REREBEEE 26048 H35 1999
Kor. J. Fertil. Steril.,, Vol. 26, No. 3, 1999, 12

EAFE A
24 - 058 - 0|24

=z 2=
A 7 19
QR L
4 B UBS - AYY

A Case of Kallmann Syndrome Inherited in Autosomal Dominant Mode

Yoon Sung Nam, Sook Hwan Lee, Woo Sik Lee, Chan Park,
Jong Wook Kim and Kwang Yul Cha

Department of Obstetrics and Gynecology, College of Medicine,
Pocheon CHA University, Pocheon, Korea

Objective: To report the pedigree of Kallmann syndrome inherited in autosomal dominant

mode with variable expressivity.
Material and Method: Case report.

Results: The patient had amenorthea and anosmia but did not have a sign of absolute
hypogonadotropic hypogonadism. Her father had an anosmia and her two elderly sisters also had
an anosmia but delivered babies uneventfully. Her two male siblings did not show any signs of

hypogonadotropic hypogonadism.

Conclusion: Kallmann syndrome has many different modes of inheritance such as autosomal
dominant, autosomal recessive, and X-linked form. So the careful investigation of family

pedigree is required.
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