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Screening programs are considered impor-
tant method for primary prophylactics of ge-
netic pathology of children. Newborn screening
or neonatal screening are selection programs
directed at revealing the tests, express methods
and examinations of which results are obtained
in a short period of time.

The disease of deficiency of glucose-6-phos-
phate dehydrogenase of the newborn babies is
prevalently spread in Azerbaijan, so the screen-
ing programs related to such deficiency is of
great importance. This indicator is 29-36% in the
endemic zones.

Deficiency of deficiency of glucose-6-phos-
phate dehydrogenase (G-6PD) is a genetic dis-
ease that leads to hemolytic anemia. The disease
appears as a result of substitution of amino acid
by another one in enzyme. Unlike full disruption
of protein synthesis, the disease is milder dur-
ing partial disruption. Full disruption of G-6PD
enzyme synthesis leads to severe hemolytic ane-
mia.

Chronic form of hemolytic anemia is related
to G-6PD enzyme deficiency and is much simi-
lar to the clinical properties of micro spherical
hemolytic anemia. The patients mostly complain
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about fatigue and the increase of jaundice on
their skin as a result of infectious diseases. Ane-
mia and spleen enlargement are observed, eryth-
rocytes keep their normal size in blood, yet the
activity of G-6PD enzyme reduces. Severe hemo-
lytic anemia is related to deficiency of enzyme
and appears as a result of use of preparations
against malaria that produce hemolytic erythro-
cytes, medications against tuberculosis, sulfona-
mides, a number of nitro furan preparations and
salicylic acid. The disease may progress without
any medications during the infectious diseases.
Protein deficiency in the organism may lead to
severe clinical complications. The newborn ba-
bies with G-6PD enzyme deficiency may have
anemia and hyperbilirubinemia.

When positive results are observed, with-
drawal from some medications and removal of
legumes from the food ration of patients reduce
the emergence of severe hemolytic anemia and
other aggravations.

G-6PD enzyme of the 1782 newborn babies
was examined in the Scientific and Research
Institute of Obstetrics and Gynecology, 178 of
which were known to have 9.9% enzyme defi-
ciency.
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Yenidogulmus usaqlarda qliikoza CkpuHUHT e pUITNTA TAI0KO3€ —
6 — fosfatdehidrohenazanin 6 - pocdaraernaporeHasnbr
defisitinin skrininqi HOBOPOJKAEHHBIX geTel
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Qlukoza 6 fosfat dehidrogenaza fermentinin

catismazhigr X ilisikli xastalik olmaqla, keskin in- Aedurut raokozo — 6 - pocdaraerniporeHasst
feksiya vo yaxud oksidant gebulundan (salisilat (I'6dA) — X - cuenaennsii QepmentHsii aedexr,
vo sulfanilamid) sonra hemoliz vermoklo biruze  xoropeit Moxer HpPOABAATHCA reMOAM30M IIOCAE
verir. Diagnostikasi ganda Q6-FD-nin miqdarinin  pepenecennpix ocTpbix MHQpEKIMiIt MAM  Tpuema
miioyyon edilmosine osaslanir, horgond ki, keskin  okcuganros (caammmaarsr u  cyasdannaammabr).
hemoliz zamani analizin cavabi yanlig ola bilor.  Auarmocrmka ocnoBana Ha omnpegeaeHuu ypoBHsI
Miialicesi dastaklayicidir. Patologiya X ilisikli  T'6dA, xors anaans yacto gaeT AOKHOOTpPULIATeABHBII
olduguna gore xostoliyin tam kliniki tezahtrli  pesyaprar npu Haamamm ocrporo remoansa. JAedenue
kigilords vo homoziqot qadinlarda mtsahids olu-  noaaepxusaromee. [TockoabKy AaHHAs TATOAOTHS
nur, heteroziqot qadinlarda ise doyisken xarakter  spasercst X-criemaeHHOl, II0AHAs —KAMHUYECKas
dasiyur. KapTMHa Ha0AI0AaeTCAd Y MY>KUMH ¥ TOMO3UTOTHBIX

KeHIIUH, Y TeTepO3UTOTHBIX JKEeHIINH KAVHIYeCKNe
IIPOsSIBACHILL Bapma6e/1beI.
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