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in Situ.  Chen Yan,Cui Li,He Jiangbo,et al. Department of Radiology,Baoshan District Chinese Traditional and Western Medicine Hospi-
tal ,Shanghai 201900 , China

Abstract Objective To investigate the MRI manifestation of non — mass granulomatous mastitis ( GM ) and differentiating from
non — mass enhancement ductal carcinoma in situ (DCIS) so as to improve diagnostic accuracy of GM and DCIS. Methods The MRI
manifestation of 24 patients with non — mass GM were analyzed, and compared with the MRI manifestations of 20 cases of non — mass en-
hancement DCIS. Results Non —mass GM and non — mass enhancement DCIS were both characterized by unclear boundary and segmen-
tal reinforcement. Compared with DCIS patients, the lesions morphology of GM patients mostly were inhomogeneous enhancement com-
bined with multiple ring reinforcement, and less spiculation sign, higher proportion of nipple retraction. ADC values was increased signifi-
cantly (P <0.05). The time — signal intensity curve (TIC) in GM patients was common in type | , II , type I , Il in DCIS, accounted
for 87.5% and 81.8% respectively. There was no significant difference (P >0.05). Conclusion There are some similarities in terms

of imaging manifestations between non — mass GM and non — mass enhancement DCIS, while morphology feature of multiple ring reinforce-

ment, spiculation sign, nipple retraction can help the differential diagnosis of non — mass GM and non — mass enhancement DCIS.

Key words Non - mass granulomatous mastitis; Ductal carcinoma in situ; MRI; Differential diagnosis
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