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Abstract

We analyzed a single case of a patient with active Systemic Lupus Erythematosus (SLE), transplanted with 
Intestinal Microbiota (IMT). She had 34 years old, with active SLE with 9 years of evolution. She has lupic 
glomerulonephritis and the last 6 months diarrhea, the she loss weight (28kg) and had desnutrition (BCI 
16). Treated with racecadotrilo and loperamide. A coprologic study showed Blastocystis hominis. She did 
not received treatment for this parasite. An IMT was done 9 months ago, reducing diarrhea and anxiety. 
After a week she was hospitalized because diarrhea, deshydratation. Under care of a nephrologist who 
prescribe Mycophenolic acid, and nothing change. A different nephrologist stops Mycophenolic acid and 
prescribe Azathioprine resulting in improvement when nausea and diarrhea ceased. Next day she was 
eating and recovered 7kg, however, she was anemic (her hemoglobin was 8g/dL) and she was transfused 
with total blood. Weights 15 more kilograms, oscillating between 52 to 55kg and her was asymptomatic. 
55k. She offered testimony of her improvement. https://goo.gl/oHZeUT

Keywords: Intestinal microbiota transplantation; Systemic lupus erythematosous, Lupus and microbiota 

Introduction

After the good response to treatment in a case of Clostridium difficile IMT [1] 
other gastrointestinal diseases, such as Irritable Bowel Syndrome [2-4] other intestinal 
inflammatory condition such as UC and Crohn, showed good results [5-8], other chronic 
conditions such as neurologic, dermatologic, and autoimmune conditions treated with IMT 
had good responses, in Multiple sclerosis [9] Parkinson [10] metabolic syndrome [11], 
Irritable bowel syndrome (IBS) [12] chronic constipation [13] Thrombocytopenic purpura 
[14] and refractory “Pouchitis” [15,16]. 

Clinical Case

A female of 34 y.o. who had a loss weight of 28kg since the last year, with diarrhea, 
disseminated arthralgias, anxiety, depression, headaches, dysuria, abdominal distention, 
cholic pains, leg edema, eructs, fetid gases expulsed, halitosis, nauseas, polydipsia, 
gastreoesophageal reflux, somnolency and occasional vomits. With normal urine, clinical 
chemistry, and minimum changes in her hematic biometry; presence of untreated Blastocystis 
hominis; and normal colonoscopy; has abnormal immunologic studies.

Her hemolytic Complement activity 50% was 99.56 units CEA.

Reference: 63 -145 normal CEA units. 

Complement C3 fraction: 67.9mg/dl. Normal reference 90 -180mg/dl 

Complement C4 fraction: 17.4mg/dl. Normal reference 10-40mg/dl 

Antinuclear Antibodies positive, dilution: 1:160*.

Reference: Negative.
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Ac anti-SSA: 4.0. U*

Reference: <0.84 Ratio

Ac anti-SSB: 2.6U/mL

Reference: <15U/mL

Ac anti-SM: 28.8U/mL*

Reference: < 15U/mL

In addition, she has allergy to chocolate, had ureteral dilatation. 
Never was pregnant, has systemic hypertension, and smoked 10 
cigarettes/day between 17 to 29 years old.

Her diagnostics are:

Systemic Lupus Erythematosus, active, since the last 9 years.

Lupus glomerulonephritis for 9 months.

Chronic Diarrhea for 1 year. 1chronic since 1year.

Denutrition for 7 months (BCI: 16).

Anxiety.

Skin: was tattooed.

Medical Treatment

Mycophenolic acid, comprimides (500mg) 1 x 3. Pentoxifylline, 
dragees (400mg) 1 x 1. Pioglitazone, Tablets (15mg) 1 x 1. 
Bumetanide, Tablets (1mg) 1 x 1. Deflazacort, Tablets (6mg) 
½, daily. Metoxi-polietilenglicol epoetina beta, (200mcg 0.3ml 
injectable solution, precharged syringe) Monthly. SC. Febuxostat, 
Tablets (80mg) 1 x 1., comprimids (600mg) 1 x 1. Ezetimibe and 
simvastatin, comprimids (10/20) 1 x 1. Losartan, tablets, (50mg) 1 
x 2. Pantoprazole, tablets (40mg) 1 x 1. Aminoacid-alfacetoanalogs, 
comprimids, 6 daily. Racecadotrile, capsuls (100mg) 1 x 1. 
Nifuroxazida, Cápsules (400mg) 1 x 2; severe diarrhea: Neomycin 
+ kaolin + pectina, Tablets. 1 x 3. 

Bacillus Clausii, ampoules (5ml) 3 ampoules /day. Loperamide 
Clorhydrate Tablets (2mg) 1 x 1. Bifidobacterium Lactis; 
carbohydrates; greases, Lactobacillus Acidophilus; Lactobacillus 
Casei, variety rhamnosus; minerals; proteins; vitamins. 1 x 1. 
Diosmectite, envelopes (3G) occasionally. Pancreatin. Dimeticone, 
dragees. 1 x 3. Amylase + lipase + protease, capsules (300mg) 1 x 3. 
Alverine-simeticone, capsules (60/300mg) 1 x 3. Norphenylephrine 
Clorhydrate, drops. In case of severe arterial hypertension.

Height 1.70; pulse 89X´; breaths 18x´; A.T. 120/75; Weight 46k.; 
BCI: 16.

She had intestinal microbiota transplant (IMT) through 
colonoscopy, leaving 500g. In ascending colon 200g, in transverse 
colon, another 100g and 200g more in descending colon. 
Incidents: none. Post transplant evolution was good, her chronic 
diarrhea ceased. She received Racecadotril, capsules (100mg) and 
Loperamyde clorhydrate tablets (2mg) (1 x 1, until liquid diarrhea 
stoped). She was asymptomatic for a week. However, she was re-
hospitalized because a transient diarrhea to prevent dehydration. 

Discussion

Systemic Lupus Erithematosous (SLE), is a complex autoimmune 
disease because the normal tolerance to our own tissues is lost, 
therefore an inflammatory condition exists, nuclear antigens 
react with abnormal antibodies forming immune complexes 
and these immune complexes (IC) deposits on many organs and 
inflammation mediated by IC deposition cause dysfunction in many 
important organs. Although there are many studies the intímate 
cause of autoimmunity remains poorly understood. At present it 
is known that certain genes are associated with this disease, but 
autoimmunity is the cause of SLE. Also, it has been considered 
a possible that autoimmunity was present in SLE and other 
autoimmune diseases, could be associated to changes in intestinal 
microbiota. 

There are new knowledge suggesting that symbiotic bacteria 
could modulates the SLE and autoimmunity in general. It is 
possible that intestinal microbiota could be an important role as 
environmental factor in human health. Not only in autoimmunity, 
the concept has been extended to other metabolic, inflammatory, 
and other chronic diseases. The interaction between intestinal 
microbiota and unknown genes could be an important factor to 
etiopathogenesis of many diseases with perturbed responses 
to intestinal microbiota, the present case suggest the important 
role of intestinal microbiota interacted with genes to be part of a 
complex disease, such metabolic, neurologic, immunologic diseases 
and although it is not possible to demonstrate a cause, the evidence 
of changes in the interaction of microbiota and unknown human 
genes could be responsible of a variety of human health problems 
[17].

 Hevia & cols [18] realized a transversal study to determine if 
dysbiosis intestinal is associated to SLE. They study SLE without 
active disease in clinical terms to determine if intestinal dysbiosis 
intestinal is associated to SLE in patients without active SLE. 
They studied 20 patients with inactive SLE, with strict criteria for 
inclusion/exclusion using an optimized protocol of Ion Torrent 
16S rRNA to descifrated fecal microbiota pattern in these 20 
patients, and compared with 20 normal subjects, healthy, with 
the same SLE subjects to look after fecal profiles of both groups. 
They discover that diversity is comparable using the Shannon 
index (measures specific biodiversity). They found a relationship 
between Firmicutes/Bacteroides significative low in people with 
SLE (mean proportion 1.97) in healthy subjects (median relation of 
4.86; p <0,002). This dysbiosis was reflecting, in base to functional 
inference in silico, overrepresenting oxidative phosphorylation and 
the utilization of glycans in the microbiota of SLE patients. 

Other authors [19] search the effects of genetic in the host, sex, 
age and intervention and dietetic in the intestinal microbiome in 
a murine lupus model. In young females propensity to SLE was 
similar to the same fertile women. They found increased risk for 
lupus and less presence of lactobacilli with higher increase in 
Lachnospiraceae and a general diversity, comparing with general 
diversity, and in comparison, with healthy controls with the same 
age. The predicted metagenomic profile for mouse propense to SLE 
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was diverse in general, comparing with healthy control of same age. 
The predicted metagenomic profile in mice propended to lupus 
shown a significative enrichment of healthy controls of same age. 
The predicted metagenomic profile in mice propense to SLE shows 
a significative enrichment of ways related to bacterial motility and 
sporulation. The retinoic acid restored population predicted in 
mouse with lupus propensity shown significative enrichment in the 
way related to bacterial motility with sporulation. 

Retinoic acid restored lactobacillis who negatively in mice 
propense to lupus and this correlated with improved symptoms. 
The intestinal microbiota of mice propense to lupus was different 
among sex, an shows an overrepresented Lachnospiraceae in 
females with early initiation was different among sex and had an 
overrepresentation of Lachnospiraceae in mice propense to lupus 
was different between sexes females has early initiation and more 
severe symptoms. The clostridiáceas and lacnospiraceae, hosted 
subject who produce butyrate, were more abundant in the gut 
of mice with lupus propensity who host genders who synthetize 
butyrate, these were more abundant in the gut or lupus propense, 
in specific moments and progression. Their results shown a 
dynamic of intestinal microbiota in murine lupus and give evidence 
to suggest lactobacilli and retinoic acid improves inflammation in 
lupus patients.

The principal function of microbiota is the intestine protection 
against colonization for exogenous pathogens and indigenous 
microorganisms potentially damaging through several mechanisms, 
including direct competence for limited nutrients and modulation 
of host immune response. Instead, pathogens developed strategies 
to promote their replication in presence of competitive microbiota. 
The collapse of normal bacterial community increases risks of 
infection by pathogens, excessive growing of pathobionts and 
inflammatory diseases. To comprehend interaction between 
microbiota and pathogens and the host could be with new 
knowledge on the pathogenesis of disease, to prevention and 
treatment intestinal, and systemic problems [20]. 

In the last years, there are studies informing over incidence 
of SLE in the United States of America. Some studies said that 
it was an increment by 3. It was formulated and hypothesis of 
augmenting incidence of autoimmune diseases due to considerable 
changes in gut resident bacteria’s (intestinal microbiota), after 
considerable changes in the resident bacterial communities 
(intestinal microbiota), following changes in diet an indiscriminate 
antimicrobial treatment [21,22]. 

López P [23] and collaborators said that the microbiota isolate 
from feces of SLE (SLE-M) promotes activation of lymphocytes 
to differentiation Th 17 lymphocytes CD4+ preferentially of 
normal healthy controls. Enrichment of SLE-M with bacteria’s 
inductors of Treg shown que the admixture of strains of Clostridia 
reduced significatively the equilibrium Th17 / Th1, instead 
the supplementing with Bifidobacterium bifidum prevents 
sobreactivation of CD+, supporting a possible therapeutic benefit 
of probiotics strains Treg-inductor to participate in restoring 
the disequilibrium Treg / Th17 / Th1 present in SLE. All of these 

manifestations of the ingerency of microbiota, above all intestinal 
microbiota in modulation of lupus disease. That is the reason to 
direct our bacteria against this cause and inside, with the final to 
determine this new etiology promotes disease. There are studies 
mentioning the necessity of probiotics to have a principal role of 
disease and determines intestinal dysbiosis, characterized by the 
relationship Firmicutes/Bacteroidetes reduced, in SLE [24-27].

The microbiota, and his effect on the human host is now and 
major interest for humans. It was demonstrated several parameters 
of health and disease associated with variations of intestinal 
microbiome. In recent years, many studies demonstrate the role of 
intestinal microbiota, not only the classic autoimmune, there are 
now: diabetes mellitus type 1, rheumatoid arthritis and multiple 
sclerosis [28]. Despite the disease mechanism involves genetic and 
environmental factors, have been discovered in lupus the affection 
by gut microbiota composition. Recently several studies suggested 
alterations in the microbial intestine could be correlated with 
disease manifestations. At the time the exact functions of symbiotic 
microbial or pathogenic population [29]. 

When the exact role of intestinal role demonstrates the role of 
gut microbiota population, our knowledge of pathogenesis of SLE 
will be, hopefully, oriented how SLE developed and hopefully this 
knowledge allows better treatments, maybe we will have to offer 
best opportunities to developed treatments using biomarkers of 
SLE to offer better treatment and new therapies. This knowledge 
allows us to better understand intestinal microbiome, and 
through diet modification and other therapeutic measures we can 
modify the intestinal microbiome [30,31]. The only cytochime 
with participation in pathogenesis of SLE is the interferon alpha. 
Its secretion is induced by immune complexes had a role in 
this immune complexes disease, through positive regulation of 
several proinflammatory proteins, this is the current explanation, 
denominated “signature” of IFN found in many PBMC in SLE. Also, 
IL-6, IFN and several T cell cytokines such as as IL-17, IL-21and 
IL-2 are dysregulated in SLE and these induced a phenotype 
change in T cells characterized for help to B cells and potent 
secretion of B cells, with proinflammatory cytoquins, and reduced 
induction of supressors T cells and cells death by these active cells. 
This document will have focus on these cytokins and signall the 
cytokins results in the physiopathology mechanism of SLE and the 
therapeutic potential [32]. All of these will be support to explorer 
the IMT, which is the case in this paper.

Conclusion

Although SLE has been attributed to many causes, such as 
subgingival microbiota, which is a complication of this local 
microbiota. Are many times more a consequence of dysbiosis in the 
intestinal microbiota? However, all evidences will be respected and 
studied as explanation, perhaps a partial on this disease [33-35]. 
The intestinal dysbiosis, characterized by a reduction of Firmicutis 
/ Bacteroidetes ratio, has been notified in patients with SLE [36]. 
The dysbiosis of intestinal microbiota have been informed in several 
autoimmune diseases, however, the role of intestinal microbiota 
in SLE is relatively new. This autoimmune prototypic disease, 
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characterized by persistent inflammation in multiple organs, still 
is difficult of explain. We considered that IMT will be explored in 
deep in this disease. 
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