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 Abstract:
Background>
Systemic Lupus Erythematosus (SLE) is a chronic autoimmune disease that can involve any organ system, and may lead to significant morbidity and even mortality. In this article we review the epidemiology, common clinical features, complications of disease, and address the new  available treatment idea . Further, we discuss important  affection of the disease medically  on children
 Review methods>  
The study was done on a patient with systemic lupus here age is 16 years old came to us with common clinical manifestation of the disease,here kidney and liver lab value was abnormal and some skin symptoms was found   so we start to cool down  food in take by general diet advices and start to look at effect of diet therapy on the disease prognosis.


 Results>
Noticed an improvement in both kidney and liver profile and disappearing of malor rash .also here general blood test has improved including anemia and cytopenia also their igg value which is agood representive sign 
Introduction>
 


Epidemiology
Childhood-onset SLE (cSLE) is a rare disease with an incidence of 1 or less roughly  per 100.000 children-years, higher frequency of cSLE is reported in Asians, African American, Hispanics and native Americans. When compared to two more common childhood.
.( Kamphuis., et ..2010)
Most studies report a median age of onset of cSLE between 11-12 years; the disease is quite rare under the age of 5 years. As in adult onset SLE, approximately 80% of patients with cSLE are female.( Pluchinotta.,et..al2007)
Diagnosis>
SLE is called the great challenge, as the disease shares characteristics with many other) diseases. Especially when the classic malar rash is absent, diagnosing SLE can be a challenge. However, the astute pediatrician who considers SLE when presented with an unusual constellation of symptoms can recognize important patterns of disease manifestations crucial for the diagnosis. Most patients who are diagnosed with cSLE fulfill at least  4 or more of the American College of Rheumatology classification like Malar rash, Discoid rash, Serositis, Renal disorder , Neurological disorder like seizure, photosensitivity and present of Antinuclear antibody.
Hochberg.,et…al1997)
PATHOGENESIS
The pathogenesis of lupus remains unclear although the concept of apoptosis goes some way to explaining how the immune system may recognise predominantly
intracellular antigens. Autoantigens are released by necrotic as well as apoptotic cells. Defects in the clearance of apoptotic cells have been described in SLE which may lead to aberrant uptake by macrophages which then present the previously intracellularar antigens to T and B cells thus driving the autoimmune process
(Munoz..,et…al2005)

Cytokine patterns may also be important in the pathogenesis of lupus. Recent studies have highlighted the over expression of the type I interferon pathway in patients the socalled ‘interferon signature’. A large study has shown an association of a common interferon regulatory factor 5 (IRF5) haplotype driving elevatedexpression of multiple unique isoforms of IRF5 as an important genetic risk factor for SLE .
Abelson.,et..al2007)

Common Clinical Features of SLE in children>
Arthralgia occurs in about 90% of all patients with SLE. Characteristically, it is polyarticular, symmetrical, episodic and flitting in nature. The patients’ symptoms often exceed the objective clinical findings and usually there is no clinically over t arthritis.Muscles Clinically obvious muscle involvement has been reported in 30 50% of SLE patients. However, myalgia, muscle weakness and tenderness, may be due to a variety of other complications.
Dermatological involvementCutaneous lesions may occur in up to 85% of SLE patients. The butterfly rash is erythematous, often blotchy, and found mainly over the malar bones and across the bridge of the nose .Although it is the best known skin lesion, it is merely one of numerous ways in which lupus manifests cutaneously. Lesions such as maculopapular and discoid lesions, splinter haemorrhages, dilated capillaries at the nail base, bullous lesions, angioneurotic oedema.
(luchinotta,.et..al2007)
Lupus nephritis
More than 70% of patients with SLE have renal involvement at some stage of their disease. The World Health Organisation (WHO) classification for lupus nephritis has been updated to allow more accurate descriptions of renal histopathology specimen
It may be lassification of Lupus Nephritis
	Lupus
Nephritis
Class
	Description
	Histology

	Class I
	Minimal mesangial lupus
nephritis
	Normal glomeruli by light microscopy, but
mesangial immune deposits by
immunofluorescence.

	Class II
	Mesangial proliferative lupus
nephritis
	Mesangial hypercellularity or mesangial
matrix expansion by light microscopy, with
mesangial immune deposits by
immunofluorescence.

	Class III
	Focal lupus nephritis
	Active or chronic focal, segmental, or global
glomerulonephritis involving <50% of all
glomeruli with diffuse subendothelial immune
deposits.

	Class IV
	Diffuse lupus nephritis
	Active or chronic diffuse, segmental, or global
glomerulonephritis involving >50% of all
glomeruli with diffuse subendothelial immune
deposits.

	Class V
	Membranous lupus nephritis
	Global or segmental subepithelial immune
deposits by immunofluorescence or electron
microscopy.

	Class VI
	Advanced sclerosing lupus
nephritis
	≥ 90% glomeruli globally sclerosed without
residual activity.


 
(  Weening.,et…al2004)
Depressive affect may be a normal and appropriate reaction for an adolescent dealing with a chronic disease, and thus attribution of depression to SLE is often challenging, and requires input from psychiatry colleagues. Major depression is not as frequent, and occurs in fewer than 10 - 20% of patients
Cognitive dysfunction 
Impairment of cognition may be manifested by declining school performance and subtle difficulties with working memory and concentration tasks. Cognitive dysfunction is diagnosed with traditional neuropsychological testing, and has been observed in more than a third of asymptomatic cSLE patients
(Williams.,et ..al2007)
Hematologic Features
Hematologic Features
Cytopenias are common in cSLE, with more than 50% of patients presenting a decrease in at least one cell line Mild leukopenia is the most common hematologic manifestation, and is usually due to lymphopenia (<1500 cells/mm3), and less frequently neutropenia. While persistent lymphopenia may be a feature of active disease, neutropenia is more frequently a result of treatment (e.g. during treatment with cyclophosphamide). Anemia can take any form – the anemia of chronic disease which is normocytic and normochromic, iron deficiency anemia, or a Coombs’ positive hemolytic anemia(Ramirez., et..a;2008)


The thrombocytopenia observed in cSLE patients spans the spectrum from mild (<150,000) to profound (<10,000). However, in the absence of excess bleeding and/or bruising, little treatment is required for patients with a stable platelet count ≥ 20,000. Children and adolescents with chronic ITP should be assessed for the presence of antinuclear antibodies as they are at high risk of developing SLE.
(Schmugge.,et..a;2003)
Antiphospholipid antibodies (lupus anticoagulant and/or anticardiolipin antibodies) are present in 40% of patients with cSLE and in general associated with hypercoagulability. However, fewer than half of these patients will manifest a thrombotic or thromboembolic event.
 (salah.,et..al2009)
abdominal pain and discomfort are frequent, although not well characterized manifestations of SLE. A sterile peritonitis occurs in fewer than 10% of patients, leading to abdominal pain and ascites, and is akin to pleuritis and pericarditis (i.e. “serositis”). Pancreatitis is another well documented although infrequent manifestation of disease.39 More often, abdominal pain is an adverse effect of prescribed medications including corticosteroids and non-steroidal anti-inflammatory drugs. As there is an association between cSLE and celiac disease, patients with persistent abdominal pain, diarrhea and/or weight loss should have the appropriate testing done(Zitouni., et..al2004)
Symptoms of pleuritis include shortness of breath and pleuritic chest pain, while pericarditis presents with tachycardia, precordial or retrosternal chest pain, and the inability to lie flat. Either pericarditis or pleuritis may present with or without associated fever. An inflammatory process, serositis is one of the few SLE manifestations that is associated with a significantly elevated c-reactive protein(ter Borge.,et..al1990)
Treatment >
By drug therapy
The current treatment for SLE includes non-steroidal anti-
inflammatory drugs, antimalarial agents, corticosteroids, high 
dose immunoglobulins, and cytotoxic immunosuppressive 
agents such as azathioprine, cyclophosphamide, methotrexate 
and mycophenolic acid. These treatments are quite effective, but 
they are not specific and have severe adverse effects. Based on 
knowledge of the different dysregulated immunological path
-
ways involved in SLE pathogenesis,

(Leandro.,et..al2005)
Some studies have recently suggested that cyclosporine A (CsA), a calcineurin inhibitor similar to Tac, might replace cytotoxic agents and reduce the dosage of concomitantly administered PDN for maintenance therapy in selected patients with lupus nephritis (Rihova et al., 2007; Moroni et al., 2008
Treatment by diet therapy"
The relationship between nutrition and lupus erythematosus (LE) remains elusive especially since most autoimmune diseases are multifactorial in origin with genetic, 
environmental, hormonal, viral, and psychoneurological influences all playing a role

It is known that no specific diet for the treatment of LE exists; however, a review of the literature investigating the influence of nutrition in both animals and humans suggests that certain 
substances in the diet may aggravate or alleviate LE symptoms
 (Mongey.,et..1939)
Excess Energy
. Most animal studies suggest that energy restriction ameliorates autoimmune disease
and increases longevity in New Zealand black or white mice 
(NZB/NZW) which spontaneously develop an autoimmune disease resembling systemic LE. (Fernandes .,et..al1987)

The disease in these mice is manifested by synthesized antibodies to double 
strand
ed DNA, high levels of circulating immune complexes (amarker of SLE clinical activity), and deposition of the later in the renal glomerulus. As a result, glomerulonephritis is the major cause of death with mortality rates averaging 50 percent by about 8.5 months.
(Andrews.,et,,al1987)

Caloric restriction delays the onset of glomerulonephritis in these mice, however, this dietary manipulation is severe and initiated early -parameters that cannot be duplicated in the human model since caloric restrictions would be equivalent 
to 25 35 percent or more of total intake prior to adolescence. The degree of energy restriction in one mice study was even higher at 60 percent (at 2 months of age) versus the control 
group allowed to feed ad libitum. At 14 months, thepercentage of these mice still living that had not died due to renal disease was 100 and 0 percent respectively
Urao.,et..a;1995
Studies have shown that moderate-protein diet-fed mice had a long-lasting immune function and a delay in the autoimmunity development as compared with normal-protein diet-fed mice. A diet with restriction of the amino acids phenylalanine and tyrosine was beneficial to NZB/NZW mice.8,20
Supplementation with royal jelly (a honeybee secretion) has also been considered beneficial.29 Its composition rich in free amino acids, simple carbohydrates, proteins, short-chain fatty acids, and vitamins causes a reduction in cholesterol and has immunomodulating and anti-inflammatory activities. In fact, the royal jelly supplementation has induced a reduction in the IL-10 serum levels and has increased the life span of NZB/NZW mice, suppressing the disease symptoms.
(Selmi.,et..al2010)
In human beings, the study by Caetano et al.( Caetano .,et..al2009) has revealed that excessive protein intake causes a constant bone mineral loss in patients with juvenile SLE. On the other hand, the consumption of a protein-restricted diet (0.6 g/kg/day) has improved the glomerular filtration rate in the predialytic chronic kidney disease of patients with systemic diseases(ilovanov.,et..al2009) It is worth noting that, in lupus nephritis, a hypoprotein diet is not recommended to prevent negative nitrogen balance and malnutrition(. Hull.,et..al2008)
 It have been reported that a soybean-rich diet can exacerbate renal damages, increasing serum creatinine and reducing the creatinine clearance, which increase the severity of the glomerular disease in MPL/lpr mice. The results have shown that soybean can accelerate glomerulonephritis, but improves the proliferative function of T cells
(Zhao.,et..al2005)
Methods>
Considering all favorable and unfavorable aspects of the major nutrients, it is safe to state that the adequate diet for the treatment of SLE is mainly aimed at reducing the risk for cardiovascular and atherosclerotic diseases, in addition to reducing the inflammatory factors and improving the immune function. Patients with SLE can benefit from a nutritionally balanced diet for maintaining the ideal body weight, with effective calorie control to avoid insulin resistance, increasing HDL-C (protective) levels and reducing TG levels.
The patient with SLE should be instructed to follow a calorie-restricted diet to prevent and/or treat excessive weight, in addition to a diet with a moderate protein content, isoflavones being indicated for protein supplementation, but L-canavanine, which aggravates SLE symptoms, being contraindicated. Regarding the lipids in the diet, a greater offer of mono- and polyunsaturated fatty acids is recommended in daily meals, due to their anti-inflammatory and cardiovascular protective functions. Supplementation with ω-3 PUFA can be suggested due to its countless benefits. On the other hand, the restriction of ω-6 PUFA and other sources of saturated and trans fatty acids in the diet should be enforced, because of their pro-inflammatory effects and aggravating effects for cardiovascular diseases, respectively. 
It is worth noting the importance of offering vitamins, mainly vitamin D, fibers and minerals, such as calcium and selenium. On the other hand, the sources of zinc and sodium should be restricted to prevent possible disease aggravation. Thus, the major recommendations of diet therapy
Removing of all histaminic food as Foods high in histamine, like tomatoes, have been blamed for exacerbations of rheumatoid 
arthritis and other autoimmune diseases. Howe
ver, a large placebo c
ontrolled study of these 
foods failed to show a consistent effect. In general, our approach is to avoid limiting one’s diet 
as much as possible


Vitamin E supplementation for people with S
LE has long been controversial, with both 
positive and negative results having been observed with daily dosages of 150 to 2000 mgm
Case presentation >
. Patient  walaa rafat oraby  was a 16-year-egyption  girl. She was treated with soulopred 30 mgm /dl because of nephritis and immuran (Azathioprim)100 mg  as immunosuppressant drug  . When the drug  was tapered, she developed malar rash, significant proteinuria/hematuria lymophcytopenia  and elevation of serum anti-dsDNA antibody 2)decease in hemoglobin value. Increase in c. reactive protein,increase IGG value as increasing in immunity as a sign of the disease and  also abnormal liver enzymes . She was administered by diet therapy without changing the drug doses  Her clinical and laboratory signs improved, , performed 4 months after the initial investigation,. At present, 4  months after the start of the administration of this therapy, she had great decrease of SLE signs and symptoms without therapy-related clinical toxicity. In lupus nephritis patients.


Laboratory findings?
o Laboratory values: Blood values
All lab values of a patient are surveyed by the same laboratory using the same methods.
1-Liver function
2-Double standred DNA
3-C-reactive protein
4-Total protein in urine
5-IGG
6-Lymphocytes
7-Platelet counts
8-Hemoglobin value

Results>
	Lab value




	alt
	ast
	igg
	hemoglobin
	lymphocytes
	t.p.u
	c.reactive protein
	D.s.D.N.A

	before
	47
	56
	2445
	8.5
	2735
	1.2/3000ml/24
	2.4
	324

	after
	35
	34
	1678
	11.6
	3468
	0.46/3000ml/24
	.9
	58





Discussion*


Inflammation, the immune response of body tissues to injury or infection, is an important component of innate immunity. The inflammatory process involves a complex biological cascade of molecular and cellular signals that alter physiological responses, ultimately resulting in the familiar clinical symptoms of pain, swelling, heat, and redness(Libby.,et..a;2007)
in addition to specific dietary factors, achieving and/or maintaining a healthy body weight is critical in the prevention of chronic inflammatory diseases. For instance, elevated CRP levels have been linked to obesity, and weight loss has been shown to decrease CRP levels(Dietrich.,et..al2005)
 it is known that adipose tissue secretes several inflammatory factors (known as adipocytokines or adipokines) and that obesity is associated with macrophage infiltration in adipose tissue(Sbarbati.,et..al2006)
In general, epidemiological studies have found that diets high in saturated fat and trans fat are pro-inflammatory in nature (Basu.,et..al2007)
A Mediterranean diet emphasizes olive oil, fruit and vegetables, nuts, beans, fish, whole grains, and moderate consumption of alcohol. Several of these foods are important sources of essential fatty acids that are involved in inflammatory processes. Higher intakes of the omega-3 fatty acids (i.e., α-linolenic acid (ALA), eicosapentaenoic acid (EPA), and docosahexaenoic acid (DHA)) have been generally associated with decreased biomarkers of inflammation(Giugliano .,et..al2006)

ich dietary sources of ALA include flaxseeds and their oil, walnuts and their oil, and canola oil. EPA and DHA are found in oily fish and fish oils (see the article on Essential Fatty Acids). The ratio of omega-6 to omega-3 fatty acids in the typical Western diet is about 15-20:1, yet it is estimated that humans evolved on a diet with an omega-6 to omega-3 fatty acid ratio of about 1:1(Simopoulos.,et..al2009)

Low cholesterol diets may also reduce inflammation in the body. One study found that a high cholesterol diet (4 eggs/day for four weeks) increased levels of CRP and serum amyloid A (SAA), two inflammatory markers, in lean (BMI <27.5 kg/m2) subjects who were insulin-sensitive but not in lean subjects who were insulin-resistant or in obese (BMI >27.5 kg/m2) individuals; individuals in these two latter groups had elevated baseline levels of CRP
(Tannock.,et..al2005)
We propose that a low level of fat intake (and high carbo-
hydrate) may compromise immune functions by modulating
production of inflammatory cytokines, chemokines and cell-
adhesion molecules, whereas a higher fat diet may overcome
some of the adverse effects of exercise on the immune system
in untrained individuals, as has previously been shown for
athletes This study examined the effect of dietary fat
intake on the levels of the primary inflammatory mediators of
the immune system, specifically cytokines (IL-1
, IL-6,TNF, and IL-2), a chemokine (IL-8), adhesion molecules
(soluble intercellular adhesion molecule (sICAM)-1, and solu-
ble vascular cell adhesion molecule (sVCAM)-1), and lipid
mediators (PG) E, and leukotriene (LT) B in response to
maximal exercise in sedentary male and female subjects
(Venkatraman.,et..al1998)

Lipids are important because they provide polyunsaturated fat to the tissues so that lymphocytes can exert their functions properly. Restriction of saturated fat and increase in the intake of unsaturated fat are recommended, because of the important role of unsaturated fat in the immune system and its response to cancer and infectious diseases(Maki., et..a;1992)
The eicosapentaenoic (EPA) and docosahexaenoic (DHA) unsaturated fatty acids inhibit the enzyme lipoxygenase, reducing the production of inflammatory eicosanoids derived from the arachidonic acid. The DHA has a significant inhibitory action on the nuclear factor κB (NF-κB) and TNF-α, being even more potent than EPA(Pestka.,et..al2010)
n addition, DHA significantly reduces the serum levels of anti-dsDNA, regulates IgG renal deposits in NZB/NZW mice, and reduces IL-18. Halade GV et al have reported a significant increase in the life span of NZB/NZW mice with the DHA and EPA supplementation.( Halade.,et..al2010)
An adequate consumption of calcium is extremely important in SLE, particularly in patients with a reduction in bone mineral density either associated or not with corticotherapy and regardless of disease duration The risk of osteoporosis is greater due to disease activity, vitamin D deficiency, non-exposure to sunlight, and early menopause caused by cytotoxic agents(Schmajuk.,et..al2010)
The higher plasma levels of homocysteine might be associated with atherosclerosis in SLE, which reinforces the need for a higher consumption of vitamins B6 and B12 (in addition to folate), which are important cofactors in its metabolism and promote a reduction in homocysteine levels. In addition, those vitamins also influence the serum levels of some inflammatory markers, such as cytokines and C-reactive protein (
Studies with mice have suggested that vitamin C reduces IgG and anti-dsDNA levels and that its insufficient consumption can maintain oxidative stress and induce inflammation in the active phase of disease.
According to the study by Minami et al., carried out with 279 patients with SLE, vitamin C consumption is inversely associated with the risk of SLE inflammatory activity. The antioxidant properties of that vitamin modulate the immune functions and release of inflammatory mediators
(Minami.,et..al2011
The combination of fish oil and vitamin E has an impact on several SLE mediators. Mice fed with fish oil and 75 IU of vitamin E showed a reduction in inflammatory cytokines, PGE2, leukotriene B4, and thromboxane B2, to which a reduction in the following factors was added with the increase in vitamin E offer to 500 IU: IL-6; IL-10; IL-12; and TNF-α.( Chou.,et..al;2010)
dequate intake of dietary fibers is recommended, because it lowers post-prandial glycemia and lipids, yielding lowenergy- density nutrients. In addition, dietary fibers improve intestinal constipation, promoting satiety due to the longer chewing time.
Epidemiological studies have reported that fibers protect against cardiovascular diseases.
(Pereira .,et..al2004)
Some studies have suggested that iron can cause cell damages and that the use of chelating agents has shown benefits in experimental models for autoimmune diseases. More severe renal lesions were more prevalent in mice being supplemented with iron as compared with controls; however, animals with mineral deficiency developed more severe clinical signs of the disease. That study has suggested that a dietary restriction would reduce mortality in those models
(Schmajuk.,et,,al2010)
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