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BEHCET DISEASE WITH SUPERIOR VENA CAVA THROMBUS IN A PATIENT
PRESENTING DELAYED FACIAL WOUND HEALING : A CASE REPORT

Sun-Mi Choi, Joo-Hyo Ha, Sun-Ae Kim, Mi-Ra Choi, Su-Jin Jung, Hyen-Soo Lee, Soo-Nam Yang
Department of Oral & Maxillofacial Surgery, Hankook General Hospital, Cheongiu, Korea

Behcet Disease is a multisystem inflammatory disorder of unknown orign. It is characterized by recurrent
oral ulcer, genital ulcer, skin lesions and ocular inflammation, and which may involve the joints, skin, cen-

Because Behcet Disease dose not have any specific symptoms and laboratory findings, the diagnosis is
made on the basis of the criteria proposed by the the International Study Group for Behcet Disease.
Behcet Disease is affecting both arteries and veins, and clinically manifest large vessel involvement

occurs in between 7 and 49% of patients. Superior vena cava thrombosis is a rare but well-recognized

We report a case of a Behcet Disease with superior vena cava thrombosis in a patient presenting delayed
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Fig. 1. Facial swelling.

Fig. 3. Both arm IV injection site showing erythematous
swelling (especially left arm).
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Fig. 2. Engorgement of neck veins.

Fig. 4. Chest PA showing superior mediastinum widening.
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A. Sagittal MRI

B. Coronal MRI

C. Axial MR!

Fig. 5. MRI showing superior vena cava thrombus,

Fig. 6. Positive pathergy test.
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Table 1. The criteria of the international study group for Behcet s disease, 1990

Recurrent oral ulceration

plus 2 of

Recurrent genital ulceration

Eye lesions

Skin lesions

Positive pathergy test

Minor aphthous, major aphthous, or herpetiform ulcera-
tion, observed by physician or patient, which recurred at
least 3 times in one 12 month period.

Aphthous ulceration or scarring, observed by physician
or patient

Anterior uveitis, posterior uveitis, or cells in vitreous on
slit lamp examination: or Retinal vasculitis observed by
ophthalmologist.

Erythema nodosum observed by physician or patient,
pseudofolliculitis, or papulopustular lesions: or Acneiform
nodules observed by physician in postadolescent patients
not on corticosteroid treatment.

Read by physician at 24-48h.
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Table 2. The modified criteria of the Behcet s disease research committee of Japan, 1987
1. Major criteria
(1) recurrent aphthous ulcerations of the oral mucous membrane
(2) skin lesions (any of the four)
(2) erythema nodosum
(b) subcutaneous thrombophlebitis
(c) folliculitis, acne-like lesions
(d) cutaneous hypersensitivity
(8) ocular lesions (any of the three)
(a) iridocyclitis
(b) chorioretinitis, retino-uveitis
(c) definite history of () and/or (b)
2. Minor criteria
1) Arthritis without deformity and ankylosis
2) Epididymitis
) Gastro-intestinal lesions characterized by ileocaecal ulcers
) Vascular lesions compatible with Behcet s disease
)
i
)

(
(
(3
(4
(5) CNS symptoms compatible with Behcet s disease
3. Diagnois
(1) complete type
four major symptoms apparent during the clinical course
(2) incomplete type
(a) three major symptoms or two major and two minor symptoms
(b} typical ocular symptoms and another major symptom or two minor symptoms
apparent during the clinical course
(3) suspected type
some major symptoms apparent but not fulfilling the above two, or typical minor symptoms recurred
(4) subtypes
(a) intestinal Behcet s disease
(b) vascular Behcet s disease
(c) neuro-Behcet s disease
4. Findings helpful in diagnosis
(1) cutaneous needle reaction

(2) inflammatory reaction; rise in ESR, positive CRP, and increase in number of peripheral WBC
(3) HLLA-B51(B5)

Table 3. Frequency of clinical manifestations in Behcet disease

M ig
Oral ulceration 97-99%
Skin lesions

Folliculitis 80%

Erythema nodosum 50%

Pathergy 60%

(Mediterranean countries and Japans)

Genital ulcerations 80%
Eye involment 50%
Arthritis 40-50%
Subcutaneous thrombophlebitis 25%
Deep vein thrombosis 5%
Arterial occlusion/aneurysm 4%
CNS involment 5%
Epididymitis 5%
Gastrointestinal lesions 30%
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