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Spontaneous Remission of Pemicious Anemia

Hyoung Sul, Woo-Ram Moon, Hee-Jeong Lee, Sang-Gon Park, Choon Hae Chung, and Chi-Young Park

Department of Internal Medicine, School of Medicine, Chosun University, Gwangju, Korea

Pernicious anemia is a macrocytic anemia that is caused by vitamin B12 deficiency, itself a result of the absence of intrinsic fac-
tors due to autoimmune destruction of parietal cells. We report here the case of a 43-year-old female with spontaneous remission of
pernicious anemia. The patient presented with fatigue. Her serum vitamin B12 level was low, hemoglobin level was 7.6 g/dL, and
serologic tests for anti-intrinsic factor and anti-parietal cell antibodies were positive. We diagnosed her with pernicious anemia, but
did not administer vitamin B12 because her hemoglobin level increased spontaneously. Since then, the patient’s hemoglobin and se-
rum vitamin B12 levels have been within the normal range. (Korean J Med 2017;92:209-212)

Keywords: Anemia, Pernicious; Vitamin B12

MNB RE R FvE F 59 27 glo] vlehyl B2 Zo] 34
° FHE ddskr]ol Halske otk
oFA] HIE.S oj7ulo] 9)3(gastric mucosal atrophy) S-S
o8 Af| 3 (parietal cell)2] X|7HE 4] 2:4}0 & U)ol ZKintrin- = g
sic factor)®] 8|7} A= o] B[R B12 (cobalamin) &
FollE frastal dapd o A4 d w1 S (megaloblas- A3A| A=} m=gho w Wsie). 89 A Al f1eRt
tic anemia)©| "HAYSHA| HTH1-3]. o/ R | A== vlE: O =2 B} oA WA (pancytopenia) O 2 &= HAL
Ul BI2 Ao ¢10lo] &4 Aofo]7] wjie] HlEly] BI2E = gokﬂ T0] g A5 Fak(myelodysplastic syndrome) ©.
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ofl M= g A Qlofl= ol & @l
FA A 7.6 g/dL, WEE 2850/mm’, AT 124,000/mm’ 2 HE
Pzl DA, 89 A BholAZFLS Atk
& Tefsio] Qeol N B4 AALE Al T Egle}
Al A PAeld B A 963 pgdl, 3 AT
(total iron binding capacity) 228 pg/dL, &3 2| E(ferritin)
203.8 ng/mL, ¢4k 12.51 ng/mL$1aL, HERR BI2 102.5 pmol/L
(B 138-652)2 W2 2y} A b A8 82| (mean
corpuscular volume) 113 fL, Z& Ht A AT mean cor-
puscular hemoglobin) 40.0 pg©. 2 £715 A A E 2tHIE o]
TEE QI RN oA th A E-E(macrocytes) T} TF
2 52 (hypersegmented neutrophils)7} 2= I THFig. 1).
olu| =7 0] A~(aspartate aminotransferase) 73.3 IU/L, &=hd
olu] =7 o] & A (alanine aminotransferase) 35.7 TU/L, & Wa]F
Y] 2.61 mg/dl, ZAFZ4GAx(lactate dehydrogenase) 5,011
ULZ F& ZY(ineffective erythropoiesis)o] X AT}

w3 Sd ol Qi AT AR offolA
ofd WId 7S atefsto] 17 & jejollA A=
B} 4| (anti-parietal cell antibody) % &Juj] @1 2}3}A4| (anti-intrinsic
factor antibody) AAFS Alg¥5lo] HFE A A4S HYo
(Table 1), M2 106 g/dL, B]EFY] B12 390.5 pg/mL&E 2}
Hom Assh AT WA WA 4780mm'sh Ao
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Figure 1. PB smear (Wright-Giemsa stain, x400). Macrocytosis
and hypersegmented neutrophils are evident. PB, peirpheral
blood.

226,000mm’ = AAFO 2 32 E|o] nlEly] B2 Eoid}%|
OFQFtH(Table 2).

o|% = e o FHA|ZFA L FHJAANFAH AAE
AlgYsto] W L SFAERA| P g WO izt
A S/ elsHgt(Table 1). Z12{u @24 10 g/dL ©]
Ao @ 9% 3 vl Bl27F AAF HelZ g2 Eo] ue}
91 B129] Fof glo] &Aoo oeff Akl glom, Xz
el S71Y FREE EMx 122 gdlz HA H9IR 35
Hal, 59 S/ E FAA 12,6 g/dl, HEFY B12 149 pmol/L
2 A H9E Hol1 QItkFig 2, Table 2).
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Table 1. Anti-parietal cell and anti-intrinsic factor antibody lev-
els at admission and follow-up

Anti-parietal cell Anti-intrinsic factor

antibody antibody
At admission Positive Detected
After 1 year Weakly positive Detected
After 5 years Positive Negative (10.87)

Table 2. Serum vitamin B12 levels at admission and follow-up

Vitamin B12 (138-652), pmol/L

At admission 102.5
After 1 month 390.5
After 5 months 431
After 2 years 238
After 5 years 149
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Figure 2. Changes in hemoglobin level during follow-up. The pa-
tient’s hemoglobin level spontaneously increased without vita-
min B12 administration.
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Qo P AYL oF 60H HER wolofx] sakalul, 2
T} vl A ulid Esht Seebs Eake oxloh
Ao A ER Ao kA QTH12]. SHAR 20004 %
ol Sl HE M} AR 147} 276t o 24
= wolw gon], FujolA ok ulgo] ¢ EErhe 5
| AHE AT Qo).

oFA] WIE L Q7 uto] QJ&E| WA E(pariatal cell)7}
A7y el 7174ef ofste] £AFE]H A W el Kintrinsic factor)
o1 2217} o, ol et Bi2e) 4t 214
MPEITI4]. e WSS SIAEH|o] Trolshs HK-AT-
Paseo]| 22|02 2485t Hw, 9o EAfsh= Ae]=H)
ElwH(Helicobacter pylori)©] Y54 19 9 oA W1g 2] &l
off 71015 SRR ob4] sl eiek3). et Bl2o] 2
o] @A ko] oS Fustel DNA TS ek
A 28N A 9 23to] AellE doA AdAE

?—Hl?'ﬂ(megaloblastic anenna):% Ao FITH1].
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817 Urehbe 957} AAlElo] Blo] mrlo] Wiy,

NEe B @@%%3101 Z7bohe 4 wEol
= aelA iy A
“H(macroovalocyte) = E‘r—‘%cﬁ % 2 H(hypersegmented neu-
trophil)7} B2 g el wak FAL) A EYH o2 ehi, ©
% H]EhYl BI2E 100 pyimL o]5 7iAdeh24)
oFA W1 9] -2 9{5}e] cobalt-57-cyanocobalamin ©]
golo] 0% AR PA-S SHTeRM Hehl BI29)
e e N%‘ HAKschilling test)& AR 4= Q1S
U AAbE olak) ok
off 2 -840l B olizo] A7|Eln glon, AR 4t
o4 A HIEst ashs 2Alolth1 2] ZTel G
A3} (anti-intrinsic factor antibody)2] 274 o] o} HIE 9]
= SRt o E AA AL glom, E35] FIAGA
70%2] RIZHES} 90% o2 SolEE Kol Ao AP
QJTH1-4]. T3t 31 A| 3L 3}A|(anti-parietal cell antibody)2] &}
Qlo] oby wie] Hieto] Ego] Hul, o= $e} ¢35
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Fa% 4% sk Artuey Sde] AER oA
[14). E % 7HAE U (gastrin) Ei= HEPRAE
gastrin)®] Z7go] Ato] Ego] Hrke BIE SIeHI,

obq wEo) 28 AR ulghyl Bl2o) Folz ulebyl
BI2E Z8ZASHE Zlo] ANk ol LeFALE 7 H5}7]
U 2717} S Sel A 474 vlE BI2E 1l 1 mg
o WA EolFrhl].

obg WBe AR Hake ol Askow WAy ulet
Wl BI2E Folsjo shs Zlo® el glou, 9y 7
of uhE R 2E| 0] = (corticosteroids) & FoJu- Bxjol| 4]
(10-30 mg/day for 3-27 weeks) 214 Hlgo] T A% 7
ATHS-7]. o= SHZO|E Fof o] AZFHAFA|7F A4
A fate] A E7F G E AL o2 Qlste] $ib
g yjelxpe] Bu)7b 25 o] Hlelyl B129] &7} 715}
7] o R ol IrHs-7).

2 gixo] Ao wradol a4 th HuT W Tk
A 557 PAEo] AL TE AL, vEhy
BI2 7ok @7 APHAIERA 2L el o] Sl
Ho] obd vE=z z]r:]—s]. ot} QA1 AAE A3)ETe] €
=74 A9 gelstglod Hdo] Bt mgol] HUAR o,
ol A AR 7 WA U Alof] A4 10.6 g/dL, HIER
9] B12 390.5 pg/mL2 RAF1F O 72 ARsdlo] 7Aoo 2 QU

A& AR okl e 2 2k 8 A B e

H(penta-

o)

oM AT Bl PHZER ol Solt Y U 5%
BAZo] glom, Ba AU Aol shela, ArjAEm
A WES Ao v oA B8E glof oty w1 9 o
291 Aeke] 5L o} MeITH8I]

B 599 S opA W Aguke 5 vkl BI2o)
Sol2 A3 514 ghola, 2H|Ro|E 5O e oFRS
o2 o] gleleolE Ao vy Bl2o] EF 4
) A% 9 B0 Al WREO] muoA] thy 43
T8 A FTLY 24, PR SHE HolwA
opy Mol N BAE A7E Btk neb B Fdk of
4 Wgo] WA Holeks 7120 Byl Bx) gks Zolu,
olofl ¥ AAEL ek 7| & S glovk U X
= glo] AelHow Xgl oty ude] Ty A S
T5He folth. Selof Al 19589 HIE Gl =
) oLt QAo oby B AT 2
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QA BAS 2 © 3 A Femast Agicks)
£ IS e A3t AT e AANA BF ol

el B127} 149 pmol/LZ AT ¥ 9o|7l s a A4S
Hod dE nae o A4 9 FF vlEl BI2 424, & 2
A ZGA D FUiIAbA o thigk 71 H Q] =4 AL
dash Ao7 Azwn] 2 3ol fARE F7EA 1 S 4= >
Y W A7t e A oR AbREch 4

o [e] 5 5
el =
= 6
obd RIS 91 ute] 915 =2 EA2S] ArFHS A
402 YRIAE A= vletyl BI129) 4= ozt o 7
ojLt 4\41*4%&?‘1@01 RS A ol oy wE
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