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Systemic Lupus Erythmatosus (SLE) is a multisystem multifac-
torial autoimmune disease with excessive immune cell cytokine 
production and concomitant increases in autoreactive autoan-
tibodies [1,2]. Sunlight UV exposure [3] and systemic viral load, 
especially Epstein Barr Virus EBV [4-6] and Human Endogenous 
Retrovirus HERV [5-7], each progressively and negatively influen-
ce the aberrant cytokine populations exacerbating the heightened 
autoimmunity.

Abstract
SLE is a multisystem multifactorial autoimmune disease with excessive immune cell cytokine production and concomitant 

increases in autoreactive autoantibodies. Aberrant cytokine production exists alongside immortal activated T and B cells which 
is an exacerbation of pre-existing heightened autoimmunity. Dietary support including well known immune-modulating essential 
vitamins can be harmful to the SLE patient in excess and must be given in low doses and paired with other supportive agents including 
antioxidiants, anti-virals, and methyl donors.
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Introduction 

Activated immune T and B cells with immortality:

The underlying driver of disease and pathogenic progression 
in SLE is a pro-inflammatory cytokine storm of IL-2, IL-4, IL-6, IL-
10, IL-12, IL-17, as well as IFN and TNF from activated immune 
cells including dendritic and monocyte antigen-presenting cells, 
activated T-helper cells of both Th1 and Th2 subsets along with 
autoimmune Th17 subset, and activated antibody-producing B-ce-
lls [2]. The presence of excess pro-inflammatory cytokines up-re-
gulates expression of the pro-inflammatory transcription factor 
NFkB for further dumping of more pro-inflammatory cytokines 
continuing to activate T-cell and B-cell populations [2] as well as 
create an optimal environment for viral persistence [9]. Excess 
IFNy has been demonstrated in the development of SLE [10] and 
SLE progression is dependent on CD4+ T-helper cells [11]. There 
is an immortality of activated T-cells found in SLE patients corre-
lated with a mutation in the apoptosis-inducing Fas gene allowing 

Immune system aberrant production of cytokines

unwarranted survival [12] and an abnormal population of T-cells 
displaying apoptosis marker B220 who have escaped the Fas-me-
diated T-cell activation-induced cell death (AICD) [1,13,14]. In ad-
dition to the cytokine storm and non-dying activated T-cells, the 
SLE scenario is compounded by similar mechanisms of aberrant 
activity and aberrant cell death in the antibody-producing B-cell 
population. SLE hyperactive B-cells display polyclonal activation 
upon antigen-presentation where increases are seen from both 
non-autoreactive (conventional) and autoreactive B-cells genera-
ting hyperimmunoglobulinemia, “These results demonstrate for 
the first time that systemic autoimmunity arises from polyclonal 
B cell activation rather than the preferential stimulation of auto-
reactive lymphocytes” and “not from specific stimulation of auto-
reactive clones” [15]. They also display extended lifespans through 
up-regulation of the anti-apoptotic bcl2 gene from the TNF family 
[16].

T-Helper cells – Th1 and Th2 cytokines

There are 3 primary subsets of CD4+ T-helper cells: Th1, Th2, 
and Th17. The primary Th1 cytokines are IL-2, TNF, and IFN-gam-
ma; these are mostly involved in intracellular infections and ma-
crophage activation which leads to an up-regulation of pro-inflam-
matory transcription factor NFkB. The Th2 cytokines are IL-4, IL-6, 
and IL-10; these are primarily involved in B-cell activation and its 
release of antibodies. During excess inflammation and increased 
T-cell responses the Th1 and Th17 become prominent and corre-
late to autoimmunity.
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Interestingly, the Th1 and Th2 subsets act in an autocrine man-
ner to sustain their cytokine secretion while inhibiting the oppo-
site’s cytokine production. For example, an immune reaction with 
Th1 response would promote the Th1 cytokines IL-1, IFN, and TNF 
and while in the focal microenvironment would then simultane-
ously suppress the secretion of Th2 cytokines IL-4, IL-6, IL-10. The 
presence of Th17 subset is a pro-inflammatory release of IL-6 and 
IL-17, where especially the IL-17 induces a concomitant decrease 
and down regulation of the Treg importantly involved in periphe-
ral self-tolerance and prevention of autoimmunity. SLE-suscepti-
ble mice with elevated Th17 demonstrated low Treg and increased 
ANA alongside accelerated ANA immune complex mediated glo-
merulonephritis.

Th1 cytokines IL-1, IFN, TNF

Th2 cytokines IL-4, IL-6, IL-10

Th17 cytokines IL-6, IL-17

SLE is commonly recognized with a Th2 dominance leading 
to B-cell activation and antibody immune complexes which cause 
tissue damage and risk of end organ failure [2]. The primary Th2 
dominance presents with hyperactivity of the B-cells producing 
not only autoreactive autoantibodies but excess conventional an-
tibodies with an overall increased total B-cell generated antibody 
response; this is an exaggerated antibody and autoantibody as well 
as largely anticipated generation of subsequent immune comple-
xes, all to a regular antigen stimulus [15]. The necrotic cell damage 
spillover then further exacerbates the immunoglobulin (Ig) an-
ti-DNA nuclear antibodies (ANA) [2] with the feed forward cycle of 
more autoreactivity. SLE sun-exposed skin causes apoptotic bodies 
with nuclear spillover and promotion of IgG/ANA [17] as well as 
dermal/glomerular immune complex tissue damage and nuclear 
spillover (18). High levels of IFNy are associated with Ig shifts from 
less pathogenic IgG1 to severely pathogenic IgG2a with attack on 
chromatin as well as both single and double stranded DNA; lowe-
ring of IFN was successful in reversing the IgG shift however the 
hypergammaimmunoglobulinemia remained with significant im-
provements in fatality and glomerulonephritis [10].

Concomitantly, there is also an overexpression of Th1 cytoki-
nes; a source of controversy and dilemma for whether SLE is truly 
a Th2 dominance or mixed Th1/Th2. The autoimmune presentati-
on is then an interlude of Th1 release of IFN, which relates to viral 
titres such as EBV and co-stimulated HERV transactivation and its 
superantigen. Both EBV and HERV are correlated with hypome-
thylation and up-regulated NFkB. High viral titres stimulate NK 
cells and Th1 response for release of antiviral IFN-y [19]. Vazquez 

Cytokines and viral load

explains systemic hypomethylation from deficient nutritional me-
thyl donors such as Betaine,

B9 recommended as Folinic acid, B12, and SAMe decrease the 
healthy cell’s ability to gene silence, the role of methylation. In addi-
tion, overexpression of NFkB from inflammation serves as another 
advantage to viral replication mechanisms [9]. During EBV chronic 
infection the IFN gamma acts to stimulate the indoleamine-2,3-dio-
xygenase which degrades tryptophan into kyneurenine; worsened 
symptom presentation correlates with more severe tryptophan 
IFN-induced catabolism [20]. In addition, the EBV latent membra-
ne proteins displayed on host B-cells causes transactivation of the 
(HERV) and concomitantly releases superantigen which activates 
T-cells. The same group also found the superantigen is also genera-
ted even earlier than EBV established latency and occurs when EBV 
binds to resting B-cells by inducing the HERV gene [8].

Therefore, SLE is a complex immune cell imbalance with Th2 cy-
tokines activating antibody producing B-cells both excess conven-
tional and autoreactive, simultaneously a myriad of Th1-cytokine 
overexpression most likely from chronic viral and other superanti-
gens; each in a feed forward cycle.

Limited Vitamin D, Zinc, and Selenium

Dietary intervention needs to address vitamins/minerals for 
proper enzyme physiological functions especially for immune cell 
and antioxidant in addition to their cofactor roles, but without ex-
cess or over stimulation of the immune system. Several vitamins 
play important roles in immuno-modulation but can be harmful 
for the SLE overactive humoral and adaptive immune responses in 
excess including Vitamin D, Zinc, and Selenium.

Dietary support to address aberrant cytokines

Vitamin D is a positive immunomodulator able to increase 
the IL-10 and quiet down Th2 dominance [21]; however excess 
and pro-inflammatory levels of IL-10 have been observed in SLE; 
autoantibody attack and end organ disease were halted with an-
ti-IL-10 [2]. Additionally, animal models that supplemented with 
Vitamin D presented with kidney damage markers [22] and 
1,25(OH) Vitamin D autoantibodies have been detected confirming 
the widespread inconsistent display of mixed autoantibodies [23]. 
Vitamin D deficiency is common in SLE due to mandatory sun avoi-
dance and use of sunscreen [21], however Vitamin D has success-
fully been used up to 4000 iu daily for 12 weeks with positive effect 
on lowering IFN [24].

Zinc in excess was found to be an aggravating substance in SLE 
population [25]. The ZIP8 Zinc transporter is highly expressed on 
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human T cells and upon Zinc supplementation enhanced T-cell ac-
tivation and excess expression increases INFy where mild increa-
sed cytoplasmic Zinc allowed binding to the IFNy promoter and 
synthesis [26]. This is important for fighting infections requiring 
IFNy but also a concern for over-producers.

Selenium is an essential trace element and involved in Glutathi-
one and thyroid function [27], and deficiency has been correlated 
to autoimmune diseases with several reported successful Sele-
nium interventions [28]. Selenium has also been used successfully 
in the HIV population with CD4 T-cell recovery and viral suppressi-
on [29,30]; however the HIV population demonstrated low CD4 ac-
tivity and needs the stimulation whereas the opposite occurs for 
SLE and over stimulation could aggravate the already overactive 
T-cell subsets.

Anti-viral and Hypomethylation support

As importantly is the integration of natural anti-virals such as 
non-blood pressure low dose Glycyrrhiza glabra Licorice [9,28,31] 
and anti-replication methyl donors to dampen the Th1 dominant 
cytokine excesses especially modulating IFN. Anti-viral anti-repli-
cation methyl donors such as Betaine, B9 recommended as Folinic 
acid, B12, and SAMe should be incorporated to ensure anti-repli-
cation of EBV and non-allowance of HERV transactivation. This 
requires modulation at the Methionine cycle for regeneration of 
SAMe from Homocysteine recycling and concomitant regenera-
tion of methyl-folate and cofactor methyl-cobalamin, as well as 
N-Acetyl-Cysteine (NAC) and B6 intake further supporting Homo-
cysteine metabolism via Transfulfuration cycle and synthesis of 
potent intrinsic antioxidant Glutathione [9,27]. Certain herbs can 
be chosen for their inhibitory effect on NFkB such as Boswellia, 
Curcumin, Green Tea Catechins, Resveratrol, and Alpha Lipoic Acid 
[9]. Additionally, the latter ALA has been shown to have a positive 
impact on autoimmunity by decreasing the autoimmune Th17 po-
pulation [32,33].

As described with the contradictory supplementation of Vita-
min D, Zinc, and Selenium for their important roles in immunomo-
dulation but potentially harmful; the need for healthy levels of IFN, 
even though it’s in excess, needs to not be dropped to levels where 
its protective infection-fighting role is lost. Homeostatic levels of 
IFN are needed for efficient viral and intracellular infections but 
chronic excess overproduction of IFN must also be addressed to 
dampen the pro-inflammatory cycle known to occur in SLE. The 
other Th1 cytokine IL-2 is necessary since IL-2 acts early in the 
immune cell initiation phase and plays an important role in T-ce-
ll apoptosis, another vitally lost function in SLE T-cell subsets [9]. 
Th1 IL-2 cytokine is deficient in SLE [1] and may be related to 

the abnormal subset of T-cells that have escaped the Fas-induced 
apoptosis, known as CD4-8-(DN) B220+ alpha beta+ T cells with 
low cytokine production [11] and poor clearance [14]. The compli-
mentary use of empty stomach ingestion of proteolytic enzymes for 
addressing the cytokine protein excess and immune complexes wo-
uld be highly recommended for assisting clearance of these unwe-
lcomed excesses [34].

SLE is a complex immune cell imbalance with Th2 cytokines ac-
tivating antibody producing B-cells both excess conventional and 
autoreactive, simultaneously a myriad of Th1-cytokine overex-
pression most likely from chronic viral and other superantigens; 
each in a feed forward cycle. Dietary interventions should include 
multi-vitamins not excluding Vitamin D, Zinc, and Selenium but 
should be followed without excessive intake and be a combination 
of whole food sources and supplementation. The regime needs to 
additionally include Anhydrous Betaine (TMG), licorice, ALA, NAC, 
Resveratrol, antioxidants Boswellia/Curcumin, and Wobenzym 
proteolytic enzymes. Whole food sources can include all produ-
ce including smoothies, lots of leafy greens, low carb-ketogenic/
Mediterranean [35], as well as lifestyle changes including exercise 
[36], sleep [37], and meditation [38] for their synergistic roles in 
down-regulating NFkB and up-regulating anti-inflammatory gene 
expression.

Conclusion

Bibliography

1.	 Wu J., et al. “Fas ligand mutation in a patient with systemic lu-
pus erythematosus and lymphoproliferative disease”. Journal 
of Clinical Investigation 98.5 (1996): 1107-1113.

2.	 Lourenço EV and La Cava A. “Cytokines in systemic lupus ery-
thematosus”. Current Molecular Medicine 9.3 (2009): 242-254.

3.	 Barbhaiya M and Costenbader KH. “Ultraviolet radiation and 
systemic lupus erythematosus”. Lupus 23.3 (2014): 588-595. 

4.	 Esposito S., et al. “Infections and systemic lupus erythemato-
sus”. European Journal of Clinical Microbiology and Infectious 
Diseases 33 (2014): 1467.

5.	 Nelson P., et al. “Viruses as potential pathogenic agents in sys-
temic lupus erythematosus”. Lupus 23.6 (2014): 596-605.

6.	 Dreyfus DH. “Autoimmune disease: A role for new anti-viral 
therapies?” Autoimmunity Review 11.2 (2011): 88-97.

7.	 Nakkontod J., et al. “DNA methylation of human endogenous 
retrovirus in systemic lupus erythematosus”. Journal of Hu-
man Genetics 58 (2013): 241–249.

Citation: Jennifer Gantzer. “Dietary Support for Lupus Cytokine and Viral Underlying Inflammation". Acta Scientific Microbiology 2.4 (2019): 113-117.

https://www.ncbi.nlm.nih.gov/pubmed/8787672
https://www.ncbi.nlm.nih.gov/pubmed/8787672
https://www.ncbi.nlm.nih.gov/pubmed/8787672
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3589140/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3589140/
https://journals.sagepub.com/doi/abs/10.1177/0961203314530488?journalCode=lupa
https://journals.sagepub.com/doi/abs/10.1177/0961203314530488?journalCode=lupa
https://www.ncbi.nlm.nih.gov/pubmed/24715155
https://www.ncbi.nlm.nih.gov/pubmed/24715155
https://www.ncbi.nlm.nih.gov/pubmed/24715155
https://www.ncbi.nlm.nih.gov/pubmed/24763543
https://www.ncbi.nlm.nih.gov/pubmed/24763543
https://www.ncbi.nlm.nih.gov/pubmed/21871974
https://www.ncbi.nlm.nih.gov/pubmed/21871974
https://www.ncbi.nlm.nih.gov/pubmed/23466822
https://www.ncbi.nlm.nih.gov/pubmed/23466822
https://www.ncbi.nlm.nih.gov/pubmed/23466822


Dietary Support for Lupus Cytokine and Viral Underlying Inflammation

116

8.	 Hsiao FC., et al. “Cutting edge: Epstein-Barr virus transacti-
vates the HERV-K18 superantigen by docking to the human 
complement receptor 2 (CD21) on primary B cells”. Journal of 
Immunology 177.4 (2006): 2056-2060.

9.	 Vazquez A. “Antiviral Strategies and Immune Nutrition. In-
flammatory mastery series Chapter 6 and Volume 2 of Dys-
biosis in Human Disease”. Porland: Alez Vazquez (2014).

10.	 Balomenos D., et al. “Interferon-gamma is required for lupus-
like disease and lymphoaccumulation in MRL-lpr mice”. Jour-
nal of Clinical Investigation 101.2 (1998): 364-371.

11.	 Koh DR., et al. “Murine lupus in MRL/lpr mice lacking CD4 or 
CD8 T cells”. European Journal of Immunology 25.9 (1995): 
2558-2562.

12.	 Wu J., et al. “FAS mRNA editing in human systemic lupus ery-
thematosus”. 32.11 (2011): 1268-1277.

13.	 Akashi T., et al. “Proliferation of CD3+ B220- single-positive 
normal T cells was suppressed in B-cell-deficient lpr mice”. 
Immunology 93.2 (1998): 238-248.

14.	 Martina MN., et al. “Double negative (DN) αβ T cells: misper-
ception and overdue recognition”. Immunology and Cell Biol-
ogy 93.3 (2014): 305-310.

15.	 Klinman DM and Steinberg AD. “Systemic autoimmune dis-
ease arises from polyclonal B cell activation”. Journal of Experi-
mental Medicine 165.6 (1987): 1755-1760.

16.	 Soderquist R and Eastman A. “BCL2 Inhibitors as Anticancer 
Drugs: A Plethora of Misleading BH3 Mimetics”. Molecular 
Cancer Therapeutics 15 (2016): 2011-2017.

17.	 Barbhaiya M and Costenbader KH. “Ultraviolet radiation and 
systemic lupus erythematosus”. Lupus 23.6 (2014): 588-595.

18.	 Olansky A., et al. “Bullous systemic lupus erythematosus”. 7.4 
(1982).

19.	 Fensterl V and Sen GC. “Interferons and viral infections”. Bio 
factors 35.1 (2009): 14-20. 

20.	 Bellmann-Weiler R., et al. “IFN-gamma mediated pathways in 
patients with fatigue and chronic active Epstein Barr virus-
infection”. Journal of Affective Disorders 108 (2008): 171-176. 

21.	 Watad A., et al. “Vitamin D and Systemic Lupus Erythemato-
sus: Myth or Reality?” Israel Medical Association Journal 18 
(2016): 177-182.

22.	 Vaisberg MW., et al. “Influence of cholecalciferol (vitamin D3) 
on the course of experimental systemic lupus erythematosus 
in F1 (NZBxW) mice”. Journal of Clinical Laboratory Analysis 
14.3 (2000): 91-96.

23.	 Bogaczewicz J., et al. “Prevalence of autoantibodies directed 
against 1,25(OH)2D3 in patients with systemic lupus erythe-
matosus”. Pol Merkur Lekarski 28.164 (2010): 103-107.

24.	 Greco CM., et al. “Updated review of complementary and al-
ternative medicine treatments for systemic lupus erythemato-
sus”. Current Rheumatology Reports 15 (2013): 378.

25.	 Brown AC1. “Lupus erythematosus and nutrition: a review of 
the literature”. Journal of Renal Nutrition 10.4 (2000): 170-183.

26.	 Aydemir TB., et al. “Zinc transporter ZIP8 (SLC39A8) and zinc 
influence IFN-gamma expression in activated human T cells”. 
Journal of Leukocyte Biology 86.2 (2009): 337-348.

27.	 Gropper SS and Smith JL. Water-soluble vitamins. Advanced 
Nutrition and Human Metabolism. 6th ed. Wadsworth: Cen-
gage Learning (2013).

28.	 Sahebari M., et al. “Selenium and Autoimmune Diseases: A Re-
view Article”. Current Rheumatology Reports (2018).

29.	 Kamwesiga J., et al. “Effect of selenium supplementation on 
CD4 T-cell recovery, viral suppression, morbidity and quality 
of life of HIV-infected patients in Rwanda: study protocol for a 
randomized controlled trial”. Trials 12 (2011): 192.

30.	 Hoffmann FW., et al. “Dietary selenium modulates activation 
and differentiation of CD4+ T cells in mice through a mecha-
nism involving cellular free thiols”. Journal of Nutrition 140.6 
(2010): 1155-1161.

31.	 Wang L., et al. “The antiviral and antimicrobial activities of lico-
rice, a widely-used Chinese herb”. Acta Pharmaceutica Sinica B 
5.4 (2015): 310-315.

32.	 Vojdani A., et al. “The Role of Th17 in Neuroimmune Disorders: 
Target for CAM Therapy. Part II”. Evid Based Complement Alter-
nate Medicine (2011): 984965. 

33.	 Wang KC., et al. “α-Lipoic acid enhances endogenous peroxi-
some-proliferator-activated receptor-γ to ameliorate experi-
mental autoimmune encephalomyelitis in mice”. Clinical Sci-
ence (Lond). 125.7 (2013): 329-340.

34.	 Collins J. “Townsend Letter. Clinical Efficacy of Systemic En-
zyme Support”. The Examiner of Alternative. 

Citation: Jennifer Gantzer. “Dietary Support for Lupus Cytokine and Viral Underlying Inflammation". Acta Scientific Microbiology 2.4 (2019): 113-117.

https://www.ncbi.nlm.nih.gov/pubmed/16887963
https://www.ncbi.nlm.nih.gov/pubmed/16887963
https://www.ncbi.nlm.nih.gov/pubmed/16887963
https://www.ncbi.nlm.nih.gov/pubmed/16887963
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC508575/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC508575/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC508575/
https://www.ncbi.nlm.nih.gov/pubmed/7589126
https://www.ncbi.nlm.nih.gov/pubmed/7589126
https://www.ncbi.nlm.nih.gov/pubmed/7589126
https://www.ncbi.nlm.nih.gov/pubmed/21793106
https://www.ncbi.nlm.nih.gov/pubmed/21793106
https://www.ncbi.nlm.nih.gov/pubmed/9616374
https://www.ncbi.nlm.nih.gov/pubmed/9616374
https://www.ncbi.nlm.nih.gov/pubmed/9616374
https://www.ncbi.nlm.nih.gov/pubmed/25420721
https://www.ncbi.nlm.nih.gov/pubmed/25420721
https://www.ncbi.nlm.nih.gov/pubmed/25420721
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2188353/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2188353/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2188353/
https://www.ncbi.nlm.nih.gov/pubmed/27535975
https://www.ncbi.nlm.nih.gov/pubmed/27535975
https://www.ncbi.nlm.nih.gov/pubmed/27535975
https://www.ncbi.nlm.nih.gov/pubmed/24763542
https://www.ncbi.nlm.nih.gov/pubmed/24763542
https://www.ncbi.nlm.nih.gov/pubmed/19319841
https://www.ncbi.nlm.nih.gov/pubmed/19319841
https://www.ncbi.nlm.nih.gov/pubmed/17945348
https://www.ncbi.nlm.nih.gov/pubmed/17945348
https://www.ncbi.nlm.nih.gov/pubmed/17945348
https://www.ncbi.nlm.nih.gov/pubmed/27228639
https://www.ncbi.nlm.nih.gov/pubmed/27228639
https://www.ncbi.nlm.nih.gov/pubmed/27228639
https://www.ncbi.nlm.nih.gov/pubmed/10797606
https://www.ncbi.nlm.nih.gov/pubmed/10797606
https://www.ncbi.nlm.nih.gov/pubmed/10797606
https://www.ncbi.nlm.nih.gov/pubmed/10797606
https://www.ncbi.nlm.nih.gov/pubmed/20369736
https://www.ncbi.nlm.nih.gov/pubmed/20369736
https://www.ncbi.nlm.nih.gov/pubmed/20369736
https://www.ncbi.nlm.nih.gov/pubmed/24078104
https://www.ncbi.nlm.nih.gov/pubmed/24078104
https://www.ncbi.nlm.nih.gov/pubmed/24078104
https://www.ncbi.nlm.nih.gov/pubmed/11070144
https://www.ncbi.nlm.nih.gov/pubmed/11070144
https://www.ncbi.nlm.nih.gov/pubmed/19401385
https://www.ncbi.nlm.nih.gov/pubmed/19401385
https://www.ncbi.nlm.nih.gov/pubmed/19401385
https://www.ncbi.nlm.nih.gov/pubmed/30324883
https://www.ncbi.nlm.nih.gov/pubmed/30324883
https://www.ncbi.nlm.nih.gov/pubmed/21838913
https://www.ncbi.nlm.nih.gov/pubmed/21838913
https://www.ncbi.nlm.nih.gov/pubmed/21838913
https://www.ncbi.nlm.nih.gov/pubmed/21838913
https://www.ncbi.nlm.nih.gov/pubmed/20375261
https://www.ncbi.nlm.nih.gov/pubmed/20375261
https://www.ncbi.nlm.nih.gov/pubmed/20375261
https://www.ncbi.nlm.nih.gov/pubmed/20375261
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4629407/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4629407/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4629407/
https://www.ncbi.nlm.nih.gov/pubmed/19622601
https://www.ncbi.nlm.nih.gov/pubmed/19622601
https://www.ncbi.nlm.nih.gov/pubmed/19622601
https://www.ncbi.nlm.nih.gov/pubmed/23550596
https://www.ncbi.nlm.nih.gov/pubmed/23550596
https://www.ncbi.nlm.nih.gov/pubmed/23550596
https://www.ncbi.nlm.nih.gov/pubmed/23550596


Dietary Support for Lupus Cytokine and Viral Underlying Inflammation

117

35.	 Perez-Guisado J and Munoz-Serrano A. “The Effect of the Span-
ish Ketogenic Mediterranean Diet on Nonalcoholic Fatty Liver 
Disease: A Pilot Study”. Journal of Medicinal Food 14 (2011).

36.	 Sleiman SF., et al. “Exercise promotes the expression of brain 
derived neurotrophic factor (BDNF) through the action of the 
ketone body β-hydroxybutyrate”. Elife 5 (2016): e15092. 

37.	 Mullington JM., et al. “Sleep loss and inflammation”. Best Prac-
tice and Research: Clinical Endocrinology and Metabolism 24.5 
(2010): 775-784.

38.	 Tara Brach. RAIN: Recognize, Allow, Investigate. Nurture. 
Tarabrach. 

Volume 2 Issue 4 April 2019
© All rights are reserved by Jennifer Gantzer.

Citation: Jennifer Gantzer. “Dietary Support for Lupus Cytokine and Viral Underlying Inflammation". Acta Scientific Microbiology 2.4 (2019): 113-117.

https://www.ncbi.nlm.nih.gov/pubmed/21688989
https://www.ncbi.nlm.nih.gov/pubmed/21688989
https://www.ncbi.nlm.nih.gov/pubmed/21688989
https://www.ncbi.nlm.nih.gov/pubmed/27253067
https://www.ncbi.nlm.nih.gov/pubmed/27253067
https://www.ncbi.nlm.nih.gov/pubmed/27253067
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3548567/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3548567/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3548567/
https://www.tarabrach.com/rain/
https://www.tarabrach.com/rain/

	_GoBack

