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A Clinicopathologic Study of 15 Cases of Angiolymphoid Hyperplasia with Eosinophilia

Yoon Jin Choi, M.D., Mi Ryung Roh, M.D., Min-Geol Lee, M.D.
Department of Dermatology and Cutaneous Biology Research Institute, Yonsei University College of Medicine, Seoul, Korea

Background: Angiolymphoid hyperplasia with eosinophilia (ALHE) is an uncommon distinctive vascular lesion
characterized by proliferation of endothelial cells. Because of its rarity, the clinical and pathological aspects of
ALHE have not been fully studied in Korea.

Objective: The purpose of our investigation was to describe the clinical and pathological characteristics of ALHE.
Methods: We reviewed the medical records, clinical photographs and histological slides of 15 patients who were
diagnosed as ALHE at Severance hospital.

Results: Of the 15 patients, 60% were men and 40% women. The average onset age of men was 53.7 years,
women 33.2 years. Overall average onset age was 45.5 years. The scalp was the most frequently involved site in
ALHE. Pruritus was the most common symptom. Two of four patients demonstrated peripheral blood eosinophilia
and one patient showed elevation of serum IgE. The essential microscopic features of the fifteen lesions of ALHE
were epithelioid proliferation of endothelial cells and perivascular inflammatory infiltration with eosinophils and
lymphocytes. Four patients underwent surgery as their sole treatment modality and there were no recurrences. Other
treatment modalities were topical steroid, intralesional injection of triamcinolone, systemic steroid, and 5%
imiquimod cream.

Conclusion: The clinical and pathological features of patients in this survey differ from previous studies in the age
of onset, gender distribution, and anatomical distribution. Men were more affected (60%) than woman (40%), and
the average age of onset was 45.5 years. The scalp and extremities were the most frequently involved sites. Surgery
was the treatment of choice in ALHE. However, the clinical findings of ALHE need to be further evaluated in
larger groups of patients. (Korean J Dermatol 2008;46(7):881 ~ 888)
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Fig. 1. Number of patients with ALHE by age decades
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Table 1. Symptoms of patients with ALHE

Symptoms Number of patients (%)
Pruritus 6 (40.0)
Tenderness 4 (26.7)
Bleeding tendency 1 (6.7)

No symptom 4 (26.7)

Fig. 2. A pea sized papule on the wrist. The clinical impression
before biopsy was dermatofibroma.
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Table 2. Clinical features of 15 patients with ALHE

Prebiopsy clinical

Case Sex/Age Location . . Symptoms Laboratory Tests
impressions

1 M/58 Ear Soft fibroma Bleeding tendency Normal

2 M/34 Ear Dermatofibroma Tenderness Normal

3 M/55 Scalp Not recorded Tenderness Not checked

4 M/46 Scalp Prurigo nodularis Pruritus Peripheral eosinophilia (19.3%)

5 M/48 Arm and leg Not recorded Pruritus Not checked

6 M/84 Leg Prurigo nodularis Pruritus Not checked

7 M/65 Leg Dermatofibroma No symptoms Not checked

8 F/34 Wrist Dermatofibroma No symptoms Not checked

9 F/5 months Scalp Nevus flammeus No symptoms Not checked

10 F/28 Arm and trunk Papulonecrotic Pruritus Peripheral eosinophilia (9.4%) and
tuberculid elevated serum IgE (201 IU/ml)

11 M/59 Leg Epidermal cyst Pruritus Not checked

12 M/34 Forehead Dermatofibroma No symptoms Not checked

13 F/43 Scalp Keloid Pruritus Not checked

14 F/33 Finger Ganglion cyst Tenderness Not checked

15 F/50 Finger Neuroma Tenderness Not checked

“zg- YA
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Multiple
sites
(13.3%)

Wrist (6.7%) R

Fig. 3. Anatomic distributions of ALHE Fig. 4. Irregular vascular channels with perivascular inflam-
matory infiltration. The inflammatory cells between the vessels
are composed of lymphocytes, histiocytes and eosinophils.
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Fig. 5. Plump endothelial cells protruding into the lumen of
the blood vessel and infiltration of mixed inflammatory cells
with numerous eosinophils are observed.

Fig 6. A blood vessel lined by vacuolated epithelioid endo-
thelial cells shows luminal obliteration.
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Fig. 7. Angiolymphoid hyperplasia with eosinophilia within
nevus flammeus

Table 3. Histopathologic characteristics of ALHE

Microscopic features No. of cases (%)

Location of the lesion

Dermis 14 (93.3)

Subcutaneous tissue 1(6.7)
Epidermal changes

Hyperkeratosis 2 (13.3)

Acanthosis 1 (6.7)
Vascular changes

Epitheloid endothelium 15 (100.0)

Vascular proliferation 15 (100.0)

Luminal obliteration 2 (13.3)

Arteriovenous malformation 1 (6.7)
Inflammatory infiltration

Eosinophils 15 (100.0)

Lymphocytes 15 (100.0)

Germinal center formation 1 (6.7)

Mast cells 3 (20.0)

Plasma cells 2 (13.3)
Fibrosis

Perivascular fibrosis 4 (26.7)

Interstitial fibrosis 1(6.7)
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Table 4. Summary of treatment and recurrence rate of ALHE

No. of recurred

Treatment No. of cases cases (%)
Surgical excision 4 0 (0)
Topical steroid 2 1 (50.0)
Intralesional injection of 1 1 (100.0)

triamcinolone

Systemic steroid 1 1 (100.0)
5% imiquimod cream 1 0 (0)
No treatment 6 -
Total No. of treated cases 9 3 (33.3)

5% imiquimod Y& Alg3le] X823 147} dAoH A
dhe 7Eg) R %}9}@. AAZHOZ AFe (55 AP
9¢ = 3¢ oA YE 33.3%2] ARES B YT (Table 4).
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