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 Background: Pesticide exposure and Helicobacter pylori 

infection are two common environmental risk factors. Egyptian 

farmers often face the dual challenge of both. However, the 

synergistic effects of these two factors remain poorly 

understood. Objective: To investigate effects of pesticide 

exposure and Helicobacter pylori infection on biochemical 

parameters. Subjects and Methods: 86 farmers chronically 

exposed to pesticides along with 64 matched unexposed 

controls were enrolled, the two groups were subdivided based 

on Helicobacter pylori infection into 4 subgroups: group A 

(unexposed/uninfected, n=32), group B (unexposed/infected 

n=32), group C (exposed/uninfected, n=33), and group D 

(exposed/infected (n=53). Biochemical and oxidative markers 

were measured, as well as exposure and infection markers.  

Statistical analyses: The statistics were performed with the 

SPSS (version 27) program. Results: Malondialdehyde levels 

showed a significant step-by-step increase in groups B, C, and 

D compared to group A. Glutathione-s-transferase activity 

decreased in exposed groups (C and D) compared to non-

exposed controls (A). The activities of Butyrylcholinesterase 

showed significant reduction in the exposed groups (C and D) 

compared to the non-exposed groups (A and B). Creatinine was 

significantly higher in the C and D exposed groups compared 

to the A group, and the level of calcium, magnesium, and iron 

was also gradually decreased from control to the 

exposed/infected group. However, prevalence of Helicobacter 

pylori and liver enzymes are comparable between groups. 

Conclusion: Pesticide exposure and Helicobacter pylori 

infection synergistically disturbed the studied biomarkers in 

Egyptian farmers, revealing amplified biochemical impacts 

from the combined exposures versus individually.  

                                                                                     © 2023 Publisher All rights reserved. 
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INTRODUCTION 

Agricultural workers worldwide face an array 

of occupational hazards that include both 

chemical and biological exposures [1]. 

Pesticides are agrochemicals widely used 

especially in developing countries for pest 

control and prevention [2]. However, there are 

several health problems associated with 

chronic occupational pesticide exposure [3]. 

Exposure to pesticides over extended periods, 

even in small quantities, holds the capacity to 

cause alterations in various biochemical 

factors [4]. 

 The main occupational exposure routes are 

skin absorption during pesticide preparation, 

inhalation during spraying, and ingestion 

through contaminated water and food. various 

factors affect pesticide toxicity, including 

pesticide type, duration, and exposure 

frequency as well as personal protective 

equipment [5]. Occupational exposure to 

pesticides, even at low doses, can lead to 

changes in biochemical markers in the body 

[6], Pesticide use is a major contributor to 

mortality and morbidity in agricultural 

workers, due to both acute and chronic 

toxicities. Long-term exposure to low levels of 

pesticides can also lead to a variety of health 

problems, including metabolic dysfunction, 

carcinogenesis, immunological disorders, 

neurotoxicity, and reproductive effects [7].  

Helicobacter pylori (H. pylori) is a gram-

negative, microaerophilic, and spiral-shaped 

bacterium that infects the gastric mucosa of 

humans during early stages of life. It 

establishes colonies within the mucosal gel 

layer and leads to persistent inflammation in 

the stomach. H. pylori is a common bacterium 

that can cause chronic infections in humans, 

and it is found in people of all generations and 

in all parts of the world [8,9]. Helicobacter 

pylori infects more than half of the world's 

population, transmitted mainly through mouth-

to-mouth and fecal-to-mouth contact, and can 

be diagnosed with either invasive tests or non-

invasive tests such as stool Antigen [10,11]. 

 Helicobacter pylori infection triggers 

inflammatory responses in the gastric 

epithelium, resulting in immune cell activation 

and release of proinflammatory cytokines. 

These immune cells can also generate reactive 

oxygen species (ROS) as part of the 

inflammatory process, leading to oxidative 

stress within the gastric tissue [12,13]. 

 Since pesticide exposure and Helicobacter 

pylori infection are common environmental 

risk factors among Egyptian farmers, having a 

significant impact on human health, this study 

was conducted to investigate the individual 

and combined effects of pesticide and H. 

pylori infection on biochemical parameters. 

The study is expected to provide valuable 

knowledge into the synergistic effects and to 

identify potential biomarkers for early 

detection and monitoring of the health impacts 

of these factors. 

MATERIAL AND METHODS 

 

 Study population: - 

This cross-sectional study enrolled 150 

participants who were divided into an 

unexposed control group (n=64) and an 

exposed group (n=86). The control and 

exposed groups were further stratified based 

on Helicobacter pylori infection status, into 4 

subgroups: A) unexposed/uninfected (n=32), 

B) unexposed/infected (n=32), C) 

exposed/uninfected (n=33), and D) 

exposed/infected (n=53). Participants were 

matched across all subgroups for demographic 

and clinical characteristics including sex, age, 

smoking status, socioeconomic status, body 

mass index and nutritional status. Individuals 

with medical conditions or taking medications 

known to affect the biochemical parameters of 

interest were excluded. 

Sample collection and preparation: 

Approximately 5 milliliters of venous blood 

were collected from each participant into 

sterile vacutainer plain tube, the blood samples 

were allowed to clot at room temperature, then 

centrifuged at 3000 rpm for 15 minutes to 

separate the serum. In addition to a random 

stool sample for Helicobacter pylori detection. 

Laboratory measurements: - 

Biochemical parameter determination: - 

Liver profile including Alanine 

aminotransferase, Aspartate aminotransferase, 
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Total protein, Albumin, Alkaline phosphatase 

and Gamma-glutamyl transferase in addition 

to Creatinine, Magnesium, Calcium and Iron 

were analyzed using fully automated analyzer 

Cobas c311/501 (Roche diagnostics, 

Germany). Serum electrolytes, including 

sodium, potassium, ionized calcium, chloride, 

and blood pH, were measured b ion-selective 

electrode auto analyzer (Cornley-K-Lite 5, 

Meizhou, Cornley Hi-Tech Co Ltd, China). 

Oxidative stress biomarker: 

Glutathione S-transferase (GST) as an 

antioxidant enzyme and malondialdehyde 

(MDA) as a lipid peroxidation product and 

oxidative stress marker were determined 

colorimetrically, in accordance with 

previously reported methods [14,15], using a 

commercial kit (Biodiagnostic, Egypt) and a 

plate reader (BMG Labtech, FLU Ostar 

Omega, Germany). The results were expressed 

in IU/L. 

Exposure biomarker: as a biomarker of 

organophosphate and carbamate pesticides 

exposure Butyrylcholinesterase (BChE) was 

measured colorimetrically using as a substrate 

butyrylthiocholine iodide. The measurements 

were performed on an ERMA AE-600N 

spectrophotometer (ERMA Inc., Tokyo, 

Japan) using assay kit from Centronic GmbH, 

Germany [16]. The results were expressed in 

IU/L. 

Infection biomarker: Helicobacter pylori 

stool Antigen as an infection biomarker was 

detected using the H. Pylori Antigen Quick 

Test Cassette (Right Sign, China), which is a 

rapid immunochromatographic test for the 

qualitative detection of H. pylori antigen in 

stool.  

 Ethical approval: 

Informed consent was obtained from all 

participants prior to enrollment. The study 

protocol was approved by the ethics review 

board of Faculty of Medicine at Zagazig 

University. 

 Statistical analysis: -  
Results were reported in means ± SEM 

(Standard Error of Mean) for continuous 

variables. The value of P < 0.05 was used to 

indicate statistical significance.  Post hoc 

testing was performed for inter group 

comparisons using the least Significant 

Differences (Duncan) test Differences between 

groups were determined by one–way analysis 

of variance (ANOVA). Prior to ANOVA, the 

Shapiro-Wilk test verified that the data were 

normally distributed and Levene's test 

confirmed homogeneity of variance among 

groups. P-values less than 0.05 were 

considered statistically significant. 

RESULTS 

In this comparative cross-sectional study, 86 

farmers chronically exposed to mixed 

pesticides along with 64 matched healthy 

unexposed control were enrolled, each group 

were subdivided according to Helicobacter 

pylori infection. All participants were male, 

residing in the same area, and shared similar 

nutritional and lifestyle backgrounds. Table 1 

demonstrates demographic characteristics of 

the study population and revealing 

comparability between the study groups with 

respect to age, BMI, smoking status, or 

prevalence of H. pylori infection, as all p-

values exceeded 0.05. The unexposed group 

had an H. pylori infection rate of 50%, while 

the exposed group had a non-significantly 

higher infection rate of 61.6%. The average 

pesticide exposure in hours per week and the 

average years of work experience were 

comparable between the two exposed 

subgroups C and D. The farmers were exposed 

occupationally to different types of pesticides 

mainly organophosphates, carbamates, and 

pyrethroids as demonstrated in Table 2. 

Histopathological results: 

Table 3 shows the effects of pesticide 

exposure and H. pylori infection on markers of 

oxidative stress and cholinesterase activity in 

the study groups. MDA, a product of lipid 

peroxidation, was significantly increased in 

group B (11.60 ± 3.89 IU/L), group C (12.90 ± 

4.51 IU/L), and group D (14.08 ± 4.50 IU/L) 

compared to the control group A (8.82 ± 2.04 

IU/L) with p values p=0.030 for A vs. B, 

p<0.000 for A vs. C, p<0.000 for A vs. D, and 

p=0.030 for B vs. D. Similarly, GST activity, 

an indicator of antioxidant response, was 

significantly reduced in the group C (253±160 

IU/L) and group D (245 ± 139 IU/L) 
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compared to controls A (410 ± 302 IU/L) with 

p values p=0.005 for B vs. D, p=0.001 for A 

vs. D). BChE, a measure of cholinesterase 

enzyme activity, showed a dramatic step-wise 

decrease from control groups A and B (5907 ± 

5889, 5536 ± 869 IU/L) to exposed groups C 

and D (4318 ± 677, 4240 ± 563 IU/L), with 

highly significant reductions compared to 

controls (p<0.001). 

Table 4 shows the effects of pesticide 

exposure and H. pylori infection on the 

biochemical profile of the study groups. Liver 

markers did not differ significantly between 

groups. Sodium, potassium, chloride and 

blood pH were comparable amongst the study 

groups. Creatinine levels were significantly 

higher in the exposed groups C and D versus 

the unexposed group A, with p-values of 

p=0.04 and p=0.001, respectively. Total 

calcium and ionized calcium levels showed a 

progressive decline from groups A to D, with 

group C and D exhibiting significantly lower 

levels than group A (p=0.003 and p=0.000 for 

total calcium; p=0.036 and p=0.001 for 

ionized calcium). Serum magnesium was also 

significantly reduced in groups C and D 

relative to group A (p=0.009 and p=0.001). 

Lastly, serum iron levels exhibited a step-wise 

decrease from groups A to D, with group B, C 

and D having significantly lower levels than 

group A (p=0.034 for B vs A; p=0.022 for C 

vs A; p=0.001 for D vs A).Total , ionized 

calcium,  magnesium and iron levels showed a 

progressive decline from groups A to D, with 

group C and D exhibiting significantly lower 

levels than group A. Lastly, serum iron levels 

exhibited a step-wise decrease from groups A 

to D, with group B, C and D having 

significantly lower levels than group A 

(p=0.034 for B vs A; p=0.022 for C vs A; 

p=0.001 for D vs A). 

 

DISCUSSION 

 

Since pesticide exposure and Helicobacter 

pylori infection are common risk factors among 

agricultural workers in Egypt, the current study 

was conducted to investigate the individual and 

combined effects of pesticide exposure and 

Helicobacter pylori infection on biochemical 

parameters in Egyptian farmers. The observed 

elevation in malondialdehyde (MDA) levels in 

groups B, C, and D suggests that pesticide 

exposure and Helicobacter pylori infection 

induce oxidative stress in farmers. This is likely 

due to the generation of reactive oxygen species 

(ROS) from both sources, which can damage 

cellular components, leading to lipid 

peroxidation, as previously reported and 

consistent with the findings of other studies [17-

22] Glutathione-s-transferase (GST) activity 

decreased significantly in exposed groups (C 

and D) supporting the role of oxidative stress in 

the observed biochemical changes. GST is an 

essential antioxidant enzyme that plays an 

important role in protecting the body from 

damage caused by xenobiotics and other toxic 

substances, A decrease in GST activity can 

make the body more susceptible to the harmful 

effects of these substances [23]. Previous 

studies documented decrement in GST in 

pesticides exposed workers [24-26] and H. 

pylori infected patients [27-29]. The dramatic 

declines observed in butyrylcholinesterase 

(BChE) activity are consistent with the known 

anticholinesterase toxicity of organophosphate 

and carbamate pesticides [30]. Since these 

pesticides target cholinesterase enzymes, BChE 

has been considered a useful biomarker for 

exposure [31]. Its reduction could lead to 

increased accumulation of pesticides in the 

body and potentiate their toxic effects. These 

findings were in line with several previous 

studies [32-34]. The significant increase in 

creatinine levels along with declines in calcium, 

magnesium, and iron levels observed in group B 

and even more prominently in group D, suggest 

pesticide exposure, especially when combined 

with Helicobacter pylori infection, may impair 

kidney function and disrupt mineral 

homeostasis. Several studies have reported renal 

impairment in workers exposed to pesticides 

[35-38], which may be due to induced oxidative 

stress [39]. Similarly, Pan et al. in 2019 

considered H. pylori infection a risk factor for 

renal damage as well [40]. Medithi et al. (2022) 

recorded low levels of calcium and magnesium 

in pesticide-exposed individuals [41]. Previous 

studies have also reported a significant decrease 

in trace elements in H. pylori-infected patients, 



107              Hany et al, 2023 

Biochemistry letters, , 19(1) 2023, Pages 103-112 

 

 

attributing this to changes in elemental 

metabolism, malnutrition, absorption 

difficulties, and oxidative stress, all of which 

are possible effects of H. pylori infection [42-

43]. 

CONCLUSION 

The study found that Egyptian farmers face a 

"double burden" from occupational pesticide 

exposure and endemic H. pylori infection, as 

both factors individually, and more 

prominently synergistically, disturbed 

biomarkers of oxidative stress, antioxidant 

defense, kidney function, and mineral balance, 

leading to a range of health problems. So, 

more Integrated interventions were needed to 

improve farmer health, such as reducing 

pesticide exposures and providing access to 

testing and treatment for H. pylori infection. 

Biomarker monitoring is also recommended 

for early identification of farmers 

demonstrating biochemical effects. Finally, 

because H. pylori is so prevalent in Egypt, it 

should be considered when studying 

biochemical changes and oxidative stress 

status in other similar studies. 

REFERENCES 

 

1. Schulte, P. A., Iavicoli, I., Fontana, L., 

Leka, S., Dollard, M. F., Salmen-

Navarro, A., ... & Fischer, F. M. 

(2022). Occupational safety and health 

staging framework for decent work. 

International Journal of Environmental 

Research and Public Health, 19(17), 

10842. 

2. Sood, P. (2023). Pesticides Usage and 

Its Toxic Effects–A Review. Indian 

Journal of Entomology. 

3. - Caldas ED. Toxicological aspects of 

pesticides. In:Silvio V Jr, ed. 

Sustainable Agrochemistry. 

Cham:Springer; 2019:275–305. 

4. Singh Aradhna, V.K.S. 

Haematological alterations in sprayers 

occupationally exposed to multiple 

pesticides, Am.-Eurasian J. ToXicol. 

Sci. 6 (2014) 35–38. 

5. Damalas CA, Koutroubas SD. Farmers' 

Exposure to Pesticides: Toxicity Types 

and Ways of Prevention. Toxics. 

2016;4. 

6. Nicolopoulou-Stamati P, Maipas S, 

Kotampasi C, Stamatis P, Hens L. 

Chemical Pesticides and Human 

Health: The Urgent Need for a New 

Concept in Agriculture. Front Public 

Health. 2016;4:148. 

7. Sağlam, N. Ö., & Civan, H. A. (2023). 

Impact of chronic Helicobacter pylori 

infection on inflammatory markers and 

hematological parameters. Eur Rev 

Med Pharmacol Sci, 27(3), 969-979. 

8. McColl KEL. Clinical practice. 

Helicobacter pylori infection. N Engl J 

Med 2010; 362: 1597-1604. 

9. Tilahun, M., Gedefie, A., Belayhun, 

C., Sahle, Z., & Abera, A. (2022). 

Helicobacter pylori pathogenicity 

islands and Giardia lamblia cysteine 

proteases in role of coinfection and 

pathogenesis. Infection and Drug 

Resistance, 21-34. 

10. Duan, M., Li, Y., Liu, J., Zhang, W., 

Dong, Y., Han, Z., ... & Li, Y. (2023). 

Transmission routes and patterns of 

helicobacter pylori. Helicobacter, 

28(1), e12945. 

11. Mărginean, C. O., Meliț, L. E., & 

Săsăran, M. O. (2022). Traditional and 

Modern Diagnostic Approaches in 

Diagnosing Pediatric Helicobacter 

pylori infection. Children, 9(7), 994. 

12. Valenzuela, M.A.; Canales, J.; 

Corvalán, A.H.; Quest, A.F. 

Helicobacter pylori-induced 

inflammation and epigenetic changes 

during gastric carcinogenesis. World J. 

Gastroenterol. 2015, 21, 12742–12756. 

13. Zhang, R.G.; Duan, G.C.; Fan, Q.T.; 

Chen, S.Y. Role of Helicobacter pylori 

infection in pathogenesis of gastric 

carcinoma. World J. Gastrointest. 

Pathophysiol. 2016, 7, 97–107 

14. Habig WH, Pabst MJ, Jacob WB: 

Glutathione S-transferase, the first 

enzymatic step in mercapturic acid 



108              Hany et al, 2023 

Biochemistry letters, , 19(1) 2023, Pages 103-112 

 

 

formation. J Biol Chem. 1974, 249: 

7130-7139. 

15. Ohkawa H, Ohishi N, Yagi K: Assay 

for lipid peroxides in animal tissues by 

thiobarbituric acid reaction. Anal 

Biochem. 1979, 95: 351-351. 

10.1016/0003-2697(79)90738-3. 

16. Henry RJ (1974). Cholinesterase. Clin. 

Chem., Principles and Tech. Harper 

and Row Publishers Inc., II Edition, 

917. 

 

17. Intayoung, U., Wunnapuk, K., 

Kohsuwan, K., Sapbamrer, R., & 

Khacha-Ananda, S. (2021). Effect of 

occupational exposure to herbicides on 

oxidative stress in sprayers. Safety and 

Health at Work, 12(1), 127-132. 

18. Saad-Hussein, A., Shahy, E. M., 

Ibrahim, K. S., Mahdy-Abdallah, H., 

Taha, M. M., Abdel-Shafy, E. A., & 

Shaban, E. E. (2022). Influence of 

GSTM1, T1 genes polymorphisms on 

oxidative stress and liver enzymes in 

rural and urban pesticides-exposed 

workers. Archives of Environmental & 

Occupational Health, 77(10), 800-808. 

19. Abdel Aziz, N. S., Elawady, M. Y., 

Rizk, S. A., Hakim, S. A., Shahy, E. 

M., & Abdel-Shafy, E. (2021). 

Inflammatory cytokines, oxidative 

stress biomarkers and clinical 

manifestations of organophosphorus 

pesticides-exposed researchers. 

Egyptian Journal of Chemistry, 64(4), 

 .2235-2245

20. Insuan, O., Sangthong, P., 

Nabheerong, P., Buddhisa, S., 

Kengsangunsit, P., Prompao, S., & 

Thongchuai, B. (2021). Effect of 

Thunbergia Laurifolia Lindl. on 

Oxidative Stress and Blood 

Cholinesterase in farm Workers 

Exposed to Pesticides in the Mae Chai 

District of Phayao Province. Indian 

Journal of Forensic Medicine & 

Toxicology, 15(4). 

21. Faujo Nintewoue, G. F., Tali Nguefak, 

L. D., Ngatcha, G., Tagni, S. M., Talla, 

P., Menzy Moungo‐Ndjole, C. M., & 

Kouitcheu Mabeku, L. B. (2023). 

Helicobacter pylori infection—A risk 

factor for lipid peroxidation and 

superoxide dismutase over‐activity: A 

cross‐sectional study among patients 

with dyspepsia in Cameroon. JGH 

Open. 

22. Al-Kufaishi, A. M., Essia, I. N. A., & 

Kadhim, S. J. (2022). Assessment of 

Malondialdehyde and Lipids Profile in 

the Patients with H. Pylori Infection in 

Babylon Province. Journal of 

Pharmaceutical Negative Results, 

 .2163-2166

23. Singh RR, Reindl KM. Glutathione S-

Transferases in Cancer. Antioxidants. 

2021; 10(5):701. 

https://doi.org/10.3390/antiox1005070

1 

24. Sikdar, N., Dey, S., & Banerjee, S. 

(2021). Impact of Environmental and 

Occupational Exposures in Reactive 

Oxygen Species Induced Pancreatic 

Cancer. In Handbook of Oxidative 

Stress in Cancer: Mechanistic 

Aspects (pp. 1-26). Singapore: 

Springer Singapore. 

25. Santillán-Sidón, P., Pérez-Morales, R., 

Anguiano, G., Ruiz-Baca, E., Osten, J. 

R. V., Olivas-Calderón, E., & 

Vazquez-Boucard, C. (2020). 

Glutathione S-transferase activity and 

genetic polymorphisms associated with 

exposure to organochloride pesticides 

in Todos Santos, BCS, Mexico: a 

preliminary study. Environmental 

Science and Pollution Research, 27, 

43223-43232. 

26. Lozano-Paniagua, D., Parrón, T., 

Alarcón, R., Requena, M., López-

Guarnido, O., Lacasaña, M., & 

Hernández, A. F. (2021). Evaluation of 

conventional and non-conventional 

biomarkers of liver toxicity in 

greenhouse workers occupationally 

exposed to pesticides. Food and 

Chemical Toxicology, 151, 112127. 

 ,.Tsukanov, V. V., Smirnova, O. V .27

Kasparov, E. V., Sinyakov, A. A., 

Vasyutin, A. V., Tonkikh, J. L., & 



109              Hany et al, 2023 

Biochemistry letters, , 19(1) 2023, Pages 103-112 

 

 

Cherepnin, M. A. (2022). Dynamics of 

Oxidative Stress in Helicobacter 

pylori-Positive Patients with Atrophic 

Body Gastritis and Various Stages of 

Gastric Cancer. Diagnostics, 12(5), 

1203. 

 & ,.Smirnova, O., Sinyakov, A. A .28

Kasparov, E. V. (2023). Relationship 

Between the Chemiluminescent 

Activity of Neutrophilic Granulocytes 

and the Lipid Peroxidation-Antioxidant 

Defense System in Gastric Cancer 

Associated with Helicobacter Pylori 

Infection. 

 ,.Wang, H., Li, N. S., He, C., Xie, C .29

Zhu, Y., Lu, N. H., & Hu, Y. (2021). 

Discovery and validation of novel 

methylation markers in Helicobacter 

pylori-associated gastric 

cancer. Disease Markers, 2021. 

30. Sine, H., Achbani, A., & Filali, K. 

(2022). Measuring 

butyrylcholinesterase activity and 

hematological parameters in farmers 

exposed to pesticides: a case and 

control study from Morocco. Archives 

of Environmental & Occupational 

Health, 77(4), 345-350. 

31. Stefanidou, M., Athanaselis, S., & 

Spiliopoulou, H. (2009). 

Butyrylcholinesterase: biomarker for 

exposure to organophosphorus 

insecticides. Internal Medicine 

Journal, 39(1), 57-60. 

 Ratanachina, J., Amaral, A., De .32

Matteis, S., Cullinan, P., & Burney, P. 

(2022). Farming, pesticide exposure 

and respiratory health: a cross-

sectional study in 

Thailand. Occupational and 

Environmental Medicine, 79(1), 38-45. 

 ,Bernieri, T., Moraes, M. F., Ardenghi .33

P. G., & Basso da Silva, L. (2020). 

Assessment of DNA damage and 

cholinesterase activity in soybean 

farmers in southern Brazil: High versus 

low pesticide exposure. Journal of 

Environmental Science and Health, 

Part B, 55(4), 355-360. 

 ,Valencia-Quintana, R., López-Durán  .34

R. M., Milić, M., Bonassi, S., Ochoa-

Ocaña, M. A., Uriostegui-Acosta, M. 

O., ... & Sánchez-Alarcón, J. (2021). 

Assessment of cytogenetic damage and 

cholinesterases’ activity in workers 

occupationally exposed to pesticides in 

Zamora-Jacona, Michoacan, 

Mexico. International Journal of 

Environmental Research and Public 

Health, 18(12), 6269. 

 ,.Jacobson, M. H., Wu, Y., Liu, M .35

Kannan, K., Li, A. J., Robinson, M., ... 

& Trasande, L. (2021). 

Organophosphate pesticides and 

progression of chronic kidney disease 

among children: A prospective cohort 

study. Environment international, 155, 

106597. 

36. López-Gálvez, N., Wagoner, R., 

Canales, R. A., Ernst, K., Burgess, J. 

L., de Zapien, J., ... & Beamer, P. 

(2021). Longitudinal assessment of 

kidney function in migrant farm 

workers. Environmental research, 202, 

111686. 

37. Scammell, M. K., Sennett, C. M., 

Petropoulos, Z. E., Kamal, J., & 

Kaufman, J. S. (2019, May). 

Environmental and occupational 

exposures in kidney disease. 

In Seminars in nephrology (Vol. 39, 

No. 3, pp. 230-243). WB Saunders. 

 ,.Mueangkhiao, P., Siviroj, P .38

Sapbamrer, R., Khacha-Ananda, S., 

Lungkaphin, A., Seesen, M., ... & 

Wunnapuk, K. (2020). Biological 

variation in kidney injury and kidney 

function biomarkers among farmers in 

Lamphun province, 

Thailand. Environmental Science and 

Pollution Research, 27, 12386-12394. 

 ,Wu, X., Ma, Y., Li, X., He, N., Zhang  .39

T., Liu, F., ... & Dong, J. (2023). 

Molecular mechanism of kidney 

damage caused by abamectin in carp: 

Oxidative stress, inflammation, 

mitochondrial damage, and 

apoptosis. Toxicology, 494, 153599. 



110              Hany et al, 2023 

Biochemistry letters, , 19(1) 2023, Pages 103-112 

 

 

40. Pan, W., Zhang, H., Wang, L., Zhu, T., 

Chen, B., & Fan, J. (2019). 

Association between Helicobacter 

pylori infection and kidney damage in 

patients with peptic ulcer. Renal 

failure, 41(1), 1028-1034. 

41. Medithi, S., Kasa, Y. D., Jee, B., 

Kodali, V., & Jonnalagadda, P. R. 

(2022). Organophosphate pesticide 

exposure among farm women and 

children: Status of micronutrients, 

acetylcholinesterase activity, and 

oxidative stress. Archives of 

environmental & occupational 

health, 77(2), 109-124. 

42. Aslan, A., Karapinar, H. S., Kilicel, F., 

Boyacıoğlu, T., Pekin, C., Toprak, Ş. 

S., ... & Yilmaz, B. S. (2023). Trace 

element levels in serum and gastric 

mucosa in patients with Helicobacter 

pylori positive and negative 

gastritis. Journal of trace elements in 

medicine and biology, 75, 127108. 

 G. Koc, A. Soyocak, D. Duzgun .43

Ergun, N. Pastaci Ozsobaci, S. Andac-

Ozturk, S. Ergun (2022). Association 

of TRPM5 Asn235Ser polymorphism 

and trace elements/minerals in chronic 

gastritis patients: a case-control study 

Biol. Trace Elem. Res., 200 (2), pp. 535-

542 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



111              Hany et al, 2023 

Biochemistry letters, , 19(1) 2023, Pages 103-112 

 

 

 

 

 
Table 2: List of Frequently Used Pesticides Reported by Exposed Farmers 

Chemical class Use Common name 

Organophosphates 

 

Insecticide Prothiofos, Profenofos, Malathion, Diazinon, 

Dimethoate, Chlorpyriphos, Fenamiphos. 

Carbamates Insecticide Carbosulfan, Methomyl 

Pyrethroid Acaricide Abamectin  

Pyrethroid Insecticide Lambda-cyhalothrin 

Neonicotinoides Insecticide Acetamiprid 

Dithiocarbamates Fungicide Mancozeb 

Benzimidazole Fungicide Carbendazim 

Dinitroanaline Herbicide Pendimethalin 

Triazole Fungicide Penconazole 

Pyrazole Acaricide Fenpyroximate 

Thioureas Fungicide Thiophanate- methyl 

 

 

 

 

 

 

 

 

  

 

 

 

 

 

 

 

 

 

 

Table 1: Demographic Characteristics of the Study Population 

Group 
 

Control (N=64) 
 

Exposed (N=86) P- 
value 

Subgroup 
 

Non infected 

A (n=32) 

Infected   

B (n=32) 

Non infected 

C (n=33) 

Infected   

D (n=53) 

Age (years) 45.53 ± 8.31 43.64 ± 7.08 43.34 ± 7.59 40.56 ± 9.25 NS
1
 

BMI (Kg/m2) 26.55 ± 2.58 26.83 ± 2.47 27.21 ± 2.68 27.33 ± 3.49 NS
1
 

Smoking (n/%) 22 (31.3%) 15 (53.1%) 21 (36.4%) 29 (45.3%) NS
1
 

Exp. (hrs./week) ------------- ------------- 11.8 ± 4.6 12.2 ± 5.2 NS
2
 

Exp. (years) ------------- ------------- 19.2 ± 5.2 19.9 ± 5.6 NS
2
 

H. pylori (n%) 32(50%) 53(61.6%) NS
3
 

SD (standard deviation), BMI (body mass index), n (number), Exp. (exposure), hrs. (hours), 
1
 by ANOVA,  

2 
by independent sample t- test,

3 
using chi-square tests.
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Table 3. Oxidative And Exposure Markers. 

Group 
 

Control (N=64) 
 

Exposed (N=86) P- value 

Subgroup 
 

Non infected 

A (n=32) 

Infected   

B (n=32) 

Non infected 

A (n=33) 

Infected   

B (n=53) 

 

MDA (IU/L) 8.8± 2.0 11.6 ± 3. 9 12.9 ± 4.5 14.1 ± 4.5 0.030
1,5

,0.000
2,3

 

GST (IU/L) 410 ± 302 302± 127 253±160 245 ± 139 0.005
2
, 0.001

3 

BChE (IU/L) 5907 ± 589 5536 ± 869 4318 ± 677 4240 ± 563 0.000
2,3,4,5 

Data tabulated as mean ± standard deviation, NS (non-significant), n (number), A (unexposed-uninfected), B 

(unexposed-infected), C (exposed-uninfected), D (exposed-infected), 
1
 (comparison between group A and B), 

2
 

(comparison between group A and C), 
3
 (comparison between group A and D), 

4
 (comparison between group B 

and C), 
5
 (comparison between group B and D)

 

 

 
 Table 4. Biochemical Parameters Evaluated in the Study Groups 

Group 
 

Control (n=64) 
 

Exposed (n=86) P- value 

Subgroup 
 

Non infected 

A (n=32) 

Infected   

B (n=32) 

Non infected 

A (n=33) 

Infected   

B (n=53) 

 

ALT(IU/L) 22.5 ± 4.2 22.7 ± 4. 7 24.3 ± 6.1 25.3 ± 7.5 NS 

AST(IU/L) 22.7 ± 3.3 24.1 ± 3.7 25.3 ± 6.6 26.3 ± 8.9 NS 

Alb (g/dl) 4.3 ± 0.2 4.8 ± 2.8 4.2 ± 0.2 4.9 ± 5.1 NS 

TP(g/dL) 7.5 ± 0.34 7.5 ± 0.3 7.5 ± 0.3 7.5 ± 0.3 NS
 

ALP(IU/L) 88.3 ± 21.3 83.1 ± 23.1 88.3 ± 25.2 96.1 ± 29.4 NS 

GGT(IU/L) 20.2 ± 5.2 21.0 ± 5.8 20.6 ± 3.5 21.6 ± 5.7 NS 

LDH(IU/L) 332± 56 336 ± 47 351 ± 51 360 ± 69 NS 

Creat(mg/dL) 1.00 ± 0.08 1.04 ± 0.11 1.07 ± 0.13 1.09 ± 0.12 <0.05
2
, <0.01

3
 

Na(mmol/l) 140.3 ± 3.3 135.8 ± 2.2 140.8 ± 3.4 140.2 ± 3.8 NS 

K(mmol/l) 4.10 ± 0.26 4.21 ± 0.27 4.28 ± 0.39 4.09 ± 0.30 NS 

p H  7.37 ± 0.03 7.39 ± 0.05 7.38 ± 0.05 7.39 ± 0.07 NS 

Ca(mg/dl) 9.46 ± 0.23 9.19 ± 0.53 9.13 ± 0.45 8.93 ± 0.67 <0.01
2,3

 

Ca
++

(mg/dl) 4.53 ± 0.23 4.34 ± 0.43 4.24 ± 0.42 4.14 ± 0.54 <0.01
2,3

 

Cl (mmol/l) 104.6 ± 2.3 105. 5 ± 2.2 104.8 ± 2.1 105.1 ± 2.3 NS 

Mg(mg/dl) 2.20 ± 0.20 2.13 ± 0.21 2.04 ± 0.22 2.03 ± 0.20 <0.01
2,3

 

Iron(ug/dl) 
84.3 ± 24.8 67.1 ± 25.8 66.3 ± 19.3 58.6 ± 27.7 

<0.05
1,2

 

<0.001
3
 

Data represented as mean ± standard deviation, NS (non-significant), n (number), A (unexposed-uninfected), B 

(unexposed-infected), C (exposed-uninfected), D (exposed-infected), 1 (comparison between group A and B), 

2 (comparison between group A and C), 3 (comparison between group A and D), 4 (comparison between 

group B and C) 5 (comparison between group B and D)
 

 

 


