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Article history: Objective: To estimate the prevalence of glucose-6-phosphate dehydrogenase (G6PD)
Received 26 Dec 2016 deficiency in a malarious region of Sistan and Baluchestan Province in south-east of Iran.

Received in revised form 23 Jun, 2nd Methods: A total of 2997 subjects were selected through a multistage random sampling
revised form 10 Jul 2017 method from 14 districts of the province. Data were collected by trained interviewers and blood
Accepted 25 Aug 2017 samples taken on filter papers by lab technicians. Filter papers were examined for deficiency of

Available online 25 Sep 2017 GO6PD using the fluorescent spot test.
Results: The combined prevalence rate of partial or severe G6PD deficiency was 12% (95%
CI: 10.9-13.3) among participants. Prevalence of G6PD deficiency differed by sex, age and

residency of participants. Ratio of male to female with G6PD deficiency was 1.4. Age-groups

K ds:

eynords of 4049 years [13.4% (95% CI: 10.3-17.1)] and 50-59 years [13.8% (95% CI: 10.7-17.5)]
G6PD ; . . . .
Prevalence had the highest prevalence of G6PD deficiency in comparison to newborns with prevalence

lower than 10% [8.40% (95% CI: 4.4—14.3)]. The prevalence rates of G6PD deficiency varied
Iran from 3.30% (95% CI: 1.4-6.7) in Zahedan to 17.9% (95% CI: 13.8-22.4) in Chabahar.
Conclusions: The present study provided valuable data for health policy makers and those who

are involved in malaria elimination program.

1. Introduction

Glucose-6-phosphate dehydrogenase (G6PD) is a cytoplasmic
enzyme that catalyses the conversion of glucose-6-phosphate
into 6-phosphogluconolactone in the erythrocytes. This pathway
is important for the production of NADPH which helps the
haemoglobin and other cellular proteins to withstand oxidant stress
by reducing glutathione and stabilizing catalase[1-3].

The G6PD locus is probably one of the most polymorphic loci
in humans, with over 300 allelic variants reported[2], and has
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different frequencies in different regions[4.5]. The variants of G6PD,
depending on the degree of enzyme deficiency, have been classified
into five classes, from severe deficiency to excess enzymatic
activities[6].

Deficiency of the enzyme G6PD, affecting over 400 million
people in the world, is a hereditary X-chromosome-linked
defect(3.6,7]. This genetic defect had prevalence of 8.5% in Africa,
7.2% in Middle East, over 10% in America, and 6.7% in Iran,
where malaria is a major public health concern(1,8-11]. Clinical
manifestations of G6PD deficiency include acute haemolytic
anemia, neonatal jaundice, and favism which are prone to affect
hemizygous males and homozygous females[6,7,12,13]. Some of the
triggers of haemolysis are infections, henna, fava bean (Viciafaba),
and oxidizing agents such as primaquine, nitrofurantoin and other
anti-inflammatory drugs[14-16].

The distribution of G6PD deficiency is substantially similar to that
of malaria; this considerable association represents natural selection,
which means parasites of Plasmodium falciparum and Plasmodium
vivax invade young red blood cells, and patients with G6PD are
resistant to these parasites since G6PD protects erythrocytes and
creates resistance against parasites[6,17].

Malaria is an important parasitic disease in tropical regions such
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as south of Iran. In Iran, in recent years, the incidence of malaria
follows a downward trend and is nearly eliminated(18]. To achieve the
radical treatment and elimination of Plasmodium parasites, especially
Plasmodium falciparum, antimalarial drugs such as primaquine are
required. These drugs act as oxidant and may lead to haemolysis in
people with G6PD deficiencyl(6.19]. Therefore, knowledge about the
prevalence of G6PD deficiency and other triggers of haemolysis for
eradication of malaria is important. It is noticeable that problems
such as malaria, infectious disease, illegal migrations and movement
of Afghan and Pakistani refuges, special beliefs and cultures have
led to no improvement in health condition in south of Iran. During
the last several years, the Center for Disease Control and Prevention
of Iran has initiated widespread malaria control programs.
Consequently, the country has witnessed a significant reduction in
the burden of malaria and it has been advancing towards malaria
elimination. On the other hand, primaquine could play a vital role
in malaria elimination via destroying silent hypnozoites responsible
for relapse as well as attacking gametocytes responsible for local
transmission. Nevertheless, primaquine as an oxidant may trigger
haemolysis amongst cases with deficiency in G6PD. Therefore,
understanding the frequency and geographical distribution of this
genetic risk factor in malarious region of Iran would be of major
public health importance in practicing primaquine treatment for
malaria elimination. Hence, the present study aimed to estimate the
prevalence of G6PD deficiency in a malarious region of Sistan and
Baluchestan Province in southeast of Iran.

2. Method and materials

A population-based cross-sectional study was conducted to
investigate the prevalence of G6PD deficiency in southeast of
Iran. Population studied were individuals who live in Sistan and
Baluchestan Province. In order to estimate the plausible sample
size, prevalence of outcome variable was assumed to be 10%, and
design effect, precision and confidence interval (CI) was considered
to be 2.7%, 2% and 95%, respectively. Based on above assumption,
at least 2340 subjects were required but in study process 2997
subjects were recruited.

Multistage cluster random sampling method was used to select
subjects of study. Population of all health provider centers/units in
the target districts were calculated cumulatively. Then clusters and
head-clusters were determined using systematic random sampling
method. Finally, 2997 subjects were randomly selected from 78
clusters. Each cluster comprised 8 age-groups of newborns, < 5
years, 5-9 years, 10-19 years, 20-29 years, 30-39 years, 40—49
years, and 50 years and above. The blood sample from umbilical
cord of newborns was obtained from hospitals of study population
as well. Indeed, each cluster contained two samples for newborn
babies which produced a total of 156 participants (78 x 2) of
newborns. Well-trained interviewers and laboratory technicians
collected data through face-to-face interview with individuals using
a pre-tested interviewer-administered structured questionnaire
and blood samples were taken on filter papers. Sorted and marked
filter papers with the subjects’ code were examined in laboratory
by Kimia Pajouhan test kit (Iran Medical Equipments and Medical
Engineering Company, Tehran, Iran) which uses Beutler fluorescent
spot method to identify nicotinamide adenine dinucleotide
phosphate for detection of G6PD deficiency[20]. The fluorescent
spot test is reliable for the detection of hemizygous males and
homozygous females with a sensitivity and specificity of 100% and
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99%, respectively[21].

Information collected through questionnaires as well as results
of laboratory examinations were entered into SPSS software by
a team of trained data entry operators under supervision of main
investigators. Accordingly, data were analyzed and described
using descriptive statistics (i.e. frequencies, percentages) and 95%
CI. This study protocol was performed according to the Helsinki
Declaration and was assessed for ethic issues and approved by
Ethical Committee of Zahedan University of Medical Sciences, Iran.
Furthermore, the health authorities of all districts were informed
about the aims of the project and their consents for cooperation in
this case were obtained. Additionally, written informed consent was
obtained from the heads of households.

3. Results

A total of 2997 randomly selected participants from 14 districts of
Sistan and Baluchestan Province were surveyed in the present study.
The distribution of population according to sex and age is shown
in Table 1. There is an equal gender distribution for all age groups.
Overall, 2997 participants were screened for GOPD deficiency
and the levels of GOPD enzyme activity among studied cases are
displayed in Table 2. In the study areas, the overall prevalence rate
of G6PD deficiency was 12% (95% CI: 10.9-13.3). Partial and
severe deficiency of G6PD was observed in 5.3% (95% CI: 4.6-6.2)
and 6.7% (95% CI: 5.8-7.7) of individuals, respectively.

Table 1
Distribution of study population by sex and age-group [n (%)].

Age-groups Gender Total
Male Female
Newborns 68 (2.3) 72 (2.4) 140 (4.7)
<5 years 170 (5.7) 174 (5.9) 344 (11.6)
5-9 years 164 (5.5) 163 (5.5) 327 (11.1)
10-19 years 200 (6.8) 195 (6.6) 395 (13.4)
20-29 years 253 (8.6) 242 (8.2) 495 (16.7)
30-39 years 213 (7.2) 232 (7.8) 445 (15.0)
4049 years 204 (6.9) 197 (6.7) 401 (13.9)
50 years and above 210 (7.1) 200 (6.8) 410 (13.9)
Total 1482 (50.1) 1475 (49.9) 2957 (100.0)°

“: The total number of subjects is 2997, but 40 subjects were missed for
gender or age variable.

Table 2

Prevalence of G6PD deficiency [% (95% CI)].

Variables Partially deficient ~Severely deficient Total

Age- Newborns 2.8 (0.8-7.1) 5.6 (2.5-10.8) 8.4 (4.4-14.3)

groups <5 years 4.9(2.9-7.8) 5.5(3.3-8.4) 10.4 (7.4-14.1)
5-9 years 4.8 (2.8-7.8) 7.0 (4.5-10.3) 11.8 (8.5-15.8)
10-19 years 3.5(1.9-5.8) 7.0 (4.7-10.0) 10.5 (7.7-14.0)
20-29 years 6.6 (4.6-9.2) 6.2 (4.2-8.7) 12.8 (10.0-16.1)
30-39 years 4.9 (3.1-7.3) 7.3 (5.1-10.1) 12.2 (9.3-15.5)
40-49 years 5.6 (3.6-8.3) 7.8 (5.4-10.9) 13.4 (10.3-17.1)
= 50 years 7.4 (5.1-10.3) 6.4 (4.3-9.2) 13.8 (10.7-17.5)

Gender Male 5.3 (4.2-6.6) 8.8 (7.4-10.3) 14.1 (12.4-16.0)
Female 5.4 (4.3-6.7) 4.7 (3.7-6.0) 10.1 (8.7-11.8)

Nationality Iranian 5.3 (4.5-6.2) 6.8 (5.9-7.8) 12.1 (10.4-14.0)
Foreign 6.0 (3.2-10.1) 6.0 (3.2-10.1) 12.0 (6.4-20.2)
immigrants

Total 5.3 (4.6-6.2) 6.7 (5.8-7.7) 12.0 (10.9-13.3)

When comparing G6PD deficiency by age, it was found that the
highest proportion of G6PD deficiency was found in age group of
4049 years [13.4% (95% CI: 10.3-17.1)] and 50-59 years [13.8%
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(95% CI: 10.7-17.5)] in contrast to the lowest prevalence of lower
than 10% in newborns [8.40% (95% CI: 4.40 - 14.3)]. Also, the
prevalence rate of GO6PD deficiency differed by sex (Table 2) with
14.1% (95% CI: 12.4-16.0) male participants having partial or
severe GOPD deficiency compared to 10.1% (95% CI: 8.7-11.8) of
female subjects.

Table 2 shows the distribution of G6PD deficiency by nationality.
Among the Iranian and foreigner immigrants (Afghan and Pakistani)
participants, the overall prevalence rates of GO6PD deficiency were
almost the same. The distribution of G6PD deficiency by gender and
age is shown in Table 3. According to the findings, the prevalence of
partial and severe G6PD deficiency was higher in male than female
in all age groups. Ratio of male to female with G6PD deficiency
ranged from 1.05 in age group of 30-39 years to 2.11 in newborns.
In males, the age group of 4049 years had the highest prevalence
rate (17.2%), and newborns and the age group of < 5 years had the
lowest rate (11.8%). In females, the age group of 20-29 years had
the highest prevalence rate of G6PD deficiency (12%), while the
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Figure 1. Geographical distribution of G6PD deficiency.
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lowest prevalence rate was seen in newborns (5.6%).

Geographical distribution of G6PD deficiency is given in Table 4
and Figure 1. The prevalence rates of G6PD deficiency varied from
3.30% (95% CI: 1.4-6.7) in Zahedan to 17.9% (95% CI: 13.8-22.4)
in Chabahar. The proportion of subjects with G6PD deficiency
ranged from 3% to 10% in Zahedan, Dalgab, Konarak, Mehrestan
and Mirjaveh, while it varied from 12% to about 18% in the

remaining districts.

Table 3

Prevalence of G6PD deficiency by sex and age [% (95% CI)].

Age-groups Male Female Total
Newborns 11.8 (5.2-21.9) 5.6 (1.5-13.6) 8.4 (4.4-14.3)
< 5 years 11.8 (7.3-17.6) 9.2 (5.3-14.5) 10.4 (7.4-14.1)
5-9 years 13.4 (8.6-19.6) 10.4 (6.2-16.2) 11.8 (8.5-15.8)
10-19 years 14.0 (9.5-19.6) 7.2 (4.0-11.8) 10.5 (7.7-14.0)
20-29 years 13.8 (9.8-18.7) 12.0 (8.2-16.8) 12.8 (10.0-16.1)
30-39 years 12.2 (8.1-17.3)  11.6 (7.8-16.4) 12.2 (9.3-15.5)
40-49 years 17.2 (12.2-23.0)  10.2 (6.3-15.2) 13.4 (10.3-17.1)

50 years and above
Total

16.7 (11.9-22.4)
14.1 (12.4-16.0)

11.5 (7.4-16.8)
10.1 (8.7-11.8)

13.8 (10.7-17.5)
12.0 (10.9-13.3)
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Table 4

Frequency of G6PD by region [% (95% CI)].

District Partially deficient Severely deficient Total
Nikshahr 9.3 (5.2-15.1) 4.6 (1.9-9.3) 13.9 (8.8-20.5)
Ghasrghand 9.2 (4.7-15.8) 6.7 (2.9-12.7) 15.9 (9.8-23.6)
Dalgan 0.8 (0.02—4.60) 3.3 (0.9-8.3) 4.1(1.4-9.4)
Fannoj 7.5 (3.5-13.8) 10.0 (5.3-16.8) 17.5 (11.2-25.5)
Iranshahr 3.0 (1.4-5.6) 9.3 (6.3-13.2) 12.3 (8.8-16.6)
Soran 7.3 (3.7-12.7) 6.0 (2.8-11.1) 13.3 (8.3-19.8)
Zahedan 1.9 (0.54.8) 1.4 (0.34.1) 3.3 (1.4-6.7)
Sarbaz 7.0 (4.5-10.3) 5.5(3.2-8.5) 12.5 (9.1-16.5)
Mehrestan 2.2 (0.6-5.6) 4.5 (1.9-8.6) 6.7 (3.5-11.4)
Mirjaveh 4.2 (1.4-9.4) 5.8 (2.4-11.6) 10.0 (5.3-16.8)
Chahbahar 10.8 (7.6-14.7) 7.1 (4.5-10.4) 17.9 (13.8-22.4)
Konarak 3.3 (1.4-6.7) 1.9 (0.54.8) 5.2(2.69.2)
Saravan 1.9 (0.8-3.9) 11.8 (8.7-15.6) 13.7 (10.4-17.8)
Khash 6.7 (4.1-10.1) 9.0 (6.0-12.9) 15.7 (11.8-20.3)
Total 5.3 (4.6-6.2) 6.7 (5.8-7.7) 12.0 (10.9-13.3)

4. Discussion

The present study revealed a combined prevalence of 12% for both
severe and partial form of G6PD deficiency in southeast of Iran.
The prevalence was higher in male participants, especially in the
adult age groups. Furthermore, a greater proportion of the subjects
from malaria endemic districts of the study areas such as Chabahar
were also found to be G6PD-deficient. There were not noticeable
differences in the prevalence of G6PD deficiency between Iranian
and the foreign nationals that were investigated in this study.

In general, prevalence of G6PD deficiency varies worldwide
and among different cities of a country; it ranged for neighboring
countries from 1.8% in Pakistan, 3.1% in Afghanistan, 6.7% in
Iran to 10.9% in Iraq[9.22-24]. Also, in malarious regions of the
world, the prevalence rate of GOPD deficiency was reported to be
8% on average[25] which is lower than that (12%) in the present
study. Nevertheless, the prevalence rate of the current report is
lower than that of some parts of the world including Zuniga in
Honduran (16.8%)(26] and is higher than that of some other areas
such as Venezuela (3.6%)[26.27]. Interestingly, rate of G6PD
deficiency among study participants in southeast and north of Iran is
considerably higher than that in south and central part of Iran[28,29].
Furthermore the average prevalence of G6PD deficiency has been
reported to be 6.7% across the country[9]. The finding can be
explained by the fact that there is a protective correlation between
G6PD and malaria, and other unknown factors may be involved in
fluctuation of the number of people with this deficiency.

According to the previous epidemiologic studies, the prevalence
rate of G6PD deficiency is higher among males than females[11,27,30-
35]. In line with these studies, the current study also revealed a higher
prevalence rate of GO6PD deficiency among males compared to the
females. The higher prevalence of G6PD deficiency in males than
females could be possibly due to X-linked recessives.

Several epidemiological studies demonstrated that G6PD
deficiency is mainly distributed in areas of the world where malaria
was previously or is currently endemic[11,21,25,26,32,35]. Similarly,
there is various geographic distribution of G6PD deficiency in the
study regions with the highest prevalence rate observed in Chahbahar
District as one of the previously malaria endemic areas in contrast to
the lowest prevalence rate seen in Zahedan District as non-malaria
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endemic region, although low/high prevalence of G6PD deficiency
in endemic/non-endemic part can be due to some factors such as
immigration of healthy or malarious individuals and method of
sampling. Additionally, the findings showed a higher prevalence rate
of G6PD deficiency in population of 50 years and older compared to
the lowest prevalence rate seen in newborns. Low exposure rates of
newborns to malaria might explain this variation as the country is in
the malaria elimination phase.

There are some evidences that the frequency of G6PD deficiency
differed across the world depending on the ethnic groups and
regions[11,21,25]. On the contrary, in the present study, the distribution
of G6PD deficiency was the same among the Iranian and foreign
immigrants (Afghan and Pakistani participants). Similar results have
been reported by previous study conducted in Brazil as well[30].
The comparable frequency of G6PD deficiency among both Iranian
participants and Afghan/Pakistani participants could be possibly due
to the fact that they are coming from the similar malaria endemic
regions of Afghanistan and Pakistan.

In conclusion, Sistan and Baluchestan Province is amongst regions
with high frequency of G6PD deficiency. In order to decrease
hemolysis and other complications, screening tests are recommended
to identify the G6PD deficiency, especially those born to families
with a history of the disease.

Conflict of interest statement

‘We declare that we have no conflict of interest.

Acknowledgments

This project was supported financially by World Health
Organization (EMRO/TDR Small Grant with ID No. SGS 14/20),
Deputies of Health and Research and Health Promotion Research
Center in Zahedan University of Medical Sciences.

References

[1] Nkhoma ET, Poole C, Vannappagari V, Hall SA, Beutler E. The global
prevalence of glucose-6-phosphate dehydrogenase deficiency: a
systematic review and meta-analysis. Blood Cells Mol Dis 2009; 42(3):
267-78.

[2] Ruwende C, Hill A. Glucose-6-phosphate dehydrogenase deficiency and
malaria. J Mol Med (Berl) 1998; 76(8): 581-8.

[3] Cappellini MD, Fiorelli G. Glucose-6-phosphate dehydrogenase
deficiency. Lancet 2008; 371(9606): 64-74.

[4] Phompradit P, Kuesap J, Chaijaroenkul W, Rueangweerayut R,
Hongkaew Y, Yamnuan R, et al. Prevalence and distribution of glucose-
6-phosphate dehydrogenase (G6PD) variants in Thai and Burmese
populations in malaria endemic areas of Thailand. Malar J 2011; 10:
368.

[5] Howes RE, Dewi M, Piel FB, Monteiro WM, Battle KE, Messina JP,
et al. Spatial distribution of G6PD deficiency variants across malaria-
endemic regions. Malar J 2013; 12: 418.

[6] Luzzatto L, Nannelli C, Notaro R. Glucose-6-phosphate dehydrogenase
deficiency. Hematol Oncol Clin North Am 2016; 30(2): 373-93.

[71 HUGO Gene Nomenclature Committee. Glucose-6-phosphate

dehydrogenase [Homo sapiens (human)]. Bethesda: National Center for



Alireza Ansari-Moghaddam et al./Asian Pac J Trop Dis 2017; 7(10): 587-591 59 1

Biotechnology Information; 2017. [Online] Available from: https://
www.ncbi.nlm.nih.gov/gene/2539 [Accessed on 21st June, 2017]

[8] Jamornthanyawat N, Awab GR, Tanomsing N, Pukrittayakamee S,
Yamin F, Dondorp AM, et al. A population survey of the glucose-6-
phosphate dehydrogenase (G6PD) 563C>T (Mediterranean) mutation
in Afghanistan. PLoS One 2014; 9(2): e88605.

[91 Moosazadeh M, Amiresmaili M, Aliramezany M. Prevalence of G6PD
deficiency in Iran, a mata-analysis. Acta Med Iran 2014; 52(4): 256-
64.

[10] Millimono TS, Loua KM, Rath SL, Relvas L, Bento C, Diakite M, et
al. High prevalence of hemoglobin disorders and glucose-6-phosphate
dehydrogenase (gbpd) deficiency in the Republic of Guinea (West
Africa). Hemoglobin 2012; 36(1): 25-37.

[11] Monteiro WM, Val FF, Siqueira AM, Franca GP, Sampaio VS, Melo
GC, et al. GOPD deficiency in Latin America: systematic review on
prevalence and variants. Mem Inst Oswaldo Cruz 2014; 109: 553-68.

[12] Monteiro WM, Franca GP, Melo GC, Queiroz AL, Brito M,
Peixoto HM, et al. Clinical complications of G6PD deficiency in
Latin American and Caribbean populations: systematic review and
implications for malaria elimination programmes. Malar J 2014;
13(1): 70.

[13] Kazemi A, Nowrozi H, Tohidi Moghaddam M, Naderloo A.
[Prevalence of glucose-6-phosphate dehydrogenase (G6PD) deficiency
of newborns in Rasol Akram and Ali Asghar hospitals of Tehran].
ISMJ 2013; 16(1): 61-8. Persian .

[14] Lee SW, Lai NM, Chaiyakunapruk N, Chong DW. Adverse effects
of herbal or dietary supplements in G6PD deficiency: a systematic
review.Br J Clin Pharmacol 2017; 83(1): 172-9.

[15] Kavehmanesh Z, Arab A, Abolghasemi H, Mohazzab Torabi S. Fava
bean ingestion: the most important risk factor of hemolysis in G6PD
Deficiency in Iran. Iran J Blood Cancer 2016; 8(2): 38-42.

[16] Watson J, Taylor WR, Menard D, Kheng S, White NJ. Modelling
primaquine-induced haemolysis in G6PD deficiency. eLife 2017; 6:
€23061.

[17] Miri-Moghaddam E, Mortazavi Y, Nakhaee A, Khazaei Feizabad A.
Prevalence and molecular identification of the Mediterranean variant
among G6PD-deficient Sistani and Balouch males in Southeastern
Iran. Biochem Genet 2013; 51(1-2): 131-8.

[18] Norouzinejad F, Ghaffari F, Raeisi A, Norouzinejad A. Epidemiological
status of malaria in Iran, 2011-2014. Asian Pac J Trop Med 2016; 9:
1055-61.

[19] Bielitza M, Belorgey D, Ehrhardt K, Johann L, Lanfranchi DA, Gallo
V, et al. Antimalarial NADPH-consuming redox-cyclers as superior
glucose-6-phosphate dehydrogenase deficiency copycats. Antioxid
Redox Signal 2015; 22: 1337-51.

[20] Tan IK, Whitehead TP. Automated fluorometric determination of
glucose-6-phosphate dehydrogenase (G6PD) and 6-phosphogluconate
dehydrogenase (6PGD) activities in red blood cells. Clin Chem 1969;
15: 467-78.

[21] Peters AL, Noorden CJFV. Glucose-6-phosphate dehydrogenase
deficiency and malaria: cytochemical detection of heterozygous G6PD

deficiency in women. J Histochem Cytochem 2009; 57(11): 1003-11.

[22] Moise B. A review of G6PD deficiency in Pakistani perspective. J Pak
Med Assoc 2013; 63: 501.

[23] Leslie T, Moiz B, Mohammad N, Amanzai O, Ur Rasheed H, Jan
S, et al. Prevalence and molecular basis of glucose-6-phosphate
dehydrogenase deficiency in Afghan populations: implications for
treatment policy in the region. Malar J 2013; 12: 230.

[24] Al-Allawi N, Eissa AA, Jubrael JM, Jamal SA, Hamamy H. Prevalence
and molecular characterization of Glucose-6-Phosphate dehydrogenase
deficient variants among the Kurdish population of Northern Iraq.
BMC Blood Disord 2010; 10: 6.

[25] Howes RE, Piel FB, Patil AP, Nyangiri OA, Gething PW, Dewi M, et
al. GOPD deficiency prevalence and estimates of affected populations
in malaria endemic countries: a geostatistical model-based map. PLoS
Med 2012; 9(11): e10013309.

[26] Ziniga MA, Mejia RE, Sinchez AL, Sosa-Ochoa WH, Fontecha
GA. Glucose-6-phosphate dehydrogenase deficiency among malaria
patients of Honduras: a descriptive study of archival blood samples.
Malar J 2015; 14: 308.

[27] Vizzi E, Bastidas G, Hidalgo M, Colman L, Pérez HA. Prevalence and
molecular characterization of G6PD deficiency in two Plasmodium
vivax endemic areas in Venezuela: predominance of the African
A-(202A/376G) variant. Malar J 2016; 15(1): 19.

[28] Tahmasebi P, Kazemi Nezhad SR. An overview of hereditary diseases
in Khuzestan Province, Southwest Iran. Gene Cell Tissue 2015; 2:
€29272.

[29] Mortazavi Y, Mirzamohammadi F, Teremahi Ardestani M,
Mirimoghadam E, Vulliam TT. Glucose 6-phosphate dehydrogenase
deficiency in Tehran, Zanjan and Sistan-Balouchestan provinces:
prevalence and frequency of Mediterranean variant of G6PD. Iran J
Biotechnol 2010; 8(4): 22-233.

[30] Castro S, Weber R, Dadalt V, Tavares V, Giugliani R. Prevalence of
G6PD deficiency in newborns in the south of Brazil. / Med Screen
2006; 13(2): 85-6.

[31] Albayrak C, Albayrak D. Red cell glucose 6-phosphate dehydrogenase
deficiency in the northern region of Turkey: is G6PD deficiency
exclusively a male disease? Pediatr Hematol Oncol 2015; 32: 85-91.

[32] Phompradit P, Kuesap J, Chaijaroenkul W, Rueangweerayut R,
Hongkaew Y, Yamnuan R, et al. Prevalence and distribution of glucose-
6-phosphate dehydrogenase (G6PD) variants in Thai and Burmese
populations in malaria endemic areas of Thailand. Malar J 2011; 10:
368.

[33] Iranpour R, Hashemipour M, Talaei SM, Soroshnia M, Amini A.
Newborn screening for glucose-6-phosphate dehydrogenase deficiency
in Isfahan, Iran: a quantitative assay. J Med Screen 2008; 15(2): 62-4.

[34] Koosha A, Rafizadeh B. Evaluation of neonatal indirect
hyperbilirubinaemia at Zanjan Province of Iran in 2001-2003:
prevalence of glucose-6-phosphate dehydrogenase deficiency.
Singapore Med J 2007; 48(5): 424-8.

[35] Tabatabaei SM, Salimi Khorashad A, Sakeni M, Raeisi A, Metanat Z.
Prevalence of glucose-6-phosphate dehydrogenase (G6PD) deficiency
in southeast Iran: implications for malaria elimination. J Infect Dev

Ctries 2015; 9(3): 289-97.



