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GEZE] BE R0 8 B Yk =1k 5% 11 JE5% (Behcet s disease, BD) B M I R4S 5 . 3E 0T 20124F
10 H & 20204 7 A &2 B K 2= M@ 4R 2R = B W0IA 19 22 4] 8 5 4o (6 4 = 0k BD (1 £ 52 8 &, 46 2% v 9% S SCRk % b BD
BI85 Ytk AR Y SR A AL 46 ], XTI IR A SLEAT LB AT . BER 224 85 e A ik =K1K BD [ A&, 5 5 4]
276 B R AR (45.6 £ 11.4) % o I RARR s AL 46 42 & 1k 1 E B 97 (10096, 41 L I 40 Jifa s 2> (100 %6 ) , 41 BA Wi
55 (86.4%0) , 2 K45 F (63.6%0) , B30 S FHAE: (46.4 %0) RIS 4 (27.3% ) o FIT A R 3 11 B0 B 40 I B 25 4 10 57
W5 B R BAT A B SR A R 45 A 1iF (myelodysplastic syndromes, MDS) (22.7%) , 15 i & I 1% i 5t 3% (68.2% ) ,
148 (4.5 % ) Sk 15 MIRT % 3 22 00 /I8 3G 28 BR 52 36135 5k (24 20 mm X 15 mm) kb JE K il , 7T 66 A 40 5 51 Je ok e e A 3%
¥ TC HR M O R RN I 32 B, 5 SCHRAS R 1 46 (] AR 3 R, FR BEUCTR 1 22 4] BB 3 AUA IE MDS 1 He R R (P<<
0.001) , AR HFF o 5618 H RIAFFE MDS(22.7% ), Ho Ay 17 6 5835 F 30 A R F2 B2 1 i BE AN I TR 38 S
A IEMDS 5484 I MDS 8 2 I BRAG b 2E 47 F AR, 40 28 A A 3% 22 53 (P<0.05) , RN AR IS M 31 i i . 40
L i/ CESR.CRP ¥ BB 2R, 5SAEH 8Tk ={ABDMERE K, GH s S Rak =k EH L
P 5 Z 4 (P=0.040) , BRI 2 & > WL (P=0.033) , B Bt 9% % & (P<<0.001) LA K B8 55 & JF MDS(P<<0.001) , P41 35 1)
FEB 7 SR TR LR E ARG MAEREL R OERES TR EXER. &t sTYAak
SR BD AR DL A il 4 B s RE Y B L FE 2T R YT BBV 254 5 T M R BD 5 MDS .
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Analysis of 22 cases of Behcet’s disease associated with
trisomy 8 and literature review

MA Hai-fen®, SHEN Yan*, LUO Dan, CAI Jian-fei, ZOU Jun, GUAN Jian-long”
(Department of Rheumatology and Immunology , Huadong Hospital , Fudan University , Shanghai 200040, China)

[ Abstract] Objective To investigate the clinical characteristics of trisomy 8 in the pathogenesis of
Bechcet’ s disease (BD). Methods We analyzed 22 BD with trisomy 8 patients admitted to Huadong
Hospital, Fudan University from Oct 2012 to Jul 2020, and retrieved 46 cases of BD combined with trisomy
8 from Chinese and English literature database, the clinical characteristics were compared and analyzed.
Results Among 22 BD patients with trisomy 8, there were 5 males and 17 females, and the mean age of
onset was (45.6 % 11.4) years. The clinical features included recurrent oral ulcers (100% ) , peripheral blood
loss (100% ) , vulvar ulcers (86.4% ) , skin lesions (63.6% ) , positive acupuncture reaction (46.4% ) and
arthritis (27.3% ).Myelodysplastic syndromes (MDS) were found in 5 patients (22.7% ) , intestinal ulcers
in 15 patients (68.2% ) ,and MRI of one patient (4.5% ) showed abnormal signal foci in the left cerebellum
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(20 mm X 15 mm) , with slight edema around the foci, and possibly gliomas.No ocular, cardiac or vascular
involvement was found in all patients. Compared with 46 patients from literature search, the rate of MDS
was different (P<C0.001) , the other manifestations were consistent.Five patients showed MDS (22.7% ) ,
and the other 17 patients showed abnormal bone marrow cells in different degrees. Between MDS and no
MDS patients, there was significant difference in hemoglobin (P<C0.05) , but no significant differences in
age, sex, intestinal ulcer, white blood cell, platelet, ESR and CRP.Compared with BD without trisomy 8,
women were more common in group of BD with trisomy 8 (P=0.040) , less eye damage (P=0.033) , more
intestinal ulcers (P<C0.001) and were more likely to complicated with MDS (P<C0.001) in group of BD
with trisomy 8. There were no significant differences in oral ulcers, vulvar ulcers, arthritis, skin lesions,
nervous system lesions, vascular lesions and heart disease between patients with and withrout trisomy 8.
Conclusion BD with trisomy 8 patients are more likely to suffer from peripheral blood cytopenia and

intestinal ulcers. The pathogenesis of BD with trisomy 8 is unknown, which is different from typical BD and

MDS in diagnosis, treatment and prognosis.
[Key words] Behcet's disease (BD) ;

ulcers

trisomy 8;

myelodysplastic syndromes (MDS) ; intestinal
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IR W 5t 9z 3 o0 DK B Ot i Bk i A L 20 Bk B 4
BRI & A B 20 ek 2D AF 1 ~2 4> BE A E R
FIA MG R . EC 2 Z BTN R KNk
R R, H PR R LW R R (13.5~20)/
100 000 B 8 14 2 5% 25 4 1iF (myelodysplastic
syndromes, MDS ) & — Ft L 5 % 18 1 48 ffd = % 7 3
1 JE i 20 AU D 1 IV B BR8P ik =k
JEMDS HEcE WL —Fh AR H RR . HETHE
W& T BD A I 85 G A R =R 1y il i A 2 0L, 3L
K BILH B PR IR AN W . A SCRSS & HLR
5B R AR R B B KGR B IGIR ) 22 4] BD & JF 8 45
G =R, 51 236 BIAGIF 8 5 IR = 1R/
BD 8 & #E47 b, IF A % i 9 SCSCHR I L B 3k 8 5
Yt ik =K BD B3 46 6], X L0 43 B el PR AR A, 28
T 845 Je ik =K 5% 5 BD I IR A 20 A AH OGPk |, 48
e I AR 15 X 322 S 5 i 1 O T o
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1258 4 , X AF7E — R B Z & M40 A 5 0 09 58 3 6 AT
B 2 O R L 8 5 g AR = A Y e ], it 22
B, o B Fo I IR A a5 TRV o O 8 o SCER R R R
B8 S Y AR =K1 BD & 46 B . T A 9% Bl 14
54 2013 4F BD [ Bri2 Wi b5 #E (international criteria
for Behcet's disease , ICBD) , 3 #I5 £ & A4 AE IR FAAE
HEATVE4) , A B 184y 3 =4 430 i 2 e
@R K FISH £ & B i 8 5 Y (K =1k . AR BFF A
B 52 H R 2 [ 8 42 AR B B fe B 2 51 23 4t ofE (AL e
5 :2018K003) , A 2 B J s R 245 .
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“Behcet’s disease” 5 “trisomy 8" K #; & i 7E
PubMed H #F 47 5 & , 0 € 11 8 5 G4 (8 4K = & 19 9
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10 SR B — I ) B PR ) AR RS R AR R e R AL
I RCREAE N Y BT A Il R 6 B, I 647 X0 L 2317
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H L B S, ot 17 B OF B R R AR IR (45.6 +
11.4) % 5 SCHR KR B0 46 0 &, 531 22 481,
k241 F 4 R AR (49.6 £18.3) %

AR FTE 22 3 Y AFAE 1 5t 95 5 19 19 7
HA N (86.4 %) s 14 Bl B A7 95 (63.6%)
FELE LB B R KM h E 8 B
) B2 10 B (46.4 %6 5 6 491 B 3 A7 A 571 Bl L OF
28 01 R TR R A UE S O 42 (27.3%) , LA BN
DR NG Sy F s 22 M) B A B R Al IR S
SEI SR 5 B R BATA MDS(22.7% ) 515 i #2547
5t 97 (68.2%6 ), Fov 1 ] 5B 3 TR G 9 st 12 & L
Bt LT T ARG RS I B AR AT kT
AR H A B AW W IE R ETS e AR 5 1 )

B K S MR R 322 /I 1 > B3R 578 15 5 4k (&Y
20 mm X 15 mm) , %k & J& B K i, a] 68 Sk AR 900 i
JR M A RGAEIR . BT A BE SN A B O
RIS . B Y 22 B BD A 8 S YL
TR =R B SR 5 SR ok R B0 1Y 46 191 FRE AH L
B ALA IF MDS 1 L A 7] (P=0.000) , H 4y 2 3L
MR (D). SAREGIF 8 S Ytk =1k 1 236 4
BD B # I, G s S tafk =k E Lt 5 £
(P=0.040) , IR 51 % 2> WL (P=0.033) , i 5t 9% &
K (P<<0.001) LA K 55 5 45 3 MDS(P<<0.001) , 5 2H
BB SN O R R
22 RGNS LI I AR DL B0 IR AR F4 C B 2 2
F(F2),

®1 ARAREXBERESSLEBE=ZFHBD BEILE

Tab 1 Comparison between the patients of the present study and those from the literature [ (T *5) or n( %) ]

Age at BD diagnosis (y) 45.6+11.4 49.6 + 18.3 —0.621 0.968
Male/Female 5/17 22/24 3.916 0.063
Oral ulcer 22 (100) 46 (100) - -

Genital ulcer 19 (86.4) 37 (80.4) 0.360 0.498
Ocular lesion 0(0) 3(6.5) 1.501 0.546
Skin lesions 14 (63.6) 27 (58.7) 0.152 0.595
Positive pathergy test 8 (46.4) 22 (47.8) 0.793 0.373
Arthritis 6 (27.3) 10 (21.7) 0.253 0.685
Central nervous system 1(4.5) 0(0) 2.122 0.154
Vascular lesions 0(0) 6 (13) 3.147 0.166
Cardiac involvement 0 (0) 0(0) - -

Intestinal ulcers 15 (68.2) 36 (78.3) 0.806 0.552
Abnormal morphology of bone marrow cells 22( 100) 46 (100) = =

MDS 5(22.7) 44 (100) 35.770 <<0.001

#2 BDEHSSLBUR=ZAKEFREHSSLBE=ZFERRIALLR
Tab 2 Clinical characteristics between the patients of BD with trisomy 8 and BD without trisomy 8 [(n(%)]

Male/Female 5/17
Oral ulcer 22 (100)
Genital ulcer 19 (86.4)
Ocular lesion 0(0)
Skin lesions 14(63.6)
Arthritis 6(27.3)
Central nervous system 1(4.5)
Vascular lesions 0(0)
Cardiac involvement 0(0)
Intestinal ulcers 15 (68.2)
MDS 5(22.7)

667/569 8.476 0.040
1147 (91.0) 1.705 0.192
850 (67.2) 3.132 0.077
179 (14.5) 3.715 0.033
637 (50.4) 1.267 0.260
245(19.3) 0.751 0.386
35(2.8) 0.228 0.633
69 (5.6) 1.299 0.254
41 (3.3) 0.754 0.385
160 (12.9) 55.070 <20.001

15 (1.2) 63.944 <20.001
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LI EIRAR 2201 1 RELE R M
JL s b, b e 91 A1 R L 20 AR s, 17 9 A1 A i
2T HE 0/, 14 60 A0 i /Al s 2 o %o 22 451 £
HELREIRRIEAT G, WBC H(3.3+1.9) X 10°/L;
Hb & (102.5+16.9) g/L; PLT & (121.1+92.5) X
10°/1; & AE 48 b5 B 2 J+ m [ESR hy (45.2+35.2)
mm/h, CRP 4 (24.5+32.6 )mg/L.,SAA J(77.2+
87.7) mg/L,1L-6 A (23.5+49.1)pg/mL, ¥ EH N
(267.9 + 264.3)ng/mL]; 2% 4 % & i K L IEF 24 JC W
S W [ALT & (19.2+12.1) U/L; Cr K (57.6 +
16.9 ) pmol/L] ;3 ] T-SPOT FH 4 ; ANA ¥ 4 Bf

PEo 22 ) R R Y R w0 R Y R R
M 49, XX, +7,+8,+15[6]/48, XX, +7,+8[4],1
B 49, XY, +8, +9, Hi 4y 20 Bl ¥ 4 47, XX, +8/47,
XY, +8;FISH# £ ¥ 7R Vysis CEPS B (+8) .

22 {51 B 3 4 AN [R) R R B R A R AR 2
B SR, 5 RIS A MDS(22.7%) , HiAx 17 Bl £
WA A B AR AR, A 17 MDS 3 (1 B
GBS I MDS BY 835 I R FE A5 LU AL, 12188
A 25 5 (P<0.05) , KA IS VS 5t 97 . 14
i /R CESR . CRP AT .22 5 (K 3),

x3 SESLBUAZEHEMBDEHELEHF MDSHILLR

Tab 3 Comparison between the patients of BD-trisomy 8 with MDS and BD-trisomy 8 without MDS

[(x£s5)orn(%)]

Age at BD diagnosis (years) 51.8+11.6
Male/Female 1/4
Intestinal ulcers 5 (100)
WBC (10°/1.) 3.9+22
Hemoglobin (g/I1.) 87.4+12.9
Platelets (10°/L) 73.4 % 44.0
ESR (mm/h) 69.0  38.2
CRP (mg/L) 34.4 % 46.2

43.8%11.1 —-1.413 0.173
4/13 0.027 0.687

10 (58.8) 3.020 0.082
3.1+1.8 —0.736 0.470
107.0 + 15.4 2.573 0.018
44.0+99.1 1.336 0.197
38.2+30.1 —-1.811 0.085
21.6+28.7 —-0.766 0.453

WBC: White blood cell; ESR : Erythrocyte sedimentation; CRP : C-reactive protein.

BT KRBT 150G I B R E T LY
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256 Bl TR R e IR MR T . =
20204F 7 H , 18 5] 5835 o 15 Re A Ak SR T BE VI L 3
1] 55 3 AT ot s it S TR e U T, 1 SR R

W
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AE10 A fEBERTZ N BD Y 375 6 & 4T 43 W 42
T AL E R E R E A 446 (11.7%0) i
ARG A G I 8 S Y ik =K1 BD &, 1%
ez BB E A 160 61(12.9% ) , 22 ] 8 5 YL f & = &
SR BD R CE 10 A GE 1 0 R AR B TS



IS 4F IR T 8 5 e (1A = MR 22 451 43 A B STk &

461

(68.2% ), 3% — 4% S th 5 BE A= SCHR IR AR AF
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