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A Case of Aplastic Anemia Associated with Systemic Lupus Erythematosus:
Successful Treatement with Cyclosporine

Seong Geun Lee, M.D., Ji Ryang Kim, M.D., Bong Eun Lee, M.D., Hee Yun Seol, M.D.,
Seung Hoon Baek, M.D., Mi Ra Cho, M.D., Jeong Wook Lee, M.D., Sung Il Kim, M.D.,
Jun Hee Lee, M.D.

Department of Internal Medicine, School of Medicine, Pusan National University,
Busan, Korea

Systemic lupus erythematosus(SLE) is autoimmune disease in which involves systemic organs.
Hematological manifestations are common in patients with SLE but aplastic anemia is very rare
and, although various immunosuppressants have been tried, there is no established treatment
in aplastic anemia associated with SLE. Furthermore, disease course and prognosis may be
different from other aplastic anemia. A 42-year-old woman presented with fever, chilling, myalgia,
general weakness, pancytopenia. Her bone marrow aspirate and biopsy revealed almost acellular
bone marrow with rare foci of hematopoietic elements and she was diagnosed with SLE
simultaneously. High-dose methyprednisolone, prednisolone and cyclophosphamide therapies
had been unsuccessful in controlling pancytopenia. Cyclosproine was started and the aplastic
anemia was responded. Now she was free of transfusion with more than 10 g/dL of hemoglobin.
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Fig. 1. The bone marrow biopsy (H&E stain, x100). The
specimen shows marked hypocelluar marrow
(cellualarity <10%).
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Fig. 2. Serum hemoglobin and creatinine level during
follow up.
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Table 1. The laboratory findings of patients during follow up

Day 1 Day 6 Day 10 Day 14 Day 27 Day 30 Day 40 Day 54 Day 71 Day 110 Day 254

Hb (g/dL) 86 104 72 92 77 92 01 105 127

WBC (fmm’) 500 4300 9490 4050 9240 3760 4280 2810 5510 5400
Plt (mm®) 51,000 128,000 55000 114000 181,000 97,000 218,000 255000 337,000 323,000
Cr. (mg/dL) 1.5 20 29 1 11 09 11 09 11

C3 (90~ 180 mg/dL) 251 412 419 549 917  107.1

C4 (10~40 mg/dL) 87 86 88 163 165 205

CHS0 (23.0~46.0 UjmL) 48 172 65 330 505 554

Anti-dsDNA Ab 310 132 21 9 3 7

(0~25 TU/mL)

CcE 7+ wholgl &} HIV, 49 7S 317Aql
Apell S8l WA ASE et (1,9,10). £ Fe
dlAe BY B Cc¥ 2k whelEl d HIV 49l
ZA7 Qe = BT A ol gl =gelg
Tl simvastatin, candersartan, amlodipine, levothyroxine
e APEFNEL Posle Pz Wit YEV
9,10), 2= o5 FAY HE&E AETNE &
3}3L cyclosporines AH&3F F A EZFHIH o)
Hglonz AAES Art MYl U
ohd Aoz Bekelgl

¢

fot
o =

ro

AAZUZZ A 2t & 59 5 AP dugo
ek peflofl A, AAEL Ao FFE gD
2] dag 23e wiRdlA kg Az, o

i

.
_8._

o}

AR Ezﬂ B HZF, A EFY &
chokel M Al ool oz wAstE At A
golm (1), MABEFNE L T JZF9 =HRAE
el o3 wWd7]He] Wele g AAEFI Ut
(10,12). L&} HAZHEEF o] AAEFH o]
FtElE ol =E7] uidol ofF Wt Hle
AA = A ¢kx Tk Marques Sol 19951 Kt

180] 1
sk

o]

)

U g AMASE 2E EEETAL o

B
ARGl (13). ZEH} Roffe 5%
 RAZNEFzo] BaE AgEge)
oAlE HustHA vlsdt Ads Algsledl, ol
Baol A dhate] kol o8 Tt oJAE A o
ghor] AR5 AT Welsle] 91U A
=

©° 2 AAsFYet (5). Sumimoto 5 HAAZHLES

1Rz AEMNA
TE AT (14).
o] 7% 199814 vl Zo] x].]xﬂ% Wy HAS
FF27E FHbEl el djE dARewEEd
cyclophosphamidefé— ol gsle] AFH o7 X 53 14
AR, o] HiteAE AMAEFHIFe
A7 A= BEs] AFeA ek
wehA] A ZREFF 220 FHbEo] A A
WA 712 Al 2 Y mizfy weo ] ol
Halsi A= o
AMAEFNE HS gk
Fo] & FF ZERA|Fo|4 o] Ux4IE] X go|m,
aFol ALt FodArt glo] ZEEAZo|Ae] Ert5

3t 7J-9- antithymocyte globulin B! cyclosoporine ¥ &+

ul

cyclophosphamide

AEE AR 2 5 Ao ). 2P oby AAE
MR Fse] Burd AR Nat 399

Aol glek. AAEe] FA 2ol dshd, AAA
H30j|42] X]FEE methylprednisolone, cyclosphospha-
mide, cyclosporine, androgen, immunoglobulin, antithy-

mocyte globulin, AR e|utEE So2 kst

(6-8,15,16). 2 Z#|9] ¢ %2 methylprednisolone=
A&l o) FE3 3Heo]l glglel o]%F cyclo-

phosphamide & 23] Foj3s}

o g Ise B
o} ARHNY LS ey

3+ HEgol flH A%
Q1 o] Haslo] cyclosporines F7H3k o]F
dglo] A7t FAEAt o] F 671do] At
AN7A Z7FH o2 cyclophosphamider™ AF-&31A]
frASE et G471 12 g/dL
o4 FAFHI o] AAEL £ Ao A APEZF

52 rﬁt 4> 4

31 cyclosporine<

— 387 —



— tiekrubE] 2932 Al 141

< 3AAZ F kA7) cyclosporineo] 2k Tk

o AREIUL] H ¥ A
% 31 TT AREPIYS AL A 40 ¢

. (e}
stxlo] AbdsbAl =, AA eWAedlE 3] 1
AEE0] 20% 7tFo g BuEw gl 9). HE
o]Ao]i} antithymocyte globulin B! cyclo-
soporin B3l XEF <l AEEo] FAF o],

1/39] 3tAeA e B34 HEFHRLETE
(10). et AAZHRF2o el
> Z7]ol Fgtsle] X158 7§ oAF7} A %
Hofl vl gzl AW A JA] Kolrt
=3
gk

°\'N L2 52

Z2HRAE

oft
=
oF it
E
o
ox mMr T
Me ol M
=
i

o3 Holt} (6). Pavithran 5= 1392 AAl
$R o] BAE AARPNEE BAY Az
oAl A& A g+ uvlF Aol7b ilert 1049
Al A= skt ARz, 189 skAe vhge] gl
en el BAE A (). & 2l
Az 2h8el A WAl Saglel WAL 10 gl
o4 A% 9)

FU b ek rl

ﬂMlﬂﬂiﬂ$#fﬂuiiﬂt HAA o] 2
Pl Fzjoll sl skl nlsl AP
N Fo =2dFAES] spajol] ofaf LAYZ
oA 7HA Z1Alel EREH AR, EuAl AAENE
Foll Aol gkl = 9lew, o] A
QA A e EdE g AddHE A=
AR AzbEch b AAERHEFLe] Gl
A HEA ghaeTol enkd A Felzle Aot
ol Ae¥ Aom Wk

(=] ok

AAEFFEe A4 75 Awete A7h
QAo A chedgt GNNH olds UEhAINE
Aol St dvv =Eth obF S

% =
T o el nlel] oy AArt F2
R A=

o2 AZtE ) AAEL cyclosporine 22 X% A
AZHEFF 20l Rk QAL 115 s
7)ol &gyt A Bashe vlolt)

— 388

Al 4% 2007 —

REFERENCES

1) Brodsky RA, Jones RJ. Aplastic anaemia. Lancet
2005;365:1647-56.

2) Robak T, Robak E, Sysa-Jedrzejowska A. Hemato-
logic problems in systemic lupus erythematosus. Acta
Haematol Pol 1995;26:145-51.

3) Garcia Tello A, Villegas Martinez A, Gonzalez Fer-
nandez AF. Hematological abnormalities in patients
with systemic lupus erythematosus. An Med Interna
2002;19:539-43.

4) Keeling DM, Isenberg DA. Haematological manifesta-
tions of systemic lupus erythematosus. Blood Rev
1993:7:199-207.

5) Roffe C, Cahill MR, Samanta A, Bricknell S, Durrant
ST. Aplastic anaemia in systemic lupus erythema-
tosus: a cellular immune mechanism? Br J Rheumatol
1991;30:301-4.

6) Tagoe C, Shah A, Yee H, Belmont HM. Aplastic
anemia in systemic lupus erythematosus: a distinct
presentation of acquired aplastic anemia? J Clin Rheu-
matol 2001;7:377-83.

7) Pavithran K, Raji NL, Thomas M. Aplastic anemia
complicating systemic lupus erythematosus--report of
a case and review of the literature. Rheumatol Int
2002;22:253-5.

8) Singh NP, Prakash A, Garg D, Makhija A, Pathania
A, Prakash N, et al. Aplastic anemia complicating
systemic lupus erythematosus: successful management
with cyclosporine. Rheumatol Int 2004;24:40-2.

9) Young NS. Aplastic anemia, myelodysplasia, and
related bone marrow failure syndromes. In: Kasper
DL, Braunwald E, Fauci AS, Hauser SL, Longo DL,
Jameson JL, eds. Harrison’s principles of internal
medicine. 16th ed. p. 617-26, New York, McGraw-
Hill, 2004.

10) Young NS. Acquired aplastic anemia. Ann Intern Med
2002;136:534-46.

11) Fairhurst AM, Wandstrat AE, Wakeland EK. Sys-
temic lupus erythematosus: multiple immunological
phenotypes in a complex genetic disease. Adv Immu-
nol 2006;92:1-69

12) Zeng W, Maciejewski JP, Chen G, Young NS.
Limited heterogeneity of T cell receptor BV usage in
aplastic anemia. J Clin Invest 2001;108:765-73.

13) Marques JA, Rhim H, Distenfeld A. Inhibition of
hematopoiesis by a plasma factor in a case of aplastic



—ol% 9| : SLEG] g ALY 10 —

anemia associated with systemic lupus erythematosus. % 3kA}ol| A plasma filtration¥} synchronized cyclo-

P R Health Sci J 1995;14:293-6. phosphamidex| & 1¢i. thehiFel3] 2] 1999; 56: 129-33.
14) Sumimoto S, Kawai M, Kasajima Y, Hamamoto T. 16) Stricker RB, Shuman MA. Aplastic anemia com-

Aplastic anemia associated with systemic lupus erythe- plicating systemic lupus erythematosus: response to

matosus. Am J Hematol 1991;38:329-31. androgens in two patients. Am J Hematol 1984;
15) A9, A4, AP, $57], 2EA, A3l 5. A 17:193-201.

A 7 W AFETe] Sikd AN b

— 389 —



