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201

( Beh et's disease ) 

( myelodysplastic syndrome ) 

( chronic myelomonocytic leukemia ) 

( refractory anemia ) 

47XX ( tri-

somy 8 )

( 65% vs 3-36% ) ( 15% vs 21-75% )

( 77.8% vs 6.5-16.3% )

( 81.8% vs 71.4% )

( 63.6% vs 28.6% )

( 100% vs 71.4% )



( Beh et's disease, BD ) 

International Study Group ( ISG ) for Beh et's disease

1990

( )

( pathergy test ) 1

B51

( HLA-B51 ) 

HLA-B51 ( 55-81% vs 10-15% )

13%
2

( myelodysplastic syn-

drome, MDS ) 

( preleukemia ) 

( smoldering leukemia ) 30%

(  a c u t e  m y e l o i d

leukemia, AML ) French-America-British

( FAB classification ) 3

( refractory anemia, RA )

( refractory anemia with ringed sideroblasts,

RARS ) ( refractory

anemia with excess blasts, RAEB )

( refractory anemia with ex-

cess blasts in transformation, RAEB-t )

( chronic myelomonocytic

leukemia, CMMoL ) 

dysplasia

CMMoL

47XX ( trisomy 8 )

41

43

( pathergy

test ) 

(  WBC

30.6 x 109/L, neutrophils 72%, monocytes 11% )

( 14.1 gm/dL ) ( 243 x 109/L ) 

( myeloproliferative disorder ) 

48

( Crohn's

disease )

176

( Beh et's disease )

( Myelodysplastic syndrome )

( Chronic myelomonocytic leukemia )

B51 ( HLA-B51 )

( Trisomy 8 )



( focal obliterative endarteritis )

49

( WBC 13.9 x 109/L, neutrophils 68.3%,

lymphocytes 21.5%, monocytes 9.2% )

( 14.6 gm/dL ) ( 159 x 109/L ) 

(  b l a s t s  )  

3% ( dyserythropoiesis ) 

( dysgranulopoiesis )

21 metaphase 47XX trisomy 8

FAB 3

( CMMoL )

( ) 

( avascular necrosis )

prednisolone azathioprine

38.5 80/40

mmHg

( WBC 14.9x109/L, segmented neu-

trophil 68%, band form 18%, lymphocyte 4%, mono-

cyte 10% ) ( Hgb 10.5 gm/dL, M-

CV 113.8 fL ) ( ESR ) 115mm at

1 hour C- ( CRP ) 33 mg/dL

(  dura l  s inus

thrombosis ) ( ischemic bowel

disease ) troponin-I

lead  I aVL V4-6 ST T

( methylprednisolone ) 

( heparin ) 

( intravenous immunoglobulin, IVIG ) 

E1 ( prostaglandin E1 ) 

D-dimer FDP fibrinogen

PT/aPTT

( disseminated intravascular coagulation, DIC )

4 - 11

47 ( range 10-74 )

60-75 12

20-40 2

FAB 3

RA

( ) 13-20 RARS RAEB

RAEB-t

CMMoL

Beh et's Disease Research

Committee of Japan 2003
21 ( 75% ) ( in-

complete type ) ( suspected type )

( 20% ) ( complete type ) ( 5% )

33% ( 2001 ) 22 38%

( 1997 ) 23

Shimizu's classification 24
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( MDS ) 

MDS HLA-

MDS
a ( karyotype ) b c B51

1 10 F RAEB 46,XX,ring 6 0 S + - - EN NA IU, EU - - - - 4

2 23 F RA 47,XX,+8 +5 yrs I + + - EN NA IU - - - - 7

3 25 M RA 47,XY,+8 +5 yrs I + + - EN NA IU - - - - 6

4 34 F RA 47,XX,+8 +3 yrs I + + + - - IU - + - - 7

5 35 M RA 46,XY +3 yrs C + + + EN,AN NA - - + - NA 7

6 36 F RAEB 47,XX,+8 -9 yrs I + + - EN NA - - - - + 8

7 39 M RA 47,XY,+8 -1 yr I + + - - NA IU - + - NA 9

8 41 F RA 49,XX,+8,+9,+22 0 I + + - EN NA IU + - - - 6

9 41 F RARS 47,XX,+8 0 I + + - AN NA IU - - - + 7

10 45 F RARS 48,XX,+8,+15 0 I + + - EN,AN - - - - - - 7

11 50 F RA 46,XX,-8,-20,+der(8) -11 yrs I + + - - + IU - + - - 10

t(8;20)(p23;p10),

+der(8)t(8;20)

(p23;q10) 30

12 52 M RA 47,XY,+22,t(9;22) +4 yrs S + - - EN NA - - + - NA 7

(q34;q11)

13 54 F RA 47,XX,+8 +1 yr I + + - EN + - - - - NA 5

14 56 M RAEB NA 0 S + + - - NA IU,EU - - - NA 7

15 57 M RARS NA +11 mos I + + - EN + IU - - - + 7

16 57 M RA 47,XY,+8 +6 mos I + + - + NA IU - - - NA 7

17 59 M RAEB-t 43,XY,-5,-7,+8,-16, +4 mos I + - + - NA - + + + NA 7

-18,-20, 3q-,7q+,12p-,

+2mar

18 72 M RA 47,XY,+8,del(20)(q11) +1.6 yrs I + + - AN NA - - - - + 7

19 74 F RA 45,X,-X,+i(5)(p10),i(7) 0 S + - - - - IU + - - - 11

(q10),+del(7)(q21.2 q32),

+del(7)(q21.2 q32),+8,

-9,+13, -17,-20,-22,+mar

20* 49 F CMMoL 47,XX,+8 -6 yrs I + + - - + IU + + + -
* Case 20
a MDS FAB classification, 3 RA: refractory anemia, RARS: refractory anemia with ringed sideroblasts, RAEB: refractory
anemia with excess blasts, RAEB-t: refractory anemia with excess blasts in transformation, CMMoL: chronic myelomonocytic leukemia
b MDS “+ MDS “- MDS “0
MDS
c Beh et's Disease Research Committee of Japan 2003 21 , C: complete
type, I: incomplete type, S: suspected type

MDS, myelodysplasic syndrome; EN, erythema nodosum; AN, acneiform nodules; IU, intestinal ulcers; EU, esophageal ulcers;
NA, not available
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Chen, Matsushima, Toyama, Lee, Lee, De Souza, Jacobs, Greenburg, 

2005 2003 1993 2003 2002 1997 1986 1997

13 14 15 16 17 18 19 20
20 508 288 401 227 205 50 49 816

( ) 47 49 69 NA 57 49 50 62 69

MDS
RA 60.0% 43.9% 31.9% 46.6% 36.1% 36.5% 56% 28.6% 36.0%
RARS 15.0% 2.8% 5.2% 4.0% 8.4% 4.4% 8% 16.3% 15.3%
RAEB 15.0% 27.0% 32.6% 26.7% 39.6% 31.2% 20% 18.4% 25.5%
RAEB-t 5.0% 21.1% 21.5% 16.5% 11.9% 18.5% 8% 10.2% 7.5%
CMMoL 5.0% 5.2% 8.7% 6.2% 4.0% 6.8% 8% 20.4% 15.4%
Unclassified - - - - - 2.4% - 6.1% 0.2%

18 367 264 401 119 205 50 49 816
(%) 1 (5.6%) 231 (62.9%) 124 (47%) 201 (50.1%) 67 (56.3%) 113 (55.2%) 34 (68%) 30 (61.2%) 489 (60%)
(%) 17 (94.4%) 136 (37.1%) 140 (53%) 200 (49.9%) 52 (43.7%) 92 (44.8%) 16 (32%) 19 (38.8%) 327 (40%)

-5/5q- only 0.0% 0.5% 1.5% 2.0% 1.7% 0.9% 10% 2.0% 6%
+8 only 50.0% 4.3% 6.8% 3.7% 5.9% 5.1% 4% 10.2% 5%
-7/7q- only 0.0% 0.3% 7.2% 2.2% 1.7% 1.4% 6% 2.0% 1%
-20/20q- only 0.0% 3.0% 1.5% 4.0% NA NA 2% 2.0% 2%
-Y only 0.0% NA 2.3% 2.2% 2.5% 1.8% 2% 0% 2%
misc single
aberration* 5.6% 8.5% 4.5% 22.7% # NA 24.9% # 0% 8.2% 9%

double aberrations 16.7% 6.0% 6.4% 9.2% NA 6.8% 4% 10.2% 5%
complex aberrations 22.2% 14.4% 22.7% 18.0% 15.1% 13.2% 4% 4.1% 10%
* -5/5q-, -7/7q-, +8, -20/20q-, -Y 
# -5/5q-, -7/7q-, +8, -20/20q-, -Y 

MDS, myelodysplasic syndrome; RA, refractory anemia; RARS, refractory anemia with ringed sideroblasts; RAEB, refracto-
ry anemia with excess blasts; RAEB-t, refractory anemia with excess blasts in transformation; CMMoL, chronic myelomonocytic
leukemia

( ) 22-23, 25-29

( 65% vs 3-36% )

( 15% vs 21-75% ) HLA-

B51 2

HLA-B51

HLA-B51

Greenberg

-Y on-

ly del ( 5q ) only del ( 20q ) only

complex aberrations ( 

) 
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IPSS ( International Prognosis Scoring System ) for

M D S 2 0 - 5 / 5 q -  o n l y + 8

only -7/7q- only -20/20q- only -Y only

misc. single aberration ( 

) double aberrations ( 

) complex aberrations ( 

) 

( )

( 94% vs 32-53% ) 13-20

( )

80% 30

( 77.8% ) 

trisomy 8 ( 50% ) trisomy 8

6.5-

16.3% trisomy 8 3.7-10.2% tri-

somy 8 13-20

Takeuchi

colchicine

dicentric

( ) 31

Case 6 colchicine

chochicine

trisomy 8

Trisomy 8

( 81.8% ) trisomy 8 ( 63.6% ) tri-

somy 8

trisomy 8

ring 6

( 71.4% ) trisomy 8 

( 28.6% ) trisomy 8

( large vessel vasculi-
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Bang, Bang, Gurler, Zouboulis, Kaklamani, Nakae, Dong, 

2001 1997 1997 1997 1998 1993 1991 

22 23 25 26 27 28 29
20 1527 1155 2147 196 64 331 98

100.0 a 98.8 97.5 100.0 99.0 100 98.2 100.0
80.0 83.2 56.7 88.2 74.5 78 73.2 81.6
15.0 50.9 28.5 28.9 58.9 75 69.1 21.4
65.0 84.3 60.6 NA 75.5 94 97.1 NA
57.1 15.4 NA 56.8 51.8 30 43.8 62.2
35.0 38.4 24.2 15.9 59.0 48 56.9 30.6
65.0 7.3 4.0 2.8 15.8 3 15.5 35.7
10.0 4.6 5.7 2.2 12.8 20 11.0 9.2
20.0 1.8 NA 16.8 25.1 8 8.9 16.3

HLA-B51 30.8 NA NA NA 56.3 (HLA-B5) NA 55 NA
a 

NA, not available



tis thrombosis ) trisomy 8

trisomy 8 ( 71.4% )

trisomy 8
6 , 11

( apoptosis ) 

32 Raza

DNA ISEL ( in situ end labeling ) 

33 Hellstrom-Lindberg TUNEL

( nick-end labeling ) 

( 56.3% 3.8% vs 16.2 1.4%, p=0.0001 )34

Gersuk Fas

Fas-L mRNA

CD34+

Fas TNF- mRNA
35 Soland

Fas CD34+

trisomy 8

monosomy 7

trisomy 8

Fas caspase-3 36

Fas-mediated apopto-

s is

trisomy 8

( T

) T
32 T

1 0 -

19% 32,37 70

13 ( 18.6% )

vasculitic over-

lap syndrome with leucocytoclastic vasculitis

systemic vasculitis

37

( antigen presenting ) T

B T

( paraneoplastic syndrome )

( trigger ) myeloid lym-

phoid
38

T

Fas Fas-L mRNA T

spontaneous Fas-mediated apoptosis

a n t i - a p o p t o t i c  f a c t o r

cFLIP Bcl-xL NF- B 39-40

18

G-CSF ( granulocyte-colony-stimulat-

ing factor ) apoptosis 41

chemotaxis superoxide IL-6 IL-

8 TNF 42-43

apoptosis

I L - 7

chromosome 8q12-13 44

IL-7 IL-7 receptor

( IL-7R ) IL-7

45 TRAIL-R1 ( TNF-related apop-

tosis-inducing ligand-receptor 1 ) TRAIL-R2 ( T-
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NF-related apoptosis-inducing ligand-receptor 2 ) 

TRAIL ( TNF-related apoptosis-inducing ligand ) 

TNFR superfamily

8p21-22 TRAIL/TRAIL-R
46

C-myc 8q24
47

trisomy 8 trisomy 8

trisomy 8

trisomy 8

1.International Study Group for Beh et's Disease. Criteria for di-

agnosis of Beh et's disease. The Lancet.1990; 335: 1078-80.

2.Sakane T, Takeno M, Suzuki N, Inaba G. Beh et's dusease. N

Engl J Med 1999; 341: 1284-91.

3.Bennett JM, Catovsky D, Daniel MT, et al. The French-

American-British (FAB) Co-operative Group. Proposals for the

classification of the myelodysplastic syndromes. Br J Haematol

1982; 51: 189-99.

4.Yamato K. Successful cord blood stem cell transplantation for

myelodysplastic syndrome with Beh et's disease. Int J Hematol

2003; 77: 82-5.

5.Yano K, Eguchi K, Migita K, et al. Beh et's disease complicat-

ed with myelodysplastic syndrome. A report of two cases and

review of the literature. Clin Rheumatol 1996; 15: 91-3.

6.Ogawa H, Kuroda T, Inada M, et al. Intestinal Beh et's disease

associated with myelodysplastic syndrome with chromosomal

trisomy 8-a report of two cases and a review of the literature.

Hepato-Gastroenterol 2001; 48: 416-20.

7.Ohno E, Ohtsuka E, Watanabe K, et al. Beh et's disease asso-

ciated with myelodysplastic syndromes. Cancer 1997; 79: 262-

8.

8.Tomonari A, Tojo A, Takahashi T, et al. Resolution of Beh et's

disease after HLA-mismatched unrelated cord blood transplan-

tation for myelodysplastic syndrome. Ann Hematol 2004; 83:

464-6.

9.Tanaka E, Nishinarita M, Uesato M, Kamatani N. A case of in-

testinal Beh et's disease with abnormal ossification complicat-

ed by myelodysplastic syndrome, symptoms revealed after the

perforation of ileum ulcer (Japanese). Ryumachi 2000; 40: 711-

8.

10.Oh EJ, Yoon JS, Park YJ, Cho CS, Kim BK. Beh et's disease

associated with myelodysplastic syndrome: a case report. J

Korean Med Sci 1999; 14: 685-7.

11.Kimura S, Kuroda J, Akagi T, Hayashi H, Kobayashi Y, Kondo

M. Trisomy 8 involved in myelodysplasatic syndromes as a risk

factor for intestinal ulcers and thrombosis-Beh et's disease.

Leuk Lymphoma 2001; 42: 115-21.

12.Mufti GJ. Pathobiology, classification, and diagnosis of

myelodysplastic syndrome. Best Practice & Research Clinical

Haematology 2004; 17: 543-57.

13.Chen B, Zhao W-L, Jin J, et al. Clinical and cytogenetic features

of 508 Chinese patients with myelodysplastic syndrome and

comparison with those in Western countries. Leukemia 2005;

19: 767-75.

14.Matsushima T, Handa H, Yokohama A, et al. Prevalence and

clinical characteristics of myelodysplastic syndrome with bone

marrow eosinophilia or basophilia. Blood 2003; 101: 3386-90.

15.Toyama K, Ohyashiki K, Yoshida Y, et al. Clinical implications

of chromosomal abnormalities in 401 patients with myelodys-

plastic syndromes: a multicentric study in Japan. Leukemia

1993: 7: 449-508.

16.Lee JH, Shin YR, Lee JS, et al. Application of different prog-

nostic scoring systems and comparison of the FAB and WHO

classifications in Korean patients with myelodysplastic syn-

drome. Leukemia 2003; 17: 305-13.

17.Lee DS, Kim SH, Seo EJ, et al. Predominance of trisomy 1q in

myelodysplastic syndromes in Korean: is there an ethnic differ-

ence? A 3-year multi-center study. Cancer Genet Cytogenet

2002; 132: 97-101.

18.de Souza Fernandez T, Silva ML, de Souza J, Tabak D, Abdelhay

E. Cytogenetic study of 50 Brazilian patients with primary

myelodysplastic syndrome. Braz J Genet 1997; 20.

19.Jacobs RH, Combleet MA, Vardiman JW, Larson RA, Le Beau

MM, Rowley JD. Prognostic implications of morphology and

karyotype in primary myelodysplastic syndromes. Blood 1986;

67: 1765-72.

20.Greenberg P, Cox C, LeBeau MM, et al. International scoring

system for evaluating prognosis in myelodysplastic syndromes.

Cytogenetics of myelodysplastic syndromes. Blood 1997; 89:

182



2079-88.

21.Suzuki Kurokawa M, Suzuki N. Beh et's disease. Clin Exp Med

2004; 4: 10-20.

22.Bang D, Lee JH, Lee ES, et al. Epidemiologic and clinical sur-

vey of Beh et's disease in Korea: the first multicenter study. J

Korean Med Science 2001; 16: 615-8.

23.Bang D, Yoon KH, Chung HG, Choi EH, Lee E, Lee S.

Epidemiological and clinical features of Beh et's disease in

Korea. Yonsei Med J 1997; 38: 428-36.

24.Shimizu T, Inaba G, Hashimoto T. Diagnostic criteria and their

problems of Beh et's disease. Intern Med 1974; 33: 278-82.

25.Gurler A, Boyvat A, Tursen U. Clinical manifestation of Beh et's

disease: An analysis of 2147 patients. Yonsei Med J 1997; 38:

423-7.

26.Zouboulis CC, Kotter I, Djawari, et al. Epidemiological features

of Adamantiades-Beh et's disease in Germany and in Europe.

Yonsei Med J 1997; 38: 411-22.

27.Kaklamani VG, Variopoulos G, Kaklamanis PG. Beh et's dis-

ease. Semin Arthritis Rheum 1998; 27: 197-217.

28.Nakae K, Masaki F, Hashimoto T, Inaba G, Mochizuki M, Sakane

T. Recent epidemiological features of Beh et's disease in Japan.

In: Wechsler B, Godeau P, eds. Beh et's disease. Amsterdam:

Excerpta Medica, 1993: 145-51.

29.Dong Y, Ming QX, Zhang NZ, Li CH, Wu QY. Testing differ-

ent diagnostic criteria of Beh et's Syndrome in Chinese patients.

In: O'Duffy JD, Kokmen E, Eds. Beh et's disease: basic and

clinical aspects. New York: Marcel Dekker, Inc. 1991: 55-9.

30.Oscier DG. ABC of clinical haematology. The myeodysplastic

syndromes. Br Med J 1997; 314: 883-6.

31.Takeuchi F, Takeuchi A. Chromosome aberration in lympho-

cytes from Beh et's disease. J Rheumatol 1991: 18: 1207-10.

32.Voulgarelis  M, Giannouli  S,  Rit is  K, Tzioufas AG.

Myelodysplasia-associated autoimmunity: clinical and patho-

physiologic concepts. Eur J Clin Invest 2004; 34: 690-700.

33.Raza A, Gezer S, Mundle S, et al. Apoptosis in bone marrow

biopsy samples involving stromal and hematopoetic cells in 50

patients with myelodysplastic syndromes. Blood 1995; 86: 268-

76.

34.Hellstrom-Lindberg E, Kanter-Lewensohn L, Ost A.

Morphological changes and apoptosis in bone marrow from pa-

tients with myelodysplastic syndromes treated with granulocyte-

CSF and erythropoietin. Leuk Res 1997; 21: 415-25.

35.Gersuk GM, Beckham C, Loken MR, et al. A role for tumor

necrosis factor- , Fas and Fas-ligand in marrow failure asso-

ciated with myelodysplastic syndrome. Br J Haematol 1998;

103: 176-88.

36.Sloand EM, Kim S, Fuhrer M, et al. Fas-mediated apoptosis is

important in regulating cell replication and death in trisomy 8

hematopoietic cells but not in cells with other cytogenetic ab-

normalities. Blood 2002; 100: 4427-32.

37.Giannouli S, Voulgarelis M, Zintzaras E, Tzioufas AG,

Moutsopoulos, HM. Autoimmune phenomena in myelodys-

plastcis syndromes: a 4-yr prospective study. Rheumatology

2004; 43: 626-32.

38.Autoimmune phenomena in patients with myelodysplastic syn-

dromes and chronic myelomonocytic leukemia. Leukemia &

Lymphoma. 2002; 43: 2083-92.

39.Todaro M, Zerilli M, Triolo G, et al. NF- B protects Beh et's

disease T-cells against CD95-induced apoptosis up-regulating

antiapoptotic proteins. Arthritis Rheum 2005; 52: 2179-91.

40.Wakisaka S, Takeba Y, Mihara S, et al. Aberrant Fas ligand ex-

pression in lymohocytes in patients with Beh et's disease. Int

Arch Allergy Immunol 2002; 129: 175-80.

41.Kawakami T, Ohashi S, Kawa Y, et al. Elevated serum granulo-

cyte colony-stimulating factor levels in patients with active

phase of Sweet syndrome and Patients with active Beh et's dis-

ease. Arch Dermatol 2004; 140: 570-4.

42.Niwa Y, Miyake S, Sakane T, Shingu M, Yokoyama M. Auto-

oxidative damage in Beh et's disease-endothelial cell damage

following the elevated oxygen radicals generated by stimulated

neutrophils. Clin Exp Immunol 1982; 49: 247-55.

43.Mege JL, Dilsen N, Sangruedolce V, et al. Overproduction of

monocyte derived tumor necrosis factor alpha (TNF- ), inter-

leukin (IL) 6, IL-8 and increased neutrophil superoxide gener-

ation in Beh et's disease. A comparative study with familial

Mediterranean fever and healthy subjects. J Rheumatol 1993;

20: 1544-9.

44.Sutherland GR, Baker E, Fernandez KE, et al. The gene for hu-

man interleukin 7 (IL-7) is at 8q 12-13. Hum Genet 1989; 82:

371-2.

45.Watanabe M, Uveno Y, Yamazaki M, Hibi T. Mucosal IL-7-me-

diated immune responses in chronic colitis-IL-7 transgenic

mouse model. Immunol Res 1999; 20: 251-9.

46.Lee SH, Shin MS, Kim HS, et al. Somatic mutations of TRAIL-

receptor 1 and TRAIL-receptor 2 genes in non-Hodgkin's lym-

phoma. Oncogene 2001; 20: 399-403.

47.Watt R, Stanton LW, Marcu KB, et al. Nucleotide sequence of

cloned cDNA of human c-myc oncogene. Nature 1983; 303:

725-8.

183



184

A Case Report and Literature Survey on Beh et's

Disease with Myelodysplastic Syndrome

Yi-Chun Lin, Toong Hua Liang1, Wei-Sheng Chen2, and Hsiao-Yi Lin3

Beh et's disease (BD) is a systemic inflammatory disease of unknown etiology. The main pathology is vas-

culitis. Myelodysplastic disease (MDS), a heterogeneous group of clonal hematologic disorders, is classified in-

to five subtypes. Normo- or hypercellularity with dysplasia of bone marrow and peripheral cytopenia of at least

one lineage are noted in all subtypes, except chronic myelomonocytic leukemia (CMMoL) subtype, which is char-

acterized by peripheral monocytosis. There were rare cases with coexistent BD and MDS. The majority belonged

to incomplete types of Beh et's disease and the refractory anemia subtype of MDS. Here we present a case of

49-year-old woman with Beh et's disease initially who were diagnosed with MDS six years later. This is the first

report of a case of BD associated with the CMMoL subtype of MDS. The chromosome karyotype was 47XX and

trisomy 8. After reviewing the past literatures, totally twenty cases with this patient included have concomitant BD

and MDS. The temporal sequence of onset is not constant. Comparing their clinical manifestations with the pre-

vious case studies, we found they have higher percentages of intestinal/esophageal ulcers than those of BD with-

out MDS (65% vs 3-36%), whereas less percentages of eye lesions (15% vs 21-75%). Besides, the chromoso-

mal analysis revealed that trisomy 8 is more prevalent in those of MDS with BD than MDS without BD (77.8% vs

6.5-16.3%). In these twenty cases with BD and MDS, trisomy 8 is more common in patients with intestinal/e-

sophageal ulcers and vascular lesions (large vessel vasculitis or thrombosis) than those without (81.8% vs 71.4%,

100% vs 71.4% individually). Besides, trisomy 8 is the single chromosome aberration in more patients with in-

testinal/esophageal ulcers than those without (63.6% vs 28.6%). Although it is not significant, we note a tenden-

cy that patients with concurrent MDS and BD have more intestinal/esophageal ulcers and vascular lesions if they

carry trisomy 8. From this case review, we make a conclusion: although diagnosis of BD is mainly based on dis-

ease history, physical examination and laboratory tests, it is equivocal for some patients. In this condition, a

myelodysplastic patient with trisomy 8 warns the possibility of coexistent BD, especially the intestinal or vascu-

lar manifestations.  ( J Intern Med Taiwan 2008; 19: 175- 184 )
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