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Thrombosis after a Splenectomy in a Patient with
Systemic Lupus Erythematosus-related Thrombocytopenia

Ha-na Kim', Chan Hee Lee', Myung Hee Changl, Min Seub Kwac',
Jeong Ho Kiml, Min Seob Chal, Yu-ri Choil, Su-mi Park’

Departments of Internal Medicine', Radiology’,
National Health Insurance Corporation Ilsan Hospital, Goyang, Korea

Systemic lupus erythematosus (SLE) is a multisystemic inflammatory autoimmune disease
mediated by autoantibodies and immune complexes. In SLE, a splenectomy to control the
thrombocytopenia does not increase the total risk of thrombosis, but tends to increase arterial
events. We experienced a patient with lupus- anticoagulant positive SLE who developed a
venous thrombosis after a splenectomy for the control of thrombocytopenia, which was a very
rare case.

Key Words: Systemic lupus erythematosus, Splenectomy, Thrombosis

= Fuoh} Aue] WAZFel 47 F gov (),
M B FAAAGAZTFTol Bk Aol SAZ Ul

57 ¥ F7kske Aoz 2elA A .
AANEWFFAE okt AZRAsh W B3 EpEFS AAEVTFAL GAADGAZS
o Slell AAH o] WA AWAAIS  FF Aol F3] Holk khoz v FF Yol

220104 8¢ 31, &Y 20104 9% 169, MAtESTHY : 2010 9 16>
KXo 3

HI|E DAl YAT WS 123281%]

FOAYHHBE AME Foje| Azt

Tel : 031) 900-0575, Fax : 031) 900-0343, E-mail : chanheell@paran.com

— 442 —



5

B Xk 214 o4

F 4 2% 9w

EECIBERGIE R B R R e
of MAste] EMYUARHLEFOR AL | my
kefl ZASUEEE Fol wgtov], olw Ay
AANA FUGA A, FFEEGISAAAT %
o193} +

. ZH|ZRolE A oWy}

Eool\
£ 30 o nft o 3 L HT ol o o ok

E 589 o]g 3
hydroxychloroquine &< <Al &
< e, 23hd el Fdgo] et

AtE8: Eo] Al gladct
;W) 24 "¢k 139/88 mmHg,
223] /4, A& 384°Ce
AFL 56 kg, 715 160 cmE AAAFER]F=
219 kgm’3ich. FA4 WHAS Bon, o A

olglern], F5 AR EHF2 7MIst

i

o
T
aL

do ox

32 >
o> o

Afl A wAAAlE & WA AN AT —
< TARA oG oem A FRAEA et ER
T FEgx #@Pslgeon A== Fe sldck
AES FREFA Fgton, FEFol gt5o] AP
HHEE2 glolel. k% thglol] dafFot A
ARZL B A E9grh

Y A AR

o = -1a
ME T 14,500/mm’ (FAT 78.1%), EMAE 115 g

)

HZ2AE 34.1%, D43 278,000/mm o] Lt}
A A Aol A F whul 87 g/dL, LHH 35 gf
dL, AST 27 IU/L, ALT 38 IU/L, & e|F4l 0.6 mg/
dL, AASELEF A 179 TULRoH, He 244 8
mg/dL, Z#H oLl 0.7 mg/dLrh & e-2317] Aol
A ZREZHAIZL 67% (B 83.3~137.7%), 243t
HREZ QI EA7MS 77.82FH Y 209~35%)F
S7tEed R o, 23t ZA(mixing test)oll A aPTT
© 2ABEA &gt AAAANA nE=AGY F
H28lE 19 mg/dL, FAAY 96 mg/dL, AU =Rt
W FH2~EHE 117 mg/dLch W EH Aol A A
1A 745 54 mm/hr (B4 <30 mm/hr), C-2F-&-%k
W 601 mg/dL (B4<05 mgdL), FATA kA
(homogenous 1 : 160), FF2&-&3120A A (ratio
1.6, A4<12), & B2 glycoprotein-I IgGaA] kA
(44 UymL, A4<20 UmL)e|g.om, gdsDNA A,
Seardiolipin A, 598543 FAIZ A 8A| (p-ANCA),
A EA A A £ 8| (c-ANCA), VDRL B2 glyco-
protein-l IgM A BF FAo|9 3L, C; 181 mg/dL
(B4 88~201 mg/dL), Cs 42 mg/dL (B 16~47
mg/dL)Z ZA =k & HA A o) &AL

A=A skt

> o
ox i
N

™ A*E
2
lo

X
o

i
P
e

=k
Feg Wit olF 4
T3 FUksle] € & 294 113,000/
% 9YAollE 226,000/mm’$om,
B0 2 el well: 278,000/mm’e] $k. 4
% A aPTTE 423233 FF thgdollE 34323

o}, BEo] wstel NUHYL WFE ¥ 162

— 443 —



— g Fule] 282 A 17W Al4E 2010 —

Fig. 1. Contrast enhanced abdominal pelvic computed tomography scan on the first day. (A) Portal vein with low
attenuated thrombus (white arrow). (B) Enlarged superior mesenteric vein (white arrow) and splenic vein (black
arrow) with low attenuation representing an intraluminal thrombus.

Fig. 2. Contrast enhanced abdominal pelvic computed tomography scan after anticoagulation treatment for 1 week shows
a decreased thrombus size in the portal vein (white arrow) (A), superior mesenteric vein (white arrow), and
splenic vein (black arrow) (B). Multiple collateral vessels are noted at the pericholedochal area.
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