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G6PD (Glucose-6-phosphate dehydrogenase)
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Figure 1. The pentose phosphate pathway of erythrocyte glycolysis.
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G6PD deficiency
' 4 N A < d 4 A 4 1 o Y«
Mgwid G6PD unzAadndveudulsihuiameauas dameneamaiugnssula du (gene)
< v < ¢ o A ¢ A Yy % v vy 4«
nadunulassanwazmsdansizowladyiailudaiidesgnarerimuedun X-chromosome Hilae1iil
b $ o 4 ) a a X
AMITNIBY G6PD Taunwizlugyosel X-chromosome 1Miudded 1ledinnuAalndiavusaiuuuy
. { Y o o o
hemizygote 33imsuaaseenodrudun  dnlugnglaisl X-chromosome 2 #1 vzlimsudaseenilu 2 uuy
{ @ Y Y ) a o 2 @ Y
fio udawenatiuduiitileunulugsis Minnudadn@ifaduil X-chromosome M4f) (homozygote)
NI 0UAAIDDNINIILIA MU TANVAAUNAIRAVUAY X-chromosome IWBIAUAUY (heterozygote)
] 4V o ] 4 0 4 4 aw N
AMITNIBY GEPD NInAuunsvawiiey 2 uvy Ao Type A unvuoiiu wulugading
uae Type B unvuwdinesisiion wulusnnemisou uaudavudnesisilon 91nmsAny activity
< ¢ aa IREE <4 i v 4 .
vousulad uazermsmendinudalaiu 5 wuu (M5199 1) ueANAUIAINTANY  electrophoretic
mobility, thermal stability, pH optima, substrate affinity ¥i3ommannoyu 9 voudulsdind Tunaaziuy

4 Vg dAy 1A o . 4 o~
nagladanliivueuny (variants) 9NINNMWHAILFA

Table 1. Characterization of G6PD variants.

Class Condition
I Severe enzyme deficiency with chronic non-spherocytic haemolytic anaemia
11 Severe enzyme deficiency
I11 Moderate to mild enzyme deficiency
|AY Very mild or no enzyme deficiency
\% Increased enzyme activity (more than twice normal)
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Table 2. Clinical Manifestations of G6PD deficiency.

Common
Acute haemolytic anemia
Drug-induced
Triggered by infection
Favism
Neonatal jaundice (Hyperbilirubinemia)

Rare
Chronic non-spherocytic haemolytic anemia
Proneness to infection associated with granulocyte dysfunction
Interaction with sickel cell anemia

Table 3. Some compounds which may cause haemolysis in G6PD deficient subjects.

Aminoquinolines Analgesics
primaquine acetanilide
pamaquine (Plasmoquine) acetylsalicylic acid
pentaquine acetophenetidin (Phenacetin)
chloroquine Miscellaneous

Sulphones vitamin (water-soluble analogues)
thiazosulphone (Promizole) Fava beans

diaphenylsulphone naphthalene (moth balls)
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sulphoxone (Diasone)

dapsone (Avlosulphon)
Sulphonamides

sulphanilamide

sulphacetamide (Albucid, Sulamyd)

sulphapyridine

sulphamethoxazole (Bactrim)
Nitrofurans

nitrofurantoin (Furadantin)
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probenecid (Benemid)
dimercaprol (BAL)
methylene blue
acetylphenylhydrazine
phenylhydrazine
p-aminosalicylic acid
quinine

quinidine
chloramphenicol

nitrofurazone (Furacin)
furazolidone (Furoxone)

Table 4. Interaction of G6PD deficiency with other genetic abnormalities.

Effect of other Effect of G6PD
Other condition Frequency condition on deficiency on
G6PD deficiency other condition
Sickle cell Relatively Increased G6PD None or slight
anemia common levels
Thalassemia Relatively Increased G6PD slightly
common levels increased MCV ;

otherwise additive
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