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Awusauady

LY o 1 6 a
msRnaNuaIMIRUgNTINTasAIINTasan sl GEPD Tumsnusniia
aslanzdaiudaslulsesneunanssangina

A G 14 o o 6 o \IL g \/L | & Ay
Yoien yaode® gyt ygdand et e’ uae lugne 196
‘Fosfiifnseniugenaas naswendinen Tamentnanszasngind  amhonaiugnssy nesnasnensss “mielafiaingn nasansnanssy
Tsaenunawseangind Inendeunneenaainszangind  eflamsunnesmnifodin aneansenans sviinendesssaensns

UNnAnga
ynsdr  AmswIasanlas GEPD LﬁuZﬁﬂﬁé‘immgﬂgﬂuﬂﬁsmﬂzw s liiAramadnidanuasumnideunanluns
74l oxidative stress sandadusungynliiAeae bilirubin g9lsmanusnifinineme Wodimaszanasy bilirubin T
anavas AnanuBemesassuLssamls ngulszaen Lﬁ@?ﬁﬂﬁﬁﬁﬁ@ﬂﬁﬂﬂWﬁ%ﬁ (mutation) Tuéu G6PD 71
wulumsnusniAaifinssmassrnmmenseaanlas GEPD 58m1s eehadaamsnusnifnsamasss s 110 T
Algsumsditaseanensananlas GEPD thanasramenuAnLnisesi GEPD dremeiln High Resolution Melting
(HRM) 59470 direct DNA sequencing Wan1s@ns MsnUsIA AR MSTmAasTasRUmatimaswsaonlas GEPD
wymm521,aﬁﬁa%mmﬁﬂmyﬁuﬁﬁﬁmu 12 9fialpemy G6PD Viangchan (871 G>A) (0.390) mnﬁ'@r@ sodaasn i
G6PD Canton (1376 G>T)(0.130), G6PD Kaiping (1388 G>A) (0.103) 61NNa101L uammiﬁowu G6PD Valladolid (406
C>T)(0.014) uae G6PD Aureus (143 T>C)(0.007) Sathlximedimesmlulsemeing e microbilirubim 999msnden
ALY 1263 + 3.05 mg/dL lne [imunnamensissmamemeussmavaioas [iwunnadiusiurdazeams
nanenig dgy nrsnaeniugeesiu GePD daulngiduniln GEPD Viangchan (871 G>A), GEPD Canton (1376 G>T)
UAY G6PD Kaiping (1388 G>A) laeiamie GEPD Viangchan (871 G>A) uas GEPD Kaiping (1388 G>A) %aangﬁ
onnasdudiliisemauanseadaidaauadldhe mesramamegasemdamaasiiaagndonmeuarTIRS

st lumatlosiusasusammauanvaiadonuaals
maay: ® ansanaulal GePD @ msnusniiaidienssamnae

® 115739972835 High Resolution Melting (HRM)

LTS ISUNNENINSUN 2561;71:155-62.

lpsuduntiude 22 Sqwien 2561 [A@Raiida 9 Bomen 2561

o v A i A A A wva o I3 Aa Aad A
Fosmssundusiudass syvdl Yyda iy desUfiimssaiugmans naswensinen lamentnawszasngina? awssran wammm3
Ny, 10400
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Original Article
Molecular Characterization of G6PD Gene Mutation in Neonatal Jaundice

in Phramongkutklao Hospital

Poonyisar Boonpeng™“, Boonchai Boonyawat”, Chanchai Traivaree’ and Khaimuk Changsri*
'Division of Molecular, Department of Pathology, Phramongkutklao Hospital; “Division of Genetic, Department of Pediatric;
*Division of Hematology, Department of Pediatric, Phramongkutklao Hospital and College of Medicine; “Master of Medical Technology

Program, Faculty of Allied Health Sciences, Thammasat University

Abstract:

Introduction: A high prevalence of Glucose-6-phosphate dehydrogenase (G6PD) deficiency has been shown
in Thailand. This disease can lead to acute hemolytic crisis, neonatal jaundice and kernicterus in some
patients. Objective: To study the genotype of G6PD mutation in neonatal jaundice in Phramongkutklao Hospital.
Methods: Study the genotype of 110 newborns who presented with neonatal jaundice from G6PD deficiency by
High Resolution Melting (HRM) and direct DNA sequencing in Phramongkutklao Hospital. Result: Twelve G6PD
variants have been identified. G6PD Viangchan (871 G>A)(0.390) was the most common identified mutation,
followed by G6PD Canton (1376 G>T)(0.130) and G6PD Kaiping (1388 G>A)(0.103) respectively. Moreover, G6PD
Valladolid (406 C>T) (0.014) and G6PD Aureus (143 T>C)(0.007) were identified for the first time in Thailand.
Mean of microbilirubin was 12.53 £ 3.05 mg/dL and has no correlation with both gender and type of mutations.
Conclusion: G6PD Viangchan (871 G>A), G6PD Canton (1376G>T) and G6PD Kaiping (1388 G>A) were the three
most common mutations in our study. G6PD Viangchan (871 G>A) and G6PD Kaiping (1388 G>A) were classified
into class II which can present acute hemolysis. So, the accurate and rapid testing can prevent and relieve the
acute hemolysis in neonatal jaundice.

Keywords: @ G6PD deficiency @ Neonatal jaundice ® High Resolution Melting (HRM)

RTA Med J 2018;71:155-62.
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NI

Glucose-6-phosphate dehydrogenase (G6PD) i
LauvlfmjﬁwﬂéﬂunﬂLsﬁaﬁsuaﬁ'mma Smshivanlumssds
NADPH deiwihiitetlostusadgmimennasonya-
5a9v (oxidants) Mulwead™? nensasenlss GEPD
(G6PD deficiency) Asnmgsnanmsnanewuguosin G6PD
ﬁag’uﬂﬂﬂﬂm X fuabisesiurasanlssd GEPD anad
vielsuiae vdafimavhameaduleiifiond dusig
ThAamuanzeadadanund’ daulnafhefifiimemsas
ol GEPD sinlluamsams mafianmissiadanuaduan
athadeundusiadlefiiafunssdushe vdeagluanny
oxidative stress (% MITUUTEMULNLITHA (drug-induced
acute hemolytic anemia) m‘s@@éa (infection-induced
acute hemolytic anemia) miﬁufﬁ Vicia faba (Favism)
NN mensaaesles GEPD svanusmvEamai
smquaslsnehe leeiame mgshimdaslumanuaniie
(neonatal jaundice)*”

Tlsenetlneg anmsfinmmurmsnusniAamemedid
G6PD deficiency fnmy hyperbilirubinemia Qﬁﬁaaag
49.15° Tungarmenmuesnumanusnifefifinssamaas
Aennagwsasanlasl aepD luwemnesosas 22.1 uag
wemgssoray 10,17 nMaanadtiadizasnsasanlad GEPD
Tulssmeninanszasngindazaidumansainide e
talass] (quantitative spectrophotometric analysis) ?EITG £
f¥astndo sanunaaLlany (false negative) @ lunadifi
Haniimsuen (hemolysis) 958 MINUSNALAEAALAIGT

28-10

BRIN WSS enzyme activity Sentn@ 1P Faviums
sratuilusysiuin (mutation analysis) 29t lselemily
meiasunmensasaulsd GePD" IdusiushannniAsnle
aa luilagiiu dsash Fenansonaunumssnm waems s
Aumshinefuemsgussalse naihseTimsifiannig
=1 A % 1 v 1%
dadesuasuenluawnanliungielddnde
NNPDYAHTIAANNN (prevalence) vhlanwy GPD
variants 81N 400 7 usiazrfinasiauaaiiAlaaiame
n @ €A1 o S e 2 o a
activity 909 lgifshetuaanlydoudshann Uauesesulng

P AN MR AR ATILSINGT AN TINTIENWMT

d9ralulszmelng ‘W‘]_Jmiﬂ’mHﬁuﬁ‘ﬁﬁﬁﬁﬁ@mﬂmﬂm%ﬁ
IINTOWINGDA (substitution) NINNI 15 FA FaeTI
vee | G6PD Viangchan (871 G>A), GEPD Canton
(1376 G>T), G6PD Mahidol (487 G>A), G6PD Kaiping
(1388 G>A), G6PD Union (1360 C>T) Wwag G6PD Chinese-5
(1024 >V Stidaldfimavmnnisnaamamenae
Wuﬁsﬂmﬁu G6PD et 1w PCR restriction enzyme
(PCR/RE)""*", microarray™, amplification refractory muta-
tion system” {udh  FAEna S unewiieen 14
wansfiodmng dasanduamad iy lunmiuasmauana
SninoddFsvesnamidunsasaday et afinmh
Wmaa High Resolution Melting analysis (HRM) YA
MIATIWNANWUE NN TINYDIEY GEPD fvnlfiAama
wiasianlaal G6PD Iémmuaiiemioniiu uananasnsauen
Snwaiazefierasmanmeiugfud Sehuanszazom
Tumaaenaldendne®= dofse|dhmedatinssyndld
SafuMIRTRdsLiaaaLe Ineg (DNA sequencing) laedl
Fqlsaedifaynainminuosnenaeiuiestu GePD

Twdnmsnusnifadmaas ulseweninanseasngind

Faquazisns

fnaehafanvaIsNULININATIWREIIWIL 110 18 (el
M8 74 Y LASINENTI 36 T18) flasumaitesufiunay
W‘s'amaﬂmj G6PD ¢neid quantitative spectrophotometric
 Weslftimteslitiamslafiedne nasmwensinen
Tsomentnanseasngind sevhadionfiguen fe gmen 1
W.el. 2560 neimneiszeianlesl GBPD fhn 169 TU/mL
RBC uazemdefiszduianlasd G6PD s 197 T0/m,
RBC lnensdseilldsunssusasnnanensssmsaiusssy
mv3tluen avnenduosaenaes gof 3 s ineenaes
LAADZEYNIINMIRNTINIATIMIAITY nasumEmNILN

nainSWe (DNA extraction) hendhiSagl Axy-
Prep™ (blood genomic DNA kit) @y3amnnisnaneiug
22984 G6PD e G6PD Viangchan (871 G>A) Wae
G6PD Mahidol (487 G>A) feAD High Resolution Melting
©RMY? lufosdunion dhasheitliany (negative) ¥
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danTrRdeniaduiinnalo e (DNA sequencing) sialyl
108 Primer ﬁslsﬂumi@m@mwzﬁ HRM (Table 1) ¥hm3
AIeTI HRM @neleiaas CFX96 (Bio-Rad, CA, USA)
mmﬁmﬂ%mmﬂﬁﬁu‘qmw (polymerase chain reaction;
PCR) 515 20 pL @iawﬁqﬂﬁﬁ%mﬂimaué’w DNA
50 ng, Forward primer 0.2 uM, Reverse primer 0.2 pM
WAy 1x SsoFast™ EvaGreen® Supermix (Bio-Rad, CA,
USA) I@Hslfgﬁ initial denaturation 98°C 2 ‘m‘ﬁ, 35 DU
denaturation 98°C 10 319, annealing 62°C 5 37 Wag
extension 72°C 16 Sl M mAURRLRsLRsN e
WUNITNLA ﬁ?ﬂﬁ%@@%ﬁgﬁ 95°C 1 171 wag 65°C 30
Wi Lﬁam‘%mvﬁﬁjmzmuﬂﬁ melting analysis laeua
slﬁﬁﬂmﬁﬁmmaqmmﬁégmwi 65-95°C 718691 0.02°C ol
W sluﬂﬁdm@hﬁ"@mmv@aaLiawﬁmmﬁ@%uaﬂmiatﬁaa

Table 1 Primer §w3UM3v High Resolution Melting™

Yoy Yks uazamy

LaAemerineomsiasalaseh melting temperature
(Tm) 289 PCR product el Precision Melt Analysis™
Software 1.1 (Bio-Rad, CA, USA) Semeiiieuiushatha
muQmﬁmwué’wmzmaﬁu‘qmm (genotype) Wa?
maaTRenNSiasLiala ne (direct DNA sequenc-
ing) 4 Primer LﬁaLﬁmﬂ%mmﬂﬁﬁu‘qﬂﬁﬂu@hme exon
2 24 exon 13 ¥898iu G6PD (Table 2) I@&ﬂmmﬁmﬂ%mm
MINUINIINLRNAT 50 pL s¥naude DNA 100 ng,
Forward primer 0.2 uM, Reverse primer 0.2 uM, dNTP
200 uM, 1x Standard Taq buffer lae 1 unit 989 Taq
DNA polymerase enzyme (New England BioLabs, USA)
Fenstag Lﬁmﬂ%mmmiﬁu‘qﬂﬁm;u T-gradient (Biometra)
“7; Initial denaturation 95°C 5 W1 denaturation 95°C

30 ‘5mﬁ, annealing 62-72 C 60 W WAy extension

Mutation 5-->3’ 2%416 (bp)
Mabhidol (487 G>4) F: GCA GCT CTG ATC CTC ACT CC 137
R: GGT TGG ACA GCC GGT CA
Viangchan (871 G>A) F: CC AAC TCA ACA CCC AAG GA 86

R: TGG CCT GCA CCT CTG AGA T

Table 2 Primer §1%3UM3%1 direct DNA sequencing

Exon 5-->3’ PCR product size
2 F CTCAAGAAAGGGGCTAACTTCTCAA 241
R: GCACTTCCTGGCTTTTAAGATTGGG
3-4 F: CAGCCACTTCTAACCACACACCT 362
R CCGAAGCTGGCCATGCTGGG
5 F CTGTCTGTGTGTCTGTCTGTCC 291
R: AGCCTGGCAGGCGGGAAGG
6-7 F ACTCCCCGAAGAGGGGTTCAAGG 586
R: GAAGAGTAGCCCTGCAGGGTGACT
8 F: GGAGCTAAGGAGAGCTCTGGC 164
R: GGCATGCTCCTGGGGACTGGG
9-10 F: CAAGGAGCCCATCTCTCCCTT 638
R AGGCCGCCCACCCTCCACA
11-13 F GCAGGCAGTGGCATCAGCCAAG 548
R: GGGAAGGAGGGTGGCCGTGG
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72°C 5 ¥ 9m3n 30 98U Wae final extension 72°C
5 17 VEIMMATIATeLIA PCR product 71l
electrophoresis LN 2% agarose NawaNaTIA direct
DNA sequencing
MIAATLINITDG
FoyaideFmnanhianalesmainidmssamn Tdun e
mﬁa (mean) kaY ﬁam‘fj ENHIUNNAT1U (standard deviation)
AT NNFL5193AY microbilirubin TEANNENE
WASNEIEISOY Student's t-test WagAATZAAMALLTT M
999386 microbilirubin fumsnaeiugrasiu G6PD e
#1197 ¢t One-way ANOVA  I9glamsiaeim st

axhoniitideydlae p-value waend 0.05

NAMSANIN
HAMIANANWIANIRUINTIN  (genotype) 383D
High Resolution Melting (HRM) a1nénaenganmwiis 110
s18 dovmsnmaliensigneds  HRM wiwy GPD
Viangchan (871 G>A) 91w 56 718 (hemizygous 36
18, heterozygous 19 18 Lag homozygous 1 918)) GEPD
Mahidol (487 G>A) 31w 7 e (hemizygous 5 18 LA

heterozygous 2 918l)

HANSANATIALAUINIIN (genotype) $eAD direct
DNA Sequencing Pndnethefivaadam 50 T wa
direct DNA sequencing WU G6PD Canton (1376 G>T)
AW 19 18 (hemizygous 12 T8 WAE heterozygous 7
718), G6PD Kaiping (1388 G>A) 31w 15 718 (hemizy-
gous 12 918 LAY heterozygous 3 918), G6PD Chinese-4
(392 G>T) 7w 4 78 (hemizygous 1 T8 Lag hetero-
zygous 3 T8), G6PD Valladolid (406 C>T) 3747t 2 g
(hemizygous Wag heterozygous atway 1 1), G6PD
Songklanakarin (196 T >A) 31U 2 Mg (hemizygous
2 8) UWagWU G6PD Mediterranean (563 C>T), G6PD
Coimbra (592 C>T), G6PD Chinese-5 (1024 C>T), G6PD
Union (1360 C>T) wa¢ G6PD Aures (143 T>C) #ioay
1 78 (wundli hemizygous Famaa) (Table 3)

mmf‘ilsuaqsﬁﬁmmiﬂamﬁuﬁmmQ‘u G6PD 1N Table 3
MafnNANaRYNINUENIIH e 110 318 (WWeiane 74
T8 LALWEMEN 36 T18) @eAS HRM 3981U DNA se-
quencing WU G6PD Viangchan (871 G>A) femuams
naeudgefian Ao 0.39 Toemuimenids 1 TefifiEnmmy

Table 3 ANaDUeaRALAzANNDTDIMEINALWGIEN GEPD %iiashse] sasmsnusniiadimaog

gilamsnaeWusuasiiu G6PD e 74 s (36 ﬂ'm:ﬁ At
Hemizygous Heterozygous Homozygous LLRAAR
G6PD Viangchan (871 G>A) 36 19 1 0.390 0.509
G6PD Canton (1376 G>T) 12 7 0.130 0.173
G6PD Kaiping (1388 G>A) 12 3 0.103 0.136
G6PD Mahidol (487 G>A) 5 2 0.048 0.064
G6PD Chinese- 4 (392 G>T) 1 3 0.027 0.036
G6PD Valladolid (406 C >T) 1 1 0.014 0.018
G6PD Songkla-nagarind (196 T >A) 2 0.014 0.018
G6PD Mediterranean (563 C>T) 1 0.007 0.009
G6PD Coimbra (592 C>T) 1 0.007 0.009
G6PD Chinese-5 (1024 C>T) 1 0.007 0.009
G6PD Union (1360 C>T) 1 0.007 0.009
G6PD Aureus (143 T>C) 1 0.007 0.009
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Table 4 #1 microbilirubin IuMsnAMETUFac YR

G6PD

Microbilirubin (mg/dL)

gilamsnaeWusuasiiu G6PD - p-value’

LNETNe LW@WI%}.I"\S

G6PD Viangchan (871 G>A) 131+ 28 118+24 0.098
(N = 36) (N = 20)

G6PD Canton (1376 G>T) 118+ 44 143 + 36 0.201
(N =12) (N =7)

G6PD Kaiping (1388 G>A) 115+ 29 12307 0.690
(N = 12) (N =3)

G6PD Mahidol (487 G>A) 132+ 12 12.0 + 2.8 0.434
(N = 5) (N =2)

msnawﬁuﬁsnﬁm%m 124 + 4.0 132+ 2.8 0.749
(N=9) (N =4)

p-value’ 0.570 0.302

' microbilirubin T¥Namemauasnemi llanuuaneauatheliiudfy (Student's t-test)

“# microbilirubin sewhennaeiutaasin GEPD udavafinlilenuuanisiuathslsidifay (One-way ANOVA)

homozygous 3098931Aa G6PD Canton (1376G>T) 0.13,
G6PD Kaiping (1388 G>A) 0.103, G6PD Mahidol (487
G>A) 0.048, G6PD Chinese-4 (392 G>T) 0.027, G6PD
Songklanagarind (196 T>A) wa¢ G6PD Valladolid (406
C>T) wiaay 0.014 wazwl G6PD Mediterranean (563
C>T), G6PD Coimbra (92 C>T), G6PD Chinese-5 (1024
C>T), G6PD Union (1360 C>T), G6PD Aureus (143 T>C)
¥ 5 manaeiugienafuaaturiiu fo 0007 e
HaWu59119193¢6U microbilirubin (MB) fushanINane
Wigrosbu G6PD

NNEIBENY 110 TNeT¥AL microbilirubin §9gAAR 20.0
mg/dL LaenaAe 12,53 + 3.05 mg/dL Lﬁ@ﬁ@ﬂ@:mﬂ&lﬁﬁﬁ@
msnaneiuiuasiu G6PD wuhmanmetugudazaiialss
ANNENNUETTLTERY microbilirubin 33859 lWLANHGT
6199895¥AU microbilirubin T¥WNNNETE (hemizygous)

LL@%LW@TMQ‘JG (heterozygous) el (Table 4)

3900
Tsanmendasenlas GepD Senmganmananeiug
29984 G6PD daﬂmy’wmﬂumiﬂmaﬁuﬁfmwwzﬁ (point
. 23 EL \’L A I X A
mutation)” ludssinelnafonugnaalsaigouwaziing

Anmensmmnuans lunsnanaiugastudmemarnuans
ad711.15 A [ 6194
W usltlpsnnanammnuaBraImMINMeuy vl
a 3 v 6 a | v AY o w
madeneimananeiugynafiadivlliden uaziidedia
masmeiiashee lhaziduemadume emaejsennlums
ATIAATIZ MIDMUBHIANE ADRauM Iz |Faefs)
g nmETeT N dhmafiamsamadeds High

Resolution Melting (HRM) mﬂizqﬂﬂ%ﬂmﬁmﬂﬁ@mm

mnsnaneviusaasin GePDY % deiauldiatmsdisnam
78 % 1% 6 a A a

mﬂizsqmﬂﬂmummiﬂm&quqénm fiw G6PD loendanaiio

4 Y, - 4 ,

fnuléning 2 i utlsemelne fia GEPD Viangchan (871

G>A) U8 GEPD Mahidol (487 G>A) Zswail idanssnsn

Lmﬂé’mmzmqﬁmqﬂﬁmaﬂL‘ﬂu Und (wild type), Winy

(heterozygous) ey Julan (homozygous e hemizygous)

!
20-21 &

¥ 1 [ :ﬂl 1 = 1 % % a
|hoehetaan Fouanensanmsenmnauni®? fdnsins
W DNA 9aaneanefiléu G6PD 1Un@ (reference DNA)

v d . . vl |
aﬂﬂmmuaqmﬂimmmiaLmﬂaﬂwmzmwmammﬂ@]
(wild type) sanannTAAdulse (homozygous wie

R Py au Xa o ad . .
hemizygous) \10@1 FaMTIun9170 High Resolution
Melting (HRM) mﬂizqﬂﬂ%ﬁumﬁmmmmﬁﬂmaﬁuﬁfﬂuaa
fiw GEPD e 2 Ffieusniidnenunuleeslusemetlneg

A 2 A A i
LLﬁgﬂ'J'iNﬂTiﬁﬂHﬂ%Gﬁ%@m%"] @m\l‘ﬂ
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miﬁm:nmmﬁuaaﬁamaqmsﬂmaﬁuﬁﬁnadﬁu G6PD
Tumsdnwaseiinui GEPD Viangchan (871 G>A) §
mméma@u@aﬁq@ Ao 0.39 d’mmﬁﬂamﬁuﬁﬁwmmm
31\@UA GEPD Canton (1376 G>T) waw G6PD Kaiping
(1388 G>A) MNEIGH 4 3 Suduuanii Semauansnsan
madnmensgnManaeivtaasiiu GEPD lulszimetine
Aownihil’” Gawy GEPD Kaiping (1388 G>A) s
Wl GEPD Mahidol (487 G>A) mswAslasenaiees
miﬂmHﬁuﬁf’fuamLﬁmmﬂmiﬁwHéuﬁagawﬁmmaqﬂsg%Wﬂs
Tunfimeeha Snremstnmassitldvhmseniemet
¢ne3D High Resolution Melting (HRM) T38mUnsas7a
Aemidiutnaalolned (DNA sequencing) §aehans 110
Nl Hgﬂmmaummﬁﬁﬁmaamiﬂmaﬂuﬁfﬂaaﬁu G6PD 34
WU G6PD Valladolid (406 C>T) uag G6PD Aureus (143
T>C) sattslifimanenulidsanene™ ™ wonanidl
Wumiﬂmaﬁuﬁé"m |#un G6PD Chinese-4 (392 G>T)
G6PD Songklanagarind (196 T>A), G6PD Mediterranean
(563 C>T), G6PD Coimbra (592 C>T), G6PD Chinese-5
(1024 C>T) wag G6PD Union (1360 C>T) ¢e

fosmniithimmeyssnaiinedosiunmaguusnie
133104 microbilirubin 1 MIFNNFESRRNLTHA NM136ia
Fo pmatiuanimeiiadenuas (hemolysis) M3ANeND
SMWAFUEW1S3 conjugate bilirubin AAAS FINAIMS
ﬁmmﬁ@ﬂn@mqﬂu@ﬂﬁmﬁlm i NsNaNERUEEW UGT,

24-26

Gilbert syndrome L’ magwsasanlad GepD fidu
faseddnyiiiliasy bilirabin Twdangedls 18 mg/dL
NnmenUllssmeBae” wdentunideludsemer
Svsldmenuszdy bilirubin WAysTANinusRaUNG
U G6PD deficiency Shuslenauenenamulaun 1814 +
3.85 mg/dL WAy 22.26 + 8.36 mg/dL MmNMOU” Fn
5% microbilirubin lymsnusniadamaasfisinmemeas
st G6PD fingramuludduiaeads 12,53 + 306
mg/dL Fefaentmeamdnam usiathalsimananoigede
alteindideumenuriowihege 20 mg/dL e
AR NNTNNT20958MU microbilirubin UMINAY
Wususiazaiiauazmelumesiiinuh ifanadiusiv
%aﬂﬁﬁ@miﬂm&Jﬁuﬁﬁwumﬂmﬁ@ag’hmmqmmﬂﬁﬁ@
class 1T (mamadengulag WHO) 3slsiuanadasiugés
nam iaehadoian

a1l

anuanfedmdasifinmsndesieulzs GEPD emany
naneugEesiiu G6PD ¢35 HRM uay DNA sequenc-
ing &8s 7 shaleeenaiiveadadmlyofusiia G6PD
Viangchan (871 G>A), G6PD Canton (1376 G>T) Wag
G6PD Kaiping (1388 G>A) Madey  laeiawne GEPD
Viangchan (871 G>A) way G6PD Kaiping (1388 G>A) A
a%lsl‘% G6PD deficiency class 1I %@Lﬂumjmﬁﬂizﬁmaﬂsﬁﬁ
wtszanoiSoeay 1-10 Sixn microbilirubin gosgmin
44200 mg/dL ustlsuenadeiussznhamananasiog
fuLBanas microbilirubin Fsoraifnanitasavansussns
fvnlrReemsvdermnusnifie menaeiuiesiu
GePD finuoraiiuihindnuieliaitasiinsBufsnss
BT IARs KamsAnmitsansmitly
fmesnasTIguaS TN NWINARmARY T2
maifasiufigiaeas ldSunanssnurasenuasmasnmea

mMesanlmaasnmaneawlss GePD sald
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