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Acute Hemolysis and Renal Failure caused by Hepatitis A Infection with Underlying
Glucose-6-Phosphate Dehydrogenase Deficiency
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and Chong-Won Park, M.D.?
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Although glucose-6-phosphate dehydrogenase (G6PD) deficiency is the most common enzyme
disorder worldwide, it has rarely been reported among Korean. The patient was previously healthy
39 yr old male who showed severe hemolytic anemia and acute renal failure accompanied by hyper-
bilirubinemia after hepatitis A infection. The additional studies for differential diagnosis of hemolytic
anemia showed a moderate deficiency of GBPD enzyme. Because hepatitis A infection in patient
with G6PD deficiency present much more severe clinical symptoms, G6PD enzyme should be exam-
ined in patients with triggering factors of hemolysis such as hepatitis A infection. (Korean J Lab Med
2007;27.188-91)
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Glucose-6-phosphate dehydrogenase (G6PD) AZL 714 S7F A Atk 34 AE HE 37 SEEk S 94
T3 g4 4y Aoz dHA ok A AAHOR 6-7%9] & Zbol| HekE]= 497t vifRold, g4 ARASS Tk 34
WES Holx gon Fvluith 0.1%0A4 30%71A) thkslA B A 79L& =87 BuHT Jti4]. G6PD 29 $AolM AY
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IpHE U JIEE  Eolrlel 9ls 317] Y8l AN Parvovirus B19 IgM, anti-Mycoplasma, 213
AlBE 398 2 55 QL. SFREY AAL 727 SEEEY AL @l AAe EF
S @ 5U7k] I8E, FLE YUS & o] AstE /401903, G6PD g3 A A3 64 U/10¥RBC (A
A 7k oAlstdl 2ol ALE AT 146-376 U/10“RBC) 2 43% 7Had 274% BYomn, WHO &
018t 24 : ¢ Al Y 150/90 mmHg, uﬂ‘ﬂ# 603]/%, F21%(1]19) Class I, Moderatee] &l %3tith
TES 2438)/8, AL 369CHLH, 94 AstE o] UYL FA A2 Y 1 3xe Y 39U 8 u3ey YRS
WAL AT 39 3y AR AFH O A A A AZER o, 49 30¢d Hb 7.9 g/dL, AST 30 IU/L, ALT
AL, A3 e Tk A AT FF R A Az o 123 TU/L, % Y79 263 mg/dL, A#olEld 1.8 mg/dLS.
A7 Yol 57 204 o, i ok, T A8 gl 2 3AEAG w e0dA e 4 A ZUr g 97
Zh HEY A% flsith A 3R g o] Hol gijle g/dL, AST 16 IU/L, ALT 16 IU/L, & ¥2%¥9 075 mg/
U A7 8] Al A 915 21 (flapping tremor) & $SATh dL, Fdoleld 18 mg/dLgth 2 oY & Ax A= 3
A+ QuiA AR A W = 1192X109/L (531 A2 118 g/dL, AST 30 IU/L, ALT 43 IU/L, & W34l
AY1E JEe 4 9T 4 1101X10%L), 44 37 g/ 1.37 mg/dL, A#elEd 1.27 mg/dLSiTh
dL, 9a% & 677X10%L, HHEET 121%, GEZEH 26
mg/dL (F2A] 45-199) oAt} B2 =T Aol A F4,
TZET HIAEY P (schistocyte) 7t HREPT FHHY L= o &
10071] WELE FFehs 5ot 87 AEEoH, W 7
AR F5TE 10%, S5 9%, ST 62%, BEZT 9%, G6PD 2L 71¢ &8 AP T4 2Y FEo2AM X-94
S 10%, SFT 2%tk ZFAAIA A ZFAEE 60-70 A GHOE FHEHL QF, Al et FF5E] Apol7t AUtk
%= oI, FFA 2 AYA MEHE(ME ratio) & A dEAM T B4 3% o] S EBE R Al F
122 A¥A $7F 2248 Bk Y S AAA ZRE ol flo, 2, oA SoE A AEH AT} £ El“* NA-

[¢]
FH AZE 166Z(INR 147)oIie). SWZARA e F4 DPH A%<l 2 AZ W AshEgo]
(3+), AE(3+), DUR(4+) A2 23} AARIA WET 3-5/ AA o] B2 AMEst 9] Aol NADPHE *Mo%— ﬂ1
HPF, 487 6-8/HPF £7& BYoH, =5 49, oid, & Ab 7 2= GBPDE 723k Aol stz s oz Akshy
o Al MFAARe] Ads SA0llth AssE AN AST ZEd 2 FoFeirh6]. a4 ke @A S AT
846 IU/L, ALT 1221 IU/L, % 2&)F41 67.3 mg/dL, A3 1 A ARl A BRI 5% olskE AstEol glod ol FHTA
2% 291 mg/dL, ¥F 24 F 826 mg/dL, A#FkEd ARl NE B2 FHE7} kel sy JTH6]. G6PD
449 mg/dL. ¥ VY 55 g/dL, L¥¥ 378 g/dL. I 238 AR A AROlER, A #9103 BA 7S Aok

mg/dL, ¥EUY}l 445 pg/dL (LA 20-80)ISiTh HpolZ X sit £ o] S o3 o JIFHAEE 1S5 i

A HBsAg S4, Anti-HBs 4, Anti-HBc IgM &4, A AN  glodth
Anti-HCV €4, anti-CMV IgM <4, anti-EBV IgM &4J9] G6PD A= 13709] A< (exon) 2.2 FAEH 20 Kb 3]
Ao} Anti-HAV IgM 9dolqith £874 wide] e 744 o] Az Mol A T 7], 30091 7] o)) thekek 4
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Fig. 1. Leukoerythroblastic reaction and thrombocytosis in peripheral blood smear (A) (Wright Giemsa stain, x 400). Normal cellularity with
erythroid hyperplasia in bone marrow aspirate smear (B) (x 1,000).
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o] BuEPoH, & Z#H7F £FE WHO Class IIIo] 8§93 HAME Ty, 8% 9 3 Q43 AgelElde] F7tE o
= A7 oo 2 854 A71MFe] Guanineol Adenine AL, #YAH UEF HH@%(FENa)% 26%= st w74 A
o2 A3H s Montalbanoﬁé, 466% 974 €] Guanine BA A28 B4 A8 wride 2 WegFale] A% 8
A Adenine® = X3l llesha®d 5o ATHE]. e AAAAAN 3 Hol de AAES &3 A F I
G6PD ZA¥% §34 NgEA ] = P &I A] £ 9 o FEE e ARAE do7AU19, 20], B At
o A8 i, 2 AE(bite cell), HEA, HFAET, AT A7g At AR A9E Yo7 3[14, 21, 22], B 3R
3 A &g AP 4FsEE Q] methemoglobin©] 12 Heinz S22 7t 9t ZoRE AyE 4 qlni23].
body ¢loll B¢ AL S7PF #2424 JAtH11]. o] Wel& & H|E gt A= G6PD Ao] TEA HAuHT 104 njol
& BATE SAFAY FA2 971XES B4 gxlo) 7k B2 7He] a9k x90]3, G6PD A¥ #RME Aek 7Hy
slti6, 8], &4 FAE 34 NADP oA NADPH7} A% P FHTe U £ JoHE Al yUFY 5] &
T 2% % F=A (spectrophotometer) = S 8te] Kdtsl=v] 7ol B u, G6PD ZAE B Ralthy Azkgict
[9], & =9 3= 54 ST} 43% Astd ALE =4
wo} AlA BAZF EF F Class 1o algsh= 2742 Btk
S8 A7 &4 SHEE S48 B4 GAE AR e
£ 4 9Ed, o) Class IV SollA Z4o] At A$ a4}t
A¥E HYTLEL o|n| g HA HY7u Fololr] wjio] Glucose 6 phosphate dehydrogenase (G6PD) ZH< &4
th ool = 15 2 27 Fof oA 54 BHEE SHsAY 2943 T P £ Aok gl s B Aotk
EEE SAe Ad o] ®tk Class 11, ToIA 9] 73 SAbE Hadd A78hd 394 HAE g4 AY el o3
dAME S AtEE §8E HYT oo Hol e APH = AR E5E gk Ald £84 W8S J4 AFA
X% G6PD7F A E o] 7] Wel Ao g ko] Lol3itt o T A7e HSth &84 wde 7S 8 AN
[6, 10]. Jge% st H2F sHETAY 944 18 LA G6PD ZAAIA F5E(moderate) ZAgol AL G6PD
£ G6PD ZA¥o| el doug g4 AT SHOTE= oE e Z2Y BAlX AY 7Hdo] FHHE g Al 7H P T
o] Jeng ool FXA A7IME AR FXE 4 9tk S E0g £ 9ong A 7193 e i At I, I
AT ZHie] Y P T2 =Yooy BEY Ak 3 7Y 833 88 @448 Hole AT G6PD AAME
T AT e Hole e dEE Fel dHeR AR gt
7t 8k 749 Fol AL FHTS Ao dFe T YA
ATH11] AF 7 AN vebd & de S5 At 4
o S84 WY, MG HE, AR, A, 349 A5A 2nEH
T TEA 2aET 9tH12-16]
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