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Abstract

Since the mid-1970s, when membrane modules became available, plasma separation techniques have gained in importance 

especially in the past few years. Systemic autoimmune diseases based on an immune pathogenesis produce autoantibodies 

and circulating immune complexes, which cause inflammation in the tissues of various organs. In most cases, these diseases 

have a poor prognosis without treatment. Therapeutic apheresis (TA) in combination with immunosuppressive therapies 

has led to a steady increase in survival rates over the last 40 years. The different diseases can be treated by various apheresis 

methods such as therapeutic plasma exchange (TPE) with substitution solution, or with online plasma or blood purification 

using adsorption columns, which contain biological or non-biological agents. Here, the authors provide an overview of the 

most important pathogenic aspects indicating that TA can be a supportive therapy in systemic autoimmune diseases such as 

renal disorders. 
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Abbreviations: TA: Therapeutic Apheresis; TPE: 
Therapeutic Plasma Exchange; IA: Immunoadsorption; ACE: 
Angiotensin Converting Enzyme Inhibitors; DFPP: Double 
Filtration Plasma Exchange; IC: Immune Complex; ASFA: 
American Society for Apheresis; AAC: Apheresis Applications 
Committee; ANCA: Anti Neutropil Cytoplasm Antibodies; WG: 
Wegner’s Granulomatosis; MPA: Microscopic Polyangiitis; 
GBM: Glomerular Basement Membrane; GFR: Glomerular 
Filtration Rate; DAH: Diffuse Alveolar Hemorrhage; ESRD: 
End-Stage Renal Disease; EUVAS: European Vasculitis 
Study Group; NS: Nephrotic Syndrome; FSGN: Focal 
Sclerosing Glomerulosclerosis; MCGN: Minimal Change 
Glomerulonephritis; HUS: Hemolytic-Uremic Syndrome; AKI: 
Acute Kidney Injury; TPV: Total Plasma Volume; DSA: Donor 

Specific Alloantibodies; TMA: Thrombotic Microangiopathic.

Introduction

The introduction of hollow fiber modules in TA shows 
a complete separation of the corpuscular components 
from the plasma and due to increased blood flow rate and 
higher efficacy. Furthermore, cell damage-especially to 
thrombocytes-occur less using membranes than centrifuges 
for cell separation [1-3]. There is no advantage that TA using 
centrifuges has shorter treatment times such as TA using 
hollow fibers shown by Hafer C, et al. [4]. More important is 
to keep the blood levels with antibodies, and/or pathogenic 
substances on a very low level over longer time during the 
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treatment. In this situation the substances that should be 
eliminated could invade into the intravascular space and be 
eliminated by the membrane separators.

The conventional TA equipment’s are, however, not 
perfect, because the filtered plasma fractions have discarded. 
Substitution solutions supplemented with human albumin, 
plasma substitutes (e.g., gelatin solutions), or fresh frozen 
plasma are used to replace the discarded fractions [3]. 
Immunoadsorption (IA) or other selective plasma adsorption 
methods are available without the use of a substitution 
solution. The indications of TA are immunological and non-
immunological diseases.

The term of autoimmune or auto-aggression diseases 
which caused by antibodies acting against the body´s own 
tissue. The cause of autoimmune reactions is still generally 
unknown. The spectrum of autoimmune diseases ranges 
from those diseases in which autoimmunization is solely 
responsible for the disease condition (e.g., autoimmune 
hemolytic anemia), to those in which it possibly has a major 
influence on the further course of the disease (e.g., rheumatoid 
arthritis), and those in which the autoimmunization 
phenomena are probably only of diagnostic importance [3]. 
The autoantibodies (auto-ab), which activate immunological 
processes that are self-destructive for the organism, have 
their effects in different ways. 

These autoantibodies can also be directed at leukocytes 
or thrombocytes. If thrombocytes are the target, then 
opsonization and phagocytosis can lead to idiopathic 
thrombocytopenic purpura. In the case of other forms 
of auto aggressive cell and tissue, destruction (e.g., 
glomerulonephritis) complement-dependent direct lytic cell 
destruction also plays a role [3]. Thus differentiation must 
be made between physiological low-titer IgM autoantibodies 
with low affinity and broad specificity and higher-titer, high 
affinity IgG and IgA autoantibodies [5]. 

Autoantibodies are not necessarily primarily auto 
aggressive or destructive. They only lead to inflammatory 
tissue reaction when, through their binding to cells and 
through complement activation, the reaction chain of the 
serum complement system is triggered [3]. Circulating 
antibodies bind the offending antigens and participate in 
several other functions. Together they can trigger tissue 
inflammation ranging from slight vascular irritation 
to necrosis. The serum concentration of the individual 
components varies considerably, so that here the concept of 
the “limiting factor” applies [3].

Autoantibodies can, however, have a serious effect on a 
given organ even without the activation of the complement 
system, namely when either functionally important receptors 

are blocked by antibodies or else important proteins are 
rendered inactive through the union with antibodies, such 
as hormones or enzymes [6]. These principles of receptor 
blockade have used for several years in medicaments such as, 
for example, angiotensin converting enzyme inhibitors (ACE) 
or angiotensin II type receptor blockers [3]. Autoantibodies 
can also block the physiological decomposition of enzymes, 
which results in an extreme disorder of the regulatory 
mechanisms. Thus, for example, membranoproliferative 
glomerulonephritis, type II, is probably due to autoantibody 
formation against an enzyme, which breaks down.

Immune complex (IC) is a physiological process and 
serves to eliminate foreign material, such as bacteria, their 
components and viruses. If such ICs are formed, they are 
removed from the blood by the adhesion of the Fc-fragments 
of the antibodies to the corresponding phagocyte receptors 
in the liver and spleen. Phagocytosis can even be enhanced if 
the ICs activate the complement system (immune clearance). 
However, if not all the ICs are eliminated quickly enough in 
this way, then they can establish themselves in the intima 
of the vessels and from there trigger inflammatory lesions 
through local activation of the complement system [3]. The 
ICs probably first form in situ; the antigen adheres to the 
basal membrane and binds circulating antibodies. If this 
is correct, then IC deposition processes in tissue are not 
necessarily detectable through serum IC determination, as, 
on the other hand, circulating ICs (CIC) may not indicate 
organ damage.

Immune complexes deposit preferentially in certain 
sites throughout the body, the kidneys, the joints, the lungs 
and the skin. The kidney accumulates ICs because the blood 
pressure in the glomerular capillaries is four times higher 
than in other capillaries and because the glomerulus retains 
immune ICs by a simple filtering effect. Similarly, ICs may 
also accumulate in other body filters; the ciliary body eye, 
where aqueous humor forms, and the choroid plexus in the 
brain, where cerebrospinal fluid is produced.

Circulating immune complexes are involved in the 
regulation of various immune phenomena. These ICs interact 
with the Fc and/or antigen receptors of the T, B, NK cells and 
macrophages. They correlate to the primary and secondary 
immune response [7]. The elimination of the CICs plays 
an important therapeutic role. It is possible to interrupt 
the pathological process by eliminating antibodies by TA. 
The methods of TA such as TPE, double filtration plasma 
exchange (DFPP) or the different semi selective or selective 
plasma exchange methods available are published elsewhere 
and discussed in detail by Bambauer R, et al. [3,8,9].

There are only a few prospective controlled trials available 
that are of adequate statistical power to allow definitive 
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conclusions to be reached regarding the therapeutic value of 
TA. This drawback reflects, in part, the relative rarity of most 
of the disorders under investigation. To compensate, many 
investigators have understandably grouped heterogeneous 
diseases together, often retrospectively, and used historical 
controls. The latter design is potentially hazardous, given that 
earlier diagnosis, recognition of milder cases, and improved 
general care over time may be lost as a benefit of TPE.

For those diseases for which the use of TA is discussed, 
the guidelines on the use of TA from the Apheresis 
Applications Committee (AAC) of the American Society for 
Apheresis (ASFA) are cited [1,2]. Since the introduction of 
hollow fiber modules in TPE, this therapy method is mostly 
used in nephrology, as many of these membranes can use 
with the currently available dialysis equipment.

Rapidly Progressive Glomerulonephritis 
(RPGN)

RPGN is a diffuse glomerulonephritis that frequently 
begins acutely. RPGN is a histologic diagnosis including a 
number of etiologies such as anti-basement membrane 
antibody glomerulonephritis (ABM ab-GN), which is very 
rare, Anti Neutropil Cytoplasm Antibodies (ANCA), and even 
IgA nephritis. Its histological characteristics are usually 
necrosis of the capillary walls and semi-lunar formation, 
and deposition of IgG and C3 along the glomerular basement 
membrane. Most cases are simultaneously accompanied 
by acute kidney injury [9]. More than 90% of patients with 
RPGN due to Good pasture/anti-GBM RPGN have anti-GBM 
antibodies in their circulation.

RPGN consists of rapid loss of renal function with the 
histologic finding of crescent formation in over 50% of 
glomeruli [3]. A proliferation of cells within Bowman’s space 

of the glomerulus due to the extravasations of proteins into 
the space is observed histologically. These cells consist of 
proliferating parietal epithelial cells as well as infiltrating 
macrophages and monocytes. RPGN is not a single disease 
entity but is a clinical syndrome with a different number of 
etiologies. Histologic classification divides RPGN into three 
subtypes based on the immunofluorescence pattern on renal 
biopsy [9]:

1. Linear deposition of IgG due to autoantibodies to type 
IV collagen representing ant glomerular basement GN 
(15%).

2. Granular deposits of immune-complexes caused 
by a variety of GNs including post streptococcal 
GN, Henoch Schonlein purpura, IgA nephropathy, 
membranoproliferative GN, cryoglobulinemia, and lupus 
nephritis (24%).

3. Minimal immune deposits in the glomerulus with the 
presence of anti-neutrophil antibodies in the serum. 
This pauci-immune RPGN also referred to as ANCA-
associated RPGN, is seen in Wegner’s Granulomatosis 
(WG) and Microscopic Polyangiitis (MPA) (60%) [2].

The incidence is 0.85per 100,000/year. Importantly, 
when discussing RPGN, a number of entities are frequently 
included in case series and trials, thus confounding results 
[9]. Therapy consists of administration of high-dose 
corticosteroids (e.g., methylprednisolone) and cytotoxic 
immunosuppressive drugs (e.g., cyclophosphamide or 
azathioprine) [10]. Other drugs used include leflunomide, 
deoxyspergualin, tumor necrosis factor blockers, calcineurin 
inhibitors, and antibodies against T cells and rituximab 
[9,11,12].

Table 1: Therapeutic apheresis in renal diseases with immunologic origin.
TA modality Category Recommendation 

grade (RG)
Treated volume 

(TPV) 
Replacement

solution
Frequency

RPGN 
(ANCA-associated)
dialysis dependent,
DAH 

TPE
I
I

III

1A
1C

2B

1-1.5

Human-
albumin-

electrolyte 
Solution, 

or FFP 

Daily or
every dayAnti-glomerular

basement disease
(Goodpasture s.)
dialysis dependent
no DAH,
DAH dialysis dependent

TPE

III

I
I

2B

1C
1B

Immune complex
nephritis, dialysis 
independent 

--- --- --- --- ---
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Focal segmental GN
- primary
- secondary
- recurrent (in
transplanted kidney)  

TPE
III
III
I

---
---
1B

1-1.5
Human-
albumin-

electrolyte 
Solution, 

or FFP

Daily or
Every day

Hemolytic uremic 
syndrome (HUS)
-complement gene
Mutations
-Factor H ab
-MCP mutations
Children

TPE
II

I
IV
---

2C

2C
1C
---

Renal transplantation
-ABO compatible,
ab mediated rejection,
desensitization living
donor
desensitization
-ABO incompatible,
desensitization, live
donor, 
humoral rejection
group A2/A2B into B
decreased donor

TPE

I
I

III

I

II
IV

1B
1B

2C

1B

1B
1B

Category I: accepted for TA as first line therapy; 
Category II: accepted for TA as second-line therapy; 
Category III: not accepted for TA, decision should be individualized; 
Category IV: not accepted for TA, approval is desirable if TA is undertaken [1,2].

The rationale for therapeutic apheresis is that RPGN 
with dialysis dependence (Cr>6mg/dL) and RPGN with 
diffuse alveolar hemorrhage has the category I with the 
recommendation grade (RG) 1A and 1C. RPGN dialysis 
independent has the category III with the recommendation 
grade 2C [2] (Table 1). Because of the benefit of TPE in the 
crescent GN of anti-GBM, TPE was applied to all causes of 
RPGN. The role of TPE has examined in some trials in pauci-
immune and immune complex GNs. Results of other trials 
indicate that TPE may be beneficial for dialysis-dependent 
patients presenting with severe renal dysfunction; however, 
there is no therapeutic benefit over immunosuppression 
in milder disease. The predominance of pauci-immune GN 
cases in these series may account for these results [1]. The 
duration of therapy is not well defined in the literature. Some 
trials have stopped TA if there was no response after 4weeks 
of therapy.

Anti-Basal Membrane Antibody 
Glomerulonephritis (Good pasture Syndrome, 
ABM-ab-GN)

ABM-ab-GN is a rare but life-threatening autoimmune 
vasculitis characterized by the development of pathogenic 
autoantibodies to type IV collagen antigens. In ABM-ab-

GN, antibodies appear that are directed against a peptide 
component of one of the two non-collagen parts of type IV 
collagen. However, type IV collagen is found not only in the 
kidney, but also in the vessels of other organs, such as the 
lung [9]. The mechanisms responsible for the production 
of antibodies against the antigens are still not clear. A large 
number of diseases have been associated with ABM-ab-GN 
based on different cases; however, the most consistently 
reported associations are with membranous nephropathy 
and ANCA associated vacuities. Only a small part of 
ANCA GN has anti-GBM ab, mostly it is thought to be an 
environmental or infectious exposure that triggers the onset 
of these diseases. It is reasonable to speculate that for both 
membranous and ANCA-positive vasculitis, damage to the 
kidney elicits an immune response against the Glomerular 
Basement Membrane (GBM) leading to the production of 
antibodies, which may or may not contribute to disease 
progression [13]. ANCA GN responds to TPE even when the 
patient is on dialysis and anti-GBM GN does not. 

Good pasture syndrome is a rare autoimmune disease in 
which antibodies attack the basement membrane in the lungs 
and kidneys. The frequency of anti-GBM disease vary from 
0.5to1 cases per million population [14,15]. The formation 
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of anti-basement membrane antibodies is frequently limited 
in duration. The autoantibodies cause severe disturbances 
in the permeability in the lung with significant deterioration 
in diffusion capacity and hemoptysis. The renal deposition 
of this autoantibody frequently leads to rapid deterioration 
in renal functioning, which expresses itself histologically in 
a necrotizing glomerulonephritis in part. Linear deposits 
of IgG can be immunohistologically detected both at the 
basement membrane of the lung, as well as of the kidney [16]. 
An antigen with a probable size of 26,000-28,000Daltons is 
considered responsible for these deposits, its immunogenic 
epitopes being located on the stable glomerular domain NC1 
of collagen IV [17].

Lookwood CM, et al. [18] found in patients with a serum 
creatinine of <600μmoll/L (<6.8mg/dL creatinine) and 
plasmapheresis, a significant improvement in renal function. 
With a serum creatinine of >600μmoll/dL (>6.8mg/dL 
creatinine) and/or oligo-anuria with less than 400mL 
urine secretion in 24h, only one patient out of 27 showed a 
significant improvement in renal function (5%). 

The various forms of glomerulonephritis are treated 
with immunosuppression not only with corticoids, alkylating 
agents, and cyclosporine A, but also with combinations 
of almost all of these drugs. Trials with anticoagulants, 
cyclooxygenase inhibitors, and ACE inhibitors suggest that in 
addition to an immunological genesis of glomerulonephritis, 
other factors must also be considered [9]. The combination 
of corticoids, immunosuppressive, and TPE in varying 
combinations was the first step in improving the overall 
prognosis for RPGN. In subsequent years, RPGN has treated 
with a combination of immunosuppressive drugs and IA with 
excellent results. 

However, Kaplan AA, et al. reported, that several 
controlled studies have failed to show a generalized benefit 
of TPE for all patients with RPGN; however, subset analysis 
of all these studies showed TPE to be beneficial for patients 
presenting with severe disease or dialysis dependency [19]. 
A more recent study of Jayne et al. was limited to patients 
presenting with creatinine levels greater than 5.8mg/dL [20]. 
In another study based on a TPE trial, Weingarten DLV, et al. 
observed that chronic and acute tubulointerstitial lesions 
predict the Glomerular Filtration Rate (GFR) at 12months, 
yet it was the use of TPE and the number of normal glomeruli 
on biopsy that remained positive predictors of dialysis 
independence in the same time interval [21]. This finding 
is important because it suggests that unaffected glomeruli 
determine long-term renal outcome at 1year. In a second 
study, the same group of investigators extended their work 
in determining the rate of renal recovery [22]. In 69 dialysis-
dependent patients who were part of the TPE trial, TPE was 
superior to pulse methylprednisolone with respect to the 

change of coming of dialysis. The outcome measure depended 
on the relative number of normal glomeruli (MEPEX study).

Treatment with TA also provides the possibility of 
improvement in cases of pulmonary bleeding, which is 
based on the same immunological process, even when renal 
function is already irreversibly impaired. A final long-term 
prognosis for patients whose condition improved after TA 
cannot be made. As basement membrane antibody formation 
often ceases during treatment, recovery or at least partial 
recovery is possible.

Before TPE was available to remove autoantibodies, 
prognosis was poor and most patients die or was left with 
permanent renal impairment. In patients with Diffuse 
Alveolar Hemorrhage (DAH) alone, corticosteroids may 
be effective. Cytotoxic agents like cyclophosphamide or 
azathioprine, may occasionally reverse the renal failure, but 
their main function is to control DAH. The current combination 
therapy of plasmapheresis and immunosuppressive drugs is 
successful if applied early, i.e., in patients without oliguria 
who do not require dialysis.

Some oliguria dialysis-dependent patients also show 
a significant response to this combination therapy, as a 
result of which dialysis can discontinue. In contrast, anuria 
patients do not improve in renal function, and continued 
dialysis is required; renal transplantation may be considered 
in these often-young patients. Fortunately, the autoimmune 
process in Good pasture syndrome seems to be limited, as 
demonstrated by the small number of reported cases of 
recurrent disease [23].

After the available results and trials, TA has provided 
a more rapid decrease in anti-GBM antibodies, lower post-
treatment serum creatinine level, and decreased incidence 
of End-Stage Renal Disease (ESRD). Given these results and 
the integral role of the anti-GBM antibody, TA as a means of 
rapidly decreasing anti-GBM titers has become the standard 
of care (Table 1) [19]. Other authors showed in their findings 
highlight the safety, efficacy and feasibility of TPE using 
membrane filtration [24-26].
The treatment strategy could be:
1. Early initiation of TA is essential to avoid ESRD.
2. Initial prescription is 14 daily 3-4 L exchange.
3. Continued apheresis may be required if antibody titers 

remain increased.
4. Steroids, cyclophosphamide, azathioprine, or rituximab 

are added to decrease production of anti-GBM antibody 
and minimize the inflammatory response [11,21,27].

Walsh and the European Vasculitis Study Group 
(EUVAS) found in 2013 that patients with anti-neutrophil 
cytoplasmic antibody-associated vasculitis requiring dialysis 
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at diagnosis are at risk for developing ESRD or dying [27]. 
Short-term results of a trial comparing TPE to intravenous 
methylprednisolone suggested TPE improved renal recovery. 
However, after Walsh and the EUVAS, the long-term follow-up 
of patients with severe ANCA-associated vasculitis comparing 
TPE to intravenous methylprednisolone treatment is unclear. 
TA should be continued until antibodies fall to undetectable 
levels in patients with active disease and anti-GBM antibodies 
present [2]. Further research is required to determine the 
role of TPE in this disease.

Immune Complex Nephritis (ICN)

Many types of glomerulonephritis are initiated by the 
deposition of immune complexes, which induce tissue injury 
via either engagement of Fc receptors on effector cells or 
via complement activation [28]. The generation of antibody 
and subsequent tissue deposition of ICs is thought to trigger 
the pathogenic consequences of systemic autoimmune 
disease. Modulation of the autoantibody response disrupts 
pathogenesis by preventing the formation of ICs; however, 
uncoupling IC formation from subsequent inflammatory 
response seems unlikely because of the apparent complexity 
of the IC-triggered inflammatory cascade [29].

In view of the devastating pathophysiologic 
consequences of interaction between circulation immune 
complexes and the basement membrane, the authors share 
the opinions of Lockwood et al. that TPE in combination 
with immunosuppression should be carried out as quickly 
as possible [30]. Pusey CD, et al. [31]recommended TPE for 
severe cases of immune complex nephritis (Table 1). Besides 
TPE, Immunoadsorption, monoclonal human antibodies 
such as rituximab are used successfully in ICN [32,33].

RPGN with or Without Glomerular Deposition, 
(ANCA ab) Pauci-Immune RPGN

Approximately 60% of patients with RPGN present 
with crescentic glomerulonephritis characterized by few 
or absent immune deposits, the so-called pauci-immune 
RPGN. Patients with this disease have either Wegner’s 
granulomatosis, ANCA ab associated vasculitis, polyarthritis 
nodosa, or “renal limited” pauci-immune GN. These 
diagnoses may represent a spectrum of manifestations of a 
single disease, because there is marked overlap of clinical 
and his to pathological features and several patients have 
ANCA in their blood, which are more common that anti-GBM. 
The concentration of circulating ANCA correlate with the 
disease activity in some patients, and ANCA may contribute 
to the pathophysiology of pauci-immune RPGN through 
reactivity with neutrophils or endothelial cells, and other 
inflammatory mechanisms [16,34].

The prognosis of pauci-immune RPGN in general has 
been poor. Precise therapy therapeutic recommendations 
are difficult to obtain from the literature, because most series 
comprise patients with different types of RPGN. However, 
available data suggest that 80% of such patients progress to 
ESRD without therapy with high dose immunosuppression 
or cytotoxic drugs. Some trials have evaluated the efficacy 
of TA as an adjunct to conventional immunosuppressive in 
patients with pauci- immune RPGN [20,34,35].

In the above-mentioned MEPEX study, Weingarten 
DLV, et al. showed that in patients with dialysis-dependent, 
ANCA-associated vasculitis, the chances of recovery differ 
depending on the type of adjunctive treatment, the percentage 
of normal glomeruli and glomerulosclerosis, the extent of 
tubular atrophy, and the presence of arteriosclerosis. Even 
with an ominous biopsy at diagnosis in combination with 
dialysis dependence, the chance of renal recovery exceeds 
the chance of therapy-related death when the patient is 
treated with plasma exchange as adjunctive therapy (Table 
1) [22]. Further studies are necessary.

The following therapy recommendation is based on 
the few uncontrolled and controlled studies available 
[10,19,21,36-40]. TA is indicated in combination with an 
immunosuppressive therapy with prednisolone (intravenous 
pulse therapy, or oral therapy), cyclophosphamide 
(intravenous pulse therapy or oral therapy), or azathioprine 
in indicated in the following cases:
1. RPGN with serum creatinine under 5.8mg/dL without 

oliguria in anti-GBM disease.
2. All severe forms of RPGN with or without ANCA ab, 

like the pauci-immune complexes, (Cr>6 or patient on 
dialysis).

3. Good pasture syndrome with life-threatening 
hemoptysis, or diffuse alveolar hemorrhage from ANCA 
or MPA independent of renal function status.

4. Preparation for kidney transplant with and basement 
membrane antibodies still detectable in the serum.

The cause of Nephritic Syndrome (NS) of various 
GN such as Focal Sclerosing Glomerulosclerosis (FSGN) 
(Table 1), Membranoproliferative GN (MPGN), and 
Mesangioproliferative GN etc. is most idiopathic [41]. There is 
evidence pointing to a role of the immune system in pediatric 
Minimal Change Glomerulonephritis (MCGN). Another 
hypothesis has described an association between allergy and 
MCGN in children. Relapses in this syndrome are triggered 
commonly by minor infections and occasionally by reactions 
to be stings or poisoning. Abnormalities of both humeral and 
cellular immunity have described. Finally, the induction of 
remissions by high doses of immunoglobulin G (IgG, 0.4g/
kg BW), corticosteroid, alkylating agents, or cyclosporine 
therapy provides indirect evidence for an immune etiology. 
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None of these observations, however, provides direct 
evidence of immunologically mediated pathogenesis [42]. 
Other therapeutic measures for NS are anticoagulants, 
thrombocyte inhibitors, ACE inhibitors, immunosuppressive 
drugs, lipid reducers, rituximab, and diet [1,43,44]. In high-
risk patients, pre-transplant TA appears to prevent or delay 
recurrence. TPE is started once recurrence is diagnosed. 
The number of treatments needed to control proteinuria, 
surrogate marker of FSGN, is quite variable and can reach 
dozens [2]. The rationale for TPE in FSGN has the category I 
with the RG 1B (Table 1).

In the case of resistance to medication or severe 
progression of the disease, additional TA therapy should be 
considered, as a continuing treatment given once a week, or 
every 2 weeks, or once a month. Further renal diseases such 
as light chain nephropathy, dense deposit diseases or others 
can be in severe cases and if the conservative therapy has 
failed treated with TA, too [44].

Hemolytic Uremic Syndrome

Hemolytic-Uremic Syndrome (HUS) is a disease that can 
lead to Acute Kidney Injury (AKI) and often to other serious 
sequelae, including death. The disease is characterized by 
microangiopathic hemolytic anemia, thrombocytopenia and 
AKI. The etiology and pathogenesis of HUS are not completely 
understood, and the therapy of HUS is complicated. The 
pathophysiologic aspects of the different pathogenic types 
of HUS and the therapeutic modalities are discussed by 
Bambauer R, et al. [45].

The advantage of TA over other therapeutic procedures 
is that it intervenes at an early stage in the pathogenetic 
processes by quickly removing immune complexes and 
toxins. Furthermore, it eliminates fibrinogen, fibrinogen 
degradation products, and other high molecular complexes, 
all of which can both support and inhibit coagulation. All 
other toxins produced by bacteria and viruses like Shigatoxin, 
the pathogenic pathway which follows the activation of the 
complement system of the factor HF1 with a partial HF1 
deficiency and all other toxic substances can be quickly 
removed by TA.

Therapeutic apheresis methods that are introduced 
in HUS as a supportive therapy are TPE, DFPP, and IA with 
protein-A columns. All methods are described elsewhere [45-
48]. The rationale for TA in HUS is discussed controversially 
because of the limited and or conflicting data available in 
the literature. The rationale is that TA can effectively remove 
antibody or mutated circulating complements regulators 
[2]. TA seems a reasonable option considering the poor 
prognosis of HUS in adults. The role of TA is uncertain but 
this treatment may be appropriate as supportive therapy 

under certain circumstances and with a defined therapeutic 
endpoint because of the high mortality (Table 1).

A large outbreak of diarrhea and the HUS caused by an 
unusual serotype of Shiga-toxin-producing Escherichia coli 
(O104:H4) occurred in Germany in May to July 2011 with 
3167 without HUS patients with 16 deaths, and 908 with HUS 
patients and 34 deaths [49,50]. 241 patients with HUS were 
treated with TPE and 193 patients with TPE and eculizumab. 
The treatment strategy was dependent on disease severity 
[48,49]. TPE and eculizumab in combination seems to be 
prudent [51-53].

Kidney Transplant Rejection

In chronic renal failure, kidney transplantation is the 
decisive alternative to permanent dialysis. Rejection of the 
transplanted kidney is a grave problem. Although various 
therapeutic interventions to delay or prevent rejection 
exist, steroids, immunoglobulin’s, immunosuppressive, 
cyclosporine A, OKT3, and other new developed 
immunosuppressive therapies are used. Infections and 
rejection reactions are the most frequent complications 
of modern transplantation [54]. Thus, acute kidney 
transplant rejection is considered an indication for TA 
[55]. TA is indicated in the management of rejection crisis 
due to preformed specific antibodies or a high degree of 
immunization [56].

Immunological problems like performed donor specific 
antibodies or a high degree of immunization complicate 
the outcome of donor transplantation. Postoperatively 
the antibody-mediated rejection or drug-related side 
effects of the medication can limit the therapeutic success 
of transplantation. Acute allograft rejection is one of the 
important complications after renal transplantation, and it 
is a deleterious factor for long-term graft survival. Rejection 
is a complex pathophysiologic process, which has been 
explained by transcript me and proteome in RNA transcripts 
and proteins level, respectively [57]. Therefore, therapeutic 
strategies include a primary avoidance of immunization, 
careful patient selection, a meticulous immunological 
workup and a proper follow up and therapeutic apheresis as 
improved therapy [58,59].

After the blood group barrier had successfully crossed 
in Japan in the 1980s, different protocols were developed 
for ABO-incompatible kidney transplantation and the 
procedure has gained widespread acceptance [60,61]. 
Immunosuppression consists of tacrolimus, mycophenolate 
and steroids together with induction therapy with an IL-
2-receptor blocking agent. The isoagglutinine antibodies 
against the donor can be eliminated. Firstly, the CD 
19/20-positive pre-B cells with a single infusion of rituximab 
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4 weeks prior to transplantation and in a second step, the 
already existing antibodies are depleted by using TA such 
as TPE, DFPP or IA. Novel sensitization and production of 
antibodies is thereby efficiently prevented [62,63].

The disadvantage by using TPE is the elimination 
of physiological proteins, the limitation to 1.0-1.5 Total 
Plasma Volume (TPV) as treating dose and the potential 
for infectious complications such as HIV or hepatitis B 
or C by using plasma as substitution solution. Therefore, 
various groups use the DFPP or IA with unselective IgG 
columns. Patients with performed HLA antibodies, i.e., a high 
percentage of panel reactive antibodies, accumulate on the 
waiting list for kidney transplantation and can experience 
a substantially longer waiting time [55,64]. Therefore, 
center-specific desensitization protocols were developed 
in order to transplant these highly immunized patients, if 
transplantation from a living donor with DSA is planned, 
within a reasonable period (Table 1) [55,65-67].

Anti-HLA alloantibodies that are Donor-Specific 
Alloantibodies (DSA) also are a contraindication to 
transplantation unless they can be depleted to the point 
that the cross match becomes negative. Intravenous 
Immunoglobulin (IVIG) alone has been successful for this 
purpose in many patients. However, combinations of TPE, 
IVIG, and rituximab achieve desensitization in a greater 
percentage of potential recipients, and with less subsequent 
rejection [68]. TA in all forms can be applied to remove 
DSA and multiple HLA antibodies. No selective secondary 
absorbers exist, and available columns with selectivity for 
immunoglobulins would be considered the best option. Some 
treatments are usually needed to deplete the DSA- and/or 
anti-HLA titer of the recipient.

Acute antibody rejection of organ allografts usually 
presents as severe dysfunction with a high risk of allografts 
loss. HLA antibodies are involved in AMR [66,69]. The renal 
biopsy often cannot rule out one cause or the other with 
sufficient certainty, leaving the physician with the decision 
of how to treat vascular rejection that can be caused by 
antibodies or cellular infiltration [70,71]. TA accompanied 
by T cell depletion (ATG, ALG, or OKT3) conversion to 
tacrolimus-based Immuno suppression and pulsed steroids, 
is used to limit the interstitial and vascular damage [62]. 
The use of DFPP or IA targeted against IgG has been used 
successfully. It is not possible, due to conflicting and limited 
data, to give general recommendations in regard to the 
treatment of TPE or IA, the number of apheresis sessions and 
the best immunosuppressive therapy [65]. A screening for 
donor-specific antibodies should be performed to monitor 
the antibody titer during treatment, until 10 sessions with 
daily treatments initially followed by apheresis every other 
day can be necessary in a patient with vascular rejection 

(Banff IIb-III or AMR) [55,67].

TA can be attempted to ameliorate the course of the 
disease and subsequent graft damage, if switching to a 
different immunosuppressive regimen or the treatment of an 
underlying infection does not lead to an improvement of the 
Thrombotic Microangiopathic (TMA) [66]. The treatment 
regimen is comparable to TMA in non-transplanted patients. 
The treated volume is usually one TPV with human albumin 
and/or fresh frozen plasma as substitution fluid and 
anticoagulation with heparin on a daily basis until platelet 
count and lactate dehydrogenase have normalized. Up to 
50% of patients demonstrate a prompt exacerbation if 
daily TA is stopped. Continuation of TA on an alternate day 
strategy for at least two additional treatments can reduce the 
recurrence rate. Nevertheless, TMA reduces graft survival 
both in recurring or de novo TMA and treatment might 
not alter the progression of the disease [55]. Good pasture 
syndrome or anti-GBM disease can occur de novo in patients 
following transplantation or as a manifestation of underlying 
Alport disease, but is rare (e.g., 3% of transplanted male 
Alport patients) [47,72]. The recipient’s immune system is 
exposed to a collagen component carried by the transplanted 
organ that is lacking in Alport patients and, consequently, the 
patient might develop antibodies against this antigen in the 
glomerular basement membrane. These antibodies may then 
induce post-transplantation anti-GBM disease.

The treatment of this condition and of de novo disease 
is identical to the strategy applied to non-transplanted 
patients. TA is used in order to remove the causative antibody. 
TPE, DFPP and IA have been shown to deplete the patient 
effectively of antibodies and halt disease progression [73,74]. 
The TA should be a rapid removal of the antibodies with daily 
treatments. Treatment frequency should be tapered later 
to antibody titer measurements. TA is accompanied by an 
intensified immunosuppressive regimen to suppress further 
antibody formation [55,75,76].

Little information is available about long-term results 
of kidney transplantation in adults with focal segmental 
glomerulosclerosis. However, primary FSGS recurs 
with uncertain incidence after kidney transplantation 
(presumably 20%). A circulating factor is assumed to play 
a causative role and TA has been successfully applied in 
patients with recurrent FSGS. In patients treated with a 
protein-A adsorption column or TPE, a dramatic but usually 
transient reduction in proteinuria has observed [75]. This 
effect was larger with the use of IA, but remissions that are 
more prolonged were reported with the use of TPE with or 
without combination with cyclophosphamide [55,77].

Therapeutic apheresis in transplantation as an important 
part of different therapy strategies like for therapy of several 
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conditions such as AMR or ABOi transplantation is accepted 
today. TA enables physicians to develop strategies to provide 
the best organ replacement to patients with high degrees of 
immunization or performed DSA, thereby expanding the use 
of living donation. The standard method has been TPE but it 
is increasingly being replaced by the more selective methods 
provided by DFPP or IA. Due to the considerable costs of IA, 
the selection and application of an adsorbed and device for 
IA should be preceded by a judicious effort to characterize 
and plan the treatment. The specific characteristics of the 
clinical problem, the capabilities of the choice available 
and the current evidence have to be known to avoid high 
costs or inadequate therapy. TA is an important therapy for 
several kidney disorders, based on strong evidence from 
clinical trials, and embodied in well-established guidelines 
[47,78,79]. A combination of TA and monoclonal human 
antibodies such as rituximab is successful, too [80].

Conclusion

All mentioned TA methods are still technically 
complicated and very expensive. The costs of the mentioned 
TA methods varied widely. The prognosis of immunological 
diseases has improved considerably in recent years due 
to very aggressive therapy schemes. These include TA in 
combination with immunosuppressive therapies and/or 
biologic agents. In mild forms of autoimmune diseases, 
immunosuppressive therapies and/or biologic agents seem 
to be sufficient. TA indicates only in severe cases, such as 
rapid progression despite immunosuppressive therapy, 
and/or biologic agents in acute generalized vasculitis, 
thrombocytopenia and leukopenia, pulmonary, cardial, or 
cerebral involvement. In these cases, TA must combine with 
immunosuppressive therapy and/or biologic agents. The use 
of never technologies, such as Immunoadsorption, possible 
in combination with recent biologics, might offer some new 
perspectives for extracorporeal treatment of immunological 
diseases. 

References

1. Schwartz J, Padmanabhan A, Aqui N, Balogun RA, Smith 
CL, et al. (2016) Guidelines on the Use of Therapeutic 
Apheresis in Clinical Practice-Evidence-Based Approach 
from the Writing Committee of the American Society for 
Apheresis: The Seventh Special Issue. J Clin Apher 31(3): 
149-338.

2. Padmanabhan A, Smith CL, Aqui N, Balogun RA, Klingel 
R, et al. (2019) Guidelines on the Use of Therapeutic 
Apheresis in Clinical Practice-Evidence-Based Approach 
from the Writing Committee of the American Society for 

Apheresis: The Eighth Special Issue. J Clin Apher 34(3): 
171-354.

3. Bambauer R, Latza R, Schiel R (2013) Therapeutic 
Plasma Exchange and Selective Plasma Separation 
Method. Fundamental Technologies, Pathology and 
Clinical Results. Lengerich: Pabst Science Publishers, 
Germany, pp: 580.

4. Hafer C, Golla P, Gericke M, Eden G, Beutel G, et al. (2016) 
Membrane versus centrifuge-based therapeutic plasma 
exchange: a randomized prospective crossover study. Int 
Urol Nephrol 48(1): 133-138.

5. Klein J, Horejsi V (1997) Immunology. Stuttgart, Thieme 
Verlag: New York, USA.

6. Lang B, Davis NJ, Wray D, Vincent A, Murray N (1981) 
Autoimmune aetiology for myasthenic (Eaton-Lambert) 
syndrome. Lancet 2(8240): 224-226.

7. Snyder HW, Balint JP, Jones FR (1989) Modulation of 
immunity inpatients with autoimmune disease and 
cancer treated by extracorporeal immunoadsorption 
with PROSORBA columns. Semin Hematol 26(2S1): 31-
41.

8. Bambauer R, Schiel R, Lehmann B, Bambauer C (2012) 
Therapeutic Apheresis, Technical Overview. ARPN J Sci 
Technol 2(5): 399-421. 

9. Bambauer R, Bambauer C, Latza R, Schiel R (2014) 
Therapeutic apheresis in nephrology. Clin Nephrol Urol 
Sci 1: 1-19.

10. Greenhal GH, Salama AD (2015) What is new in the 
management of rapidly progressive glomerulonephritis? 
Clin Kidney 8(2): 143-150.

11. Cortazar FB, Muhsin SA, Pendergraft WF, Wallace ZS, 
Dunbar C, et al. (2017) Combination Therapy with 
Rituximab and Cyclophosphamide for Remission 
Induction in ANCA Vasculitis. Kidney Int Rep 3(2): 394-
402.

12. Kant S, Habbach A, Gapud EJ, Manno RL, Gattu R, et al. 
(2019) Sequential Therapy for Remission Induction 
in Severe Antineutrophil Cytoplasmic Autoantibody-
Associated Glomerulonephritis. Am J Nephrol 50(5): 
386-391.

13. Kluth DC, Rees AJ (1999) Anti-glomerular basement 
membrane disease. J Am Soc Nephrol 10: 2446-2453.

https://www.ncbi.nlm.nih.gov/pubmed/27322218
https://www.ncbi.nlm.nih.gov/pubmed/27322218
https://www.ncbi.nlm.nih.gov/pubmed/27322218
https://www.ncbi.nlm.nih.gov/pubmed/27322218
https://www.ncbi.nlm.nih.gov/pubmed/27322218
https://www.ncbi.nlm.nih.gov/pubmed/27322218
https://www.ncbi.nlm.nih.gov/pubmed/31180581
https://www.ncbi.nlm.nih.gov/pubmed/31180581
https://www.ncbi.nlm.nih.gov/pubmed/31180581
https://www.ncbi.nlm.nih.gov/pubmed/31180581
https://www.ncbi.nlm.nih.gov/pubmed/31180581
https://www.ncbi.nlm.nih.gov/pubmed/31180581
https://www.bookdepository.com/Therapeutic-Plasma-Exchange-Selective-Plasma-Separation-Methods-Rolf-Bambauer/9783899674583
https://www.bookdepository.com/Therapeutic-Plasma-Exchange-Selective-Plasma-Separation-Methods-Rolf-Bambauer/9783899674583
https://www.bookdepository.com/Therapeutic-Plasma-Exchange-Selective-Plasma-Separation-Methods-Rolf-Bambauer/9783899674583
https://www.bookdepository.com/Therapeutic-Plasma-Exchange-Selective-Plasma-Separation-Methods-Rolf-Bambauer/9783899674583
https://www.bookdepository.com/Therapeutic-Plasma-Exchange-Selective-Plasma-Separation-Methods-Rolf-Bambauer/9783899674583
https://www.ncbi.nlm.nih.gov/pubmed/26531062
https://www.ncbi.nlm.nih.gov/pubmed/26531062
https://www.ncbi.nlm.nih.gov/pubmed/26531062
https://www.ncbi.nlm.nih.gov/pubmed/26531062
https://www.ncbi.nlm.nih.gov/pubmed/6114283
https://www.ncbi.nlm.nih.gov/pubmed/6114283
https://www.ncbi.nlm.nih.gov/pubmed/6114283
https://www.ncbi.nlm.nih.gov/pubmed/2543085
https://www.ncbi.nlm.nih.gov/pubmed/2543085
https://www.ncbi.nlm.nih.gov/pubmed/2543085
https://www.ncbi.nlm.nih.gov/pubmed/2543085
https://www.ncbi.nlm.nih.gov/pubmed/2543085
https://pdfs.semanticscholar.org/905d/4e0eae623ca1b2b04d36ffa13f1c23873b87.pdf
https://pdfs.semanticscholar.org/905d/4e0eae623ca1b2b04d36ffa13f1c23873b87.pdf
https://pdfs.semanticscholar.org/905d/4e0eae623ca1b2b04d36ffa13f1c23873b87.pdf
http://www.hoajonline.com/journals/pdf/2054-7161-1-2.pdf
http://www.hoajonline.com/journals/pdf/2054-7161-1-2.pdf
http://www.hoajonline.com/journals/pdf/2054-7161-1-2.pdf
https://www.ncbi.nlm.nih.gov/pubmed/25815169
https://www.ncbi.nlm.nih.gov/pubmed/25815169
https://www.ncbi.nlm.nih.gov/pubmed/25815169
https://www.ncbi.nlm.nih.gov/pubmed/29725643
https://www.ncbi.nlm.nih.gov/pubmed/29725643
https://www.ncbi.nlm.nih.gov/pubmed/29725643
https://www.ncbi.nlm.nih.gov/pubmed/29725643
https://www.ncbi.nlm.nih.gov/pubmed/29725643
https://www.ncbi.nlm.nih.gov/pubmed/31593967
https://www.ncbi.nlm.nih.gov/pubmed/31593967
https://www.ncbi.nlm.nih.gov/pubmed/31593967
https://www.ncbi.nlm.nih.gov/pubmed/31593967
https://www.ncbi.nlm.nih.gov/pubmed/31593967
https://jasn.asnjournals.org/content/10/11/2446.short
https://jasn.asnjournals.org/content/10/11/2446.short


Annals of Immunology & Immunotherapy10

Bambauer R and Schiel R. Therapeutic Apheresis in Renal Diseases with Immunologic 
Origin. Ann Immunol Immunother  2020, 2(1): 000113.

Copyright©  Bambauer R and Schiel R.

14. Hellmark T, Segelmark M (2014) Diagnosis and 
classification of Goodpasture’s disease (anti-GBM). J 
Autoimmunity 48-49: 108-112.

15. Shiferaw B, Miro V, Smith C, Akella J, Chua W, et al. (2016) 
Goodpasture’s Disease: An Uncommon Disease with an 
Atypical Clinical Course. J Clin Med Res 8(1): 52-55.

16. Lin J, Markowitz GS, Valeri AM, Kambham N, Sherman 
WH, et al. (2001) Renal monoclonal immunoglobulin 
deposition disease: The disease spectrum. J Am Soc 
Nephrol 12(7): 1482-1492.

17. Wieslander J, Byrgen P, Heinegard D (1984) Isolation 
of the specific glomerular basement membrane antigen 
involved in Goodpasture syndrome. Proc Natl Acad Sci 
81(5): 1544-1548.

18. Lookwood CM (1984) Controlled trial of plasma-
exchange in non-antibody mediated rapidly progressive 
glomerulonephritis. Ann de Med 135: 37.

19. Kaplan AA (2008) Therapeutic Plasma Exchange: Core 
Curriculum. Am J Kidney Dis 52(6): 1180-1196.

20. Jayne DRW, Gaskin G, Rasmussen N, Abramowicz D, 
Ferrario F, et al. (2007) Randomized trial of plasma 
exchange or high-dosage methylprednisolone as 
adjunctive therapy for severe renal vasculitis. J Am Soc 
Nephrol 18(7): 2180-2188.

21. Hauer HA, Wolterbeck R, Jayne DR, Gaskin G, Rasmussen 
N, et al. (2006) Clinical and histologic determinants 
of renal outcome in ANCA-associated vasculitis: A 
prospective analysis of 100 patients with severe renal 
involvement. J Am Soc Nephrol 17(8): 2264-2274.

22. Hauer HA, Wolterbeck R, David RWJ, Gaskin G, Rasmussen 
N, et al. (2007) Chances of Renal Recovery for Dialysis-
Dependent ANCA-Associated Glomerulonephritis. J Am 
Soc Nephrol 18(7): 2180-2189.

23. Brusselle GG (2007) Pulmonary-renal syndromes. Acta 
Clin Belg 62(2): 88-96.

24. Sanchez PS, Ward DM (2012) Therapeutic apheresis for 
renal disorders. Semin Dial 25(2): 119-131.

25. Sinha SA, Tiwari AN, Chanchlani R, Seetharamanjaneyulu 
V, Hari P, et al. (2012) Therapeutic plasmapheresis using 
membrane plasma separation. Indian J Pediatr 79(8): 
1084-106.

26. Stegmayr B, Rahman AEM, Balogun RA (2012) Septic 
shock with multiorgan failure: from conventional 
apheresis to adsorption therapies. Semin Dial 25(2): 
171-175.

27. Walsh M, Casian A, Flossmann O, Westman K, Hoglund P, 
et al. (2013) Long-term follow-up of patients with severe 
ANCA-associated vasculitis comparing plasma exchange 
to intravenous methylprednisolone treatment is unclear. 
Kidney Int 84(2): 397-402.

28. Guo S, Muhlfeld AS, Wietecha TA, Kootstra PCJ, 
Kowalewska J, et al. (2009) Deletion of activating 
Fcgamma receptors does not confer protection in murine 
cryoglobulinemia-associated membranoproliferative 
glomerulonephritis. Am J Pathol 175(1): 107-118.

29. Clynes R, Dumitru C, Ravetch JV (1998) Uncoupling 
of immunocomplex formation and kidney damage in 
autoimmune glomerulonephritis. Science 279(5353): 
1052-1054.

30. Lockwood CM, Pusey CD, Peters DK (1983) Indications 
for plasma exchange: Renal disease. In: Lysaght MJ, 
Gurland HJ, et al. (Eds.), Plasma separation and plasma 
fractionation, the International Society for Artificial 
Organs Basel, Karger, pp: 145-152. 

31. Pusey CD, Levy JB (2012) Plasmapheresis in immunologic 
renal disease. Blood Purification 33(1-3): 190-198.

32. Murakami N, Ding Y, Cohen DJ, Chandraker AK, Rennke 
HG (2018) Recurrent membranous nephropathy and 
acute cellular rejection in a present treated patient with 
direct anti-HCV therapy (ledipasvir/sofosbuvir). Transpl 
Infect Dis 20(5): e12959.

33. Frances MJ, Sallee M, Chiche JN (2018) Apheresis to treat 
systemic vasculitis. Joint Bone Spine 85(2): 177-183. 

34. Hasegawa M, Kawamura N, Kasugai M, Koide S, 
Murase M, et al. (2002) Cytapheresis for the treatment 
of myeloperoxidase antineutrophil cytoplasmatic 
antibody-associated vasculitis: Report of five cases. Ther 
Apher 6(6): 443-449.

35. Cole E, Cattran D, Magil A, Greenwood C, Churchill D, 
et al. (1992) A prospective randomized trial of plasma 
exchange as additive therapy in idiopathic crescentic 
glomerulonephritis. The Canadian Apheresis Study 
Group. Am J Kidney Dis 20(3): 261-269.

36. Sharma A, Nada R, Naidu GS, Minz RW, Kohli HS, et 
al. (2016) Pauci-immune glomerulonephritis: does 
negativity of anti-neutrophilic cytoplasmic antibodies 
matters?. Int J Rheum Dis 19(1): 74-81.

37. Stegmayr BG, Almroth G, Berlin G, Fehrman I, Kurkus 
J, et al. (1999) Plasma exchange or immunoadsorption 
in patients with rapidly progressive crescentic 
glomerulonephritis: A Swedish multi-center study. Int J 

https://www.sciencedirect.com/science/article/pii/S0896841114000274
https://www.sciencedirect.com/science/article/pii/S0896841114000274
https://www.sciencedirect.com/science/article/pii/S0896841114000274
https://www.ncbi.nlm.nih.gov/pubmed/26668684/
https://www.ncbi.nlm.nih.gov/pubmed/26668684/
https://www.ncbi.nlm.nih.gov/pubmed/26668684/
https://www.ncbi.nlm.nih.gov/pubmed/11423577
https://www.ncbi.nlm.nih.gov/pubmed/11423577
https://www.ncbi.nlm.nih.gov/pubmed/11423577
https://www.ncbi.nlm.nih.gov/pubmed/11423577
https://www.ncbi.nlm.nih.gov/pubmed/6324201/
https://www.ncbi.nlm.nih.gov/pubmed/6324201/
https://www.ncbi.nlm.nih.gov/pubmed/6324201/
https://www.ncbi.nlm.nih.gov/pubmed/6324201/
https://www.ncbi.nlm.nih.gov/pubmed/18562061
https://www.ncbi.nlm.nih.gov/pubmed/18562061
https://www.ncbi.nlm.nih.gov/pubmed/17582159
https://www.ncbi.nlm.nih.gov/pubmed/17582159
https://www.ncbi.nlm.nih.gov/pubmed/17582159
https://www.ncbi.nlm.nih.gov/pubmed/17582159
https://www.ncbi.nlm.nih.gov/pubmed/17582159
https://www.ncbi.nlm.nih.gov/pubmed/16825335
https://www.ncbi.nlm.nih.gov/pubmed/16825335
https://www.ncbi.nlm.nih.gov/pubmed/16825335
https://www.ncbi.nlm.nih.gov/pubmed/16825335
https://www.ncbi.nlm.nih.gov/pubmed/16825335
https://jasn.asnjournals.org/content/18/7/2189
https://jasn.asnjournals.org/content/18/7/2189
https://jasn.asnjournals.org/content/18/7/2189
https://jasn.asnjournals.org/content/18/7/2189
https://www.ncbi.nlm.nih.gov/pubmed/17547289
https://www.ncbi.nlm.nih.gov/pubmed/17547289
https://www.ncbi.nlm.nih.gov/pubmed/22428811
https://www.ncbi.nlm.nih.gov/pubmed/22428811
https://www.ncbi.nlm.nih.gov/pubmed/22766901
https://www.ncbi.nlm.nih.gov/pubmed/22766901
https://www.ncbi.nlm.nih.gov/pubmed/22766901
https://www.ncbi.nlm.nih.gov/pubmed/22766901
https://www.ncbi.nlm.nih.gov/pubmed/22329732
https://www.ncbi.nlm.nih.gov/pubmed/22329732
https://www.ncbi.nlm.nih.gov/pubmed/22329732
https://www.ncbi.nlm.nih.gov/pubmed/22329732
https://www.ncbi.nlm.nih.gov/pubmed/23615499
https://www.ncbi.nlm.nih.gov/pubmed/23615499
https://www.ncbi.nlm.nih.gov/pubmed/23615499
https://www.ncbi.nlm.nih.gov/pubmed/23615499
https://www.ncbi.nlm.nih.gov/pubmed/23615499
https://www.ncbi.nlm.nih.gov/pubmed/19528347/
https://www.ncbi.nlm.nih.gov/pubmed/19528347/
https://www.ncbi.nlm.nih.gov/pubmed/19528347/
https://www.ncbi.nlm.nih.gov/pubmed/19528347/
https://www.ncbi.nlm.nih.gov/pubmed/19528347/
https://www.ncbi.nlm.nih.gov/pubmed/9461440
https://www.ncbi.nlm.nih.gov/pubmed/9461440
https://www.ncbi.nlm.nih.gov/pubmed/9461440
https://www.ncbi.nlm.nih.gov/pubmed/9461440
https://www.karger.com/Article/Abstract/409392
https://www.karger.com/Article/Abstract/409392
https://www.karger.com/Article/Abstract/409392
https://www.karger.com/Article/Abstract/409392
https://www.karger.com/Article/Abstract/409392
https://www.karger.com/Article/Fulltext/334155
https://www.karger.com/Article/Fulltext/334155
https://www.ncbi.nlm.nih.gov/pubmed/29968947
https://www.ncbi.nlm.nih.gov/pubmed/29968947
https://www.ncbi.nlm.nih.gov/pubmed/29968947
https://www.ncbi.nlm.nih.gov/pubmed/29968947
https://www.ncbi.nlm.nih.gov/pubmed/29968947
https://www.ncbi.nlm.nih.gov/pubmed/28602810
https://www.ncbi.nlm.nih.gov/pubmed/28602810
https://www.ncbi.nlm.nih.gov/pubmed/12460408
https://www.ncbi.nlm.nih.gov/pubmed/12460408
https://www.ncbi.nlm.nih.gov/pubmed/12460408
https://www.ncbi.nlm.nih.gov/pubmed/12460408
https://www.ncbi.nlm.nih.gov/pubmed/12460408
https://www.ncbi.nlm.nih.gov/pubmed/1519607
https://www.ncbi.nlm.nih.gov/pubmed/1519607
https://www.ncbi.nlm.nih.gov/pubmed/1519607
https://www.ncbi.nlm.nih.gov/pubmed/1519607
https://www.ncbi.nlm.nih.gov/pubmed/1519607
https://www.ncbi.nlm.nih.gov/pubmed/26269223
https://www.ncbi.nlm.nih.gov/pubmed/26269223
https://www.ncbi.nlm.nih.gov/pubmed/26269223
https://www.ncbi.nlm.nih.gov/pubmed/26269223
https://www.ncbi.nlm.nih.gov/pubmed/10212042
https://www.ncbi.nlm.nih.gov/pubmed/10212042
https://www.ncbi.nlm.nih.gov/pubmed/10212042
https://www.ncbi.nlm.nih.gov/pubmed/10212042


Annals of Immunology & Immunotherapy11

Bambauer R and Schiel R. Therapeutic Apheresis in Renal Diseases with Immunologic 
Origin. Ann Immunol Immunother  2020, 2(1): 000113.

Copyright©  Bambauer R and Schiel R.

Artif Organs 22(2): 81-87.

38. Cascian AL, Jayne DRW (2010) Role of plasma exchange in 
the treatment of primary vasculitis. Int J Clin Rheumatol 
5(3): 339-353.

39. Hayes JS, Balogun RA, Chang J, Rahman AEM (2012) 
Therapeutic plasma exchange for renal-related 
conditions in the elderly: ten years’ experience in one 
center. Semin Dial 25(2): 159-164.

40. Savin VJ, Sharma R, Sharma M, McCarthy ET, Swan SK, 
et al. (1996) Circulating factor associated with increased 
glomerular permeability to albumin in recurrent focal 
segmental glomerulosclerosis. N Engl J Med 334(14): 
878-883.

41. Tune BM, Mendoza SA (1997) Treatment of the 
idiopathic nephrotic syndrome: Regimens and outcomes 
in children and adults. J Am Soc Nephrol 8(5): 824-832.

42. Habashy D, Hodson EM, Craig JC (2004) Interventions for 
steroid-resistant nephritic syndrome: a systemic review. 
Pediatric Nephrology 18(9): 906-912.

43. Bagga A, Mantan M (2005) Nephrotic syndrome in 
children. Ind J Med Red 120: 13-19.

44. Bambauer R, Latza R, Burgard D, Schiel R (2017) 
Therapeutic Apheresis in Immunologic Renal and 
Neurological Diseases. Ther Apher Dial 21(1): 6-21.

45. Bambauer R, Latza R, Schiel R (2011) Therapeutic 
apheresis in the treatment of hemolytic uremic syndrome 
due to pathophysiologic aspect. Thera Apher Dial 15(1): 
10-19.

46. Bambauer R, Jutzler GA, Jesberger HJ, Graf N, Limbach 
HG, et al. (1988) Therapeutischer Plasma-Austausch 
beim hamolytisch-uramischen Syndrom. Dtsch Med 
Wochenschr 113(31-32): 1245-1249.

47. Sanchez AP, Ward DM (2012) Therapeutic Apheresis for 
Renal Disorders. Semin Dial 25(2): 119-131.

48. Rasco DA, Webster DR, Sahl JW, Bashir A, Boisen N, et al. 
(2011) Origins of the E. coli strain causing outbreak of 
hemolytic-uremic syndrome in Germany. N Engl J Med 
365(8): 709-717.

49. Kielstein JT, Beutel G, Feig S, Steinhoff J, Meyer TN, et 
al. (2012) Best supportive care and therapeutic plasma 
exchange with or without eculizumab in Shiga-toxin-
producing E. coli O104: H4 induced hemolytic uremic 
syndrome: an analysis of the German STEC-HUS registry. 
Nephrol Dial Transplant 27(10): 3807-3815.

50. Schuppner R, Marhlmann J, Dirks M, Worthmann H, Tryc 
AB, et al. (2016) Neurological Sequelae in Adults after 
E. coli O104:H4 Infection-Induced Hemolytic-Uremic 
Syndrome. Medicine 95(6): e2337.

51. Palma LM, Langman CB (2016) Critical appraisal of 
eculizumab for atypical hemolytic uremic syndrome. J 
Blood Med 7: 39-72.

52. Keenswijk W, Raes A, De Clerck M, Walle JV (2019) Is 
Plasma Exchange Efficious in Shiga Toxin-Associated 
Hemolytic Uremic Syndrome? A Narrative Review of 
Current Evidence. Ther Apher Dial 23(2): 118-125. 

53. Kaczmarek I, Deutsch MA, Sadoni S, Brenner P, Schmauss 
D, et al. (2017) Successful management of antibody-
mediated cardiac allograft rejection either combined 
immunoadsorption and anti-CD20 monoclonal antibody 
treatment Case report and literature report and literature 
review. J Heart Lung Transplant 26(5): 511-515.

54. Schwenger V, Morath C (2010) Immunoadsorption in 
nephrology and kidney transplantation. Nephrol Dial 
Transplant 25(8): 2407-2413.

55. Techner S, Kurchat C, Burst V (2010) Therapeutic 
apheresis in transplantation: overview and critical 
evaluation of available modalities in report to indications 
evidence and costs. Transplantationsmedizin 22: 266-
272.

56. Mao YY, Bai JQ, Chen JH, Shou ZF, He Q, et al. (2008) A 
pilot study of GC/MS-based serum metallic profiling 
of acute rejection in renal transplantation. Transpl 
Immunol 19(1): 74-79.

57. Ichimaru N, Takahara S (2008) Japan’s experience with 
living-donor kidney transplantation across ABO barriers. 
Nat Clin Pract Nephrol 4(12): 682-692.

58. Gloor JM, Winters JL, Cornell LD, Fix LA, DeGoey SR, et 
al. (2010) Baseline donor specific antibody levels and 
outcomes in positive cross-match kidney transplantation. 
Am J Transplant 10(3): 582-589.

59. Sawada T, Fuchinoue S, Teraoka S (2009) Successful 
A1-to-O ABO-incompatibility kidney transplantation 
after a preconditioning regimen consisting of anti-
CD20 monoclonal antibody infusions, splenectomy, 
and double-filtration plasmapheresis. Transplantation 
74(9): 1207-1210.

60. Scharma A, Bummerts J, Navarro GD, Pavlov D, Ribas 
A (2007) Clearance for monoclonal antibody (ab) CP-
675,206 by therapeutic plasma exchange (TPE) or 
plasmapheresis. J Clin Oncol 25(S18): 13515.

https://www.ncbi.nlm.nih.gov/pubmed/10212042
https://pdfs.semanticscholar.org/06ca/b1228e4607a9f7f51c195607280cf5710998.pdf
https://pdfs.semanticscholar.org/06ca/b1228e4607a9f7f51c195607280cf5710998.pdf
https://pdfs.semanticscholar.org/06ca/b1228e4607a9f7f51c195607280cf5710998.pdf
https://www.ncbi.nlm.nih.gov/pubmed/22277080
https://www.ncbi.nlm.nih.gov/pubmed/22277080
https://www.ncbi.nlm.nih.gov/pubmed/22277080
https://www.ncbi.nlm.nih.gov/pubmed/22277080
https://www.ncbi.nlm.nih.gov/pubmed/8596570
https://www.ncbi.nlm.nih.gov/pubmed/8596570
https://www.ncbi.nlm.nih.gov/pubmed/8596570
https://www.ncbi.nlm.nih.gov/pubmed/8596570
https://www.ncbi.nlm.nih.gov/pubmed/8596570
https://www.ncbi.nlm.nih.gov/pubmed/9176855
https://www.ncbi.nlm.nih.gov/pubmed/9176855
https://www.ncbi.nlm.nih.gov/pubmed/9176855
https://link.springer.com/article/10.1007/s00467-003-1207-0
https://link.springer.com/article/10.1007/s00467-003-1207-0
https://link.springer.com/article/10.1007/s00467-003-1207-0
http://citeseerx.ist.psu.edu/viewdoc/download?doi=10.1.1.597.3849&rep=rep1&type=pdf
http://citeseerx.ist.psu.edu/viewdoc/download?doi=10.1.1.597.3849&rep=rep1&type=pdf
https://www.ncbi.nlm.nih.gov/pubmed/28078733
https://www.ncbi.nlm.nih.gov/pubmed/28078733
https://www.ncbi.nlm.nih.gov/pubmed/28078733
https://onlinelibrary.wiley.com/doi/abs/10.1111/j.1744-9987.2010.00903.x
https://onlinelibrary.wiley.com/doi/abs/10.1111/j.1744-9987.2010.00903.x
https://onlinelibrary.wiley.com/doi/abs/10.1111/j.1744-9987.2010.00903.x
https://onlinelibrary.wiley.com/doi/abs/10.1111/j.1744-9987.2010.00903.x
https://www.thieme-connect.com/products/ejournals/abstract/10.1055/s-2008-1067802
https://www.thieme-connect.com/products/ejournals/abstract/10.1055/s-2008-1067802
https://www.thieme-connect.com/products/ejournals/abstract/10.1055/s-2008-1067802
https://www.thieme-connect.com/products/ejournals/abstract/10.1055/s-2008-1067802
https://www.ncbi.nlm.nih.gov/pubmed/22428811
https://www.ncbi.nlm.nih.gov/pubmed/22428811
https://www.ncbi.nlm.nih.gov/pubmed/21793740
https://www.ncbi.nlm.nih.gov/pubmed/21793740
https://www.ncbi.nlm.nih.gov/pubmed/21793740
https://www.ncbi.nlm.nih.gov/pubmed/21793740
https://www.ncbi.nlm.nih.gov/pubmed/23114903
https://www.ncbi.nlm.nih.gov/pubmed/23114903
https://www.ncbi.nlm.nih.gov/pubmed/23114903
https://www.ncbi.nlm.nih.gov/pubmed/23114903
https://www.ncbi.nlm.nih.gov/pubmed/23114903
https://www.ncbi.nlm.nih.gov/pubmed/23114903
https://www.ncbi.nlm.nih.gov/pubmed/26871766
https://www.ncbi.nlm.nih.gov/pubmed/26871766
https://www.ncbi.nlm.nih.gov/pubmed/26871766
https://www.ncbi.nlm.nih.gov/pubmed/26871766
https://www.ncbi.nlm.nih.gov/pubmed/27110144
https://www.ncbi.nlm.nih.gov/pubmed/27110144
https://www.ncbi.nlm.nih.gov/pubmed/27110144
https://www.ncbi.nlm.nih.gov/pubmed/30324646
https://www.ncbi.nlm.nih.gov/pubmed/30324646
https://www.ncbi.nlm.nih.gov/pubmed/30324646
https://www.ncbi.nlm.nih.gov/pubmed/30324646
https://www.ncbi.nlm.nih.gov/pubmed/17449422
https://www.ncbi.nlm.nih.gov/pubmed/17449422
https://www.ncbi.nlm.nih.gov/pubmed/17449422
https://www.ncbi.nlm.nih.gov/pubmed/17449422
https://www.ncbi.nlm.nih.gov/pubmed/17449422
https://www.ncbi.nlm.nih.gov/pubmed/17449422
https://www.ncbi.nlm.nih.gov/pubmed/20472578
https://www.ncbi.nlm.nih.gov/pubmed/20472578
https://www.ncbi.nlm.nih.gov/pubmed/20472578
https://pdfs.semanticscholar.org/1cea/c6ffa067a5b9fd7891d1cdea9946fe87d30f.pdf
https://pdfs.semanticscholar.org/1cea/c6ffa067a5b9fd7891d1cdea9946fe87d30f.pdf
https://pdfs.semanticscholar.org/1cea/c6ffa067a5b9fd7891d1cdea9946fe87d30f.pdf
https://pdfs.semanticscholar.org/1cea/c6ffa067a5b9fd7891d1cdea9946fe87d30f.pdf
https://pdfs.semanticscholar.org/1cea/c6ffa067a5b9fd7891d1cdea9946fe87d30f.pdf
https://www.ncbi.nlm.nih.gov/pubmed/18346641
https://www.ncbi.nlm.nih.gov/pubmed/18346641
https://www.ncbi.nlm.nih.gov/pubmed/18346641
https://www.ncbi.nlm.nih.gov/pubmed/18346641
https://www.ncbi.nlm.nih.gov/pubmed/18941430
https://www.ncbi.nlm.nih.gov/pubmed/18941430
https://www.ncbi.nlm.nih.gov/pubmed/18941430
https://www.ncbi.nlm.nih.gov/pubmed/20121740
https://www.ncbi.nlm.nih.gov/pubmed/20121740
https://www.ncbi.nlm.nih.gov/pubmed/20121740
https://www.ncbi.nlm.nih.gov/pubmed/20121740
https://www.ncbi.nlm.nih.gov/pubmed/12451255
https://www.ncbi.nlm.nih.gov/pubmed/12451255
https://www.ncbi.nlm.nih.gov/pubmed/12451255
https://www.ncbi.nlm.nih.gov/pubmed/12451255
https://www.ncbi.nlm.nih.gov/pubmed/12451255
https://www.ncbi.nlm.nih.gov/pubmed/12451255
https://ascopubs.org/doi/abs/10.1200/jco.2007.25.18_suppl.13515
https://ascopubs.org/doi/abs/10.1200/jco.2007.25.18_suppl.13515
https://ascopubs.org/doi/abs/10.1200/jco.2007.25.18_suppl.13515
https://ascopubs.org/doi/abs/10.1200/jco.2007.25.18_suppl.13515


Annals of Immunology & Immunotherapy12

Bambauer R and Schiel R. Therapeutic Apheresis in Renal Diseases with Immunologic 
Origin. Ann Immunol Immunother  2020, 2(1): 000113.

Copyright©  Bambauer R and Schiel R.

61. Gloor JM, DeGoey SR, Pineda AA, Moore SB, Prieto M, et 
al. (2003) Overcoming a positive cross-match in liver 
donor kidney transplantation. Am J Transplantation 
3(8): 1017-1023.

62. Claas FH, Rahmel A, Doxiades II (2009) Enhanced kidney 
allocation to high-sensitized patients by the acceptable 
mismatch program. Transplantation 88(4): 447-452. 

63. Bohmig GA, Wahrmann M, Regele H, Exner M, Robl B, 
et al. (2007) Immunoadsorption in severe C4d-positive 
acute kidney allograft rejection: a randomized controlled 
trial. Am J Transplant 7(1): 117-121.

64. Jordan SC, Tyan D, Stablein D, McIntosh M, Rose S, et 
al. (2004) Evaluation of intravenous immunoglobulin 
as an agent to lower allosensitization and improve 
transplantation in highly sensitized adult patients with 
end-stage renal disease: report of the NIH IG02 trial. J 
Am Soc Nephrol 15(12): 3256-3262.

65. Takemoto SK, Zevi A, Feng S, Colvin RB, Jordan S, et al. 
(2004) National conference to assess antibody-mediated 
rejection in solid organ transplantation. Am J Transplant 
4(7): 1033-1041.

66. Vo AA, Lukowsky M, Toyoda M, Wang J, Reinsmoen NL, et 
al. (2008) Rituximab and intravenous immune globulin 
for desensitization during renal transplantation. N Engl J 
Med 359(3): 242-251.

67. Jackups R, Canter C, Sweet SC, Mohanakumar T, 
Morris GP (2012) Measurement of donor specific HLA 
antibodies following plasma exchange therapy predicts 
clinical outcome in pediatric heart and lung transplant 
recipients with antibody-mediated rejection. J Clin 
Apher 28(4): 301-308.

68. Venetz JP, Pascual M (2007) New treatments for acute 
humoral rejection of kidney allografts. Expert Opin 
Investig Drugs 16(5): 625-633.

69. Fehr T, Gaspert A (2012) Antibody-mediated kidney 
allograft rejection: therapeutic options and their 
experimental rationale. Transpl Int 25(6): 623-632.

70. Kashtan CE (2018) Renal transplant inpatient with 
Alport’s syndrome: patient selection, outcomes, and 
donor evaluation. Int J Nephrol Renovasc Dis 11: 267-
270.

71. Bolton WK (1999) Goodpasture syndrome. Kid Int 50: 
1753-1759.

72. Laczika K, Knapp S, Derfler K, Soleiman A, Horl WH, et al. 
(2000) Immunoadsorption in Goodpasture syndrome. 
Am J Kid 36(2): 392-395.

73. Dantal J, Bigot E, Bogers W, Testa A, Kriaa F, et al. (1994) 
Effect of plasma protein adsorption on protein excretion 
in kidney-transplant recipients with recurrent nephritic 
syndrome. N Engl Med 330: 7-14.

74. Yabu JM, Fontaine MJ (2015) ABO-incompatible living 
donorkidney transplantation without post-transplant 
therapeutic plasma exchange. J Clin Apher 30(6): 340-
346.

75. Amico DR, Ghiggeri G, Carraro M, Artero M, Ghio L, et 
al. (1999)Prediction andtreatment of recurrent focal 
segmental glomerulosclerosis after renal transplantation 
in children. Am J Kidney Dis 34(6): 1048-1055.

76. Shelat SG (2010) Practical considerations for planning a 
therapeutic apheresis procedure. Am J Med 123(9): 777-
784.

77. Neave L, Gale DP, Cheesman S, Shah R, Scully M (2019) 
Atypical haemolitic uraemia syndrome in the eculizumab 
era: presentation, research, treatment and evaluation 
of an eculizumab withdrawal strategy. Br J Haematol 
186(1): 113-124.

78. Salvadori M, Tsalouchos A (2019) Therapeutic apheresis 
in kidney transplantation: An updated review. W J 
Transplant 9(6): 103-122.

79. Nakamura T, Yoshimura N, Akiioka K, Shirouzu T, Kawai 
S, et al. (2019) Clearance of Intra-graft Donor Anti-HLA 
Antibodies in the Early Stage of Antibody-Mediated 
Rejection Following Rituximab and Apheresis Therapy 
in Renal Transplantation. Trnaplant Proc 51(5): 1365-
1370. 

80. Nakamura T, Yoshimura N, Akioka K, Shirouzu T, Kawai S, 
et al. (2019) Clearance of intra-graft Donor specific Anti-
HLA Antibodies in the Early Stage of Antibody-Mediated 
Rejection Following Rituximab and Apheresis Therapy 
in Renal Transplantation. Transplant Proc 51(5): 1365-
1370.

https://onlinelibrary.wiley.com/doi/full/10.1034/j.1600-6143.2003.00180.x
https://onlinelibrary.wiley.com/doi/full/10.1034/j.1600-6143.2003.00180.x
https://onlinelibrary.wiley.com/doi/full/10.1034/j.1600-6143.2003.00180.x
https://onlinelibrary.wiley.com/doi/full/10.1034/j.1600-6143.2003.00180.x
https://www.ncbi.nlm.nih.gov/pubmed/19696624
https://www.ncbi.nlm.nih.gov/pubmed/19696624
https://www.ncbi.nlm.nih.gov/pubmed/19696624
https://www.ncbi.nlm.nih.gov/pubmed/17109725
https://www.ncbi.nlm.nih.gov/pubmed/17109725
https://www.ncbi.nlm.nih.gov/pubmed/17109725
https://www.ncbi.nlm.nih.gov/pubmed/17109725
https://www.ncbi.nlm.nih.gov/pubmed/15579530
https://www.ncbi.nlm.nih.gov/pubmed/15579530
https://www.ncbi.nlm.nih.gov/pubmed/15579530
https://www.ncbi.nlm.nih.gov/pubmed/15579530
https://www.ncbi.nlm.nih.gov/pubmed/15579530
https://www.ncbi.nlm.nih.gov/pubmed/15579530
https://www.ncbi.nlm.nih.gov/pubmed/15196059
https://www.ncbi.nlm.nih.gov/pubmed/15196059
https://www.ncbi.nlm.nih.gov/pubmed/15196059
https://www.ncbi.nlm.nih.gov/pubmed/15196059
https://www.ncbi.nlm.nih.gov/pubmed/18635429
https://www.ncbi.nlm.nih.gov/pubmed/18635429
https://www.ncbi.nlm.nih.gov/pubmed/18635429
https://www.ncbi.nlm.nih.gov/pubmed/18635429
https://www.ncbi.nlm.nih.gov/pubmed/23426730
https://www.ncbi.nlm.nih.gov/pubmed/23426730
https://www.ncbi.nlm.nih.gov/pubmed/23426730
https://www.ncbi.nlm.nih.gov/pubmed/23426730
https://www.ncbi.nlm.nih.gov/pubmed/23426730
https://www.ncbi.nlm.nih.gov/pubmed/23426730
https://www.ncbi.nlm.nih.gov/pubmed/17461736
https://www.ncbi.nlm.nih.gov/pubmed/17461736
https://www.ncbi.nlm.nih.gov/pubmed/17461736
https://www.ncbi.nlm.nih.gov/pubmed/22394269
https://www.ncbi.nlm.nih.gov/pubmed/22394269
https://www.ncbi.nlm.nih.gov/pubmed/22394269
https://www.ncbi.nlm.nih.gov/pubmed/30410383/
https://www.ncbi.nlm.nih.gov/pubmed/30410383/
https://www.ncbi.nlm.nih.gov/pubmed/30410383/
https://www.ncbi.nlm.nih.gov/pubmed/30410383/
https://www.ncbi.nlm.nih.gov/pubmed/10922318
https://www.ncbi.nlm.nih.gov/pubmed/10922318
https://www.ncbi.nlm.nih.gov/pubmed/10922318
https://www.nejm.org/doi/full/10.1056/NEJM199401063300102
https://www.nejm.org/doi/full/10.1056/NEJM199401063300102
https://www.nejm.org/doi/full/10.1056/NEJM199401063300102
https://www.nejm.org/doi/full/10.1056/NEJM199401063300102
https://www.ncbi.nlm.nih.gov/pubmed/25739580/
https://www.ncbi.nlm.nih.gov/pubmed/25739580/
https://www.ncbi.nlm.nih.gov/pubmed/25739580/
https://www.ncbi.nlm.nih.gov/pubmed/25739580/
https://www.ncbi.nlm.nih.gov/pubmed/10585314
https://www.ncbi.nlm.nih.gov/pubmed/10585314
https://www.ncbi.nlm.nih.gov/pubmed/10585314
https://www.ncbi.nlm.nih.gov/pubmed/10585314
https://www.ncbi.nlm.nih.gov/pubmed/20541168
https://www.ncbi.nlm.nih.gov/pubmed/20541168
https://www.ncbi.nlm.nih.gov/pubmed/20541168
https://onlinelibrary.wiley.com/doi/abs/10.1111/bjh.15899
https://onlinelibrary.wiley.com/doi/abs/10.1111/bjh.15899
https://onlinelibrary.wiley.com/doi/abs/10.1111/bjh.15899
https://onlinelibrary.wiley.com/doi/abs/10.1111/bjh.15899
https://onlinelibrary.wiley.com/doi/abs/10.1111/bjh.15899
https://www.wjgnet.com/2220-3230/full/v9/i6/103.htm
https://www.wjgnet.com/2220-3230/full/v9/i6/103.htm
https://www.wjgnet.com/2220-3230/full/v9/i6/103.htm
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://www.ncbi.nlm.nih.gov/pubmed/31056246
https://creativecommons.org/licenses/by/4.0/

	_GoBack
	Abstract
	Introduction
	Rapidly Progressive Glomerulonephritis (RPGN)
	Anti-Basal Membrane Antibody Glomerulonephritis (Good pasture Syndrome, ABM-ab-GN)
	Immune Complex Nephritis (ICN)
	RPGN with or Without Glomerular Deposition, (ANCA ab) Pauci-Immune RPGN
	Hemolytic Uremic Syndrome
	Kidney Transplant Rejection

	Conclusion
	References
	_GoBack

