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there is no ETC, no TCA, no Ketolysis etc. (since those pamways need
oxygen)

-Zn++
is a co-factor for at least 10 enzymes very active in erythrocytes including
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. Carbonic Anhydrase (CA) 2
xi [ = Copper/Zinc (Cu/Zn) Superoxide Dismutase (SOD)
\ Lactate Dehydrogenase (LDH) N energy
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————Calyhic ions (eakage - Mg++ is a co-factor for Kinases in the Gl ic pathway (Phosp!

Kinase, Pyruvate Kinase). Those 2 enzymes are what produce energy in
erythrocytes under Substrate Level Phosphorylation. ATP

- K+ maintains the volume of Erythrocytes so it keeps them in shape. Therefore,
Il the of

high concentration of K+ intracell and Na+ outside wil

— this pathway since it's a cofactor for Lactate Dehydrogenase) then lactate

e
Glucose enter erythrocyte by GLUT1 (insulin independent) into the glycolytic
pathway by 2 reactions (Phosphoglycerate Kinase, Pyruvate Kinase) so each
one makes 2 ATP (total 4 ATP), 2 moles will be removed by activation reactions
by Hexoki and PhosphoF 1 (at the end, total 2 ATP)
and it result at the end to make Lactic Acid and Pyruvate. (Zn++ plays a role in

passing outside to the liver by Cori cycle (liver convert lactate coming from

organs like erythrocytes and skeletal muscles which have anaerobic glycolysis to
lucose) men the cycle centinues. ¢
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methemoglobin reductase (when hemoglobin is d tometh in, it

will be reduced to hemoglobin using NADH)
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S— Type of Hb Type of Globin Gene Region Time
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Hb Portland(C y), C&y Yolk Sac 5 weeks of Gestation STEneture a, 8,5, ah
—  HbGawer II (ag), a&e |
X . Normal % 96-98 % 15-32% 0.5-0.8 %
Hb F (a.7), a&y Liver & spleen 6-30 weeks of Gestation
Hb A, (. 9), a&d Liver 30 weeks of Gestation ~ 0G7. 3.5 217
HbA(a B), a&p Bone marrow At Birth
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Urine  No Bilirubin Ol There is bilirubin
Urobilinogen 1 gwo0 < Normal urobilinogen

Faeces Dark vumotyhic  Pale

Blood  fReticulocyte count Normal reticulocyte count

1 Unconjugated 1 Bilirubin — mixed

— bilirubin (up to conjugated &
100pumol/L) unconjugated
Normal ALP and y GT 1 ALP and y GT
Normal AST and ALT 1 AST and ALT
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