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I rotated the department of Clinical Allergy, Immuno-
logy, and Rheumatology at The University of Kansas

Medical Center (KUMC) for a month. I have been
participating in the weekly KUMC allergy, Immunology,
and rheumatology outpatient clinics for first two weeks,
as well as assist in Rheumatology subspecialty inpatient
consultations for latter two weeks.

At the clinics, I mainly did history-taking and general
practice before doctors saw the patients and gave them

presentations. Regular interesting lectures by the
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