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Abstract. Recent reports announced by the Saudi Ministry of 

Agriculture indicate the death of more than 3,000 camels, cows and 

goats in different parts of the Kingdom over the past months. 

Laboratories examinations both inside and outside Saudi Arabia 

suggested that the samples contained poisonous and toxic materials to 

camels which may affect the physiological processes that may render 

animals vulnerable to pathogens such as bacteria and viruses. So, we 

aimed to investigate blood and plasma chemistry including analysis of 

oxidants and antioxidants parameters as well as heavy metal 

determination in blood and tissue samples from diseased animals and 

compare it to normal animals to elucidate the possible cause(s) of the 

intoxication. Although we could not obtain any samples from diseased 

animals, results showed that there were non significant changes in 

biochemical, heavy metals and blood picture in specimens from the 

normal animals from Jeddah and Taif areas. However, there was a 

significant elevation in the level of malondialdhyde (lipid peroxidation 

marker) in brain, liver and serum associated with a significant 

decrease in total antioxidant activity in specimens from Jeddah area. 

This imbalance between oxidants and antioxidants as a marker of 

abnormal changes may lead to disturbances in some physiological 

processes in the brain and the liver that could render these animals 

susceptible to infectious diseases and ultimately to death if not treated.  

Abbreviations 

ROS; Reactive oxygen species, RNS; Reactive nitrogen species, NO; Nitric 

oxide, MCHC; mean corpuscular hemoglobin concentrations, TBARS; 

Thiobarbituric acid reactive substances, TAOC; Total antioxidant capacity, 
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OCP; Organochlorine, pesticides, H&E; hematoxylin and eosin stain, ALP; 

Alkaline phosphatase, ALT; Alanine aminotransaminase, AST; Aspartate 

aminotransferase, BABR; Bile acid binding resin, CBC; Complete blood count, 

CK; Creatine kinase, GGT; Gamma-Glutamyl Transpeptidase, LDH; Lactate 

dehydrogenase, CK; Creatine kinase, CK-MB; Creatine-Kinase monobasic, 

LYM; Lymphocytes, MON; Monocytes, GRAN; Granulocytes, RBCs; Red 

blood cells, HCT; Hematocrit, MCV; mean corpuscular volume, MCH; mean 

corpuscular hemoglobin, MCHC; mean corpuscular, hemoglobin concentration, 

RDW; RBC distribution width, PLT; Platelets. 

Introduction 

Recent reports announced by the Saudi Ministry of Agriculture of the deaths of 

more than 3,000 camels, cows and goats in different parts of the Kingdom over 

the past months prompted us to study the possible factors that may cause this 

kind of mysterious death of animals. This can be done by studying the impact of 

determinant factors capable of producing an adverse response in a biological 

system, seriously injuring structure or function or inducing cell death. 

Heavy metals are ubiquitous in the environment, as a result of both natural 

and anthropogenic activities, and animals are exposed to them through various 

pathways[1]. Wastewater irrigation, solid waste disposal, sludge applications, 

vehicular exhaust and industrial activities are the major sources of soil 

contamination with heavy metals, and an increased metal uptake by food crops 

grown on such contaminated soils is often observed. In general, wastewater 

contains substantial amounts of harmful toxic chemicals and toxic heavy metals, 

which are creating problems for animal and agricultural production, 

respectively[2,3]
. 

Excessive accumulation of heavy metals in agricultural soils through 

wastewater irrigation, may not only result in soil contamination, but also lead to 

elevated heavy metal uptake by crops, and thus affect food quality and safety
[4]

. 

Heavy metal accumulation in soils and plants is of increasing concern because 

of the potential human health risks. This food chain contamination is one of the 

important pathways for the entry of these toxic pollutants into the human body. 

Heavy metal accumulation in plants depends upon plant species, and the 

efficiency of different plants in absorbing metals is evaluated by either plant 

uptake or soil-to-plant transfer factors of the metals[5]. 

Most of the evidence that links environmental exposure to adverse health 

effects comes from studies where the effect of a pollutant is linked to a 

particular disease phenotype. Such approaches are primarily focused in 

correlating exposure(s) to disease phenotype(s) while everything else between 
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exposure and disease is neglected. Because of the limitations of such studies in 

accurately measuring exposure to many pollutants, scientists have developed 

molecular epidemiological approaches where they have incorporated molecular 

and cellular markers for improving disease incidence and thus mortality. In 

constructing biomarkers descriptive of the events in between exposure and 

disease progression, one has to investigate the mechanistic basis of how 

exposure to environmental contaminants induces animal disease. In this context, 

scientists have confirmed the involvement of oxidative stress in the multistage 

process of environmentally induced disease development; but the exact 

mechanism(s) are yet to be confirmed. 

In order to elucidate the role of environmental exposure on camel health, a 

full Plasma chemistry, immunological examinations, oxidative stress were done 

as well as heavy metal determination in blood, and tissue samples from animals 

recruited from two different environments, namely Jeddah and Taif areas, were 

carried out. 

Materials and Methods 

1) Plasma Chemistry 

Blood samples (10 mL) for plasma chemistry and hematology were 

collected from the jugular vein using vacutainer tubes containing sodium 

heparin. Plasma concentrations of total protein, albumin, globulins, glucose, 

uric acid, cholesterol, bilirubin, calcium, and phosphorus and activities of 

amylase, lipase, lactate dehydrogenase, aspartate aminotransferase, γ- 

glutamyltransferase, and creatine kinase were determined using standard 

biochemical techniques. 

2) The Determination of Heavy Metals  

Determination of heavy metals in tissue samples were performed on a 

hydride attachment to the AAS-30 atomic absorption spectrophotometer using 

heavy metals-hydride attachment to the Buck AAS-30 atomic absorption 

spectrophotometer. This method is an integral component of chemical 

toxicological analysis in expert evaluation of poisonings[6]. 

3) Hematology 

Hematocrit was determined with a Micro-Capillary Reader after a 5-min 

centrifugation
[6]

. Hemoglobin was measured as cyanomethemoglobin with a 

Hemoglobinometer
[7]

 after the red blood cells were lysed. In addition, mean 

corpuscular hemoglobin concentrations (MCHC) was calculated as MCHC = 

hemoglobin/hematocrit. 
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Differential white blood cell counts was performed using blood smears 

stained with modified Wright’s stain using the Hematek Stain Pak. One hundred 

white blood cells was examined per animal using a Nikon microscope set at 

400×magnification, and heterophils, lymphocytes, monocytes, eosinophils, and 

basophils were identified. In addition, total counts of heterophils and 

eosinophils were made with a Neubauer hemacytometer and a Nikon 

microscope set at 100×magnification. Numbers of lymphocytes, monocytes, and 

basophils were determined by calculation.  

4) Oxidative Stress 

Lipid peroxide level in the liver homogenate was estimated by the 

production of Thiobarbituric acid reactive substances (TBARS) according to the 

method described by (7). Plasma total antioxidant capacity (TAOC) was 

measured after a 1:1 dilution with a spectrophotometer (Shimadzu UV-1601), 

on which absorbance values were recorded over 3 min, according to the method 

of Armstrong and Browne[7]. The Folin reagent was used to measure protein 

concentration at 540 nm
[8]

. 

5) Detection of Pesticide  

The presence of Organochlorine pesticides (OCPs) (mainly-HCH, -HCH, -

HCH, DDT, DDD, DDE, and isomers) in samples from diseased animals must 

be emphasized. Identification and quantification of pesticide residues in samples 

is generally carried out by gas chromatography[9]
.  

6) Histopathology 

Tissues and rumen contents from all animals necropsied were submitted 

either fresh or frozen for laboratory testing. Tissues were fixed in 10% neutral 

buffered formalin, embedded in paraffin, sectioned at 4mm, stained with 

hematoxylin and eosin (HE), and examined by light microscopy. Selected 

sections of affected skeletal and cardiac muscles were stained with Masson’s 

trichrome[10].  

Statistical Analysis 

SPSS computer program was used to analyze the data. A P value < 0.05 was 

considered statistically significant, and a P value < 0.01 was considered 

statistically highly significant. 

Results and Discussion 

Some of the most dangerous emerging diseases facing society today are 

directly related to exposures to deadly environmental toxins. Of particular 

concern are oxidative (damaging) toxins from pesticides and heavy metals. Both 

national and international public health agencies aim to prevent health problems 
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induced by toxic chemicals and/or their heavy metals found in the environment. 

Such exposures have been linked primarily with environmental and 

occupational sources. In fact, nutrition makes up 40% of what we know as 

environmental sources of animal exposure. Moreover, there are influences 

induced by demographic factors that further contribute to the etiology of 

environmentally induced animal disease. Therefore, it becomes of outmost 

importance not only to identify these potential harmful sources but also to be 

able to understand the mechanistic basis of their progression to disease. 

The presence of Organochlorine pesticides (OCPs) (mainly-HCH, -HCH, -

HCH, DDT, DDD, DDE, and isomers) in fodders as well as in samples from 

diseased animals must be emphasized, because OCPs have been restricted or 

banned for agriculture use since 1978 in the USA and Europe, due to their 

persistence and bioaccumulation in the environment. However, these pesticides 

are still frequently found in soils, from which they continue to cycle through the 

environment. Pesticide standards must be protected from light and the solvent 

used to prepare them must be carefully chosen based on literature or 

experimentally checked in order to avoid standards degradation. Identification 

and quantification of pesticide residues in samples is generally carried out by 

gas chromatography(9)
. Non of the pesticides or toxins were detected in blood, 

liver and muscles of normal camels from Jeddah and Taif. 

Heavy metals accumulate in various tissues and are associated with 

increases in today's biggest killers: Cardiovascular disease and cancer. 

Reducing these heavy metals from the body has been a challenge to modern day 

medicine. Metal-mediated formation of free radicals causes various 

modifications to DNA bases, enhanced lipid peroxidation, and altered calcium 

and sulfhydryl homeostasis
[11]

. Lipid peroxides, formed by the attack of radicals 

on polyunsaturated fatty acid residues of phospholipids, can further react with 

redox metals finally producing mutagenic and carcinogenic malondialdehyde, 

4-hydroxynonenal and other exocyclic DNA adducts (etheno and/or propano 

adducts)[12]. Whilst iron (Fe), copper (Cu), chromium (Cr), vanadium (V) and 

cobalt (Co) undergo redox-cycling reactions, for a second group of metals, 

mercury (Hg), cadmium (Cd) and nickel (Ni), the primary route for their 

toxicity is depletion of glutathione and bonding to sulfhydryl groups of 

proteins[13-15]. Arsenic (As) is thought to bind directly to critical thiols, however, 

other mechanisms, involving formation of hydrogen peroxide under 

physiological conditions, have been proposed
[16,17]

. The unifying factor in 

determining toxicity and carcinogenicity for all these metals is the generation of 

reactive oxygen and nitrogen species
[18]

. Common mechanisms involving the 

Fenton reaction, generation of the superoxide radical and the hydroxyl radical 

appear to be involved for iron, copper, chromium, vanadium and cobalt 

primarily associated with mitochondria, microsomes and peroxisomes
[19]

. 
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However, a recent discovery that the upperlimit of "free pools" of copper is far 

less than a single atom per cell casts serious doubt on the in vivo role of copper 

in Fenton-like generation of free radicals. Nitric oxide (NO) seems to be 

involved in arsenite-induced DNA damage and pyrimidine excision 

inhibition[20]
.  

In the present study, there are no statistical significant difference was found 

in serum heavy metals (ppm) between normal camels of Jeddah and Taif in 

animals. 

Oxidative stress, defined as the imbalance between oxidant and antioxidants 

in favor of the oxidants, potentially leading to damage, has been associated with 

a number of diseases
[21,22]

. Moreover, it was found that oxidative stress is 

associated with abnormal changes that may lead to disturbances in some 

physiological processes in the brain and the liver that could render these animals 

susceptible to infectious diseases and ultimately to death if not treated either in 

human or animals[23-25]. 

With the term “oxidative stress” we refer to a cellular state emerging from 

an excessive generation of oxidants overcoming our antioxidant capability in 

metabolizing them. These oxidants are often referred to as “free radical species” 

implying the presence of one or more unpaired electrons. This characteristic 

confers them with an “unstable” chemical nature capable of highly reacting with 

major cellular macromolecules like DNA, RNA, proteins and lipids
[26-28]

. Free 

radicals include both Reactive Oxygen (ROS) and Nitrogen (RNS) Species and 

their production can be from endogenous as well as exogenous sources. For 

instance, endogenous sources include those of mitochondrial oxidative 

metabolism, P450 metabolizing system, inflammatory cell activation, etc., 

whereas exogenous sources include those of radiation, ozone, various industrial 

chemicals and xenobiotics[29]. It is obvious therefore that most environmental 

and occupational settings are capable of generating free radicals that can 

mediate progression to human disease
[28]

. Such mediation has been proposed to 

occur primarily by the ability to metabolize these free radical species and thus 

generate secondary molecules that are even more toxic and harmful. For 

instance, only the last few years scientists have established that free radicals are 

important molecules involved in the pathophysiology of many diseases 

including those of cancer, lung, heart disease, etc[30-32]. 

Antioxidants (both enzymatic and non-enzymatic) provide protection 

against deleterious metal-mediated free radical attacks. Vitamin E and 

melatonin can prevent the majority of metal-mediated (iron, copper, cadmium) 

damage both in vitro systems and in metal-loaded animals. Toxicity studies 

involving chromium have shown that the protective effect of vitamin E against 

lipid peroxidation may be associated rather with the level of non-enzymatic 
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antioxidants than the activity of enzymatic antioxidants. However, a very recent 

epidemiological study has shown that a daily intake of vitamin E of more than 

400 IU increases the risk of death and should be avoided[33]
. While previous 

studies have proposed a deleterious pro-oxidant effect of vitamin C (ascorbate) 

in the presence of iron (or copper), recent results have shown that even in the 

presence of redox-active iron (or copper) and hydrogen peroxide, ascorbate acts 

as an antioxidant that prevents lipid peroxidation and does not promote protein 

oxidation in humans in vitro[34]. The impact of zinc (Zn) on the immune system, 

and the ability of zinc to act as an antioxidant in order to reduce oxidative stress 

was also reported
[35]

. 

A major defense mechanism involves the antioxidant enzymes including 

SOD and glutothoine peroxidase which convert active oxygen molecules into 

non–toxic compounds. As in other mammals, camel tissues contain a powerful 

antioxidant system. The liver has the highest contents of antioxidants and 

antioxidant enzymes indicating that it plays an important role in pro-oxidants 

detoxification
[36]

. 

Table 1. Statistical analysis of Serum Heavy Metals (ppm) in normal camels of Jeddah and 

Taif, (mean ± S.D.). 

Parameter Normal Jeddah Group  Normal Taif Group t-test p- value 

Lead  3.73±1.21 3.49±1.06 0.4208 N.S. 

Arsenic  0.36±0.12 0.34±0.23 0.1898 N.S. 

Mercury  0.27±0.04 0.27±0.05 0.1520 N.S. 

Cadmium  0.08±0.06 0.07±0.03 0.2444 N.S. 

Antimony  0.00±0.00 0.00±0.00 ---- N.S. 

 

In the present study there was a significant elevation of the level of 

malonaldhyde and a significant decrease in total antioxidant activity in camels 

of Jeddah than that of Taif (Table 2). 

Table 2. Statistical analysis of Serum and Tissue Malondialdhyde (MDA) and total 

antioxidant activity in normal camels of Jeddah and Taif, (mean ± S.D). 

Parameter 

Animals 

from  

Jeddah area 

Animals 

from  

Taif area 

t-test p- value 

Brain MDA 29±3.1 21±1.1 0.4208 p< 0.01 . 

Liver MDA 46±4.3 32±2.9 0.1898 p< 0.05 

Serum MDA 38±2.9 21±2.0 0.1520 p< 0.05 

Total antioxidant activity 17±1.5 25±1.3 0.2444 p< 0.01 

 

In the present study, liver functions, kidney functions, lipid profile did not 

show any difference between serum camel of Jeddah and Taif (Table 3). A 
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significant increase in plasma urea nitrogen (PUN) was found Jeddah animals in 

comparison with Taif animal. Plasma urea nitrogen was reported significantly 

higher in the one-humped camel (Camelus dromedarius) feed with foodstuff 

contaminated by aflatoxin[37]
. Therefore, these results suggest that animals from 

Jeddah area affected with the increase in lipid peroxidation and reduced anti-

oxidant activity. 

Table 3. Statistical analysis of liver function and kidney function tests, Serum Lipid Profile 

and other Biochemical activity in normal camels of Jeddah and Taif, (mean ± S.D.).  

Parameters 
Normal 

Jeddah Group 

Normal Taif 

Group 
t-test p- value 

ALP ( u / l)  106.25±27.59 110.15±23.23 0.4418 N.S. 

ALT (u / l ) 54.07±25.52 60.26±16.60 0.6164 N.S. 

AST (u / l)  31.19±8.70 35.45±12.12 0.781341 N.S. 

GGT (u / l)  44.54±14.99 49.56±14.38 0.874940 N.S 

Total Bilirubin (mg / dl) 0.65±0.13 0.78±0.21 0.3267 N.S. 

Direct Bilirubin (mg /dl) 0.26±0.09 0.25±0.13 0.0964 N.S. 

Total Protein (g / dl) 7.58±0.84 8.44±0.58 0.3645 N.S. 

Urea nitrogen (mmol / l) 7.13±1.05 4.74±0.97 3.6375 p< 0.001 

L
iv
er
 F
u
n
ct
io
n
 t
es
ts
 

Albumin (g / dl) 4.38±0.65 5.08±0.40 1.0754 N.S. 

Uric Acid (mg / dl) 5.89±0.97 7.32±1.24 1.0032 N.S. 

Creatinine (umol / l) 86.02±22.86 95.69±12.76 0.0619 N.S. 

sodium (mmol / l) 141.29±2.52 149.78±3.40 1.812 N.S. 

potassium (mmol / l) 4.37±0.6121 5.31±0.40 0.4385 N.S. 

Calcium( mg / dl) 9.25±0.440 10.32±0.63 0.290 N.S. 

Chloride (mmol / l) 101.46±1.64 112.57±2.62 1.679 N.S. 

K
id
n
ey
 F
u
n
ct
io
n
 t
es
ts
 

Phosphorous (mmol / l) ---- 2.10±0.13 ---- ---- 

Total Cholesterol (mmol/ l) 4.96±0.86 5.67±0.66 1.3250 N.S. 

HDL-C ( mg /dl) 44.29±7.62 45.60±5.92 1.4393 N.S. 

LDL-C (mg / dl) 127.37±34.022 126.70±16.72 2.8368 N.S 

L
ip
id
 P
ro
fi
le
 

Triglyceride (mg / dl) 125.33±61.25 175.33±61.25 0.8053 N.S. 

Glucose (mmol / l) 5.64±1.72 7.78±1.73 0.2789 N.S. 

Cortisol (nmol / l) 380.70±114.06 430.7± 136.28 0.4892 N.S. 

CK (u / l)  183.54±93.73 143.95±33.47 3.36134 p< 0.05 O
th
er
s 

LDH (u / l)  241.82±124.40 165.17±21.63 3.31891 p< 0.05 

 

LDH and CK LDH is a cytoplasmic enzyme with a high activity in heart, 

skeletal muscle, liver, kidney, and red blood cells. These enzymes are indicators 
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of a higher level of cellular damage and their increased activity is a 

consequence of their increased release from the damaged cells and a reflection 

of metabolic changes in the inflamed tissues especially in the heart[38,39]. The 

higher activities of CK and LDH in animal samples from Jeddah may indicate 

such problems. 

Seasonal variations have been suggested to affect the hematological and 

serum biochemical parameters in camels. Leukocyte count, erythrocyte count 

and haemoglobin levels did not differ significantly during different seasons, but 

hematocrit values were significantly higher (P<0.01) during summer due to 

increased mean corpuscular volume of erythrocytes. Total proteins, albumin, 

creatine kinase and creatine values were similar (P<0.01) during summer and 

winter. However, statistically significant (P<0.01) seasonal variations were 

observed in serum levels of glutamate oxaloacetate transaminase (GOT), lactate 

dehydrogenase (LDH), blood urea nitrogen (BUN) and iron. GOT, BUN and 

iron levels were higher in winter while LDH was higher in summer[40].  

In the present study, all samples were obtained in the same period of the 

year. No statistical significant difference was found in hematological parameters 

studied in blood specimens from animals from Jeddah and Taif areas (Table 4). 

This finding indicate that, at least there is no abnormalities in hematological 

parameters during the time of the present study. 

Table 4. Statistical analysis of complete blood cell count in normal camels of Jeddah 

and Taif. 

Parameter Normal Jeddah Group Normal Taif Group t-test P- value 

WBC (k / ul) 7.33±1.72 7.91±1.93 1.486 N.S. 

LYM 3.04±1.05 3.59±0.72  2.166 N.S. 

LYM (%L) 33.78±12.66 34.60±9.12 1.548 N.S. 

GRAN 4.64±1.46 4.03±1.54 0.665 N.S. 

GRAN (%G) 54.07±9.42 56.11±10.50 0.517 N.S. 

RBC (m / ul) 6.46±0.51 6.42±0.41 0.288 N.S. 

HCT (%) 49.90±3.79 46.18±3.02 1.332 N.S. 

MCV (fl) 80.55±7.12 83.34±5.06 1.618 N.S. 

MCH (pg) 30.55±2.92 31.07±2.09 2.131 N.S 

MCHC (g / dl) 32.55±0.86 34.21±0.73 2.912 N.S 

RDW (%) 15.86±1.43 14.56±0.91 3.858 N.S 

PLT (k / ul)  275.00±71.80 277.56±53.89 1.267 N.S. 

 

Histopathological examinations revealed normal arrangement of the cell of 

different tissues (liver, heart, brain, spleen, muscle) with clear nuclei and 

Pathological conditions of lungs, particularly pneumonia in farm animals may 
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result in severe reduction in production and even terminate in death causing 

economic losses to the farmers. Literature revealed only sparse reports about 

pathological changes and associated bacterial isolation from the camel lungs 

(36,40). Examination of the histological slides from animals either from Jeddah 

or Taif showed no evidence of pathological changes. 

 

Conclusions 

Although we could not obtain any sample from the diseased camels, the 

measurements of oxidants and antioxidant molecules in normal animals 

revealed significant differences between the two groups of animals from Jeddah 

and Taif areas. These differences may emphasize the impact of environment as 

reflected by the imbalance occurred in the oxidants-antioxidants system that 

considered a marker of abnormal changes and could lead to disturbances in 

some physiological processes in the brain and the liver rendering these animals 

susceptible to infectious diseases and ultimately to death if not treated. Finally, 

we recommend instead of focusing on crisis management and a reducing of 

determinant factors affecting animal health, there is a need to concentrate on 

prevention. 

Acknowledgment 

The investigators would like deeply to thank the Director of the Scientific Research 

Council, King Abdulaziz University for awarding the grant to undertake studies on our 

project number 165/428 entitled: “Elucidation of the possible causes of camels’ death in 

some regions of Saudi Arabia using biochemical, microbiological, toxicological and 

immunological approaches”. 

References 

[1] Wilson, B. and Pyatt F.B. (2007) Heavy Metal Dispersion, Persistance, and Bioccumulation 

Around An Ancient Copper Mine Situated in Anglesey, UK. Ecotoxicol Environ. Saf., 66: 224-31. 

[2] Singh, K.P., Mohan, D,. Sinha, S. and Dalwani R. (2004) Impact Assessment of 

Treated/untreated Wastewater Toxicants Discharged by Sewage Treatment Plants on Health, 

Agricultural, and Environmental Quality in the Wastewater Disposal Area. Chemosphere, 55: 

227-55. 

[3] Chen, Y., Wang, C. and Wang, Z. (2005) Residues and Source Identification of Persistent 

Organic Pollutants in Farmland Soils Irrigated by Effluents from Biological Treatment Plants, 

Environ Int., 31: 778-83. 

[4] Paulose, B., Datta, S.P., Rattan, R.K. and Chhonkar, P.K. (2007) Effect of Amendments on 

the Extractability, Retention and Plant Uptake of Metals on a Sewage-irrigated Soil, Environ. 

Pollut., 146: 19-24. 

[5] Pandey, J. and Pandey, U. (2009) Accumulation of Heavy Metals in Dietary Vegetables and 

Cultivated Soil Horizon in Organic Farming System in Relation to Atmospheric Deposition in 

A Seasonally Dry Tropical Region of India, Environ. Monit. Assess., 148: 61-74. 

[6] Carasek, E.A. (2000) Low-cost Flame Atomic Absorption Spectrometry Method for 

Determination of Trace Metals in Aqueous Samples, Talanta, 51: 173-8. 



Elucidation of the Determinant Factors Affecting Camels’ Heath in Some Regions … 

 

235 

[7] Armstrong, D. and Browne, R. (1994) The Analysis of Free Radicals, Lipid Peroxides, 

Antioxidant Enzymes and Compounds Related to Oxidative Stress as Applied to the Clinical 

Chemistry Laboratory, Adv. Exp. Med. Biol., 366: 43-58. 

[8] Miller, G.L. (1959) Protein Determination for Large Numbers of Samples, Anal. Biochem., 

13: 964-970. 

[9] Wang, W.H., Wang, S.C. and Wang, Y.H. (2008) Assessment of Herbicides and 

Organochlorine Pesticides Contamination in Agricultural Soils using Gas Chromatography-

mass Spectrometry, Commun. Agric. Appl. Biol. Sci., 73: 841-51. 

[10] Towers, B. (1953) A Modification of Masson's Trichrome Stain which Differentiates in Colour 

between Striated and Smooth Muscle, J. Physiol., 119: 23P-4P. 

[11] McDonagh, B. and Sheehan, D. (2008) Effects of Oxidative Stress on Protein Thiols and 

Disulphides in Mytilus Edulis Revealed by Proteomics: Actin and Protein Disulphide 

Isomerase are Redox Targets, Mar. Environ. Res., 66: 193-5. 

[12] Bartsch, H. and Nair, J. (2002) Potential Role of Lipid Peroxidation Derived DNA Damage 

in Human Colon Carcinogenesis: Studies on Exocyclic Base Adducts As Stable Oxidative 

Stress Markers, Cancer Detect Prev., 26: 308-12. 

[13] Figueiredo-Pereira, M.E., Yakushin, S. and Cohen, G. (1998) Disruption of the 

Intracellular Sulfhydryl Homeostasis by Cadmium-induced Oxidative Stress Leads to 

Protein Thiolation and Ubiquitination in Neuronal Cells, J. Biol. Chem., 273: 12703-9. 

[14] Starke, D.W., Chen, Y., Bapna, C.P., Lesnefsky, E.J. and Mieyal, JJ. (1997) Sensitivity 

of Protein Sulfhydryl Repair Enzymes to Oxidative Stress, Free Radic. Biol. Med., 23: 373-

84. 

[15] Kern, J.K., Grannemann, B.D., Trivedi, M.H. and Adams, J.B. (2007) Sulfhydryl-

reactive Metals in Autism, J. Toxicol. Environ. Health A. Apr 15, 70(8): 715-21. 

[16] Flora, S.J., Bhadauria, S., Pant, S.C. and Dhaked, R.K. (2005) Arsenic Induced Blood and 

Brain Oxidative Stress and its Response to some Thiol Chelators in Rats, Life Sci., 77: 2324-

37. 

[17] Liu, S.X., Athar, M., Lippai, I., Waldren, C. and Hei, T.K. (2001) Induction of Oxyradicals 

by Arsenic: Implication for Mechanism of Genotoxicity, Proc. Natl. Acad. Sci. USA., 98: 

1643-8. 

[18] Valavanidis, A., Vlahoyianni, T. and Fiotakis, K. (2005) Comparative Study of the 

Formation of Oxidative Damage Marker 8-hydroxy-2'-deoxyguanosine (8-OHdG) Adduct 

from the Nucleoside 2'-deoxyguanosine by Transition Metals and suspensions of Particulate 

Matter in Relation to Metal Content and Redox Reactivity, Free Radic. Res., 39: 1071-81. 

[19] Moriwaki, H., Osborne, M.R. and Phillips, D.H. (2008) Effects of Mixing Metal Lons on 

Oxidative DNA Damage Mediated by a Fenton-type Reduction, Toxicol In Vitro, 22: 36-44. 

[20] Bhadauria, S. and Flora, S.J. (2007) Response of Arsenic-induced Oxidative Stress, DNA 

Damage, and Metal Imbalance to Combined Administration of DMSA and Monoisoamyl-

DMSA During Chronic Arsenic Poisoning in Rats, Cell Biol. Toxicol., 23: 91-104. 

[21] Abd Ellah, M.R., Okada, K. and Yasuda, J. (2007) Oxidative Stress and Bovine Liver 

Diseases: Role of Glutathione Peroxidase and Glucose 6-phosphate Dehydrogenase, Jpn. J. 

Vet. Res., 54: 163-73. 

[22] Spee, B., Arends, B., Van den Ingh, T.S., Penning, L.C. and Rothuizen, J. (2006) Copper 

Metabolism and Oxidative Stress in Chronic Inflammatory and Cholestatic Liver Diseases 

in dogs, J. Vet. Intern. Med., 20: 1085-92. 

[23] Semba, R.D., Ferrucci, L., Sun, K., Walston, J., Varadhan, R., Guralnik, J.M. and 

Fried, L.P. (2007) Oxidative Stress is Associated with Greater Mortality in Older Women 

Living in the Community, J. Am. Geriatr. Soc., 55: 1421-5. 



Jalaluddin A. Jalal, et al. 

 

236 

[24] Ginter, E. (1996) High Cardiovascular Mortality in Postcommunist Countries: Participation 

of oxidative stress? Int. J. Vitam. Nutr. Res., 66: 183-9. 

[25] Uchimura, Y., Yamashita, H., Kuramoto, M., Ishihara, K., Sugimoto, M. and Nakajima, 

N. (2003) Damage to Cultivated Japanese Pearl Oysters by Oxidative Stress that was Related 

to "Mass Mortality", Biosci Biotechnol. Biochem., 67: 2470-3. 

[26] Patlolla, A.K., Barnes, C., Yedjou, C., Velma, V.R. and Tchounwou, P.B. (2009) 

Oxidative Stress, DNA Damage, and Antioxidant Enzyme Activity Induced by Hexavalent 

Chromium in Sprague-Dawley Rats, Environ. Toxicol., 24: 66-73. 

[27] Topp, H., Fusch, G., Schöch, G. and Fusch, C. (2008) Noninvasive Markers of Oxidative 

DNA Stress, RNA Degradation and Protein Degradation are differentially Correlated with 

Resting Metabolic Rate and Energy Intake in Children and Adolescents, Pediatr Res., 64: 

246-50. 

[28] Evans, M.D., Dizdaroglu, M. and Cooke, M.S. (2004) Oxidative DNA Damage and 

Disease: Induction, Repair and Significance, Mutat. Res., 567: 1-61. 

[29] Tkaczyk, J. and Vízek, M. (2007) Oxidative Stress in the Lung tissue-sources of Reactive 

Oxygen Species and Antioxidant Defence, Prague. Med. Rep., 108: 105-14. 

[30] Franco, R., Schoneveld, O., Georgakilas, A.G. and Panayiotidis, M.I. (2008) Oxidative 

Stress, DNA Methylation and Carcinogenesis, Cancer Lett., 266:.6-11. 

[31] Park, H.S., Kim, S.R. and Lee, Y.C. (2009) Impact of Oxidative Stress on Lung Diseases, 

Respirology., 14:.27-38. 

[32] Takano, H., Zou, Y., Hasegawa, H., Akazawa, H., Nagai, T. and Komuro, I. (2003) Oxidative 

Stress-Induced Signal Transduction Pathways in Cardiac Myocytes: Involvement of ROS in 

Heart Diseases, Antioxid. Redox. Signal., 5:.789-94. 

[33] Nadeem, A., Raj, H.G. and Chhabra, S.K. (2008) Effect of Vitamin E Supplementation 

with Standard Treatment on Oxidant-antioxidant Status in Chronic Obstructive Pulmonary 

Disease, Indian J. Med. Res., 128: 705-11. 

[34] Campos, P.M., Gonçalves, G.M. and Gaspar, L.R. (2008) In Vitro Antioxidant Activity 

and in Vivo Efficacy of Topical Formulations Containing Vitamin C and its Derivatives 

Studied by Non-invasive Methods, Skin Res. Technol., 14: 376-80. 

[35] Kamp, F., Donangelo, C.M. (2008) Supplementing Young Women with both Zinc and Iron 

Protects Zinc-related Antioxidant Indicators Previously Impaired by Iron Supplementation, 

J. Nutr., 138: 2186-9. 

[36] Mousa, H.M., Omer, O.H., Ali, B.H., Al-Wabel, N. and Ahmed, S.M. (2006) Antioxidant 

Levels in Tissues of Young and Adult camels (Camelus dromedarius), J. Physiol. Biochem., 

62: 213-8. 

[37] Osman, N., El-Sabban, F.F., Al Khawli, A. and Mensah-Brown, E.P. (2004) Effect of 

Foodstuff Contamination by Aflatoxin on the One-humped Camel (Camelus Dromedarius) 

in Al Ain, United Arab Emirates, Aust Vet J., 82: 759-61. 

[38] Graeber, G.M., Clagett, G.P., Wolf, R.E., Cafferty, P.J., Harmon, J.W. and Rich, N.M. 

(1990) Alterations in Serum Creatine Kinase and Lactate Dehydrogenase. Association with 

Abdominal Aortic Surgery, Myocardial Infarction and Bowel Necrosis, Chest, 97: 521-7. 

[39] Preus, M., Bhargava, A.S., Khater, A.E. and Günzel, P. (1988) Diagnostic Value of 

Serum Creatine Kinase and Lactate Dehydrogenase Isoenzyme Determinations for 

Monitoring Early Cardiac Damage in Rats, Toxicol. Lett., 42: 225-33. 

[40] Amin, A.S., Abdoun, K.A. and Abdelatif, A.M. (2007) Seasonal Variation in Blood 

Constituents of One-humped Camel (Camelus dromedarius), Pak. J. Biol. Sci., 10: 1250-6. 

 

 



Elucidation of the Determinant Factors Affecting Camels’ Heath in Some Regions … 

 

237 

 

 ��� ����	
�� 
��� ���� ��� ���	 �	�� ���
�� 
��	
�

������� ���
 �������� !����"���� 

 ���� ���	 
��
� ���� �������
� ���	 �
�������� ��������   

� ��� �
��	��  ����
����!
� "���# ����  

 �������� 	
������ 
���
����� ���� ��������� ����� ���
�  

��� –����� �������� ������� ��  

�������	 .       �������	 �
	���	 
�	�� �����
� ���	 
����	 �������	

      �� ���� ���� ��� ��!�"###       �$ �
���	� ��%�	� &%'	 �� (�� 

     ��)���	 ��!�	 &*� ������	 +�,�� -���� .    /�,$ 0��!� �1 �

            �2� 
3��42��	 0�2����	 �� ������2�	 5���� &�	� 0	�%����	

��,�	 ��,� 0��	6   ��� �	�� ��
 �         �2�
 ��72� �1 ���	 &%'	 ��� 

        2)�
 �2���8� ��� 0��	��,�	 9�8% ����,�	 0������	�   &2�	���� 

   0�������	� ������%�	 &�� ������	 .       �2: ;2,%�	 -�: ��� <�3��

           ���2���	 &2��,� &�!� ����� ��	�� +	�8=% 9����	 >%� ?�)��

  9��	 �$ ������	@      �2��*%�� �2���,�����	 0	��2%��A	� @   �2�	��� 

    ������	 0��	��,�	 0���
 �� �8���	@       �2� 0�2���% �2�������� 

   0�8� �� �%�B��	 0��	��,�	 .       �2�
 &�B2,�	 �3�� �� 9C���%

     �%�B��	 0��	��,�	 �� 0���
�         9�2
 0�2�D� �21 EF����	 �� A

       @����,�����	 &���,��	 �� 6� �$ -*��	� ��	 ������	  @����� 
��B

         2��G��% �����2�	 0��	��,�	 �� 
3��4��	 0�����	 �$ 9��	�   
�28 

-F�G�	� .  EF����	 0��D� ���        H���2� �2$ D�,�� I����	 ��8�

    @J��	 �$ ��:���������	�       0	��)2� H���� �$ /��� 9��	� @�%��	

     0��	��,�	 K3�� 9��	 &B� �$ 
����	@       ��28� 9�
 ��
 &�� ��� 

    0����
 ��% �	��	          K32: 9�28% 
��2��	 0	��)2�� 
��2��	



Jalaluddin A. Jalal, et al. 

 

238 

0��	��,�	@             -F�2D��	 L2�% �2$ &�� ���D ��� 6�7� �1 ��� 

����,�	@      �2�%������	 0�%�BM� �)�
 ���� ������%� @   L2�%� 

&%'	 ���� >%�� �1 ���	 L	���	 .  
 



<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /None
  /Binding /Left
  /CalGrayProfile (Dot Gain 20%)
  /CalRGBProfile (Adobe RGB \0501998\051)
  /CalCMYKProfile (U.S. Web Coated \050SWOP\051 v2)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Warning
  /CompatibilityLevel 1.6
  /CompressObjects /Tags
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJobTicket false
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /DetectCurves 0.0000
  /ColorConversionStrategy /CMYK
  /DoThumbnails false
  /EmbedAllFonts true
  /EmbedOpenType false
  /ParseICCProfilesInComments true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams false
  /MaxSubsetPct 100
  /Optimize false
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveDICMYKValues true
  /PreserveEPSInfo true
  /PreserveFlatness true
  /PreserveHalftoneInfo false
  /PreserveOPIComments true
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts false
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Preserve
  /UsePrologue false
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /CropColorImages true
  /ColorImageMinResolution 300
  /ColorImageMinResolutionPolicy /OK
  /DownsampleColorImages true
  /ColorImageDownsampleType /Bicubic
  /ColorImageResolution 300
  /ColorImageDepth -1
  /ColorImageMinDownsampleDepth 1
  /ColorImageDownsampleThreshold 1.50000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages true
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /ColorImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasGrayImages false
  /CropGrayImages true
  /GrayImageMinResolution 300
  /GrayImageMinResolutionPolicy /OK
  /DownsampleGrayImages true
  /GrayImageDownsampleType /Bicubic
  /GrayImageResolution 300
  /GrayImageDepth -1
  /GrayImageMinDownsampleDepth 2
  /GrayImageDownsampleThreshold 1.50000
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /GrayImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasMonoImages false
  /CropMonoImages true
  /MonoImageMinResolution 1200
  /MonoImageMinResolutionPolicy /OK
  /DownsampleMonoImages true
  /MonoImageDownsampleType /Bicubic
  /MonoImageResolution 1200
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.50000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects false
  /CheckCompliance [
    /None
  ]
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError true
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile ()
  /PDFXOutputConditionIdentifier ()
  /PDFXOutputCondition ()
  /PDFXRegistryName ()
  /PDFXTrapped /False

  /CreateJDFFile false
  /Description <<

    /BGR <>
    /CHS <FEFF4f7f75288fd94e9b8bbe5b9a521b5efa7684002000410064006f006200650020005000440046002065876863900275284e8e9ad88d2891cf76845370524d53705237300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c676562535f00521b5efa768400200050004400460020658768633002>
    /CHT <FEFF4f7f752890194e9b8a2d7f6e5efa7acb7684002000410064006f006200650020005000440046002065874ef69069752865bc9ad854c18cea76845370524d5370523786557406300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c4f86958b555f5df25efa7acb76840020005000440046002065874ef63002>
    /CZE <>
    /DAN <>
    /DEU <>
    /ESP <>
    /ETI <>
    /FRA <>
    /GRE <>

    /HRV (Za stvaranje Adobe PDF dokumenata najpogodnijih za visokokvalitetni ispis prije tiskanja koristite ove postavke.  Stvoreni PDF dokumenti mogu se otvoriti Acrobat i Adobe Reader 5.0 i kasnijim verzijama.)
    /HUN <>
    /ITA <>
    /JPN <FEFF9ad854c18cea306a30d730ea30d730ec30b951fa529b7528002000410064006f0062006500200050004400460020658766f8306e4f5c6210306b4f7f75283057307e305930023053306e8a2d5b9a30674f5c62103055308c305f0020005000440046002030d530a130a430eb306f3001004100630072006f0062006100740020304a30883073002000410064006f00620065002000520065006100640065007200200035002e003000204ee5964d3067958b304f30533068304c3067304d307e305930023053306e8a2d5b9a306b306f30d530a930f330c8306e57cb30818fbc307f304c5fc59808306730593002>
    /KOR <FEFFc7740020c124c815c7440020c0acc6a9d558c5ec0020ace0d488c9c80020c2dcd5d80020c778c1c4c5d00020ac00c7a50020c801d569d55c002000410064006f0062006500200050004400460020bb38c11cb97c0020c791c131d569b2c8b2e4002e0020c774b807ac8c0020c791c131b41c00200050004400460020bb38c11cb2940020004100630072006f0062006100740020bc0f002000410064006f00620065002000520065006100640065007200200035002e00300020c774c0c1c5d0c11c0020c5f40020c2180020c788c2b5b2c8b2e4002e>
    /LTH <>
    /LVI <>
    /NLD (Gebruik deze instellingen om Adobe PDF-documenten te maken die zijn geoptimaliseerd voor prepress-afdrukken van hoge kwaliteit. De gemaakte PDF-documenten kunnen worden geopend met Acrobat en Adobe Reader 5.0 en hoger.)
    /NOR <>
    /POL <>
    /PTB <>
    /RUM <>
    /RUS <>
    /SKY <>
    /SLV <>
    /SUO <>
    /SVE <>
    /TUR <>
    /UKR <>
    /ENU (Use these settings to create Adobe PDF documents best suited for high-quality prepress printing.  Created PDF documents can be opened with Acrobat and Adobe Reader 5.0 and later.)
  >>
  /Namespace [
    (Adobe)
    (Common)
    (1.0)
  ]
  /OtherNamespaces [
    <<
      /AsReaderSpreads false
      /CropImagesToFrames true
      /ErrorControl /WarnAndContinue
      /FlattenerIgnoreSpreadOverrides false
      /IncludeGuidesGrids false
      /IncludeNonPrinting false
      /IncludeSlug false
      /Namespace [
        (Adobe)
        (InDesign)
        (4.0)
      ]
      /OmitPlacedBitmaps false
      /OmitPlacedEPS false
      /OmitPlacedPDF false
      /SimulateOverprint /Legacy
    >>
    <<
      /AddBleedMarks false
      /AddColorBars false
      /AddCropMarks false
      /AddPageInfo false
      /AddRegMarks false
      /ConvertColors /ConvertToCMYK
      /DestinationProfileName ()
      /DestinationProfileSelector /DocumentCMYK
      /Downsample16BitImages true
      /FlattenerPreset <<
        /PresetSelector /MediumResolution
      >>
      /FormElements false
      /GenerateStructure false
      /IncludeBookmarks false
      /IncludeHyperlinks false
      /IncludeInteractive false
      /IncludeLayers false
      /IncludeProfiles false
      /MultimediaHandling /UseObjectSettings
      /Namespace [
        (Adobe)
        (CreativeSuite)
        (2.0)
      ]
      /PDFXOutputIntentProfileSelector /DocumentCMYK
      /PreserveEditing true
      /UntaggedCMYKHandling /LeaveUntagged
      /UntaggedRGBHandling /UseDocumentProfile
      /UseDocumentBleed false
    >>
  ]
>> setdistillerparams
<<
  /HWResolution [2540 2540]
  /PageSize [612.000 792.000]
>> setpagedevice


