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Pathological Characteristics of 20 Cases of Langerhans Cell
Histiocytosis and Specificity of Immunohistochemical Stain of
Langerin (CD207)

Youngjoon Ryu, Hyunjoo Lee, Sangho Lee, Hoiseon Jeong, Bongkyung Shin,
Aeree Kim, Hankyeom Kim and Insun Kim

Department of Pathology, Korea University Guro Hospital, Seoul, Korea

Background : Langerhans cell histiocytosis (LCH) is a well-known neoplastic disorder of La-
ngerhans cells which has characteristic findings, however, LCH has not been adequately stud-
ied in Korea. Methods : We analyzed the clinicopathologic features of 20 patients with LCH
who were diagnosed between 1997 and 2006 at the Korea University Guro and Anam Hos-
pitals. Results : The M:F ratio was 3:1 and the age ranged from 2-60 years (mean, 23.8 years
[4 in 1st decade, 6 in 2nd decade, 2 in 3rd decade, 5 in 4th decade and 3>40 years of age).
The cases were classified as unifocal unisystemic in 13 patients, multifocal unisystemic in 4
patients, and multifocal multisystemic in 3 patients. The bone was the most commonly
involved organ (14), followed by lymph node (5), lung (2), skin (2) and ureter (1). The Langer-
hans cells were immunohistochemically stained with Langerin, CD1a, S-100 protein, and
CD68. Langerin and CD1a were specific for Langerhans cells. Conclusions : The distribu-
tion of the involved organs in patients with LCH was similar to the distribution in Western coun-
tries, but lymph node involvement was more frequent, whereas lung involvement was less
common. Langerin is considered to be a specific marker for Langerhans cells.
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Table 1. Patients profile: age, sex, involved organ, symptom, treatment and prognosis

Cases Age Sex Involved organ Classification* Symptom Treatment Outcome
1 2 M Bone (pelvis and knee) 2 Knee pain Open curettage and No recurrence
observation
2 32 M Bone (skull) 1 Palpable mass Excision No recurrence
3 37 M Lymph node 2 Tender mass Stop smoking and Spontaneous regression
(neck, multiple) observation
4 15 F Bone (T-L-S spine) 2 Back pain Steroid and NSAIDs Aggravation
5 14 M Bone (skull)/ureter/ 3 Headache/hematuria/ Excision/chemotherapy Recurrence and regression
skin (scrotum) mass
6 18 M Bone (skull) 1 Headache Excision No recurrence
7 41 M Lymph node (neck) 1 Palpable mass Biopsy Spontaneous regression
8 22 F Lung 1 Chronic cough Wedge resection No recurrence
9 17 F Bone (skull) 1 Palpable mass Biopsy Follow up loss
10 6 M Bone (pelvis) 1 Hip joint pain Biopsy Follow up loss
11 2 M Skin (chest)/bone 3 Back pain Biopsy Follow up loss
(rib, multiple)
12 15 M Bone (skull) 1 Headache Excision No recurrence
13 42 F Bone (skull) 1 Headache Excision No recurrence
14 3 M Bone (skull) 1 Headache Excision No recurrence
15 19 M Lung (multiple) 2 Cough Wedge resection No recurrence
16 23 M Bone (femur) 1 Pain Steroid/chemotherapy Resolution
17 34 M Bone (skull) 1 Palpable mass Excision No recurrence
18 37 F Lymph node (neck, 3 Palpable mass/ Excisional biopsy/ Recurrence
multiple)/bone (spine) back pain chemotherapy
19 38 M Lymph node (axilla) 1 Palpable mass Excision No recurrence
20 60 M Lymph node (axilla) 1 Palpable mass Excision No recurrence

*Clinical classification 1, Unifocal unisystemic; 2, Multifocal unisystemic; 3, Multifocal multisystemic LCH.
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Table 2. Distribution of patient age and involved organ

Age, years Mean (range)  23.85(2-60)  No. of patients
Distribution <10 4
11-20 6
21-30 2
31-40 5
>41 3
M:F 155 Involved organs
Clinical 1 (13 cases) Bone 9
classification* LN 3
(20 cases) Lung 1
2 (4 cases) Bone 2
Lung 1
LN 1
3 (3 cases) Bone, ureter, skin 1
Bone, skin 1
Bone, lymph node 1
Involved organs  Bone Skull, pelvis, 14
(overlapping) Spine, knee
LN Cervical, axillary 5
Lung 2
Skin Chest, scrotum 2
Ureter 1

*Clinical classification 1, Unifocal unisystemic; 2, Multifocal unisystemic;
3, Multifocal multisystemic LCH.
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Fig. 1. Histologic findings. The tumor is composed of sheets of Langerhans cells and eosinophils. The tumor cells have abundant, pink cyto-
plasm and irregular, lobulated nucleus (A). The large cells with abundant, sometimes vacuolated or multinucleated cells are mixed with
other inflammatory cells (B). The lymph node shows multifocal abscesses within the tumor cell infiltrates (C). The skin shows Langerhans
cells in papillary dermis (D).
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Fig. 2. The Langerhans cell histiocytosis involving the skull bone.
The sheets of Langerhans cells are surrounded by infiltration of eo-
sinophils and lymphocytes (A). Immunohistochemical stainings for
S-100 protein (B), CD1a (C) and Langerin (D and E) show more
specific positive reaction for Langerin in tumor cells.
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