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Acquired Pure Red Cell Aplasia following
Autoimmune Hemolytic Anemia in Systemic Lupus Erythematosus

Mi Hee Kim', Ji Yeon Choi', Sang Min Lee', Seung Won Ahn', Seung Min Jung', Hyunjung Kim’, and Hye Sung Won'

Departments of 'Internal Medicine and ZLaboratory Medicine, College of Medicine,
The Catholic University of Korea, Seoul, Korea

Pure red cell aplasia (PRCA) is a rare hematological disorder characterized by severe normochromic normocytic anemia and re-
ticulocytopenia due to erythroid progenitor depletion in an otherwise normal bone marrow. Autoimmune hemolytic anemia (AIHA)
is caused by autoantibodies directed against red blood cells with normocytic or macrocytic anemia with reticulocytosis. Both dis-
eases can develop in conjunction with various underlying diseases, such as immunological disorders. Although rare, there have
been a few cases of AIHA followed by PRCA. Here, we report a patient who developed PRCA following AIHA and was later diag-
nosed with systemic lupus erythematosus. (Korean J Med 2016;90:554-558)
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HE B 2871 & A E RSl AR AAlE 2748 gk Gkt wigkel Bl2= AAelddal d, 34
HFE 32 A (systemic lupus erythematosus) SHA} 1945 7 31519 AsHs, w28l 2427k 89 pg/dL, 252 pg/dL, 256 ng/mLE
e e e = AL W9190e =22 Y haptoglobin) S 45 mg/dL (F4}
91 30200 mg/dL)= A Q) W2 2ol al AT
5 A 2 At Q4 Atlo] HABIICh SIAIE Al S
=¥ 242 8l &7 AbeiasEolMs % A
2UA] FAZE 1529 A AR B8 AR AarA] Y 2z o] aabelo] sholEQlon] 1 9| 7Hi|F]| g
W & dide] gigh 71291 FARE S5k 20124 104 W 7o PR R] it} Sl ArlEesuE R 7
29 SEAR ALET A= v5okR "oy Auljl dhela ATZYsy4E 20 mg B8-S ARSI TY=
A& Zoll7k dglent 1 9] b dAxoly 8 Y Y UL 20| gero slxo] 2k olsl= S usle] T2 fukH
oFE Egele Qloleh WY 94 e ¥ WY 11555 o He gkom Atk TYSULE g 35 F 3
mmHg, Wt 100242, 554 2034, AL 365°CAT AL Aje] Balas 12 gl el AL, ofF T =usee)
f‘ﬂ 715]1101]/(* 7&‘3}“% %Plﬂ'lél—gijl, 75159‘] —g’_g“l]— }%}%1-0] E(ﬁ‘:} 282 75 mgﬂ]—}] 7eErstent T =YL E A2 oF 370
a0 G G200 i) T el & 9 WA 139 Lol HAEUSES SO, 67
AL Holx] ook T2 dolf HAtoA EAA 81 gdL, 8 whol] FMA 57 gdLE 83 oS} AL Kol ARk,
OtE AR E 25.6%, WET 3,530/mm’, ATk 261,000/mm’, o] 7.5 mgS SA|SHHA Bl AL 12 gdLE 94X
23 L8 (mean corpuscular volume) 109.4 L, B4 S
3] 52 2 K455 (mean corpuscular hemoglobin concentration) 20154 19 Sl Tam UL RS 0x|5ka 9= AlHlo]
31.6 g/dLTh. AoAA E 34> (absolute reticulocyte count) A oA e} Flokke Zam Be eaMe yskelch
5.82%, WA WAFAE TL4x(corrected reticulocyte count) 3.31%, el Bk B RFe Fot 13570 mmHg, Wel 1053)/5, &
AR E L A< A ZH(maturation time index)S 1.52 dlo] 7 522 2055, AL 364°CAT). A ARGA oale ma
AFgE TAFAE L AA] K] 4x(reticulocyte production index) 2.21% s19la1, Aute wsigl o 1 9o o]AF AAL glolch
Z 3 o7 P ST S7HE] AT Aokt A 2 Foll FAlollA B 51 gdL, SnFEI R E 152%, W
oA Ak m ATl 535 UL (44 91 218472 UL)= 7 7,700/mnr’, AT 346,000/mm’, BHAELEH 927 fL,
o] gL, WeEjFalo] 143 mg/dLE A5 o] U3 SRR . 2
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Figure 1. Bone marrow aspiration revealed normal maturation of granulocytic and megakaryocytic precursors, but no erythroid pre-
cursors were found (A, magnification x200; B, x400).
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HlEbY] Bl2= gAdeldlar, d, $34%s, dgee 7zt o] 71 &5t 1 AF A EF A (lymphoproliferative
226 pg/dL, 239 pg/dL, 865 ng/mL= 3} #|2|glo] F7tE o] disorders)} 2 & Lo Tt A7 FFAIE B/t WY Ag
AT FEIEHL 169 my/dLz /4ol A d+134d o] SltH2]. A7tH -GN Hof| A= TxFAY A+ at
212K erythropoietin)= 897 mU/mL (A $): 10-25 mU/mL) o] gt B R S50 DA er} FIste] HE1Y
2 AASE] AUTh A W18 2t AL} g AdidadA Y7ol S7FsHA Hrk. wheba] WA Y] Aol STk
G 0.18%, WGPFA TS 0.08%2 YA 4 Ao] EAAolct. T34 4P LEYP 4SS parvovirus
Sk a7t WEE Qe whebA gxke] 28 75 HHE fist BI9 4, vhd Hxradsy, 2p7hde] Al oFE F ook
o] T4 AARE AldeHATh E4= HAF A} Al 2FAE 30% gk ARlof| o) WA 4= glom, EEA wEIY, =34
Ao, BPHFAEZ W AN L] 20} S wE A A, FuleATE A, AASHEEA 59| Fape s
g 2AE BYo, AP nAe A BEER] gof 424 ZAghto] edsdo] Hargl uh QIti1]. ol A4 =4
97 95S AdsllthFig 1). oo 3314 =28+ I rRPAETY WY V1A ATFAITE A B AlEs
F950 Al Agks sk f1gt AARE AlsHich AT HEZAE R AP RS AFLAIZ|IAY HE+
T ASAEE A FAAES $%laL, parvovirus B19 3 At gk A7FA| R Qls] A 2] AAgo] oA E] o
FTHELANTS FAF 2 S0 SISt AAE AYsh= Aoz A UH34]. webA, &Ad73
-1} vo] 2 2(Epstein-Barr virus)2} 7t Al s£H}0] 2] 2(cytome- A2 A7 2o s Iy APt
galovirus) E% HAF A1} B5E SAJo|qlt). BY 7] A=} O] 24T} A xR AY PAHEATL Fashs Zlo] &
o C3 7t FAA B SAdolqiek A7HY g A Aol
Al A o aigA|(antinuclear antibody)7} 1:1,600 0.2 & A7PAGE NI} LA ERPHFT2 E3] T 7]
A7HE YER AL A AR A4 MR WA SA = A Akt yhdsto] WAstR R, 7hsAdo] Sl 714 Ak
At o]} A &5 7 DNAR A (anti-double strand DNA gRlgk= Ao Fasitt & Feols AS At d8d
antibody) 2} %}¢12] 2 &} A (antiphospholipid antibody)oll A & Hdo] 2=l wf A7FAS Agtol| gt AE AARE Al
A aE Ko, 3ol 884 Wd8H} A shhe] 4 7 yokA] ¢hokal, o] % LA YAFEF ATl WHE NS o
S 4709 A 7|Es SE05te] HASHIREFEAE 7 AAGREEFEAE Ashgleh AAIGREEFAA 27HH
ekgich AEENFE e WY EL 52-125%F HILE L 9L, 43
P AE RS g A ERE eI EUEE 625 RGP TE olirt o EEA WS A oR A
mgS AW FALR 14U7F FoFetgl ot W2 SHEA| o}, Aekel WyE-2 e vh glo2]. A7he o8-8l
otk olell At AlolERAEY 5 mgkg/day §FORE T e AATHRFEL0] A & ol gy e 4 gl
OFS AIZFSIIAL, 35 3 2EARO] EMA = 94 g/dLE 455t U, F2 Xk GA Z2 A 25 BAgshs 2o R U A
Aok @A AfolE= A2 3 mgkg/day 4] SR FOF Ak AAIGREEFE2A WS A TE A5
FolH, M= 138 gdLz Ao s IEEaL, A el A= Habib 5{5]0] 247 9] &3 S5 Hoba] A%
ARGt WY LA D= A7 1.82%%} 1.57%R 4 Hul Qlck olof] w2 H, 12759] oA AR P S
=ik Zet o] HASHRFEAS ZTkera 71 7|71 6550 A
12d0]gl o, 819] 3hAfofa= F A3hE FA|of Xiehdt
i Zt UL, 479 Aol A = AL YT AT Fofl A4l
SHHREEAE Fehiglow, T 7|72 27§ hof 4] 4d0]9)
A &FAEFRIAATE AP S ERIEe] §A t}. A LR A o] WAYE)y] Ao AATHIET AS
of Z& ALA OB Wshe A= wihe- BEth S o] gk 1299 2%} F 99 9] At apH TR S
7 Agho] FEA R Tkt 71A Ak ofgt HmiAf & ek GA] MAlgHRE I o Fest thE A4l 24 Y FHol
o R WA 4= Qlrks Mg 1HE o), 2 FaoAet 2 517 o]A} 27d0] gl AW o] AL} Yo Ale|ofA] W
o] & AgHe| £apA Rl WHo] 7Hgsttt A7HH Y-S E alo], AR P ST AAIZHEEFEAL] SA) E Ay
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