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Therapeutic Effect of Sclerotherapy on Venous Malformations

Chang Ook Park, M.D., Junsu Park, M.D., Woo Gil Chung, M.D., Kee Yang Chung, M.D.

Department of Dermatology and Cutaneous Biology Research Institute, Yonsei University College of

Medicine, Seoul, Korea

Background: Although surgical excision is the standard method for the treatment of venous

malformations, this procedure often leads to massive bleeding and cosmetic problems. Sclerotherapy

for venous malformations has recently been reported, whereas sclerotherapy for varicose veins, leg

telangiectasias and hemorrhoids has well been established.

Objective: To assess the usefulness of sclerotherapy for venous malformations.

Method: Fourteen patients who had venous malformation were treated with sclerotherapy using

sodium tetradecyl sulfate (Thromboject * Omega Laboratories, Ltd., Montreal, Canada). Clinical

efficacy was evaluated by physical examination and comparison of photographs.

Results: In patients with venous malformations, 71.4% of the eases showed moderate to marked

improvement. Side effects were noted in 6 patients, however, they were trivial and transient and no

treatment was needed.

Conclusion: Sclerotherapy can be recommended as an effective method for the treatment of

venous malformations. It has milder and fewer side effects than other treatment modalities, and it
also yields superior cosmetic results. (Korean J Dermatol 2005;43(9):1207~1211)
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Fig. 1. Complete remission of a venous malformation in Fig. 2. Marked improvement of a venous malformation in
patient 5 (A) Before and (B) after treatment patient 3 (A) Before and (B) after treatment

Fig. 3. Improvement of a venous malformation in patient Fig. 4 Mild improvement of a venous malformation in
11 (A) Before and (B) after treatment patient 10 (A) Before and (B) after treatment
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Table 1. Summary of patient data

ol A Fetae] ABaH

patient

Concentration Amount of STS Number of Previous

No. Age/Sex Duration Site Size(cm) of STS(%) used per Tx*(ml) Tx* Tx*
1 10/F  Since birth gdyi‘ﬂfé\:‘de of Lt 2%3cm 1% 0.6 ml 5

2 23/F  Since birth Rt. Shoulder NM+ 1% 1 ml 2

3 4/M  Since birth Rt. Hand 2X5cm 0.5-1% 1ml 10

4 34/F Since birth Rt. Eyelid 1.5X2 cm 0.5-1% 0.4 mt 4

5 8M  Since infancy Upper lip 1.5X1.5cm 0.5-1% 0.4 ml 11

6 25/F Since childhood Rt. Eyebrow 03%X08cm 05-0.75% 0.2 ml 4 Dye laser
7 33/M Since birth Lt. Sole 1.3X1.5cm 0.5% 0.3 ml 1

8 55/M  Since infancy Forehead 1.5X4cm 0.5% 0.8 ml 3 Dye laser
9 43/F 10 years Lower lip and tongue NMt 1% 0.5ml 3

10 12/M 4 years Lt. Flank 1X1.5cm 1% 0.3 ml 3

11 6/F  Since birth Rt. Sole 2.5X3 cm 0.5-1% 0.6 ml 7

12 35/F 10 years Lt. 4" finger [X1cm 0.5% 0.3ml 3

13 12/F  Since birth Tongue 2X2.5cm 1% 0.6 ml 4

14 11/M 8 years Forehead 2X2cm 0.5% 0.5 ml 1

*Tx: Treatment TNM: Not measurable

Table 2. Therapeutic effect of sclerotherapy in venous
malformation patients

Table 3. Complications of scleroterapy

Complication Number

Number of patients Percentage (%) Pain 2
Complete remission 6 42.9% Marked swelling 2
Marked improvement 3 21.4% Thrombosis 2
Moderate improvement 1 7.1% Secondary infection 0
Mild improvement 2 14.3% Pulmonary embolism 0
No change 2 14.3% Cerebral infarct 0
Worse 0 0
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