk of invasive cancer in DCIS patients treated with 
breast preservation (lumpectomy and radiation) is 5%. This is 
less than the risk of invasive breast cancer in US women 
(12-15%). The same risk applies to the contralateral breast in 
women with DCIS. Radiobiologists may question the ‘recur- 
rence’ of DCIS as being irradiated normal cells or non-viable 
tumour cells. The difficulty in interpretation and lack of signifi- 
cance of abnormal or positive biopsy specimens following radi- 
ation is documented in pap smears for cancer of the cervix, and 
after random biopsies in prostate cancer [2]. 

Granted that the distinction between viable and non-viable 
tumour cells is difficult and it may be best to do ‘salvage 
mastectomy’, 90% of patients with DCIS treated by lumpectomy 
and radiation have their breasts preserved, compared with 
none of the group treated with the alternative option of initial 
mastectomy. Both groups had the same ultimate disease-free 
survival and overall survival at 7 years. 

The risk of invasive cancer (5%) and death from the cancer 
(l%), in DCIS patients treated with lumpectomy and radiation 
needs to be placed in context. Of course, a patient can always be 
coaxed into a particular decision. In the general population, the 
risk of invasive breast cancer is 12-15%; half the patients 
die from the disease. Silverstein et d’s recommendation of 
mastectomy is more prophylactic to prevent invasive cancer, 
than therapeutic for the DCIS. Hence, based on statistical risk, 
all women over 60 should be recommended for mastectomy. 

A prophylactic basis for extirpative surgery could be used for 
many other cancers and diseases. Furthermore, as the study 
demonstrated, even with experienced, sub-speciality oncological 
surgeons, a prophylactic mastectomy does not eliminate the risk 
of invasive breast cancer in the ipsilateral chest wall. 

Neither extreme, lumpectomy or bilateral mastectomy is 
optimum treatment. This may be even more important in a 
disease with a low malignant potential. The availability of 
increasingly higher resolution mammography units can give a 
clinician significant information and/or lead-time. 
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