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Background and Aims: Glucose-6-phosphate dehydrogenase (G6PD) 

deficiency is humans’ most common erythrocyte enzyme defect. About 400 

million people are estimated to be affected by this disorder worldwide. 

Antimalarial drugs, especially primaquine, and other oxidative stress, can 

cause hemolytic complications in G6PD deficient individuals. This study 

aimed to evaluate the prevalence of G6PD deficiency in Kerman City in 

southern Iran.  

Materials and Methods: This descriptive cross-sectional study was 

conducted from 2016 to 2021. Blood samples were taken from all patients 

with symptoms of G6PD deficiency who were referred to a general hospital in 

Kerman City in southern Iran. The G6PD enzyme activity was measured 

qualitatively by fluorescent spot test.  

Results: A total of 6369 patients were included in this study. G6PD 

deficiency was seen in 424 (6.7%) subjects. Of 424 patients, 359 (84.7%) 

were severely G6PD deficient, and 65 (15.3%) patients exhibited partial 

deficiency. G6PD deficiency was seen in 324 (9.3%) males and 100 (3.4%) 

females (p < 0.001). 

Conclusion: The results of our study confirmed the existence of G6PD 

deficiency in a significant percentage of patients in Kerman City. Therefore, 

many people in this city are exposed to hemolytic complications if they use 

antimalarial drugs and other oxidative substances. According to our results, 

testing G6PD deficiency and monitoring the potential primaquine toxicity in 

patients who receive primaquine are highly recommended. 
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Introduction 

Glucose-6-phosphate dehydrogenase (G6PD) is 

a housekeeping enzyme expressed in all body 

cells [1]. This key enzyme catalyzes the first 

reaction in the pentose phosphate pathway, 

converting glucose to ribose-5- phosphate and 

protecting all cells, especially red blood cells, 

against oxidative stress in the form of reduced 

form of nicotinamide adenine dinucleotide 

phosphate (NADPH) [2]. The gene encoding this 

enzyme is present on the X chromosome, 

consisting of 13 exons and 12 introns and 

encoding 515 amino acids [3]. G6PD deficiency 

(favism disease) is one of the most common 

hemolytic disorders, especially in men, affecting 

around 10% of the world population [2]. The 

prevalence of G6PD deficiency can vary 

considerably between different geographic 

locations and ethnicity and is more common in 

Asians, Africans, and Mediterranean people [4]. 

Despite the high prevalence of this disorder, 

most people are asymptomatic, and symptoms 

may appear in cases such as internal and external 

oxidative stresses, microbial agents, diabetic 

acidosis, and the consumption of certain foods 

and drugs [5]. These symptoms include acute 

hemolytic anemia, neonatal jaundice, and 

congenital non-spherocytic hemolytic anemia, 

and the onset and severity of these symptoms  

can vary depending on the amount of stress and 

the amount of enzyme activity [5-7]. Among 

these symptoms, neonatal jaundice has been 

reported more in Asian and Mediterranean 

patients [4]. There are various methods for 

diagnosing G6PD enzyme deficiency: the Heinz 

body test, brilliant crystal blue, hemoglobin 

reduction, dichlorophenol indophenol, phenazine 

methosulfate screening, and spot fluorescence 

[7]. Although G6PD deficiency is present 

worldwide, many studies have focused on 

malaria-endemic areas due to the correlation 

between malaria and the prevalence of G6PD 

deficiency [1,4]. The prevalence of deficiency of 

this vital enzyme plays a crucial role in the 

choice of antimalarial drugs. Primaquine is one 

of the most important antimalarial drugs widely 

used in malaria-endemic regions to treat and 

prevent malaria [8]. However, primaquine can 

cause mild to severe hemolytic anemia in people 

with G6PD deficiency through oxidative 

stresses. This disorder in people with 

Plasmodium vivax is more than in other species 

of Plasmodium due to receiving higher doses  

of primaquine [1]. Numerous studies have 

investigated the prevalence of G6PD deficiency 

in Iran and other countries [9-11]. The city of 

Kerman in southern Iran is one of the areas of 

particular importance in malaria, especially 

Plasmodium vivax [12]. However, a lack of 

knowledge about the prevalence of this enzyme 

deficiency can increase the risk of hemolytic 

anemia and its complications in patients with 

malaria. This study investigated the prevalence 

of G6PD deficiency in patients with clinically 

suspicious favism in Kerman. 

Materials and Methods 

In this descriptive cross-sectional study, patients 

with favism symptoms like paleness, jaundice, 

and hemoglobinuria were investigated. Blood 

samples were taken from all suspected favism 
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patients referred to a general hospital in Kerman 

in southern Iran from 2016 to 2021. Participants 

were divided into groups of neonates (≤ 1 

month), children (> 1 month -≤ 18 years), and 

adults (≥ 18 years). Evaluation of G6PD activity 

was performed qualitatively using Kimia 

Pajohan Company Kit (Kimia Pajouhan, Iran, 

Lot: 98605) by spot fluorescence method. 

According to the kit brochure, 5 ml of tampon 

solution was added to the substrate reagent’s vial 

and shaken slowly until completely dissolved. 

One hundred microliters of the prepared reagent 

and ten microliters of whole blood were 

dispensed into small plastic tubes and shaken 

slightly. After 15 minutes, one drop of this 

mixture was dispensed on the filter paper of the 

kit and allowed to dry completely. All filter 

papers were examined under a fluorescent light 

lamp in the next step. In samples with strong 

fluorescence, enzyme activity was sufficient. In 

samples with low fluorescence, enzyme activity 

was partially deficient; in samples with no 

fluorescence, enzyme activity was severely 

deficient. Ethics Committee of Jiroft University 

of Medical Sciences has approved this study. 

(Ethics Code: IR.JMU.REC.1400.027). 

Statistical analysis 

The collected data were statistically analyzed by 

SPSS version 24 software using descriptive 

statistics, binomial, and Chi-square tests. In the 

present study, p-value of less than 0.05 was 

considered statistically significant. 

Results 

A total of 6369 patients (3479 males and 2890 

females) were included in this study. The 

Binomial Test revealed that the number of males 

was significantly higher than a number of 

females (p < 0.001). Normal activity of G6PD 

was seen in 5945 (93.3%) participants (Table 1). 

G6PD deficiency was seen in 424 (6.7%) 

subjects. Out of 424 patients, 359 (84.7%) 

patients were found to be severely G6PD 

deficient, and 65 (15.3%) patients exhibited 

partial deficiency. The present study, G6PD 

deficiency was seen in 324 (9.3%) males and 

100 (3.4%) females. The chi-square test revealed 

a significant relationship between sex and 

activity of G6PD (p < 0.001). In this study, 

5582(87.6%) participants were neonates. Of 

the neonates, 3065 (54.9%) were male and 

2517 (45.1%) were female. Normal activity of 

G6PD was seen in 5245 (94%) neonates. 

G6PD deficiency was seen in 337 (6%) 

neonates. Out of 337 neonates, 285 (84.6%) 

were found to be severe G6PD deficient, and 

52 (15.4%) exhibited partial deficiency. 

 

Table 1. Distribution of G6PD activity values in  patients with clinically suspicious favism in Kerman city in 

southern Iran 

Age category 
Sufficiency N (%) Severe deficiency N (%) Partially deficiency N(%) 

Total 
Male Female Male Female Male Female 

Neonates 2803 (50.2%) 2442 (43.8%) 222 (4.0%) 63 (1.1%) 40 (0.7%) 12 (0.2%) 5582(100%) 

Children  309 (48.7%) 250 (39.4%) 51 (8 %) 15 (2.3%) 5 (0.8%) 5 (0.8%) 635(100%) 

Adults 42 (27.6%) 99 (65.1%) 4 (2.7%) 4 (2.7%) 2 (1.3%) 1 (0.6%) 152(100%) 
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In the present study, 787 children and adults 

(413 males and 374 females) participated. The 

mean age of the participants was 8.1 years (SD 

= 14.2; range = 0.08–86) and 12.5 years (SD = 

16.2; range = 0.08–82) in males and females, 

respectively. Normal activity of G6PD was 

seen in 700 (88.9%) children and adults. 

G6PD deficiency was seen in 87 (11.1%) 

subjects. Out of 87 patients, 74 (85.1%) were 

found to be severely G6PD deficient, and 13 

(14.9%) exhibited partial deficiency.  

Discussion 

Malaria is a severe and sometimes fatal 

disease caused by Plasmodium species [13]. 

Today, one-third of malaria-endemic countries 

have programs to eradicate the disease. These 

programs are quite different from routine 

malaria control and, in addition to reducing 

clinical symptoms, require a complete 

reduction of the parasite reservoir by attacking 

the gametocytes responsible for transmission 

and killing the hypnosis to prevent the 

recurrence of the infection [14]. Primaquine 

and 8-aminoquinoline are the only effective 

drugs to achieve this goal [8]. However, the 

development of hemolytic anemia in patients 

with G6PD deficiency can limit the use of 

these drugs [8]. Therefore, before taking these 

drugs, it is necessary to have accurate 

information about the prevalence of G6PD 

deficiency in malaria-endemic areas. The 

present study determined the prevalence of 

G6PD deficiency to help treat and prevent 

malaria in Kerman city. The current study, 

G6PD deficiency was seen in 6.7% of patients. 

In our two previous studies in Jiroft and Qaleh 

Ganj cities, G6PD deficiency was seen in 

24.7% and 10% of subjects, respectively [1, 

15]. Qaleh Ganj and Jiroft cities are located 

near the city of Kerman. The current study’s 

finding was lower than that done in Bam city 

(9.09%), near Kerman city [10]. This suggests 

that G6PD deficiency in adjacent cities may 

not have the same geographical distribution. 

However, the result of our study was similar to 

a meta-analysis that reported an enzyme 

deficiency of 6.7% in Iran [16]. This result of 

our study was similar to the study of Kotepui 

et al. [17] in Thailand (6.9%) and was higher 

than the studies conducted by Castro et al. [18] 

in Brazil (1.4%) and Alabdulaali et al. [19] in 

Riyadh (0.78%). The differences in the results 

of mentioned studies may be due to the 

selection of patients, sample size, geographical 

location, individual genetics, differences in 

enzyme measurement methods, and 

technician’s skill in measuring enzyme 

activity. In the present study, the prevalence of 

enzyme deficiency was significantly higher in 

men than in women. This is similar to the 

findings of other studies [1,10,17]. This may 

be because G6PD deficiency is an inherited 

disease associated with the X chromosome, 

with the male tending to be at higher risk than 

the female as the male has only one X-

chromosome [17]. So, male hemizygotes and 

female homozygotes are most often affected 

[18]. Heterozygous females have mixed G6PD 

normal and deficient red blood cells, and their 

total activity of G6PD enzyme and 

susceptibility to hemolysis depends on the 
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balance between the expression of the normal 

and abnormal X-chromosomes [17]. 

Furthermore, in this study, the number of male 

participants was significantly higher than 

women, which may be effective in achieving 

this result. Contrary to our study, the number 

of women with enzyme deficiency in some 

studies was higher than men [15, 19]. This 

result may be related to the number of 

participants, patient selection, and the Lyon 

hypothesis [15]. In the current study, partial 

deficiency of G6PD was seen in 1% of 

patients. This result of the study was higher 

than our previous studies in Jiroft City (0.6%) 

[1] and was lower than our previous studies 

done in Qaleh Ganj City (8.5%). There are 

fewer people with partial G6PD deficiency 

than people with severe G6PD deficiency 

because people with partial G6PD deficiency 

are usually asymptomatic and, therefore, less 

recognized [15]. In some studies, using 

qualitative methods also causes the lack of 

identification of people with partial G6PD 

deficiency [20, 21]. Failure to identify these 

people can cause hemolytic anemia and 

serious injuries following the consumption of 

food and oxidative drugs [21]. In the present 

study, most patients were in the newborn 

group. Deficiency of this enzyme is associated 

with increased bilirubin, neurological 

complications, and death in newborns [22]. 

Some biochemical changes and depletion in 

the antioxidant defense system, can occur in 

the storage of G6PD-deficient blood, which 

can cause an increase in hemolytic 

complications in blood recipients [15]. 

Therefore, 6.7% of the people we studied 

could not suitably donate blood in the future. 

G6PD deficiency is significantly associated 

with an increased risk of cardiovascular 

diseases up to 70% [1]. Therefore, many 

people in our study need attention and care to 

prevent these diseases. 

Conclusion 

Our study’s results confirmed that many 

people in Kerman are exposed to hemolytic 

complications if they use antimalarial drugs 

for treatment or prevention. In addition, our 

study showed that the deficiency of this 

enzyme could be very different in cities close 

to each other. Considering the fact that this 

region is prone to malaria, a screening 

program, especially in infants, is 

recommended to determine the actual 

prevalence of this enzyme deficiency. In 

addition to determining the prevalence of 

G6PD deficiency, this program can be 

valuable for future planning and monitoring of 

jaundice to prevent acute encephalopathy 

caused by hyperbilirubinemia encephalopathy 

and cardiovascular disease. 

Conflict of Interest 

The authors declare that there is no conflict of 

interest.  

Acknowledgment 
We would like to thank Mr. Khaja Bahrami for his 

assistance in this study.  

 

 

 

 [
 D

O
I:

 1
0.

18
50

2/
ijm

l.v
10

i2
.1

29
50

 ]
 

 [
 D

ow
nl

oa
de

d 
fr

om
 ij

m
l.s

su
.a

c.
ir

 o
n 

20
25

-1
1-

11
 ]

 

                               5 / 6

http://dx.doi.org/10.18502/ijml.v10i2.12950
https://ijml.ssu.ac.ir/article-1-471-en.html


M. Kamali and M. Taheri Sarvtin 

 

International Journal of Medical Laboratory 2023;10(2):173-178. 178 

References 

[1]. Kamali M, Mehralizadeh A, Taheri Sarvtin M. 

Prevalence of glucose-6-phosphate dehydrogenase 

(G6PD) deficiency in Jiroft city in southern Iran. Int 

J Med Lab. 2022; 9(2): 81-84.  

[2]. Kesse-Adu R, Howard J. Inherited anaemias: 

sickle cell and thalassaemia. Medicine 2021; 

49(4): 210-16. 

[3]. Wu H, Zhu Q, Zhong H, Yu Z, Zhang Q, 

Huang Q. Analysis of genotype distribution of 

thalassemia and G6PD deficiency among Hakka 

population in Meizhou city of Guangdong 

Province. J Clin Lab Anal. 2020; 34(4): 23140. 

[4]. Susan Harcke J, Denise Rizzolo D, Theodore 

Harcke H. G6PD deficiency: An update. 

JAAPA 2019; 32(11): 21-26. 

[5]. Monteiro WM, Val FF, Siqueira AM, Franca 

GP, Sampaio VS, Melo GC, et al. G6PD 

deficiency in Latin America: Systematic review 

on prevalence and variants. Mem Inst Oswaldo 

Cruz. 2014; 109(5): 553-68. 

[6]. Kasemy ZA, Bahbah WA, El Hefnawy SM, 

Alkalash SH. Prevalence of and mothers’ 

knowledge, attitude and practice towards 

glucose-6-phosphate dehydrogenase deficiency 

among neonates with jaundice: A cross-

sectional study. BMJ open 2020; 10(2): 34079. 

[7]. Theerathananon W, Francois JJ, Zongram O, 

Pumpaibool T, Hounnaklang N, Seugorn A, et 

al. Prevalence of G6PD deficiency in malaria 

endemic area: case study in bongti sub-district, 

sai yok district, kanchanaburi province, 

Thailand. J Health Res. 2010; 24(S 1): 55-62. 

[8]. Shekalaghe S, Mosha D, Hamad A, Mbaga 

TA, Mihayo M, Bousema T, et al. Optimal 

timing of primaquine to reduce plasmodium 

falciparum gametocyte carriage when co-

administered with artemether–lumefantrine. 

Malar J. 2020; 19(1): 34. 

[9]. Dpina AJ, Pires CM, Andrade AJ, Dia AK, 

Moreira AL, Ferreira MC, et al. The prevalence of 

glucose-6-phosphate dehydrogenase deficiency in 

the Cape Verdean population in the context of 

malaria elimination. PloS One 2020; 15(3): 

229574. 

[10]. Nejadaria M, Mortazavi SM, Kohansal MH. 

Prevalence of Glucose-6-phosphate dehydrogenase 

deficiency in neonates hospitalized in pasteur 

hospital of Bam, Iran. Medical Laboratory Journal 

2020; 14(2): 9-12. 

[11]. Othman RQ, Jomah N, Aggour AM. Prevalence 

of Glucose-6-phosphate dehydrogenase deficiency 

in Northern border region of Saudi Arabia. Pakistan 

J Med Health Sci. 2019; 13(4): 1046-1048. 

[12]. Mohammadkhani M, Khanjani N, Bakhtiari 

B, Sheikhzadeh K. The relation between 

climatic factors and malaria incidence in 

Kerman, South East of Iran. Parasite Epidemiol 

Control. 2016; 1(3): 205-210. 

[13]. Johan A, Natalia A, Djauhari W, Effendi RF. 

Clinical and hemoglobin profile of malaria 

patients in Karitas hospital, Southwest Sumba 

District, Indonesia during 2017. Indonesian 

Journal of Tropical and Infectious Disease 

2020; 8(1): 1-8. 

[14]. Howes RE, Piel FB, Patil AP, Nyangiri OA, 

Gething PW, Dewi M, et al. G6PD deficiency 

prevalence and estimates of affected 

populations in malaria endemic countries: A 

geostatistical model-based map. PLoS Med. 

2012; 9(11): 1001339. 

[15]. Kamali M, Taheri Sarvtin M. Prevalence of 

Glucose-6-phosphate dehydrogenase (G6PD) 

deficiency in patients suspected of favism in 

Qaleh Ganj, southern Iran: A restriction for 

malaria elimination. J Maz Univ Med. 2022; 

32(209): 180-85. 

[16]. Moosazadeh M, Amiresmaili M, Aliramezany 

M. Prevalence of G6PD deficiency in Iran, a 

mata-analysis. Acta Med Iran. 2014; 52(4): 

256-64. 

[17]. Kotepui M, Uthaisar K, PhunPhuech B, 

Phiwklam N. Prevalence and hematological 

indicators of G6PD deficiency in malaria-infected 

patients. Dis Poverty. 2016; 5(2): 39-44. 

[18]. Castro S, Weber R, Dadalt V, Tavares V, 

Giugliani R. Prevalence of G6PD deficiency in 

newborns in the south of Brazil. J Med Screen 

2006; 13(2): 85-86. 

[19]. Alabdulaali MK, Alayed KM, Alshaikh AF, 

Almashhadani SA. Prevalence of glucose-6- 

phosphate dehydrogenase deficiency and sickle 

cell trait among blood donors in Riyadh. Asian J 

Transfus Sci 2010; 4(1): 31-33. 

[20]. Zareifar S, Pishva N, Farahmandfar M, 

Benaei S, Cohan N. Prevalence of G6PD 

deficiency in neonatal sepsis in Iran. Iran J 

Pediatr 2014; 24(1): 115-16. 

[21]. Azma RZ, Hidayati N, Farisah NR, Hamidah 

NH, Ainoon O. G6PD enzyme activity in 

normal term Malaysian neonates and adults 

using a OSMMR2000-D kit with Hb 

normalization. SE Asian J Trop Med. 2010; 

41(4): 982-88. 

[22]. Goyal M, Garg A, Goyal MB, Kumar S, Ramji 

S, Kapoor S. Newborn screening for G6PD 

deficiency: A 2-year data from North India. Indian 

J Public Health 2015; 59(2): 145-48. 

 [
 D

O
I:

 1
0.

18
50

2/
ijm

l.v
10

i2
.1

29
50

 ]
 

 [
 D

ow
nl

oa
de

d 
fr

om
 ij

m
l.s

su
.a

c.
ir

 o
n 

20
25

-1
1-

11
 ]

 

Powered by TCPDF (www.tcpdf.org)

                               6 / 6

http://dx.doi.org/10.18502/ijml.v10i2.12950
https://ijml.ssu.ac.ir/article-1-471-en.html
http://www.tcpdf.org

