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Study of Genetic Inheritance in Osmidrosis Patients
Based on Pedigree Analysis

Jung Woo Lee, M.D., Jeong Tae Kim, M.D., Ph.D.,
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Department of Plastic and Reconstructive Surgery, College of
Medicine, Hanyang University, Seoul, Korea

Purpose: Bacterial degeneration of sweat and in-
creased secretion of over developed apocrine sweat
gland are known causes of osmidrosis. In addition,
genetic inheritance must be another important cause,
because there are high incidence rates of osmidrosis in
familial members. But the research about genetic
inheritance has been overlooked. For this reason we
studied genetic inheritance in osmidrosis patients based
on pedigree analysis.

Methods: We have evaluated pedigree of 52 patients
who have diagnosed and treated in our hospital from
January 2003 to August 2007. For making pedigrees, we
have evaluated 3 generations of affected lineage from
osmidrosis patients. Family members having uncertain
information or those who are before puberty are excluded.
In pedigree analysis, inheritance rate and inheritance
pattern from parents, prevalence rate in generations and
sexual prevalence are evaluated.

Results: In this study, we divided pedigrees into 3
different groups according to inheritance pattern. Group
A is genetically unrelated pattern with no prevalence
between familial members in 7 families. Group B is
weakly expressed pattern with 17 families there are
genetically related but no genetic patterns are founded.
In group B inheritance rate is 34% and incidence rate is
21% in 2nd generation and 22% in 3rd generation.
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Group C is autosomal dominant pattern with 31 families.
In group C, there are no differences in sexual pre-
valence. Incidence rate is 43% in 2nd generation and
49% in 3rd generation.

Conclusion: In this study, we have studied pedigrees
of 52 families of osmidrosis patients. 60% of the
pedigrees shows autosomal dominant pattern, 33%
shows genetically related but no definite autosomal
dominant pattern and 7% shows genetically unrelated
pattern. In Conclusion, This study can be basic data for
future gene analysis study of osmidrosis.

Key Words: Osmidrosis, Genetic inheritance, Pedigree analysis
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Fig. 1. Pedigrees of group A show genetically unrelated
pattern between familial members.

etd 2] 78kE %] Vol. 35, No. 5, 2008

webd] A 527k AEE A Al agew
RT3 WA, A elslels b v the oS
BA2}7) AR Zola] A4 AES wx] g M=
155 A(Genetically unrelated pattern)= &332,
ﬂ] 52715 & 47b5o] st 7%E Al o] 4

G @27 7 Wl AH S SR S gE
NFH T A= A ot 4 AFE WA FoUd
(Fig. 1). '+ A E+= 1 B(weakly expressed pattern)
R EFEE 7S o® 3B3%E AL, 7HA Wl o

= e

2 3T @A EAE] frd A4S Holrl= A
g WlEs) vho} RIg nEd A $4 FH B
& BF HA okth(Fig. 2). Al WAl R T3 BEGA

2k A
A T AEFE " 7SS Z1F C(autosomal

dominant pattern)® 73313l 317F5¢] dfFato]
60%= 2+ tHFig. 3).

o] T FAEE Ze I1F B8 1 CE Ul R H
Bl &, FEERHY FH4% 24 AdE
, ] Aulel oisle] 2ARske] Wlwa) B gk,

oo AUz 488 nuws] 2 1F BO
A=W A5 32 329 = 1140 F-R2HE
o] 34%°] &S BT IF Co A BT

Fig. 2. Pedigrees of group B shows genetically related but
weakly expressed pattern.

Fig. 3. Pedigrees of group C shows autosomal dominant

pattern.



Table I. Inheritance Pattern from the Parents
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Group Father Mother Total

Group B(Weakly expressed) Son(n=21) 5(23%) 2(9%) 7(32%)
Daughter(n=11) 3(27%) 1(9%) 4(36%)

Group C(Autosomal dominant) Son(n=74) 41(55%) 33(45%) 74(100%)
Daughter(n=57) 33(58%) 24(42%) 57(100%)

Table II. Prevalence Rate in Generations

Prevalence rate

Group B Group C

Ist generation 6.7%(2/30) 50%(31/62)

2nd generation 21%(14/67) 43%(71/165)

3rd generation 229%(18/81) 49%(60/122)

Total 19%(34/178) 46%(162/349)

Table III. Sexual Prevalence

Group B Group C
Patients Adjusted by total No. Patients Adjusted by total No.

Ist generation  2:0(2/14:0/16) 2:0 1:0.72(18/31:13/31) 1:0.7

2nd generation 1:0.75(8/39:6/28) 1:0.95 1:1.02(35/89:36/89) 1:1.46

3rd generation 1:1.25(8/46:10/35) 1:14 1:1.14(28/63:32/59) 1:1

Total 1:0.88(18/85:16/63) 1:1.2 1:1(81/152:81/135) 1:1.12
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