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‘I EY Z9 1 (Special Lecture 1) =

Malassezia - Emerging from the Shadows
H. Ruth Ashbee

University of Leeds, UK

Yeasts of the genus Malassezia are members of the normal human cutaneous commensal flora and are also
associated with a range of cutaneous and systemic diseases. Although Malassezia was first described in 1846, in
the lesions of pityriasis versicolor, it is mainly in the last 20 years that significant progress has been made in
understanding its taxonomy, how it causes disease and how it interacts with the host. Recent studies examining
the genome of the yeast have highlighted it's adaptations to living on skin.

The genus has undergone significant expansion since 1989, at which time it only contained two species: the
lipophilic, lipid-dependant Malassezia furfur, associated with humans and the non-lipid dependent Malassezia
pachydermatis, associated with animals. Studies using rRNA sequencing and DNA complimentarity defined four
new species in 1996 and subsequent work, mainly sequencing the D1 and D2 regions of the 26s rDNA and ITS
region have described a total of 13 species which are currently accepted. The presence of variability within the
sequences of several species suggests that further species may yet be defined. Currently recognised species are
Malassezia furfur, M. globosa, M. restricta, M. obtusa, M. sympodialis, M. dooffiae, M. dermatis, M. japonica
and M. yamotoensis associated with humans; and M. pachydermatis, M. nana, M. equina and M. caprae associated
with animals.

The role of Malassezia in various skin diseases is well-known, but since the description of the new species,
there have been many studies which have examined if particular species were associated with certain diseases.
The data from those studies is varied and contradictory. Although M. globosa has been associated with pityriasis
versicolor in some studies, others have found that M. sympodialis or M. restricta were the predominant species.
For seborrhoeic dermatitis, different studies have suggested an association with M. globosa, M. sympodialis, M.
restricta or M. furfur. Comparing studies between different countries highlights these differences and suggests
that perhaps there may be genetic, geographic and racial factors influencing which species are carried, rather than
just the presence or absence of disease.

The ways which Malassezia interacts with the host, both in health and disease, have been intensively studied.
As a commensal, the organism stimulates cellular and humoral responses, but does not elicit inflammation. In the
commensal state, Malassezia may use various mechanisms to "mask" antigens or downregulate the immune
response against it and so reduce its recognition. In some situations this masking or downregulation is reduced
and hence inflammation and disease results. A recent study has shown for the first time the presence of a specific
receptor for Malassezia which is used in immune recognition of the yeast. The Mincle lectin receptor on
macrophages recognises Malassezia via mannosyl residues and leads to the production of inflammatory cytokines
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and chemokines by those macrophages. Elucidation of this pathway is an important step in our understanding of
these interactive mechanisms and may ultimately reveal ways in which the inflammation caused by Malassezia
can be blocked or reduced.

The recent genome analysis of M. globosa has given us greater insight into the adaptations of Malassezia to
its growth on the skin. Although it is more closely related to plant pathogens than other human pathogens, its
genetic makeup suggests it has adapted over time to its niche on human skin. Its dependence on lipid to grow is
explained by the lack of fatty acid synthase, however, it has an abundance of genes coding for secreted lipase and
phospholipases which would enable it to obtain lipid from the secretions on the skin.

In conclusion, our understanding of many aspects of the biology of Malassezia has improved significantly in
the last 20 years. We know about the taxonomic diversity of the genus and the likelihood that more species will
be described. We are beginning to appreciate that the species carried as commensals or in disease may be affected
by many factors, including genetic, racial and geographic factors. The ways in which the yeast interacts with the
host is slowly being unravelled and this may in the future allow us to modify those interactions to limit or prevent
disease. Finally, we are now able to look within the genome of the yeast and see the potential that lies within.
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© CURRICULUM VITAE O

Name H. Ruth Ashbee

Current Positions Principal Clinical Scientist, Mycology Reference Centre,
Department of Microbiology, Leeds General Infirmary, Leeds.
Visiting L ecturer, University of Leeds, Leeds

Quialifications BSc Microbiology (Leeds, 1989)
PhD Microbiology (Leeds, 1993)
Clinical Scientist Health Professions Council registered (2001)

4 Membership of Professional Bodies
British Society for Medical Mycology (Member 1990 - to date; Secretary 2002~2005; Director Biennial
Training Course 1998 - to date; Diploma/MSc in Medical Mycology committee member 2001 - to date;
Website Development Working Party 2007 - to date)
International Society for Human & Animal Mycology (Member 1996 - to date; Editor, Mycoses
Newsletter 2000~2005)
European Confederation of Medical Mycology (Survey convenor 1998~2007)
Society for Indian Human and Animal Mycologists (Life Member, 2006 - to date)

@ Previous Appointments @

July 2007 ~ Mar 2008 Honorary Consultant Mycologist, Department of Clinical Microbiology,
Christian Medical College, Vellore, Tamil Nadu, India

July 2006 ~ July 2007 Principal Clinical Scientist, Mycology Reference Centre,
Department of Microbiology, Leeds General Infirmary, Leeds

Jan 2005 ~ July 2006 Senior Research Fellow and Clinical Services Development Manager,

Skin Research Centre, Institute of Molecular and Cellular Biology,
Faculty of Biological Sciences, University of Leeds, Leeds

Sept 2001 ~ Dec 2004 Principal Clinical Scientist, Mycology Reference Centre,
Department of Microbiology, Leeds General Infirmary, Leeds

@ Selected publications @
* HR Ashbeg, R Bond
Host-Pathogen Interactions. In "Malassezia and the skin". Eds. Aristea \elegraki, Peter Mayser and Teun
Boekhout. Publisher: Springer Heidelberg-New York 2010
¢ N Hetticarachchi, HR Ashbeg, JD Wilson
Prevalence and management of non-albicans vaginal candidiasis. Sexually Transmitted Infections, 2010;
86:99-100
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* R.J. Hay, H.R. Ashbee
Mycology. Chapter 36. In: Rook's Textbook of Dermatology, 8th Edn. Publisher: Blackwell. 2010

* H.R. Ashbee, E.M. Bignell (Editors)
"Handbook of Pathogenic Yeasts". Publisher: Springer Verlag 2010

* H.R. Ashbee, A Scheynius
Malassezia. Chapter 10, pp209-230. In "Handbook of Pathogenic Yeasts". Eds. H.R. Ashbee & E.M.
Bignell. Publisher: Springer Verlag

* H.R. Ashbee, E.G.V. Evans, M. A. Viviani et al.
Histoplasmosis in Europe: Report on an epidemiological survey from the European Confederation of
Medical Mycology Working Group. Medical Mycology 2008; 46: 57-65

* R.C. Michael, JS Michael, HR Ashbee, MS Mathews
Mycological profile of fungal sinusitis: An audit of specimens over a 7-year period in a tertiary care
hospital in Tamil Nadu. Ind J Pathol Microbiol 2008; 51: 493-496

* H.R. Ashbee
Update on the genus Malassezia. Medical Mycology, 2007; 45: 287-303

* H.R. Ashbee
Recent developments in the immunology and biology of Malassezia species FEMS Immunology and
Medical Microbiology 2006; 47: 14-23

* S. Harman, H.R. Ashbee, E.G.V. Evans
Testing of antifungal combinations against yeasts and dermatophytes. Journal of Dermatological
Treatment 2004, 15: 104-107
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Primary Cutaneous Zygomycosis Caused by Rhizomucor variabilis:
a New Endemic Mycosis in China?

WeadaLiu and Xudian LV

Department of Mycology, Ingtitute of Dermatology, Chinese Academy of Medical Sciences,
Nanjing, China 210042

We report four cases of primary cutaneous and subcutaneous zygomycosis caused by Rhizomucor variabilis,
while reviewing other 5 cases well reported in the past twenty years. Most of these cases share the following
charactersistics: long clinical course, occurrence in patients with farming experience and surgery or injury histories,
locations in faces or extremities, slowly expanding nodules and patches in early phase, no cellular immunity
dysfunction or underlying diseases, and histopathology showing mixed granulomatous inflammatory infiltration.
Rhizomucor variabilis or R. variabilis var. regularior were isolated from the lesion. The disease showed low
mortality but high mutilation, with sensitivity to AmB treatment while resistance to azoles. The features mentioned
above were obviously different from cutaneous zygomycosis cases caused by other Zygomycetes species. It
should be noticed that all the cases were observed in China, and furthermore, in four geographically adjacent
provinces in East China. This coincidence suggests further research to explore the relationships between endemic
circumstance and potential morbility of the disease in the area.
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Name : Liu Weida
Gender : Male
Position : Professor, Department Head, Department of Medical Mycology,

Institute of Dermatology, Chinese Academy of Medical Sciences &
Peking Union Medical Collage
Address: Institute of Dermatology, Chinese Academy of Medical Sciences & Peking Union
Medical Collage, No. 12 JiangWangMiao Road, Nanjing, P. R. China (210042)
Tel : +86-25-85470580

4 Education @

* 1993 Chinese Academy of Medical Sciences (CAMS) and

Peking Union Medical College (PUMC), Beijing, China. Ph.D.
« 1988 Anhui Medical University, Hefei, China. Master of Medicine
» 1983 Baotou Medical College, Baotou, China. Bachelor of Medicine

@ Positions and Employment

* 1983 ~ 1985 Teaching Assistant, Microbiology Department, Baotou Medical College

» 1988 ~ 1990 Attending, Department of Dermatology, and Department head,
Department of Clinical Immunology, The Second Hospital
Affiliated to Baotou Medical College

* 1993 ~ Present Professor, Supervisor of PhD Candidates, Department Head,
Department of Medical Mycology, Institute of Dermatology,
Chinese Academy of Medical Sciences (CAMS) and
Peking Union Medical College (PUMC)

4 Professional Memberships

* Vice-Chairman, Society for Mycology, Chinese Society for Microbiology

* Vice-Chairman, Committee of Medical Mycology, Chinese Society for Mycology

* Member of Standing Committee, Head of Mycology Team, Dermatovenerology of Chinese
Association of Integrative Medicine

* Member of Standing Committee, Vice Chairman of Mycology Team,
Dermatology Branch, Chinese Medical Doctor Association

* Vice Chairman of Mycology Team, Dermatology Branch, Chinese Medical Association

* Regeree, State Food and Drug Administration

* Deputy Editor-in-chief, Chinese Journal of Mycology
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* Deputy Editor-in-chief, Journal of Practical Dermatology

* Associate Editor, Chinese Journal of Dermatology

* Associate Editor, Chinese Journal of Clinical Infectious Diseases

* Associate Editor, International Journal of Dermatology and Venereology

* Associate Editor, Chinese Journal of Dermatovenerology of Integrated Traditional and Western Medicine
* Associate Editor, Chinese Journal of Microbiology and Immunology

¢ Associate Editor, Chinese Journal of Disease Control and Prevention

@ Honors ¢
* 1995 Awards for Advancement in Science and Technology, Ministry of Health
1998 Awards for Advancement in Science and Technology, Ministry of Health
» 1998 Awards for Advancement in Clinical Medicine, Ministry of Health and Johnson & Johnson
« 1999 Outstanding Scientific Books, Anhui
* 2000 National Awards for Advancement in Science and Technology
* 2006 Awards for Advancement in Medical Science, Tianjing
* 2006 Awards for Advancement in Medical Science, Nanjing

@ Field of Study ¢
* Molecular Genetics of Medical Mycology
* Early PCR Diagnosis of Deep Mycosis
* Molecular Pathogenesis of Candidal Vaginitis
* Clinical Evaluation on Pharmacodynamics of Antifungal Agents

* Establishing Animal Models infected by Fungus

@ Research Support

* 2005 Research on Molecular Pathogenesis of Candidal Vaginitis by Microarray,
National Science Foundation of China

* 2006 Signal Transduction of Dextran on Candida Abicans Cell Wall,
National Science Foundation of China

* 2006 Gene File Foundation and Strain Identification of Medical Mycoses,
Nanjing Province Department of Health Foundation

* 2007 Multicenter Evaluation on Biology Diagnosis of Nosocomial Deep Mycosis,
Key Clinical Project from the Ministry of Health

* 2008 Relation between VVC and microflora Changes in Vagina,
Science Foundation of Jiangsu Province

* 2008 Rapid Biology Diagnosis of new-onset or Outhreak Infectious Mycosis,

National Significant Science and Technology Standard Project
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* 2008 Pre-clinical Evaluation on Pharmacodynamics of Antifungal Agents,
National Significant Science and Technology Standard Project

4 Publications ¢

« Editor-in-chief of 2 Scientific Books, Associate Editor of 23 Scientific Books
* First Author or Corresponding Author of 230 Scientific Papers, Which included more than 18 SCI Articles
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@ "Bacterial flora accompanying Candida yeasts in clinical specimens” (Fig. 1)
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* Specific relation: C. glabrata & E. coli
C. krusg & P. mirabilisor K. pneumoniae
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Fig. 1. Distribution of isolates of several clinically important bacteria from different body sites between the Fungal-
and Nonfungal-groups (Adapted from Mycoses 1999; 42: 619).
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Table 1. Echinocandins2] 3}+H <] (Deresinski SC )

Highly active Very active Some activity Inactive
Candida albicans Candida parapsiloss Coccidioidesimmitis Zygomycetes
Candida glabrata Candida gulliermondii Blastomyces dermatididis Cryptococcus neoformans
Candida tropicalis Aspergillus fumigatus Scedosporium spp Fusariumspp
Candida kruse Axpergillusterreus Paecilomyces variotii Trichosporon spp
Candida kefyr Candida lusitaniae Histoplasma capsulatum

Pneumocydtis jiroveci
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P ia=s

3. ofelsixol SN

ATFE FEEA gop FARW ST & drk A9 RE S wF RE}D 71014
AE SRR AR EE LRl AT 483 @) wEe] ol gurge] MER v
Gtk e 0 ARE e Holth & Qi oldwrgoR: FANS RAH w4, ¢,
A5 o, e §8 Awolth B FATAsH Lol & v AFAEo] ehbA gt FF
A%A ATHD BA) BFWl AP AL M1 Ak

& oF7t =S wel mae] el MY 4ee Candida 4= ol WA 7}

|=am= =1
& zlolinh sokel olRRe) Candidad] o AHA Aol A Y FAB AR
o] A& AmphoBell tisiA F58HAY HIE S Aot Aspergillosisoll thalA &= X5 WEESHA]
W A4S FAE
Caspofungin
(1) Caspofungin vs AmphoB in Candlida Esophagitis in HIV
n=128 (%) n=143 (%) n=177 (%)
Patients Esophageal Candidiasis Oropharyngea Esophageal Candidiasis
HIV (+) & Esophageal Candidiasis
. Randomized Double-Blind Randomized Double-Blind Randomized Double-Blind
Intervention
Primary Tx Primary Tx Primary Tx
Caspofungin 50, 70 mg Caspofungin 35, 50, 70 mg Caspofungin 50 mg
Comparator VS Vs Vs
AmphoB 0.5 mg/kg IV AmphoB 0.5 mg/kg IV Fluconazole 200 mg
Response % Response % Response %
Caspo 35 mg 74
Caspo 50 mg
Caspo 50 mg 85 Caspo 50 mg 91 85
Caspo 70 mg 96 Caspo 70 mg 78
Outcome AmphoB 72 AmphoB 63 Fluco 200 mg 86
Relapse Rate %
(p=0.19)
Caspo 50 mg 28
Fluco 200 mg 17

-27 -



(2) Caspofungin vs AmphoB in Invasive Candidiasis

. n=224 (%)
Patients Invasive Candidiasis
. Randomized Double-Blind
Intervention

Primary Tx

Caspofungin 70 —> 50 mg
Comparator Vs
AmphoB 0.6~1.0 mg/kg IV

Response %

Total (MITT) Albicans Non-Alb
Outcome
Caspo 76 (73) 64 84
AmphoB 78 (61) 58 62

(3) Caspofungin Salvage Treatments for Invasive Aspergillosis

— 7

Patients n=90()
Invasive Aspergillosis
Intervention Salvage Tx
Caspofungin 70 —>50 mg

Comparator Vs

None

Response (%

Outcome P ()

45%

(4) Caspofungin vs AmphoB; Systematic Review (SR) (?)
6719 F2F] AT A} caspofungine W A7} oA el S dlA] clinical Response”} -

gatggont AN AE HolF AL W

Micafungin

(1) Micafungin vs Fluconazole in Candida Esophagitis in HIV

) n=882 ()
Patients HSCT for Px
. Randomized Double-Blind
Intervention .
Primary Tx
Caspofungin 50 mg
Comparator Vs
Fluconazole 400 mg/kg IV
Px (%)
Outcome (p=0.025)
Caspo 80
Outcome
AmphoB 75
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e} SR e] A <k
(Clinical Characteristics of Candida Pneumonia)

JunHee Woo, Kiho Park, Yongpil Chong

Department of Infectious Diseases, Asan medical Center, University of Ulsan, Seoul, Korea

Background

Respiratory infections due to Fungus including Candida species are an increasingly important complication.
This study was undertaken to determine the epidemiology and clinical characteristics related to Candida
pneumonia patients.

Methods
Medical records of patients with Candida pneumonia from January 2007 to December 2008 in a 2200-bed
tertiary hospital were investigated retrospectively.

Results

During 2-year study period, 21 episodes of Candida pneumonia were documented among 102 clinical fungal
pneumonia in Asan Medical Center. Male was 11 (52.3%). Community acquired pneumonia was noted in 28.6%
(6/21). C. albicans was the most common isolate (61.9%, 13/21), followed by C. tropicalis (9.5%, 2/21), C.
parapsilosis (9.5%, 2/21), Candida spp not albicans (19%, 4/21). Among 21 Candida pneumonia patients, senile
lung (28.6%, 6/21), pneumonia (14.2%, 3/21), pulmonary tuberculosis (9.5%, 2/21), lung cancer (4.8%, 1/21),
adult respiratory distress syndrome (4.8%, 1/21), were the respiratory underlying diseases. The comorbid
illnesses were acute myeloid leukemia (33.3%, 7/21), diabetes mellitus (14.2%, 3/21), chronic renal failure
(14.2%, 3/21), organ transplant (9.5%, 2/21). Antifungal agents were amphotericin B, fluconazole, caspofungin.
Overall hospital mortality was 47.7% (10/21) where Candida pneumonia related mortality was 14.2% (3/21).

Conclusions

Overall mortality and candida pneumonia related mortality were high, 47.7%, 14.2% respectively. Risk factors
of Candida pneumonia were underlying diseases such as acute myeloid leukemia, diabetes, chronic renal failure
and organ transplant.

Clinical suspicion, early diagnosis and treatment suggest better prognosis.

-33-



1980
19891

&34 ER
1980 ~ 1984
198413 ~ 1987
1987 ~ 1989
19891 ~ 19963
19921
19923 ~ 19931
199611 ~ & A
2003\ ~ 2004\

& T de
19981
2001
2001
200341

& X M@
19901
1996
19981
2007
2008+

®sts) B5 @
2000 ~ 20021
20043 ~ 20071
20073 ~ 200911

[e]]

Aol =
Agelo) ot}

Aguetag el zbaEe], U
Folw

Aguetag el sk 99734 (Fellow)
Rl A AR, 2w
EEREEEEER

Brigham and Womens' Hospital, HMS Boston $14=

Ao A goply el gt w

Eiaala=tt e A STAc

PIEFIH(F AR 22
SR QA I(E A FYRAL
Al o) Akt Eu
AANE A TAERA

thghe it 8ta] o)At
thghe+tota] 53
e ZAsts] o)A



[— .
= FY X} Hil 2 (Beneficiary Report

Oligonucleotide ArrayS- ©]-§-3F Z#52]
(Diagnosis of Mycosis using Oligonucleotide Array)

e LR LY

35 4

olAle] W 50| Ast=d ulg} thekst Ao o8k 7+do] Zr)wa o) w2 Akl 2u)
= ﬂE’X*H AEol % &7“’3 Al Tl A+ S8t

a4 A4S (polymerase chain reaction, PCR)S ©]-83F ¥4 &8k oo vf§- w2
7reido] ow AFEA AEX A Qlolw AlaEl 4= 9l o] 9rl 9714 BA restriction
fragment length polymorphism analysis, & 5-©] PCR, reverse line blot, PCR-ELISA 5-°] &3] ]85 1
sith et Aol s, mabge] qla, FRadel A8E F gt wEel glol 94

goll Akl vt

Z13t oligonucleotide array (OA)&= fr&] &2 UL ol #E50] probesS 2GAZ Ao, 7
Ae] DNAZ WA primer2Z SZA)71 3 OAo] WA A Pows 23S = v Be #5S
gk Hell 8 Qi FEAAE HAAE AFEE = e o] Stk 20054 o] ¥ it AF
o] OAE ©]&3t HiEo] oL} (Leinberger 5, 2005; Huang s, 2006; Spiess -, 2007; Langlinger 5,

2009) el AEY 5 e 7Y U AFE ATk divt FT U] Chang w4 9A
T, BEA, VI FAPSAA APREE dlg FE5 0] probeE NEEte] OAE A% §- (Hsiao

S, 2005; Li 5, 2007; Leaw 5, 2007), 3kx}e] AMu|UA| = (Hsiue 5, 2009)2} cystic fibrosis 3212

7}l (Bouchara %, 2009)° #&3lo] 0AQ] ¥& 7H5A 3} SolAS HoFlT)

SHEd hxle] HhgolA 214 DNAE FE319) Chang 259 olignonucleotide arrayS ©]-8-gk

I F8S Alstal, o] WY F8/d 3 gekglel el dobEt

2

<l

Rl
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&&= CBS Fungal Biodiversity Centre ¢~
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EC-1 223} A of| A Trichophyton rubrume] 5%

SHH - UEY  NYD - UEH  0ME Y@ ojAF

Trichophyton(T.) rubrum& 214131344 A (anthropophilic) 0.2 AlAH o2 FHLsHA B A
(dermatophytes) & Slb= 3| §-9] 71 o] d& AARAQ &5, WE, ZU 9 gie] 4458 W
sto] WS AL Syl A= SH9 (tinea pedls) 24 (tinea cruris), A5 (tinea corporis),
Z31d (tinea unguium)©] 5= Qo R el Stk xS ZAATFo] ohd AW AA O AEES
Sabouraud dextrose agarell Hl¥Fsle] 25 $of F=5gk Ay} T rubrumO] HigE RS st ol 73%1
Ayz}ste] Baghty,

20081 6<¥H-E] 20109 2¥7h4] F 210 <t Y BAE gPFo R VEH o A &
7<1EHH°”“}°1W Z 789 A} (4 3%, A 4W)elA T rubrumO] HlgE 2SIk
N AMES AE3I oL wHEul HA]= gtk SA4ES @R 58T of#) 21 o]

E =Y

Ao, Lpo]i= 194
N 87AI7HA] FRSISHAl AT SAbEe] 7 YN 7AATE A AR, HIV 295 5ol

th 5] == S RAFY AL Fdolu A HEd dFA Wk Utk &¥CA T rubrum
o] AE TN 713 dolry] fleke] i SAEFE P vfdE Toruorums aRlo] ©
o] Bate] W) 1471¢] &Wo] =y FHoj 1—4 oA 14Ul o]Z7|17HA] T. rubrumS ¥ol ¥ F A
Al FEIA 2 A Tordorume] AFEFEAE ER1e A7} AW Ul E 49704 BEES 2 A
T. ruorume] EAEA] & Ao AT = LWy AEA ARl olFlo] FAHE olFE P
Al 2 9d=e] A= T rubrume] °°55101 e sS4 B g vk sAR ARREE =
= ek RebhALe) g Itol A 9 ol oJ&] 1ddl 5= x| T. rubrume] FAE YT Aztelr] =
o] ol AW} AEA *’ﬂfﬁow T. rubrume] wjFE th2 ouE FolE QU lrkal Azt
TS B 15 vl AWoly Ak A ] wlgs Ul AE $ESEE 27 o) wjdEE T

rubrumE WS g A4 g 5 otk mebA MRk 1590] ohd 27 9% A4 Waiel
e xﬂwu}. 71%1@@% BHAE o AT, PEsolor & Piolhn oA ARpES Al
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FC-2 #+ 13 7& (1997~2009) B3, A Xl%ﬂolw A3

Aefeta o)t o) -heka

95y - 85T OIXY - UM - 0|5F - AYS

3}
75 2.2 Jorothrix schenckiiv= EFo|u; 3|3k ofAlFoll A AR X qE o]e]o| = U, A& 7], &4,
AL vk, o), 4, Az, BuY], TE SolA “‘7431 7%

el A% (inoculation)oll 2)dte] HAIEIA| W =85 Ay ERo|u} Qzke] AE w &

] el oM G AX R ERESS Rl Falxze] 44

= AR} ol wet fRRay, agu iy, 55y, 95 ole] 799 A
2 ATl 19979 2009W7HA] At 95 S E gk #2; 7he
A R gl 2xREREFoR Ay X8 g #a) 58S oldoR dxd
2 oA dAN e e 9 A, A, W 3 S sk o] Wz B g ReE Rike) W
R, A E x50l digte] w4 Esith

A== 1998 497 HAYSE o] 52 1A FAIE Rolthr) 20001 d 49|7) HAIEIGITL 9

rt

)

n
o oft 1o
o2 o o

A =
DA A 11ERE 29 Abel7) 99 (60%) 7HE waker 199 24l 394 7HE w@ol skl
A wxe @A 79, At 8= AL wlsAl Ao AR RS 20404 124171 9] RS
Helom it A2 5641310 50t o} 60t 7} 104 = 66.6%E AA AT A F¥E = =AAFATL 3

g (20%), FEATFATT 127 (80%)§ FEA A ER o w2 A SIS E} 2L FH7F 99
(60%)= 7Fg WAL 1 2ol £, Ak, o]l 2] FoE ZAEIJTE 3§ Wwo] wAlskal 1
WHESH7 1744 9] 717 A4 27Hé°ﬂ/‘1 Ha 5A7MA 2 opFsiiar St 7.070h 9] WHE 7S UER
INLU7E AA 3x1o] 53%E A Frh WEE DA EE vFHzgo] 119 (73.3%), 1133 o]
(26.7%), IS 14| % WAsEA] Tk wg e = AT 74 (@6.7%)E 7P B3] A
Rown FHS A9 hwo] 394 BT 1 & TR thElel] 144 AEIGITE AR BE dolA
itraconazole S A& o X7 7|7F2 450 A 2671 9] TRk EXE WYY H A 57| 1L7F
gomn AL 1dofA] A3 8571] itraconazole AX & F SA= STk
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FC-4 A Case of Atrophic Pityriasis Versicolor

=

Az st o) atejst w3 abetmal
O E - HeEx - 0|2

The various skin lesions of pityriasis versicolor include papulosquamous, follicular, inverse, and atrophic type
which has a lower frequency of occurrence rate.

We describe a 24-year-old male patient presenting with atrophic skin lesions in the upper chest, trunk, and neck.
Many spores were observed on the KOH test, and the cultured specimen was identified with Malassezia globossa.
The histopathological findings of the skin leison revealed numerous hyphae and spores on the epidermis. Dermal
atrophic change was also observed. The exact mechanism of the development of the lesion is unclear, but could
be the sequela of delayed type hypersensitivity and the release by T-helper lymphocytes of leukotrienes which
perturb collagen metabolism and/or keratinocyte growth.

Atrophic pityriasis versicolor needs to be distinguished from other skin diseases manifesting with cutaneous
atrophy.
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