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Acquired C1 inhibitor deficiency associated with SLE

Ea Wha Kang, M.D., Jang Yel Shin, M.D.,, Dong Ryeal Ryu, M.D.,
Jungsik Song, M.D., Won Ki Lee, M.D,,
Yong Beom Park, M.D. and Soo Kon Lee, M.D.

Division of Rheumatology, Department of Internal Medicine,
Yonset University College of Medicine, Seoul, Korea

Acquired Cl inhibitor deficiency is a rare syndrome which usually presents with episodes of
angioedema. The association of lupus erythematosus and angioneurotic edema has been previously
reported but is usually related to hereditary Cl inhibitor deficiency. Currently the relationship
between acquired Cl inhibior deficiency and lupus erythematosus is being discussed. So we report
the case of a previously healthy 28-year-old woman, who developed simultaneously and acquired
angioneurotic edema and systemic lupus erythematosus.(Korean ] Med 61:91-94, 2001)
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Figure 1. A 28-year-old woman shows
malar rash and angioneurctic edema on face,
lip and eyelid
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