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A Case of Chronic Mucocutaneous Candidiasis Occurring in a
Patient with Scrofuloderma-like BCGitis

Ju Hyuk Park, Chang Sun Yoo, Min Seong Kil, Chul Woo Kim,
Sang Seok Kim and Kwang Ho Kim

Department of Dermatology, College of Medicine, Hallym University, Korea

Chronic mucocutaneous candidiasis (CMC) consists of several clinical syndrome characterized by
chronic, treatment-resistant, superficial candidal infections of skin, nails and oropharynx. The patients
with CMC usually have other manifestations including non-candidal infections, endocrinopathies and
autoimmune diseases. These findings suggest that patients with CMC have multiple or complex
abnormalities in their immune systems, especially of cell mediated immunity. The scrofuloderma or
scrofuloderma-like BCGitis is used to describe the skin reaction and enlargement of regional lymph node
with suppuration. In contrast to chronic mucocutaneous candidiasis, BCGitis does not suggest underlying
host immune defect in most cases. In our knowledge, there is no report about scrofuloderma-like BCGitis
and chronic mucocutaneous candidiasis occurring in the same patient. Herein, we report a case of chronic
mucocutaneous candidiasis associated with scrofuloderma-like BCGitis.
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Fig. 2. (A) Well-defined, irregular-shaped, whitish
patches were scattered on the lips and within oral cavity.

Fig. 1. A granuloma comprised of numerous epithe- (B, C) Well-defined, 0.2-to-0.5cm-sized, erythematous
lioid cells and lymphocytes without central caseous papules and coalescent plaques were clustered on the
necrosis (H&E stain, ><200). upper back and forehead.
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Fig. 3. The hyphae with clusters of spores were
observed in KOH preparation (KOH mount, <200).

Fig. 4. White-to-cream-colored, smooth, glistening
colonies were observed on Sabouraud's dextrose agar
plate.

Fig. 5. (A) MRI Brain (Enhanced axial T1) showed
showed a thick-walled ring-enhancing lesion and an
unenhanced center of hypointensity signlals with
surrouding hypointensity signals in the Rt. cerebellum.
(B) After 6 months, the enhancing lesion in right
cerebellum resolved in enhanced axial T1.
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Table 1. Immunologic findings in a 23 month-old with chronic mucocutaneous candidiasis associated with scrofuloderma-

like BCGitis
Test Atage?2 Atage3 Normal range

WBC (/uL) 7500 12700 4000~10000

T cell (%) 56% 50% 53.8~81.8

Th cell (%) 31% 27% 29~55.4
Lymphocyte subset Ts cell (%) 22% 21% 12.2~35

Th/Ts ratio 141 1.29 0.9~3.21

NK cell (%) 20% 7.2~34.0

B cell (%) 29% 6.2~22.7

IgG (mg/dl) 1350 1200 751~1560
Serum immunoglobulin IgA (mg/dl) 90 198 82~453
concetration IgM (mg/dl) 80 77.3 46~304

IgE (IU/ml) 1.6 0~60

CHS50 (units/ml) 177 77~170
Complement C3 (mg/dl) 183 79~152

C4 (mg/dl) 52.1 16~38
v W Aste] vRa) o) WEeielar, 1 CT 3 MRIOA, F5-2] FF3} A Ju
% A C albicans® FAHATE AR Foi 2ed FAsE Tl AHEe] 0E%
Al e BT v ettt A9, dE7IA S, oA A=At (Fig
22 ST, FE MR} Y AT 5A). AAD AFAe|H Ad QA 4,
letr] flste] o HALE Al W AFB 94, Mycobacterium & fungus W% 734},
sHA Al A, CH500] &7 715 o] gl9len),  tuberculosis PCR -2 B SW3} o]} A&
T cell, Th cell, Th/Ts ratio, Ts cell, IgG, IgA, IgM 5 Holx] gAA|nE 671E Fot dAMAE H&3)
T A SR 5E% ol AdE T T ZGT MRI 2704 7]E2] yREe] it
ST} (Table 1). Itraconazole solution 100 mg=- 21 B A24% 424 5o YAdFor e
ARt E-gohH A wsiglar v e e 9] ANATE (Fig. 5B). WA} gk #FAgE AL
th 1§ g 2 Wshe {Ilon, 3k Al 7h 493 Zlow ddsiglont Byt sk
= A B FSelgem WS g Ak W ol o] ool Arke AlAE = llaL, dA)
skeleh "HeAsr deAE s dotr] isoniazid®} rifamping X424 07 H-gain] 73}
st} ThA AlAG THAIA €3, Cark 2 W Folnk.

7o) AAAL T cell, Th cello] 52217} 2zt 7+
AEo] RO ThTs ratio, Ts cell, IgG, IgA,
IeM H T2 dH Aol Al 5383 o] S
g 4 QUAY (Table 1). 3}A9 ko= BCGitis
2 X guk2 o] g5 B33l PPD testol
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