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BhAR A R (Fi02=1) MikELS
PH 7.28 TP. 43| g/d|  |Na 138 U/ml
PO2 82.5/ mmHg T.Bil 1.8 mg/dl K 3.8/ ng/ml
PCO2 | 472| mmHg| |AST 36 U/l [cl 106/ pg/ml
HCO3 | 202| mEq/1 |ALT 32 U/l [KL-6 985/ ng/ml|
BE -4.2 mEq/| LDH 405 u/I Ferritin 452| ng/ml
Glu 183 g/d|  |ALP 657 U/l |[BNP 13.6) ng/ml
Lac 2.3] _mmol/I y-GTP | 146 U/l [CRP 26.81| mEq/I
1 ik — A% BUN 16.9| mg/dl B-DY Ay 16.8] mEg/I
WBC | 242/ x10%/ 1, Cr 105 mg/d| |PCT 7.68| mEq/|
Hb 153 g/d]l  TANLELARE (- PN ARR | ()
PLT | 139 xi0%/ull  BVARE | () HAUF4TTAY | (-)
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Table 3 Hetafffteirid

MDSEZ#iEF : RA IPSS 0.5(intermediate—1) b
46, XY, trp(1)(q21932)

46, XY, dup(1)(g21932)x2

564%% B : RA IPSS 1.5(intermediate—2)
46, XY, trp(1)(g21932)

45, X =Y, trp(1)(g21932)

47, XY, trp(1)(gq21g32), +8

RA; Refractory Anemia, IPSS; International Prognostic Scoring System
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T, RS, v ATRBIEUREEA TR T 5
s OB O 0 1B H#ED CD4 By T #ifa A IL
TOFEBZMIGRE LD ) B LHIM|ESINTE
D9, IL-7 D#IEF TG B8 8ql21312H 5 Z &,
MDS & T MO RE S ERORFEL Z 2 5T
B2 ENHBEEEATRIE S NG,
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Myelodysplastic syndrome with intestinal disorder like Behcet’s disease

Yusuke Kasuiwapo®, Kenji YosHipa, Kensuke Oryoj1, Kazuo KAMADA,
Shin-ichi M1zuki and Eisuke YoxoTa

*Division of Rheumatology, Matsuyama Red Cross Hospital

Various autoimmune diseases have been reported to be associated with myelodysplastic
syndrome (MDS). Recently, the coexistence of MDS with trisomy 8 and rare disorders of the
immune system such as Behcet's disease has been described. A 62-year-old man with aortitis
syndrome and MDS with chromosome 1 abnormality was transferred to our hospital due to an
alveolar hemorrhage. After treatment with glucocorticoid and cyclophosphamide, he suddenly
developed bloody diarrhea and hypotension. A colonoscopy revealed a large deep ulcer in the
descending colon, but it was impossible to perform endoscopic hemostasis or transcatheter
embolization because there was no present bleeding. The ulcer was thought to be caused by
intestinal Behcet's disease with myelodysplastic syndrome. Adalimumab was given to treat his
bleeding. Bleeding was temporarily improved after 3 days and a colonoscopy on the 13th day
showed the regeneration of epithelial cells around the edge of the ulcer. A day later, the
appearance of trisomy 8 was observed on chromosome analysis. Although the disease was
controlled by adalimumab, cyclosporine and glucocorticoid, the patient died of infection after 3
months. To our knowledge, this is the first case of intestinal Behcet's disease with
myelodysplastic syndrome that has been treated with adalimumab. Adalimumab quickly
improved the ulcer in this case, and we should consider its administration when bone marrow

transplantation is impossible.
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