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Abstract 
Introduction: Scabies is a skin condition that affects humans and many other mammalian hosts. It is brought on by the major obligate parasite 
Sarcoptes scabiei, which lives and reproduces in the epidermis and causes significant morbidity in both humans and animals.  
Methodology: The current study aimed to determine the immunological responses of 60 patients who were clinically infested with scabies and 
who attended the Department of Dermatology at Azadi Teaching Hospital and the Gulan General Hospital at Akre. Serum samples were tested 
to measure the levels of total immunoglobulin E (IgE), interleukin 4 (IL-4), interleukin 5 (IL-5), complement protein 3 (C3), and complement 
protein 4 (C4) in all patients with scabies; and compared with non-infested healthy individuals as a control group. A fresh blood sample from 
each patient was tested for total white blood cell (WBC) count, lymphocytes, monocytes, neutrophils, eosinophils and basophils. 
Results: The present study showed a significant increase in the mean of total WBCs and absolute eosinophil counts in patients infested with 
scabies when compared with controls (p ≤ 0.05). There were significant differences (p ≤ 0.05) in the mean of total IgE, IL4, Il-5, C3, and C4 
serum levels in patients infested with scabies when compared with the controls. Non-significant differences (p < 0.05) were recorded for the 
other parameters that were measured.  
Conclusions: Scabies infection increased the levels of eosinophils and other immunological parameters, including IL4, Il-5, C3, C4, and total 
IgE. 
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Introduction 

Scabies is a skin infestation caused by the 
burrowing ectoparasitic mite known as Sarcoptes 
scabiei variety hominis [1,2]. In 2010, it was estimated 
that over 100 million people worldwide had scabies. It 
has been reported to be more common in emerging 
nations and to have a significant negative influence on 
the health and social lives of indigenous populations in 
developed countries [3]. Scabies patients experience 
severe itching from allergic and inflammatory 
responses of the host against the mite and its products 
[2]. Scabies has a huge global impact and exhibits a 
wide variety of clinical symptoms, from mild to 
extremely damaging. However, the immunological and 
inflammatory responses linked to the various clinical 
presentations are still poorly understood [2]. Scabies 
can present in various clinical forms, and the two most 
frequently observed manifestations are ordinary scabies 
(OS) and crusted scabies (CS) [4]. The most prevalent 
type of scabies is OS and is thought to have a mite 
burden of fewer than 15 per person. Burrows, 
erythematous papules, and an allergic skin reaction with 

severe and widespread itching are the major clinical 
indicators [5]. On the other hand, CS is a relatively 
uncommon severe symptom of the condition and affects 
only a few thousand people [6].  

An infestation of S. scabiei, commonly known as 
sarcoptic mange, triggers inflammatory and adaptive 
immune responses. These responses tend to occur 
relatively late in the infection, typically appearing 
around 4 to 6 weeks after the initial contact with the 
mite [7]. Scabies-related rash and itching resemble type 
I (immediate) and type IV (delayed) hypersensitivity 
reactions [2]. According to Walton et al., Langerhans 
cells (LCs) and eosinophils make up the initial 
inflammatory response to the mite and its products, 
while the numbers of monocytes, macrophages, and 
mast cells are much lower [8]. Studies that examined 
skin biopsies and circulating serum from scabies 
patients found complement elements C3 and C4 to be 
present [9]. The complement system plays a crucial and 
wide-ranging role in innate immunity, serving as the 
initial line of defense against invading pathogens [2]. 
The detection of these components in skin biopsies 
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from patients suggests an activated complement 
system, which may be involved in the early 
inflammatory responses triggered by scabies. 
Interestingly, it has been reported that patients with 
scabies may have low levels of circulating C3 or C4, or 
both, which might seem counterintuitive [10]. A variety 
of innate effector cells have been identified in response 
to S. scabiei mites, including eosinophils, mast cells, 
basophils, neutrophils, dendritic cells (DCs), and 
macrophages [8,9,11]. Tissue eosinophilia is frequently 
observed in inflammatory areas linked to both disorders 
because eosinophils are frequently generated in 
significant numbers in allergic inflammation and 
helminth infections [12]. The identification of 
eosinophils is in line with the elevated expression of T 
helper 2 (Th2) cytokines such as interleukin IL-4, IL-5, 
and IL-13 in CS [8]. It has been demonstrated that 
eosinophils produce cytokines specific to Th2. The 
synthesis of IL-5, which is involved in the attraction, 
activation, and maturation of eosinophils, may 
represent an independent mechanism for facilitating the 
recruitment and survival of these granulocytes [13,14]. 
Eosinophils are essential for the body's defense against 
helminthic parasites, but they also play a role in tissue 
malfunction and destruction during allergies. However, 
it is still unknown how eosinophils contribute to the 
immunological and inflammatory reactions that cause 
OS and CS [2]. Skin lesions from scabies patients have 
been found to contain mast cells and basophils [15,16]. 
The primary molecules causing allergic Th2-type 
inflammation are TNF, IL-6, IL-4, IL-5, and IL-13, 
which are rapidly produced by activated mast cells and 
basophils [14,17]. Alternative macrophage activation is 
mediated by IL-4, IL-13, TNF, and IFN; these 
cytokines have been implicated in the immunological 
response to scabies. Macrophages have been found in 
the skin of scabies patients, but in small numbers [18–
20]. Strong antibody-mediated immune responses are 
known to be elicited by scabies mite infestation, 
particularly in CS, which is connected to incredibly 
high levels of IgG and IgE that are specific for the 
antigen. However, little is known about when these 
responses occur and how important each one is in 
developing protective immunity [8,9]. An infection 
with scabies mites skews the Th1/Th2 immune 
response [19,21]. Th2 cells release IL-4, IL-5, and IL-
13, and regulate the generation of antibodies to combat 
external parasites, mediating humoral immunity.  

The aim of this study was to determine the 
immunological responses of patients infested with 
scabies in Duhok Province in Iraq. The total white 
blood cell (WBC) count; differential counts of 

lymphocytes, monocytes, neutrophils, eosinophils, and 
basophils; and serum levels of IL-4 and IL-5 were 
evaluated in all patients with scabies and compared with 
normal healthy individuals as a control group. 

 
Methodology 
Study population 

The current study included 60 patients with scabies 
who had clinical features of the disease and who did not 
have other allergic diseases or helminthic infections. 
They attended the Department of Dermatology at Azadi 
Teaching Hospital, and Gulan General Hospital in Akre 
from September 2021 to late August 2022. Skin 
scraping was performed by using a disposable surgical 
blade after placing a drop of mineral oil. The specimen 
was placed on a microscope slide and examined by a 
light microscope to identify mites or eggs using 10% 
KOH. A group of healthy people was selected as 
controls. The population included both genders and all 
ages 

 
Blood sample collection 

Five mL of venous blood were collected from each 
patient and control. The blood sample was divided into 
two parts, the first part was collected in tubes with 
ethylene diamine tetra acetic acid (EDTA; 2 mL) to 
estimate the total WBC count and differential leukocyte 
count. The second part (3 mL) was allowed to clot, then 
centrifuged at 10,062 RCF to separate the serum into 3 
to 5 aliquots, which were stored at – 20 to – 22 °C to be 
used for immunological investigations. 

 
Immunological analysis 

The enzyme linked immunosorbent assay (ELISA) 
which employs a quantitative sandwich enzyme 
immunoassay that measures different human cytokines 
(IL-4 and IL-5) in serum samples was used for 
immunological analysis following the manufacture’s 
protocol (Bioassay Technology Laboratory, Shangahai, 
China; Cat. No. E3762Hu and Cat. No. E0091Hu). The 
optical density (OD) values were measured using an 
ELISA reader (Bio-Tek-Reader, Vermont, USA) at 450 
nm and within 10 min after adding the stop solution. An 
automated chemiluminescence immunoassay was used 
for detection of total IgE and complement proteins (C3 
and C4) using Cobas e 411 (Roch Diagnostic Company, 
Mannheim, Germany) according to the manufacture’s 
protocol. 

 
Hematological analysis 

Fresh blood samples were collected from the 
scabietic patients and directly examined for complete 
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blood counting (lymphocyte, monocyte, neutrophils, 
eosinophils, and basophils) using the Medonic M 
Series-Hematology Analyzer (Boule Diagnostics, 
Stockholm, Sweeden) according to the manufacturer’s 
instructions. 

 
Statistical analysis 

Statistical analyses were performed with the 
Statistical Package for Social Sciences (SPSS) software 
version 27 (IBM Corp, Armonk, NY, USA). The 
descriptive analysis included the mean ± standard error 
(SE) for each variable. Independent Student’s t-tests 
were conducted to compare each variable between the 
two groups. Pearson correlation analysis was utilized to 
assess the degree of correlation between the measured 
variables within each group. 

 
Ethical consideration 

The study was approved by the Ethical Committee 
in Duhok Directorate General of Health under the 
reference number 13072021-7-8, issued on 13 July 
2021. 

 
Results 

There was a significant (p = 0.03) increase in the 
mean of total WBC in patients infested with scabies 
(9.414 ± 0 .3479 (103/mL)) when compared with the 
control group (7.900 ± 0.4447 (103/mL)). The absolute 
leukocyte counts in scabies-infested patients were 

recorded compared to the control group (Figure 1). 
Notably, a significantly (p = 0.01) higher difference was 
observed only in the eosinophil levels when compared 
with the control group, while the differences in other 
parameters were non-significant (p < 0.05), as shown in 
Table 1.  

Total IgE was measured in both cases and controls; 
with the median value of 186.006, and a geometric 
mean value of up to 100 IU/mL was considered normal. 
The difference between total IgE for cases and controls 
was statistically significant (p < 0.0120). There were 
significant (p ≤ 0.05) differences in the mean of IL-5 
serum levels in the patients infested with scabies when 
compared with the control group. Significant (p ≤ 0.05) 
differences were observed in the mean serum IL-4 
levels of the patients infested with scabies when 
compared to the control group. In addition, there were 
significant (p > 0.05) differences in the levels of 
complement proteins C3 and C4 in patients infested 
with scabies compared to controls as shown in Figure 2 
and Table 2. 

 
Discussion 

This study included 60 clinically positive scabies 
patients, and found a significant (p = 0.0120) difference 
in total IgE levels between cases and controls, with a 
median value of 186.006. In an effort to characterize 
purported serum IgE levels in healthy, non-allergic 
adult populations, Nye et al. [22] and Barbee et al. [23] 

Table 1. Mean ± SE of total and absolute leukocytes counts for scabies patients and controls. 
Parameters Cases (mean ± S.E) 

N = 60 
Control (mean ± S.E) 

N = 30 p value 

Total WBCs 9.414 ± 0.3479 x 103/mL 7.900 ± 0.4447 x 103/mL 0.030 
Lymphocyte 34.248 ± 1.7700 cells/mm3 34.933 ± 1.6870 cells/mm3 0.781 

Monocyte 5.036 ± 0.4133 cells/mm3 5.006 ± 0.3170 cells/mm3 0.955 
Neutrophils 52.586 ± 1.5706 cells/mm3 52.753 ± 3.8193 cells/mm3 0.968 
Eosinophils 8.668 ± 1.3599 cells/mm3 1.680 ± 0.3948 cells/mm3 0.010 
Basophils 0.908 ± 0.0833 cells/mm3 0.633 ± 0.1140 cells/mm3 0.101 

SE: standard error; WBC: white blood cells. 

Figure 1. Bar chart representing the mean levels of different 
leukocyte counts in cases and control groups. 

WBC: white blood cells. 

Figure 2. Bar chart representing mean level of different immune 
molecules in cases and control groups. 
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found a significant range in serum IgE levels. In 
general, studies examining humoral immunity in 
individuals with scabies have yielded conflicting and 
inconsistent findings [8]. Several researchers have 
observed higher total IgE levels in cases with common 
scabies in recent investigations [9,19]. Others claimed 
that the levels decreased following therapy [24,25] or 
had no differences [26]. Previous research has 
demonstrated that scabies infection increases the 
amount of circulating IgE antibodies, but the findings 
were quite inconsistent. Only 2% of the 91 OS cases in 
a more recent investigation with ELISA analysis had 
circulating IgE antibodies bound to S. scabiei var. canis 
antigens [27]. In contrast, CS has regularly shown 
substantial increases in total IgE levels [28]. The total 
IgE data from the current study appear to be in 
contradiction with those provided by Walton et al. who 
claimed that the initial clinical evaluation of a suspected 
host seemed to have no advantage over total serum IgE 
[8]. However, the severity of cutaneous lesions was 
positively correlated with total IgE according to our 
findings. 

The results of the current study showed that except 
for eosinophils, mean WBC counts in patients with 
scabies infection increased non-significantly. This is 
because parasite infection stimulates the host's humoral 
and cellular immune responses [29,30]. Previous 
research has suggested that scabies patients have higher 
total leucocyte counts [1,8,31]. Other studies observed 
elevated levels of basophils, eosinophils, lymphocytes, 
and monocytes in scabies patients [32,33]. The current 
study found that the mean eosinophil count was 
significantly higher in scabies patients than in controls. 
This observation may be linked to the presence of 
allergic reactions, which are among the symptoms of S. 
scabiei infection and could be a result of the body's 
cellular response to the parasite infestation [1,8]. The 
number of inflammatory cells in local tissues and blood 
circulation during immunological or inflammatory 
reactions of the host can be affected by extracts of dead 
or living mites [34]. The current investigation found a 
marked increase in the levels of inflammatory 
mediators such as IL-4 and IL-5 in the serum of scabies-

infected patients. Similar results were reported by 
Abood et al. [35].  

The inflammatory mediators IL-1, IL-6, IL-8, IL-
10, and TNF are produced by dermal microvascular 
endothelial cells as a result of S. scabiei infestation, as 
demonstrated by Arlian and Morgan [34]. These 
mediators are involved in the control of inflammatory 
and immunological responses. Cadman and Lawrence 
observed that mast cells, basophils, and eosinophils can 
be easily drawn to infection sites and draining lymph 
nodes, where they can produce IL-4 and/or IL-5; which 
were in charge of starting and maintaining the control 
of Th2 responses [32]. It has been demonstrated that 
complement plays a crucial role in the host's defense 
against a variety of infections [36]. In this study, it was 
found that patients with scabies infestations had 
significantly higher levels of C3 and C4. When 
complement fragments C3a and C4a interact with 
certain receptors, local inflammatory reactions result. In 
addition, C3a and C5a can stimulate mast cells to 
release inflammatory mediators such as histamine and 
tumor necrosis factor-alpha (TNF-alpha) [18]. Given 
the significant inflammatory nature of crusted scabies, 
this finding contradicts Walton's evidence that showed 
that people with the illness have lower amounts of C3 
and C4, and is intriguing [8].  

 
Conclusions 

In the present study, scabies infestation generated 
immunological reactions in patients, including both 
cellular and humoral immune response. These 
responses significantly affected the levels of 
inflammatory mediators, including IL-4 and IL-5, as 
well as total and differential leukocytes, in patients 
when compared to the control. Scabies is still regarded 
as the most serious public health issue with negative 
social and psychological effects in poor countries and 
among displaced people. 
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N = 30 p value 

Total IgE 186.006 ± 31.6411 IU/mL 94.523 ± 16.2208 IU/mL 0.012 
IL-5 197.711 ± 25.9448 pg/mL 79.407 ± 8.4614 pg/mL 0.010 
IL-4 347.935 ± 35.8580 pg/mL 68.385 ± 7.7650 pg/mL 0.010 
C3 187.616 ± 3.3321 mg/dL 135.400 ± 8.7847 mg/dL 0.010 
C4 36.776 ± 1.1853 mg/dL 23.556 ± 1.3808 mg/dL 0.010 

SE: standard error. 



Ahmed et al. – Immune responses in Sarcoptes scabiei patients     J Infect Dev Ctries 2025; 19(1):162-167. 

166 

Tel: 009647518087818 
Email: ahmed.ahmed@uod.ac 
 
Conflict of interests 
No conflict of interests is declared. 
 
 
References 
1. Abd Ali Mohammad NAH, Kawen AA (2020) Immunological 

aspects of patients infested with scabies in Thi-Qar Province, 
Southern Iraq. Medico-Legal Update 20: 214. 

2. Bhat SA, Mounsey KE, Liu X, Walton SF (2017) Host immune 
responses to the itch mite, Sarcoptes scabiei, in humans. 
Parasit Vectors 10: 385. doi: 10.1186/s13071-017-2320-4. 

3. Hay RJ, Johns NE, Williams HC, Bolliger IW, Dellavalle RP, 
Margolis DJ, Marks R, Naldi L, Weinstock MA, Wulf SK, 
Michaud C, C JLM, Naghavi M (2014) The global burden of 
skin disease in 2010: an analysis of the prevalence and impact 
of skin conditions. J Invest Dermatol 134: 1527–1534. doi: 
10.1038/jid.2013.446. 

4. Bhat SA, Walton SF, Ventura T, Liu X, McCarthy JS, Burgess 
STG, Mounsey KE (2020) Early immune suppression leads to 
uncontrolled mite proliferation and potent host inflammatory 
responses in a porcine model of crusted versus ordinary 
scabies. PLoS Negl Trop Dis 14: e0008601. doi: 
10.1371/journal.pntd.0008601. 

5. Chandler DJ, Fuller LC (2019) A review of scabies: an 
infestation more than skin deep. Dermatology 235: 79–90. doi: 
10.1159/000495290. 

6. Lyons D, Duff E, Kilgallen C, O Brien O, Collins S, Eustace K 
(2023) Crusted scabies. IDCases 33: e01876. doi: 
10.1016/j.idcr.2023.e01876. 

7. Chosidow O (2006) Clinical practices. Scabies. N Engl J Med 
354: 1718–1727. doi: 10.1056/NEJMcp052784. 

8. Walton SF (2010) The immunology of susceptibility and 
resistance to scabies. Parasite Immunol 32: 532–540. doi: 
10.1111/j.1365-3024.2010.01218.x 

9. Walton SF, Beroukas D, Roberts-Thomson P, Currie BJ (2008) 
New insights into disease pathogenesis in crusted (Norwegian) 
scabies: the skin immune response in crusted scabies. Br J 
Dermatol 158: 1247–1255. doi: 10.1111/j.1365-
2133.2008.08541.x. 

10. Roberts LJ, Huffam SE, Walton SF, Currie BJ (2005) Crusted 
scabies: clinical and immunological findings in seventy-eight 
patients and a review of the literature. J Infect 50: 375–381. 
doi: 10.1016/j.jinf.2004.08.033. 

11. Liu X, Walton SF, Murray HC, King M, Kelly A, Holt DC, 
Currie BJ, McCarthy JS, Mounsey KE (2014) Crusted scabies 
is associated with increased IL-17 secretion by skin T cells. 
Parasite Immunol 36: 594–604. doi: 10.1111/pim.12129. 

12. Kelly KJ (2018) Eosinophils and the scope of practice in 
allergy/immunology. J Allergy Clin Immunol Pract 6: 1506–
1507. doi: 10.1016/j.jaip.2018.07.016. 

13. Manson ML, Säfholm J, James A, Johnsson AK, Bergman P, 
Al-Ameri M, Orre AC, Kärrman-Mårdh C, Dahlén SE, Adner 
M (2020) IL-13 and IL-4, but not IL-5 nor IL-17A, induce 
hyperresponsiveness in isolated human small airways. J 
Allergy Clin Immunol 145: 808–817.e2. doi: 
10.1016/j.jaci.2019.10.037. 

14. Prussin C, Metcalfe DD (2006) 5. IgE, mast cells, basophils, 
and eosinophils. J Allergy Clin Immunol 117: S450–456. doi: 
10.1016/j.jaci.2005.11.016. 

15. Hashimoto T, Rosen JD, Sanders KM, Yosipovitch G (2019) 
Possible roles of basophils in chronic itch. Exp Dermatol 28: 
1373–1379. doi: 10.1111/exd.13705. 

16. Ito Y, Satoh T, Takayama K, Miyagishi C, Walls AF, Yokozeki 
H (2011) Basophil recruitment and activation in inflammatory 
skin diseases. Allergy 66: 1107–1113. doi: 10.1111/j.1398-
9995.2011.02570.x. 

17. Schroeder JT (2011) Basophils: emerging roles in the 
pathogenesis of allergic disease. Immunol Rev 242: 144–160. 
doi: 10.1111/j.1600-065X.2011.01023.x. 

18. Swe PM, Fischer K (2014) A scabies mite serpin interferes 
with complement-mediated neutrophil functions and promotes 
staphylococcal growth. PLoS Negl Trop Dis 8: e2928. doi: 
10.1371/journal.pntd.0002928. 

19. Abd El-Aal AA, Hassan MA, Gawdat HI, Ali MA, Barakat M 
(2016) Immunomodulatory impression of anti and pro-
inflammatory cytokines in relation to humoral immunity in 
human scabies. Int J Immunopathol Pharmacol 29: 188–194. 
doi: 10.1177/0394632015627464. 

20. Luo DQ, Huang MX, Liu JH, Tang W, Zhao YK, Sarkar R 
(2016) Bullous scabies. Am J Trop Med Hyg 95: 689–693. doi: 
10.4269/ajtmh.16-0273. 

21. Lalli PN, Morgan MS, Arlian LG (2004) Skewed Th1/Th2 
immune response to Sarcoptes scabiei. J Parasitol 90: 711–714. 
doi: 10.1645/GE-214R. 

22. Nye L, Merrett TG, Landon J, White RJ (1975) A detailed 
investigation of circulating IgE levels in a normal population. 
Clin Allergy 5: 13–24. doi: 10.1111/j.1365-
2222.1975.tb01832.x. 

23. Barbee RA, Brown WG, Kaltenborn W, Halonen M (1981) 
Allergen skin-test reactivity in a community population 
sample: correlation with age, histamine skin reactions and total 
serum immunoglobulin E. J Allergy Clin Immunol 68: 15–19. 
doi: 10.1016/0091-6749(81)90117-2. 

24. Falk ES (1984) Scabies and giardiasis. Increased serum IgE 
due to scabies infestation in 2 children with scabies and 
giardiasis. Dermatologica 168: 253–254. doi: 
10.1159/000249715. 

25. Morsy TA, Kenawi MZ, Zohdy HA, Abdalla KF, el Fakahany 
AF (1993) Serum immunoglobulin and complement values in 
scabietic patients. J Egypt Soc Parasitol 23: 221–229. 

26. Nassef NE, Makled KM, Elzayat EA, Sanad MM (1991) 
Humoral and cell mediated immune responses in scabietic 
patients. J Egypt Soc Parasitol 21: 765–770. 

27. Arlian LG, Feldmeier H, Morgan MS (2015) The potential for 
a blood test for scabies. PLoS Negl Trop Dis 9: e0004188. doi: 
10.1371/journal.pntd.0004188. 

28. Arlian LG, Morgan MS, Estes SA, Walton SF, Kemp DJ, 
Currie BJ (2004) Circulating IgE in patients with ordinary and 
crusted scabies. J Med Entomol 41: 74–77. doi: 10.1603/0022-
2585-41.1.74. 

29. Heukelbach J, Feldmeier H (2006) Scabies. Lancet 367: 1767–
1774. doi: 10.1016/S0140-6736(06)68772-2. 

30. Lastuti NDR, Suwanti LT, Ma'ruf A, Azhimah A, Noor PP, 
Zahro A (2021) The leukocyte profile, histopathology and 
molecular characteristics of rabbits' scabies from East Java, 
Indonesia. Malays J Med Health Sci 17: 13–15. 

31. Onoja IR (2017) Cutaneous and systemic pathologic responses 
of the West African dwarf goat to Sarcoptes Scabiei 
infestation. MSc Dissertation. Department of Veterinary 
Pathology and Microbiology, Faculty of Veterinary Medicine, 
University of Nigeria, Nsukka. 



Ahmed et al. – Immune responses in Sarcoptes scabiei patients     J Infect Dev Ctries 2025; 19(1):162-167. 

167 

32. Cadman ET, Lawrence RA (2010) Granulocytes: effector cells 
or immunomodulators in the immune response to helminth 
infection? Parasite Immunol 32: 1–19. doi: 10.1111/j.1365-
3024.2009.01147.x. 

33. Walton SF, Currie BJ (2007) Problems in diagnosing scabies, 
a global disease in human and animal populations. Clin 
Microbiol Rev 20: 268–279. doi: 10.1128/CMR.00042-06. 

34. Arlian LG, Morgan MS, Neal JS (2003) Modulation of 
cytokine expression in human keratinocytes and fibroblasts by 

extracts of scabies mites. Am J Trop Med Hyg 69: 652–656. 
doi: 10.4269/ajtmh.2003.69.652. 

35. Abood A, Khteer Al-Hadraawy S, Rajab Almosawy H (2017) 
Evaluation of some immunological biomarkers in patients 
infected with Sarcoptes scabiei. Pak J Biotechnol 14: 527–529. 

36. Zipfel PF, Würzner R, Skerka C (2007) Complement evasion 
of pathogens: common strategies are shared by diverse 
organisms. Mol Immunol 44: 3850–3857. doi: 
10.1016/j.molimm.2007.06.149. 

 


	Introduction
	Methodology
	Study population
	Blood sample collection
	Immunological analysis
	Hematological analysis
	Statistical analysis
	Ethical consideration

	Results
	Discussion
	Conclusions
	Corresponding author
	Conflict of interests
	References

