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Introducere. Eritrocite sau cellule rosii din sange (RC) au metabolismul care este orientata in doua
directii principale: sinteza compusilor macroergice (ATP) incalea glicolitiza, si functia de protective a
sistemului antioxidant (AOS). Glicoliza este determinatd deactivitatea normala a enzimelor: piruvat
kinaza, hexokinaza, si alt. Prin aceasta metoda se metabolizeaza aproximativ 90% de glucoza in RC.
Baza de enzimopatii cu sinteza ATP deficit este deficitul ereditar de piruvat kinaza, care se transmite
recesiva autozomal. In RC singura cale de sinteza ATP este glicoliza, si cea multa energie este
utilizata pentru transportul ionilor in RC prin membrana. Lipsa de energie duce la deficetol
transmembranar de transport ionic, caracterizat printr-un dezechilibru intre extra- si intra-eritrocite
ion-raport. Sindromul hemolytic in aceasta situatie este insotitd de icter si splenomegalie. Pentru a
asigura potentialul de reducere este necesar sa se sinteza o cantatate suficientd de glutation redusa
(GSH), aceastd functie normald sunt hexoza monofosfat, care ofera un potential de reducere de
eritrocite in forma de NADPH. Acest system metabolic include enzyme: G6PDH, glutation reductaza,
glutation peroxidaza, catalaza, si alt.

Scop. Investigarea activitatii unei enzime cheie G6PDH de cale fosfat pentose si continutul de GSH.
Material si metode. Determina activitatea G6PDH si continut GSH in sange.

Rezultate. Deficitul de G6PDH, NADPH si GSH. Deficitul ereditar duce la tulburdri de NADP”
reducere a NADPH cu formarea scazuta de GSH — componenta principald a AOS de RC. Reduce
formarea GSH favorizeaza stresul oxidative, peroxidarea lipidelor din membranele de RC si hemoliza.
Deficitul secundard in G6PDH se gaseste mai ales in hepatita, leucoza, si alt.

Concluzie. Lipsa acestor enzyme duce la modificarea enzimatica a RC si scurteaza viata lor.
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Introduction. Erythrocytes, or blood red cells (RC), have the metabolism, which is directed in two
main directions: synthesis of the macroergic compounds (ATP) in the glycolytic pathway, and
protective function of antioxidant system (AOS). Glycolysis is determined by the normal activity of
enzymes: pyruvate kinase, hexokinase, etc. By this pathway is metabolized about 90% of glucose in
RC. The basis for enzymopathy with deficient ATP synthesis is hereditary deficit of pyruvate kinase
that is transmitted autosomal recessive. In RC the only way of ATP synthesis is glycolysis, and most
energy is used for the transport of ions in RC through membrane. Lack of energy makes the
transmembrane ion transport deficit, characterized by an imbalance between extra- and intra-
erythrocyte ion-ratio. Hemolytic syndrome in this situation is accompanied by jaundice and
splenomegaly. To ensure reduction potential is necessary to synthesize sufficient amount of reduced
glutathione (GSH) this depending on normal hexose monophosphate shunt, which provide reducing
potential for erythrocytes in form of NADPH. This metabolic system includes enzymes: G6PDH,
glutathione reductase, glutathione peroxidase, catalase, etc.

Purpose. Study activity of the key enzyme of pentose phosphate pathway G6PDH and content of
GSH.

Material and methods. Determination activity of GGPDH and content of GSH in the blood.

Results. Deficiency of GGPDH, NADPH and GSH was in the blood. Hereditary deficiency of G6PDH
leads to disorder of NADP* reducing to NADPH with decreased formation of GSH - main component
of the AOS in RC. Decreased formation of GSH favors oxidative stress, peroxidation of lipids in the
membranes of RC and hemolysis. The secondary deficiency in G6PDH found in the patients with
hepatitis, leucosis, etc.

Conclusion. Lack of these enzymes leads to enzymatic alteration of RC and shorten their life.
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