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Introduction
Systemic lupus erythematosus (SLE) is a chronic systemic 

autoimmune disease characterized by multiple organ involvement due 
to altered immune responses with production of antibodies against 
cellular antigens. It is not only a disease, it is a syndrome; this is 
because the disease has a wide variety of expression patterns and no 
organ, apparatus or system can be considered free of it.1 There are 
several factors such as genetic, hormonal and environmental factors 
involved in the onset and development of this disease and contribute 
to the differences in its incidence and clinical expression.2 They favor 
the dysregulation of the innate and adaptive immune system, T cells, 
B cells, plasmacytes are activated and proliferate, there is production 
of inflammatory cytokines and complement is activated. The end 
result is the loss of immune tolerance, the development of pathogenic 
autoantibodies and systemic and local inflammation.3

Immune complexes, local complement activation, leukocyte 
recruitment and intrarenal cytokine signaling at the renal level 
promote glomerular and tubulointerstitial injury.4 The genetic basis of 
SLE shows a heritability of 43.9% and a relative risk in first-degree 
relatives of 5.9%. Most cases are of polygenic origin, although early 
onset cases may be monogenic or familial, with genes involved in 
DNA elimination and the complement pathway.3,4

It is proposed that various environmental factors such as smoking, 
industrial products, pesticides, ultraviolet light, infections, hormonal 
drugs and recently, intestinal dysbiosis, may contribute to the loss 
of immune tolerance and the development of autoimmunity.3,4 It is 

estimated that more than 5 million people in the world suffer from 
this disease and there are more than 100,000 new cases diagnosed 
each year. Statistics vary according to geographical areas. In North 
America, Asia and northern Europe it affects 40 out of every 100,000 
inhabitants, with a higher incidence in the Hispanic and African-
American population; in Spain its prevalence is 9 per 100,000 
inhabitants. About 90% of cases are women.5–7

In South America, an incidence rate of 1 to 25 cases per 100,000 
inhabitants has been estimated, with prevalence rates varying between 
20-70 cases per 100,000 inhabitants, with higher prevalence and 
severity in Afro-Caribbean populations.8 Research on morbidity and 
mortality in Cuba has shown that this disease is more frequent in 
women and ranges from more benign to more severe forms. It has 
been described that, due to complications, up to 10% of patients 
have died. New cases of lupus are reported every year, with diverse 
manifestations during its evolution; to them are associated the effects 
of the treatments used to control them.5,6 Studies have estimated that 
between 10% and 15% of patients diagnosed with SLE will die early 
due to complications of the disease itself.7,8

In patients with SLE, survival in Western nations has improved 
from around 50% at 5 years in the middle of the last century to 80-
90% at 10 years at the end of the century. Some of this improvement 
is attributed in part to earlier and milder stages of diagnosis and 
improvements in the treatment of kidney disease and infections.9 

Predictors of mortality vary among the different cohorts studied, but 
in general mortality is associated with renal disease, accumulation of 
irreversible damage, hypertension and glucocorticoid use. 9
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Summary

Introduction: Kidney damage in systemic lupus erythematosus is one of the most serious 
and frequent complications of the disease. Tubulo-interstitial involvement constitutes the 
main determinant of kidney disease progression, regardless of the nephropathy involved. 
The clinical and analytical parameters used in routine clinical practice predict glomerular 
injury, but not tubular injury. Beta 2 microglobulin may be a useful marker to diagnose renal 
tubular injury in lupus patients. 

Objective: To determine the clinical usefulness of B2M in the diagnosis of renal tubular 
damage due to systemic lupus erythematosus. 

Methodological design: An observational, descriptive and cross-sectional study was 
carried out at the National Reference Center for Rheumatic Diseases, at the “10 de Octubre” 
Clinical Surgical Teaching Hospital, in the period between June/2023 and December/2023. 
The sample was made up of 30 lupus patients who met the established criteria. 

Results: The average age was 45 years with a predominance of the female sex (93.3%) and 
white skin color (53.3%). The Beta 2 microglobulin values obtained were adjusted to those 
of urinary creatinine, calculating the Beta 2 microglobulin/Creatinine Index, which was 
elevated in 26.7% of the patients. 50% had a decreased Glomerular Filtration Rate, either 
due to Creatinine and/or Cystatin C. No statistical association was obtained between tubular 
damage and decreased renal function. 

Conclusions: Beta 2 microglobulin is a useful marker to detect tubular damage in lupus 
patients.

Keywords: systemic lupus erythematosus, Beta 2 microglobulin, lupus nephropathy, 
renal tubular damage
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In SLE, renal involvement grouped under the term lupus 
nephropathy (LN) appears clinically or analytically in a considerable 
number of patients, between 25% and 75%, depending on the 
population studied (age, sex, skin color and geographic region), 
diagnostic criteria and the search for renal impairment.10

Usually when renal biopsy is performed on patients with SLE, 
about 90% have some lesion.10 According to data from the Spanish 
Registry of Glomerular Diseases, LN is the third renal disease 
biopsied in adults, with a prevalence of 10% of all renal biopsies, and 
the first among systemic glomerular diseases.11

LN is considered the most important predictor of mortality in 
patients with SLE.5 It is present in half of the patients and tends to 
occur early in the course of the disease, usually within 36 months of 
diagnosis.9,12 Approximately 5-20% of patients with LN progress to 
chronic renal failure.10

All renal structures may be involved, but commonly it is the 
glomerulus. However, the renal arteries, interstitium and renal tubules 
may also be involved,13 by direct effect of the disease or secondary 
to treatment. In the kidney, immune complexes are deposited in 
the subendothelial and mesangial part of the organ, followed by 
the basement membrane and subepithelium, producing an influx of 
inflammatory cells by activating the complement cascade. All this is 
due to mesangial, interstitial and podocyte cells acquiring properties 
to present antigens and secrete proinflammatory factors upon exposure 
to interferon α (IFN-α).12

The clinical expression of renal involvement due to SLE is 
nonspecific and may be due to other etiologies. These patients 
frequently receive anti-inflammatory and immunosuppressive drugs, 
so damage secondary to nephrotoxicity or infections is not easy to 
rule out.13,14 Renal injury is evidenced directly by histologic changes 
in the kidney biopsy or indirectly by the presence of proteinuria, 
albuminuria, or changes in the urinary sediment and through imaging 
techniques.15 Indirect signs of renal injury evidence glomerular, but 
not tubular, damage.

LN has a wide form of presentation; the most frequent are the 
presence of proteinuria (95%, up to 40-50% in the nephrotic range), 
microscopic hematuria (80%), renal dysfunction (30-50%), arterial 
hypertension (30-50%), hematic casts in urine (10-30%) and rapidly 
progressive glomerulonephritis (<15%).16,17

Renal biopsy allows the diagnosis and classification of NL, and 
should be assessed by expert neuropathologists.18 

Although the histological classification of NL is “glomerulocentric”, 
tubulointerstitial and vascular lesions are of key importance in the 
prognosis of NL.3,19 More recent studies have suggested that this 
classification can be improved by adding studies with molecular 
markers, in order to identify therapeutic targets and design more 
individualized treatments.10

Renal biopsy gives certainty and allows the characterization of 
renal damage, but the clinical and laboratory tests are the ones that 
guide the diagnosis and establish the guidelines for the indication of 
biopsy. The different way in which the glomerulus and tubule treat 
proteins is mainly linked to the dimensions of the molecule (molecular 
weight). Protein groups of molecular weight within a certain range are 
treated similarly.20

Proteinuria is one of the signs that characterizes glomerular 
damage and is one of the criteria for biopsy. The proteins that normally 
filter through the glomerular filtration barrier because of their low 
molecular weight, less than 50 kDa approximately, are called urinary 

microproteins. They are serum proteins that ultrafiltrate through the 
glomerulus and are reabsorbed and catabolized, practically in their 
totality, in the proximal tubule. 20,21

In the presence of proximal tubule dysfunction, urinary 
microproteins are eliminated early in the urine. Their excretion 
profile is modified according to the various diseases that compromise 
tubular function, as in diabetes mellitus, pregnancy and cadmium 
intoxication. Detection of some of them allows characterization of the 
type of proteinuria, so that Alpha 1 Microglobulin, 30 kDa, Retinol 
Binding Protein, 20 kDa, and B2M, 12 kDa, are useful as markers of 
tubular damage.20,21

In clinical practice, so far the presence of medium molecular 
weight proteins such as albumin, transferrin and immunoglobulin 
G have been observed in urine when the damage originates in the 
glomerulus, and urinary microproteins when the damage originates 
in the tubulointerstitium. In the case of glomerulopathies, when the 
lesion progresses, the tubulointerstitium is subsequently involved, 
showing mixed proteinuria (glomerulo-tubular).21 It is very important 
to detect tubular proteinuria since it may precede glycosuria, 
aminoaciduria or phosphaturia and is often the first and only sign of 
tubular dysfunction.21

Tubular damage can also be seen in nephropathies with glomerular 
proteinuria, and this is due to the adverse effect of protein overload 
and to an eventual biological activity that they can exert in their 
microenvironment. Proteinuria is an independent risk factor for the 
progression of chronic glomerular disease and is associated with the 
extension of damage to the tubulointerstitium.22,23

In patients with LN, it has been found that in the cells of the 
proximal tubular epithelium there is an increase in the number of 
receptors capable of binding to immunocomplexes formed by nuclear 
debris, antinuclear antibodies (ANA) and anti-DNA. Experimental 
inhibition of these receptors was linked to a significant improvement 
of tubulointerstitial involvement in non-human models of NL.24 

An accumulation of protein in tubular cells leads to increased 
expression of a variety of inflammatory and fibrogenic cytokines, 
resulting in the development of interstitial inflammation, proliferation 
of fibroblasts, increased production of extracellular matrix, and 
formation of interstitial fibrosis. Therefore, it is important to detect 
tubular proteinuria because it can indicate an early sign of tubular 
damage or the progression of glomerular damage.23,24

Renal function is evidenced by measuring the glomerular 
filtration rate (GFR), which is reduced before the onset of renal 
failure symptoms.25 The GFR corresponds to the volume of plasma 
from which a substance is filtered by the kidney per unit of time. It 
is calculated by creatinine clearance (measuring its concentration 
in blood and 24-hour urine), which has several problems since, on 
the one hand, it is inconvenient to collect and, on the other, it can 
overestimate GFR due to tubular secretion of creatinine.26 To improve 
this situation, different formulas have been developed (MDRD-4 or 
MDRD-IDMS, CKD-EPI), adjusted to the individual body surface 
area, which allow an approximation or estimation of GFR.25,26

Serum creatinine is the endogenous marker most commonly used 
to determine GFR, but it has the disadvantage that it is not capable 
of detecting small decreases in glomerular filtration rate, and can 
even be maintained at normal concentrations when renal function 
is impaired.25,26 In addition, its analysis is exposed to interferences 
with other endogenous substances (bilirubins, triglycerides, glucose, 
ketones, uric acid) and some drugs.25,26
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For these reasons, it became necessary to search for a new method, 
more sensitive and specific and just as easy and economical to 
perform, that could replace serum creatinine as a routine value for the 
early detection of renal dysfunction in its initial stages. In this line, 
research focused on new endogenous markers, among which Cystatin 
C (CsC) was proposed.25,27 There have been several investigations 
demonstrating higher sensitivity of CsC with respect to creatinine, in 
different population groups.27

One of the possible advantages that CsC appears to have over 
creatinine is the greater sensitivity for detecting mild reductions in 
GFR. Therefore, it would be a more accurate marker for detecting 
mild renal failure.27 In recent years, progress has been made in 
detecting markers of renal damage that allow: 1) early diagnosis of 
renal damage in order to be able to act in advance; 2) to establish 
differential diagnosis between different diseases; and 3) to establish 
prognostic stratification. These markers include molecules such as 
CsC and B2M that are produced in other cells of the organism and are 
filtered, or others that are released by the renal tissue into the urine 
or blood.28

In 1968 Berggard and Bearn isolated from the urine of patients with 
Wilson’s disease, characterized by proximal tubular damage, B2M, 
which is a low molecular weight polypeptide (approximately 12 kDa) 
of about 100 amino acids and contains no associated carbohydrates in 
its molecule. It is synthesized in all nucleated cells in the body and is 
part of the light chain of the major histocompatibility complex (HLA-
1). B2M is important for cell recognition processes; it is filtered in the 
kidney and reabsorbed in the proximal convoluted tubule.29,30

The renal metabolism of B2M is common to that of other low 
molecular weight proteins. Injection of I-labeled B2M125 into the rat 
demonstrates that reabsorption takes place at the level of proximal 
tubular cells by a process of brush border micropinocytosis, followed 
by the formation of endocytosis vacuoles, where it is degraded by 
lysosomal enzymes.30

The normal kidney excretes up to 150 mg/24h of urinary protein, 
and is capable of reabsorbing approximately 99.9% of the filtered 
B2M, which means that a maximum of 370 µg/24h is excreted in 
the urine. In patients with abnormal renal function renal excretion is 
doubled compared to the normal population.30,31

Normal glomerular filtration rate and decreased proximal tubular 
function are associated with decreased tubular reabsorption and 
increased urinary excretion of B2M; this is a useful criterion for 
differentiating proximal tubulopathies from glomerular kidney 
diseases.31,32 Proximal renal tubular dysfunction due to increased 
urinary excretion of β2M has been demonstrated in pathologies such 
as pre-eclampsia, urinary tract infections, in rheumatoid arthritis, and 
in patients under chemotherapeutic treatment.33

The increase in plasma levels of B2M is verified in two situations: 
one, because it decreases glomerular filtration rate, which makes it 
very useful to detect tubular dysfunctions, and therefore it can be used 
to monitor this function, for example in obstetric patients or in infants 
with sepsis, and two, because of the increase in synthesis, as occurs 
in diseases in which the immune system is involved such as SLE, 
rheumatoid arthritis, multiple myeloma, B-cell lymphoma, and in 
some viral and neoplastic infections.32,33As a validation of the urinary 
proteome classification model, Papale et al. performed an evaluation 
of urinary proteomic profiles generated by mass spectrometry, with 
the purpose of isolating a set of biomarkers that could reliably identify 
renal damage, and found two proteins: ubiquitin and B2M were 
among the best predictors of the classification model.34

It is a fact that early diagnosis and treatment of kidney damage 
in SLE is vital to control the disease and to avoid its progression to 
expensive replacement therapy in the terminal phase of the disease, 
and the extreme increase in the risk of cardiovascular events, with the 
consequent economic costs, largely derived from complex hospital 
admissions, premature mortality and reduced quality of life. At 
present there is a growing need for new reliable and easily detectable 
substances that can serve as indicators of renal injury, so that they 
can be incorporated into the programs used for the early diagnosis 
of the disease. Thus, the study of Beta 2 Microglobulin (B2M) is 
proposed as a useful, sensitive and reliable marker for the diagnosis of 
renal tubular dysfunction in our environment, based on international 
bibliography.

At the Hospital Docente Clínico Quirúrgico “10 de Octubre”, where 
the Centro Nacional de Referencia de Enfermedades Reumáticas 
(CNRER) is located, there are rheumatologists with vast experience in 
the comprehensive care of lupus patients. The established diagnostic 
protocols do not include markers that allow evidence of renal tubular 
damage in patients with SLE. For this reason, our research aimed to 
determine the clinical usefulness of B2M as a marker of renal tubular 
damage in patients with SLE, with the objective of providing a tool 
that allows the physician to provide more comprehensive care for 
these patients.

Methodological design
Place of study

Centro Nacional de Referencia de Enfermedades Reumáticas, 
Hospital Clínico-Quirúrgico “10 de Octubre”, Havana, Cuba.

Study design: observational, descriptive and cross-sectional. 

Thirty lupus patients older than 19 years who were admitted or 
attended for outpatient consultation at the CNRER between June 
2023 and December of the same year were selected for the study, after 
reading and signing the informed consent form.

Those with urinary tract infection, hematuria or any other 
condition affecting the sensitivity, specificity and accuracy of the 
analytical methods used to determine the substances of interest for the 
study, pregnant women, bedridden patients and those with associated 
diabetes mellitus were excluded.

The sex (male/female), skin color (white/black/mixed race) and 
age (in years of age) of each patient included in the study were related.

The GFR value, both by CsC and creatinine, was divided as 
follows: decreased value:

less than 60ml/min and normal value: greater than or equal to 
60ml/min. The urinary

B2M value (mg/L) was divided, for women, into normal values: 
less than or equal to

0.183mg/L, and elevated values: greater than 0.183 mg/L; for men, 
the cut-off point was

0.300 mg/L. The results of the B2M/creatinine index (BCI) were 
stratified in the same way for both sexes: normal: less than or equal to 
0.029 mg/mmol and elevated: greater than 0.029 mg/mmol.

Methods and techniques

Primary data were collected on the basis of review of medical 
records. The results of serum creatinine and CsC, B2M and urine 
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creatinine tests for each patient were obtained after collection and 
processing of the biological samples in the clinical laboratory of the 
hospital where the investigation was carried out. To calculate IBC, 
quantitative determination of B2M (immunoturbidimetric method) 
and creatinine (kinetic Jaffé method) was performed in plain urine 
samples. The plain urine sample was collected in the first hour of the 
morning in a sterile bottle with a lid provided to each patient. It was 
then taken to the laboratory for processing.

From the IBC results, the presence or absence of renal tubular 
damage was determined in each case. Renal function was estimated 
by calculating GFR from serum creatinine (MDRD equation (acronym 
for Modified Diet Renal Disease Study)) and CsC (Grubbs-Adult 
Equation), taking into account demographic variables: age, sex and 
skin color. The results were corrected according to the body surface 
area of each subject.

GFR was calculated using the Nefrocalc system for Windows. 
This is a computer system for the calculation of renal function tests 
developed and implemented in our country since 2008. This database 
manager has implicit formulas, mentioned above, through which 
body surface area and GFR were found. Each patient underwent a 
fasting blood sample for the quantification of creatinine (kinetic Jaffé 
method) and CsC (immunoturbidimetric method), in compliance with 
the established biosafety measures.

The analytical methods were performed on the Roche Cobas 
311 autoanalyzer, perfectly calibrated and certified. In all cases, the 
instructions of the manufacturer of the reagents used in the analytical 
determinations were followed. The creatinine reagent is of national 
origin (Centro de Inmunoensayos). The B2M and CsC reagents came 
from abroad (Roche Diagnostics, Indianapolis, United States).

The results obtained from the IBC and glomerular filtration rate 
were correlated by creatinine and CsC. The expected behavior of 
B2M and GFR was obtained from other similar studies in populations 
different from the one studied in this work.

The results were discussed using the comparative method in 
relation to the literature reviewed and the statistical data obtained. 
The results were presented in tables and graphs for better analysis and 
understanding.

Statistical processing

It was performed with the PSPP statistical package and jamovi. A 
descriptive study of all variables was performed: categorical variables 
were summarized by absolute frequencies and percentage. Through 
inferential statistics, Fisher’s exact test was used to identify possible 
relationships between GFR Creatinine and GFR Cystatin C, between 
IBC with GFR Creatinine and with GFR Cystatin C, since these are 
two qualitative variables where no cell had expected values lower 
than 5. A significance level of 5% was used for all hypothesis tests.

Ethical aspects

The research protocol was approved by the Ethics Committee and 
the Scientific Council of the institution before starting the research. 
The head of the CNRER, at the Hospital Docente Clínico Quirúrgico 
¨10 de Octubre¨ was informed about the objectives of the research 
and its benefits. In addition, informed consent was requested from 
each patient, after an explanation of the study to be performed. The 
information concerning the patients will be treated according to the 
principles of confidentiality that govern scientific research.

Results
The average age was 45 years, with a minimum of 21 years and a 

maximum of 74 years (Standard deviation= 12.4 years and 95% CI: 
40.3-49.6). As for sex, 93.3% (28) of the patients studied were women 
and only 6.7% (2) were men, as can be seen in Table 1.

The skin color with the highest percentage was white, with 53.3% 
(16), followed by black and mestizo, both with 23.3% (7), as can be 
seen in Table 2.

Table 3 shows that 40.0% (12) of the total number of patients in 
the study had elevated urine B2M. Table 4 shows that 26.7% (8) of 
the total number of patients under study had an increased IBC. Table 
5 shows that 16.7% (5) of the total number of patients had decreased 
GFR, both by creatinine and by CsC. Another 16.7 % (5) presented 
decreased GFR by creatinine, being normal by CsC. The opposite was 
observed in another 5 cases, which had decreased GFR by CsC and 
normal by creatinine. Generalizing, it was observed that 50% (15) of 
the patients had decreased GFR.

There was insufficient evidence, from a statistical point of view 
(Fisher’s exact test: 0.2308), to affirm that there is an association 
between GFR Creatinine and GFR Cystatin C, i.e., they are 
independent.

Table 6 shows that of the total number of patients, 8 (26.7%) had 
an elevated IBC; only 10% (3 of them) had a decreased creatinine 
GFR. There was insufficient statistical evidence (Fisher’s exact test: 
0.5480) of association between IBC and creatinine GFR at 5% level 
of significance.

Table 1 Distribution of patients according to sex

Source: Medical Records

Sex No. %
Female 28 93,3
Male 2 6,7
Total 30 100,0

Table 2 Distribution of patients according to skin color

Source: Medical Records

Skin color No. %
Blanca 16 53,4
Black 7 23,3
Mestiza 7 23,3
Total 30 100,0

Table 3 Patients according to sex and B2M in urine.

B2M in urine
Sex Elevated Normal Total

No. % No. % No. %
Female 11 36,7 17 56,7 28 93,3
Male 1 3,3 1 3,3 2 6,7
Total 12 40,0 18 60,0 30 100,0

Table 4 Patients according to sex and IBC

IBC
Sex Elevated Normal Total

No. % No. % No. %
Female 7 23,3 21 70,0 28 93,3
Male 1 3,3 1 3,3 2 6,7
Total 8 26,7 22 73,3 30 100,0
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Table 5 Patients according to GFR Creatinine and GFR Cystatin C

TFG Cystatin C

Decreased Normal Total

No. % No. % No. %

GFR Decreased 5 16,7 5 16,7 10 33,3

Creatinine Normal 5 16,7 15 50,0 20 66,7

Total 10 33,3 20 66,7 30 100,0
Fisher's exact test: 
0.2308

Table 6 Patients according to IBC and creatinine GFR

FG creatinine

Decreased Normal Total

No. % No. % No. %

IBC Elevated 3 10,0 5 16,7 8 26,7

Normal 7 23,3 15 50,0 22 73,3

Total 10 33,3 20 66,7 30 100,0
Fisher's exact test: 
0.5480

Table 7 Patients according to IBC and GFR cystatin

FG CsC

Decreased Normal Total

No. % No. % No. %

IBC Elevated 5 16,7 3 10,0 8 26,7

Normal 5 16,7 17 56,7 22 73,3

Total 10 33,3 20 66,7 30 100,0

Fisher's exact test: 0.1423

Graph 2 shows that of the total number of patients (8 for 26.7%) 
who were found to have elevated IBC, 16.7% (5) of them had a 
decreased GFR per CsC. We did not reach sufficient statistical 
evidence (Fisher’s exact test: 0.1423) of association between IBC and 
GFR CsC, with a 5 % significance level.

Of the 8 patients with tubular damage, according to the IBC, 3 of 
them coincided with a decreased GFR, both by creatinine and by CsC; 
another 2, presented only decreased GFR by CsC and 3, had no GFR 
affectation.

Discussion
Considering the distribution of demographic variables, we 

observed, as in other studies, that SLE is more frequent in white-
skinned women and in the middle age of life, that is, in the reproductive 
stage.1–4,35 For every 10 adults diagnosed with SLE, 9 are women, 
although men, adolescents and children are not exempt. The age of 
incidence ranges from approximately 15 to 44 years of age.8

In a study conducted by Bermudez, in 2016, it was reported that 
the average age of disease diagnosis was 30 years, similar finding 
reported by the GLADEL group, through the cohort study conducted 
by Velarde et al, who observed that SLE was diagnosed between 21-
30 years of age with female sex predominating.36

The reason why lupus occurs predominantly in women is difficult 
to explain. It is possible that genes related to sex and hormones, 
mainly estrogens, play an important role in the etiopathogenesis. It 

has been shown that women who have had early menarche or have 
received estrogen therapy are at increased risk for SLE.8 However, 
lupus in men, although less frequent, has been associated with greater 
renal, neurological, serositis and hematological damage.8,37

SLE, more than a disease with defined clinical features, should be 
considered as a true autoimmune syndrome with a highly pleomorphic 
clinical picture, in which different types of autoantigens are involved, 
which largely determine not only the clinical picture but also the 
degree of renal involvement.10,38 Its prognosis is classically closely 
related to clinical, serological and histopathological criteria of 
multiorgan involvement with almost constant renal involvement.16,38

Renal damage can be mixed and heterogeneous, coinciding 
acute and chronic evolutive lesions with different glomerular, 
tubulointerstitial and/or vascular repercussions. Although glomerular 
damage is the most frequent, it is important to determine the existence 
of tubulointerstitial lesions.16,38,39 Exclusively tubulointerstitial cases 
of LN are very rare. However, the interstitial inflammatory component 
is relatively frequent in NL and it is almost always associated with 
diffuse proliferative glomerular disease with abundant deposits of 
immunocomplexes.19,38,39

In the present study 40% of the patients studied had elevated urine 
B2M levels, which was reduced to 26.7% when calculating the IBC. 
This ratio has the advantage of eradicating false high or low values, 
dependent on concentrated or dilute urine in the physiological state, 
by affecting the numerator and denominator equally.40 Adjustment of 
urinary β2-microglobulin β2 by creatininuria concentration decreases 
the dispersion of the values obtained by adjusting the results analyzed 
in urine to individual renal function.30,40 Based on the above, we can 
define that elevated IBC levels demonstrate renal tubular damage, 
and according to the results obtained, it can be suggested that tubular 
injury in SLE occurs with a certain frequency.

In 2010, a study was performed in which the results obtained 
from B2M in urine of patients diagnosed with type 2 diabetes were 
characterized, showing that patients with normal proteinuria presented 
elevated levels of B2M in urine, which indicated that there is no direct 
correspondence between these two markers. This result is coherent 
because if there were a strict correlation it would indicate that high 
B2M values would evaluate damage not only at the tubular level, but 
also at the glomerular level as occurs with proteinuria. These results 
showed the usefulness of this protein as a diagnostic marker of renal 
damage at the proximal tubular level.41

Portman et al. in 1986 conducted a study using B2M to investigate 
possible renal tubular damage in children with various biopsy-
diagnosed renal problems. It was demonstrated that the determination 
of B2M in urine is a reliable method to identify tubular damage in 
renal diseases and also provides a useful guide to help determine the 
prognosis in patients with this type of lesions.42

In 2008, Hofstra et al. performed a comparative study between 
urinary N-acetyl-beta-glucosaminidase (NAG) and B2M as prognostic 
markers in idiopathic membranous nephropathy, concluding that B2M 
is more precise and accurate to assess progression and remission of 
cases with this disease, in addition to being more specific than NAG 
as a marker of tubulo-interstitial damage.43

In another study conducted in a non-diabetic Japanese population 
in 2008, it was shown that the combination of macroalbuminuria and 
increased urine B2M are predictors of progressive deterioration of 
renal function as they evidence damage in both the glomerular and 
tubular compartments, respectively.44
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Research conducted in HIV-infected patients to evaluate the renal 
toxicity of antiretroviral therapy, especially in the case of tenofovir, 
has shown that B2M is a sensitive marker of tubular dysfunction and 
that the increase in its values in urine precedes the deterioration of 
tubular phosphate reabsorption. In addition, it is useful for assessing 
the reversibility of damage upon discontinuation of treatment.45 An 
investigation conducted, in 2014, to evaluate the correlation between 
elevated urinary B2M concentration with proximal tubular damage 
evidenced by KIM-1 (Kidney Injury Molecule- 1) expression in renal 
biopsies, demonstrated a significant correlation between the two 
(out of 35 positive biopsies, 30 patients had elevated urinary B2M), 
concluding that urinary B2M determination is a sensitive method to 
diagnose proximal tubular damage.46

Tubulointerstitial involvement in SLE can occur independently 
of glomerular injury and is usually related to renal prognosis. 
Tubulointerstitial involvement has been associated with impaired 
tubular function, metabolic acidosis, hypokalemia, urinary 
concentration disturbances and progression to chronic kidney disease 
(CKD).23,38

The incidence of interstitial nephritis in SLE increases from 
14% in class II NL to 50% in class IV NL. The infiltrates contain 
lymphocytes, plasma cells, neutrophils and macrophages with tubular 
injury, which is characterized by atrophy and regeneration.47

Tubulointerstitial lesions can be secondary to sclerosis and 
glomerular ischemia, but in 50 % there is presence of extraglomerular 
deposits of immunoglobulins, which is suggestive of a tubular lesion 
by immune complexes. Similar histologic findings are observed in 
drug-induced interstitial nephritis or acute tubular necrosis, which is 
important to take into account when making a therapeutic decision.47 
Regarding the behavior of GFR, in a general sense, it is evident that 
50% of the cases are carriers of CKD secondary to SLE.

It is considered that CKD has no expectation of cure, has a rapid 
and progressive evolution, triggers various reactions for patients and 
affects their quality of life.48 Currently, early GFR reduction has become 
the gold standard for the detection of early CKD. The Uruguayan 
Society recommends that the diagnosis of this disease should be based 
on the decrease in GFR and the presence of albuminuria.48

GFR is considered to be the general index that best reflects renal 
function, both in health and in disease; in the absence of renal disease, 
this rate decreases in the normal range with age (particularly after 
70 years of age). Such age-related loss of renal function may be 
accelerated by morbid conditions, such as atherosclerosis, arterial 
hypertension, diabetes mellitus, SLE, among others.49,50

The MDRD equation estimates renal function and classifies CKD 
into 5 stages. When the calculated GFR decreases below 60 ml/
min/1.73 m2 , the estimate is less accurate in the range of normal 
filtrate and in patients with decreased body mass such as children, 
elderly or amputees.51

A study in 86 patients with lupus nephropathy found that MDRD at 
the time of biopsy predicted long-term renal outcome more effectively 
than serum creatinine.51

No differences were obtained between creatinine GFR and CsC 
GFR values, despite the fact that the latter has been shown to estimate 
renal function more accurately than creatinine. CsC has been validated 
to detect early alterations of renal function, finding its usefulness in 
conditions accompanied by muscle loss such as senile patients, with 
liver disease, malnourished, hyperthyroid, etc.27,52

According to the results, there was no statistical association 
between IBC and GFR, either by CsC or creatinine. This demonstrates 
what is stated in the literature,23,24,25 that tubular damage may or may 
not coexist with glomerular injury.

However, a more end-to-end behavior was observed between 
elevated IBC values with decreased GFR by CsC. Serum creatinine 
levels reflect the filtration capacity of the kidney; elevated values are 
evidence of late renal dysfunction, when 50% of renal function has 
already deteriorated. On the other hand, CsC and B2M, both serum 
and urine, detect renal damage earlier.53

Facio and collaborators, in 2016, demonstrated that the increase in 
the concentration of low molecular weight proteins in urine, with GFR 
per creatinine, less than 45 ml/min would be indicating an extension 
of chronic vascular and glomerular injury, with different degrees 
of chronic tubulo-interstitial damage, overloading the remaining 
glomeruli.20

They further conceptualized that urinary microproteins in CKD 
are sensitive to tubular dysfunction, hypoperfusion and loss of renal 
mass, but are not sensitive to increased vascular permeability or 
increased glomerular capillary hydrostatic pressure.20

GFR estimated through CsC has consistently provided a stronger 
association with outcomes compared to equations based on estimating 
GFR measured through serum creatinine.54 An elevated IBC with a 
decreased GFR indicates deeper renal damage because both the 
glomerular and tubular compartments are affected.

There are few reports in the literature evaluating the clinical 
implication of urinary leakage of low molecular weight proteins such 
as B2M. The existing data are encouraging for the possibility that this 
urinary marker may serve as a prognostic indicator, and perhaps also 
for the assessment of therapeutic response for both tubulointerstitial 
damage and risk of renal failure. 41

Conclusions
The IBC was defined as the one that reports the real value of B2M, 

by adjusting its values to the concentration of creatinine in urine. It 
was determined that B2M is a useful marker to detect tubular damage 
in lupus patients. It was also confirmed that renal complication in SLE 
is frequent due to the decrease in renal function found in patients. 
There was no association between tubular damage, diagnosed by 
elevated IBC levels, with the decrease in GFR, either by creatinine 
or by CsC, which shows that tubular damage may or may not coexist 
with glomerular damage.

Author contributions
María Elena Corrales Vázquez: participated in the conception 

of the investigation, information search, information processing, 
elaboration of results and final revision of the manuscript. 

Silvia María Pozo Abreu: participated in the conception of the 
investigation, search for information, elaboration of results and 
writing of the manuscript. 

José Pedro Martínez Larrarte: participated in the conception of the 
investigation, information search and writing of the manuscript.

Acknowledgments
None.

https://doi.org/10.15406/mojor.2024.16.00670


Clinical utility of beta 2 microglobulin in kidney damage due to systemic lupus erythematosus 103
Copyright:

©2024 Vázquez et al.

Citation: Vázquez MEC, Abreu SMP, Larrarte JPM. Clinical utility of beta 2 microglobulin in kidney damage due to systemic lupus erythematosus. MOJ Orthop 
Rheumatol. 2024;16(3):97‒104. DOI: 10.15406/mojor.2024.16.00670

Conflicts of interest
The authors declare that there are no conflicts of interest.

References
1.	 Amengual Guedán JM, Mozo Avellaned L, Rodríguez Hernández C. 

Protocolos de diagnóstico inmunológico en enfermedades autoinmunes 
Lupus Eritematoso. En: Grupo Español de Autoinmunidad (GEAI) de la 
Sociedad Española de Inmunología. España: Elsevier; 2014.

2.	 Duró JC. Lupus Eritematoso Sistémico. En Reumatología Clínica. 
España: Elsevier; 2010:163–178. 

3.	 Rojas JE, Praga M. Nefropatía Lúpica. Lupus Eritematoso Sistémico. 
Nefrología al día. 2023. 

4.	 Anders H, Saxena R, Zhao MH, et al. Lupus nephritis. Nat Rev Dis 
Primers. 2020;6(1):7. 

5.	 Osorio L, Cárdenas T, Ambou I, et al. Systemic lupus erythematosus. Rev 
Cubana Oftalmol. 2021;34(3). 

6.	 Cancino JF, Luna-López A, Casí-Torres J, et al. Lab findings predictors 
of activity among patients with Systemic Lupus Erythematosus. Rev 
Cubana Reumatol. 2022;24(1):e267. 

7.	 González D, Mejía S, Cruz M. Systemic lupus erythematosus: general 
approach to the disease. Rev Med Sinergia. 2021;6(1):1–17. 

8.	 Danza A, Narváez J, Graña D, et al. Glucocorticoids related damage in 
Systemic Lupus Erythematosus: an early and harmful association. An 
exploratory analysis. Rev Urug Med Int. 2021;6(1). 

9.	 Fernández OB. Mortality in patients with systemic autoimmune rheumatic 
diseases (SARDs). País Vasco: Facultad de Medicina y Enfermería 2018. 

10.	 Rivera F, Romera AM, Villabón P, et al. Lupus Eritematoso Sistémico. 
Nefropatía Lúpica. Nefrología al día. 2020. 

11.	 López JM, Rivera F. R Spanish Registry of glomerulonephritis 
2020 revisited: past, current data and new challenges. Nephrologia. 
2020;40(4):371–490. 

12.	 Benítez VN. Una enfermedad autoinmune de difícil manejo: Análisis de 
Caso [tesis para la obtención del título de Médico] Quito: Universidad 
San Francisco de Quito: Colegio Ciencias de la Salud; 2019. 

13.	 Wainstein GE. General concepts on renal involvement in rheumatic 
autoinmune diseases. Rev Med Clínica Las Condes. 2010;21(4):597–601. 

14.	 Fulgeri C, Carpio JD, Ardiles L. Kidney injury in systemic lupus 
erythematosus: lack of correlation between clinical and histological data. 
Rev Nefrol. 2018;38(4):386–393. 

15.	 Fernández Rodríguez ML, Blasco Martínez A, Bouarich H. Kidney 
impairment in systemic autoimmune diseases and vasculitis. Medicine. 
2019;12(82):4809–4022. 

16.	 Xipell M, Lledó GM, Blasco M, et al. Protocolo de diagnóstico y 
tratamiento de la Nefropatía Lúpica. Hospital Clínic de Barcelona. 
2022:1–16.

17.	 Ruiz LF, Cano LE, Cruz S, et al. Systemic Lupus erythematosus: lupus 
nephritis, a complication to Dismis. 2019;17(4):296–301. 

18.	 Rojas JE, García C, Ávila AI, et al. Consensus document of the Spanish 
Group for the Study of the Glomerular Diseases (GLOSEN) for the 
diagnosis and treatment of lupus nephritis. Nefrología. 2023;43(1):6–47.

19.	 Novillo MS, Ayala IM, Mora MG, Hurtado LO. Diagnosis and treatment 
of lupus nephritis. Rev Científica Mundo de la Investigación y el 
Conocimiento. 2019;3(3):410–427. 

20.	 Facio ML, De Rosa M, Bresciani P, et al. Urinary microproteins as 
markers of renal damage in patients with glomerulopathies. Acta Bioquím 
Clin Latinoam. 2016;50(4).

21.	 Sethi S, Haas M, Markowitz GS, et al. Mayo clinic/renal pathology 
society consensus report on pathologic classification, diagnosis, and 
reporting of GN. J Am Soc Nephrol. 2015;27(5):1278–1287.

22.	  Facio ML, Madalena LB, Bresciani PD, et al. Urinary protein profile 
and SDS-PAGE tubular pattern evaluation. Acta Bioquím Clin Latinoam. 
2006;40(3):383–390. 

23.	 Bazzi C. Composition of proteinuria in primary glomerulonephritides: 
association with tubulo-insterstitiale damage, outcome and response to 
therapy. G Ital Nefrol. 2003;20(4):346–355. 

24.	 Silvariño R, Ottati G, Noboa O. Lupus nephropathy. Rev Med Urug. 
2015;31(1).

25.	 López SM, López JA, Montenegro LP, et al. Laboratory analyses for early 
diagnosis of chronic kidney disease Rev Mex Urol. 2019;78(1): 

26.	 Molina M, Martínez JP, Burgos E. Estimating glomerular filtration rate, 
understanding its limitations. Nefrología al día. 2022. 

27.	 Martín MV, Barroso S, Herráez O, et al. Cystatin C as a renal function 
estimator in advanced chronic renal failure stages. Rev Nefrol. 
2006;26(4):4145–524. 

28.	 Gainza de los Ríos FJ. Insuficiencia Renal Aguda. Nefrología al día. 2023. 

29.	 Sanderson A, Brindisi MC, Hahn J, et al. BETA 2 macroglobulin’s 
a marker of renal dysfunction in patients with systemic autoimmune 
diseases. Diabetes Res Clin Pract. 2007;75:123–125.

30.	 Marañón J. Beta-2-Microglobulin and Indium-111-oxin in the study of 
kidney transplantation. Sevilla: Universidad de Sevilla; 1983. 

31.	 Frasqueta JL, Sáezb J, Trigoa C, et al. Proteinuria and urinary beta 
2-microglobulin as markers of tubular malfunction in the assessment of 
severity of acute pancreatitis. Gastroenterol Hepatol. 2004;27(5):295–
299. 

32.	 Argyropoulos CP, Chen SS, Ng YH, et al. Rediscovering Beta-2 
Microglobulina as a biomarker across the spectrum of kidney diseases. 
Front Med. 2017;4:73. 

33.	 Fernández C, Araque C, Méndez J, et al.  Renal handling of beta2 
microglobulin. Its significance in carriers of adolescent nephronophthisis 
(NPH3). Rev Invest Clin. 2007;48(2):139–145. 

34.	 Cano LE. Correlación entre beta 2-microglobulina y la depuración de 
creatinina endógena, en gestantes con insuficiencia renal aguda durante 
los meses de enero a junio del 2015 en el Honadomani San Bartolomé. 
[tesis para optar el Título Profesional de Licenciado en Tecnología 
Médica en el área de Laboratorio Clínico y Anatomía Patológica]. San 
Marcos: Universidad Nacional Mayor de San Marcos; 2016. 

35.	 Nehomar PG, Horge edurado RF, Rodrigo RD, et al Urinary proteome 
in diabetic kidney disease. State of the art. Rev Colomb Nefrol. 
2021;8(3):e546.

36.	 Mussano E, Onetti L, Cadile I, et al Systemic lupus erythematosus: 
sociodemographic data and its clinical-analytic correlation in a university 
hospital. Rev Argent Reumatol. 2019;30(3). 

37.	 Rosales CE. Correlation of the levels of the biomarkers anti ds dna, anti 
anti nuclear antibodies, anti c1q, anti nucleosome, beta 2 microglobulin, 
25 oh vitamin d and ferritin with the clinical reactivation of systemic 
lupus erythematosus and lupus nephropathy. San Andrés: Universidad 
Mayor de San Andrés; 2019. 

38.	 Mercado U, Urquiza I, Guardado JA, et al. Systemic lupus erythematosus 
in males. Med Int Mex. 2021;37(2):167–172. 

39.	 Vázquez E. Lupus nephritis: the value of biopsy. Rev Nefrol. 2005;25(6). 

40.	 Moyano MJ, Amor J, Ortega R, et al. Tubulo-interstitial nephritis isolated 
in patient with systemic lupus erithematosus. Rev Nefrol. 2009;29(5). 

41.	 Tapia G, Céspedes MC, Edward S. Proteinuria during 24 hours in 
urination. Medisan. 2010;14(3):303. 

https://doi.org/10.15406/mojor.2024.16.00670
https://atlasautoinmunidad.org/wp-content/uploads/2018/06/Protocolos-de-Diagn%C3%B3stico-Autoinmunidad-GEAI-1.pdf
https://atlasautoinmunidad.org/wp-content/uploads/2018/06/Protocolos-de-Diagn%C3%B3stico-Autoinmunidad-GEAI-1.pdf
https://atlasautoinmunidad.org/wp-content/uploads/2018/06/Protocolos-de-Diagn%C3%B3stico-Autoinmunidad-GEAI-1.pdf
https://atlasautoinmunidad.org/wp-content/uploads/2018/06/Protocolos-de-Diagn%C3%B3stico-Autoinmunidad-GEAI-1.pdf
https://www.nefrologiaaldia.org/es-articulo-nefropatia-lupica-lupus-eritematoso-sistemico-589
https://www.nefrologiaaldia.org/es-articulo-nefropatia-lupica-lupus-eritematoso-sistemico-589
https://pubmed.ncbi.nlm.nih.gov/31974366/
https://pubmed.ncbi.nlm.nih.gov/31974366/
https://revoftalmologia.sld.cu/index.php/oftalmologia/article/view/1051/922.
https://revoftalmologia.sld.cu/index.php/oftalmologia/article/view/1051/922.
https://revreumatologia.sld.cu/index.php/reumatologia/article/view/970
https://revreumatologia.sld.cu/index.php/reumatologia/article/view/970
https://revreumatologia.sld.cu/index.php/reumatologia/article/view/970
https://www.medigraphic.com/cgi-bin/new/resumen.cgi?IDARTICULO=98330.
https://www.medigraphic.com/cgi-bin/new/resumen.cgi?IDARTICULO=98330.
http://www.scielo.edu.uy/scielo.php?pid=S2393-67972021000100014&script=sci_arttext
http://www.scielo.edu.uy/scielo.php?pid=S2393-67972021000100014&script=sci_arttext
http://www.scielo.edu.uy/scielo.php?pid=S2393-67972021000100014&script=sci_arttext
https://dialnet.unirioja.es/servlet/tesis?codigo=223545
https://dialnet.unirioja.es/servlet/tesis?codigo=223545
https://static.elsevier.es/nefro/monografias/pdfs/nefrologia-dia-263.pdf
https://static.elsevier.es/nefro/monografias/pdfs/nefrologia-dia-263.pdf
https://www.revistanefrologia.com/es-registro-glomerulonefritis-sociedad-espanola-nefrologia-articulo-S0211699520300692
https://www.revistanefrologia.com/es-registro-glomerulonefritis-sociedad-espanola-nefrologia-articulo-S0211699520300692
https://www.revistanefrologia.com/es-registro-glomerulonefritis-sociedad-espanola-nefrologia-articulo-S0211699520300692
https://www.elsevier.es/es-revista-revista-medica-clinica-las-condes-202-articulo-revision-general-compromiso-renal-enfermedades-S0716864010705757
https://www.elsevier.es/es-revista-revista-medica-clinica-las-condes-202-articulo-revision-general-compromiso-renal-enfermedades-S0716864010705757
https://www.revistanefrologia.com/es-lesiones-renales-el-lupus-eritematoso-diseminado-ausencia-relacion-entre-datos-articulo-S021169951830002X
https://www.revistanefrologia.com/es-lesiones-renales-el-lupus-eritematoso-diseminado-ausencia-relacion-entre-datos-articulo-S021169951830002X
https://www.revistanefrologia.com/es-lesiones-renales-el-lupus-eritematoso-diseminado-ausencia-relacion-entre-datos-articulo-S021169951830002X
https://www.medicineonline.es/es-afectacion-renal-en-las-enfermedades-aut-articulo-S0304541219301702
https://www.medicineonline.es/es-afectacion-renal-en-las-enfermedades-aut-articulo-S0304541219301702
https://www.medicineonline.es/es-afectacion-renal-en-las-enfermedades-aut-articulo-S0304541219301702
https://www.socane.cat/pdfs/Protocolo_NL_2022_HCB.pdf
https://www.socane.cat/pdfs/Protocolo_NL_2022_HCB.pdf
https://www.socane.cat/pdfs/Protocolo_NL_2022_HCB.pdf
https://www.medigraphic.com/cgi-bin/new/resumenI.cgi?IDARTICULO=91658
https://www.medigraphic.com/cgi-bin/new/resumenI.cgi?IDARTICULO=91658
https://www.sciencedirect.com/science/article/pii/S021169952200159X
https://www.sciencedirect.com/science/article/pii/S021169952200159X
https://www.sciencedirect.com/science/article/pii/S021169952200159X
https://recimundo.com/index.php/es/article/view/528/736
https://recimundo.com/index.php/es/article/view/528/736
https://recimundo.com/index.php/es/article/view/528/736
http://www.scielo.org.ar/scielo.php?script=sci_arttext&pid=S0325-29572016000400004
http://www.scielo.org.ar/scielo.php?script=sci_arttext&pid=S0325-29572016000400004
http://www.scielo.org.ar/scielo.php?script=sci_arttext&pid=S0325-29572016000400004
https://pubmed.ncbi.nlm.nih.gov/26567243/
https://pubmed.ncbi.nlm.nih.gov/26567243/
https://pubmed.ncbi.nlm.nih.gov/26567243/
http://www.scielo.org.ar/scielo.php?script=sci_abstract&pid=S0325-29572006000300011&lng=es&nrm=iso&tlng=en
http://www.scielo.org.ar/scielo.php?script=sci_abstract&pid=S0325-29572006000300011&lng=es&nrm=iso&tlng=en
http://www.scielo.org.ar/scielo.php?script=sci_abstract&pid=S0325-29572006000300011&lng=es&nrm=iso&tlng=en
https://pubmed.ncbi.nlm.nih.gov/14523895/
https://pubmed.ncbi.nlm.nih.gov/14523895/
https://pubmed.ncbi.nlm.nih.gov/14523895/
http://www2.rmu.org.uy/ojsrmu311/index.php/rmu/article/view/227
http://www2.rmu.org.uy/ojsrmu311/index.php/rmu/article/view/227
https://www.scielo.org.mx/scielo.php?script=sci_arttext&pid=S2007-40852018000100073
https://www.scielo.org.mx/scielo.php?script=sci_arttext&pid=S2007-40852018000100073
https://www.nefrologiaaldia.org/es-articulo-estimacion-del-filtrado-glomerular-entendiendo-sus-limitaciones-453
https://www.nefrologiaaldia.org/es-articulo-estimacion-del-filtrado-glomerular-entendiendo-sus-limitaciones-453
https://www.revistanefrologia.com/es-cistatina-c-como-estimador-de-articulo-X0211699506020171
https://www.revistanefrologia.com/es-cistatina-c-como-estimador-de-articulo-X0211699506020171
https://www.revistanefrologia.com/es-cistatina-c-como-estimador-de-articulo-X0211699506020171
https://www.nefrologiaaldia.org/es-articulo-insuficiencia-renal-aguda-317
https://revreumatologia.sld.cu/index.php/reumatologia/article/view/1118/pdf
https://revreumatologia.sld.cu/index.php/reumatologia/article/view/1118/pdf
https://revreumatologia.sld.cu/index.php/reumatologia/article/view/1118/pdf
https://idus.us.es/handle/11441/59994?show=full
https://idus.us.es/handle/11441/59994?show=full
https://www.elsevier.es/es-revista-gastroenterologia-hepatologia-14-articulo-proteinuria-microglobulina-2-urinaria-como-S0210570503704634
https://www.elsevier.es/es-revista-gastroenterologia-hepatologia-14-articulo-proteinuria-microglobulina-2-urinaria-como-S0210570503704634
https://www.elsevier.es/es-revista-gastroenterologia-hepatologia-14-articulo-proteinuria-microglobulina-2-urinaria-como-S0210570503704634
https://www.elsevier.es/es-revista-gastroenterologia-hepatologia-14-articulo-proteinuria-microglobulina-2-urinaria-como-S0210570503704634
https://pubmed.ncbi.nlm.nih.gov/28664159/
https://pubmed.ncbi.nlm.nih.gov/28664159/
https://pubmed.ncbi.nlm.nih.gov/28664159/
https://pubmed.ncbi.nlm.nih.gov/17598637/
https://pubmed.ncbi.nlm.nih.gov/17598637/
https://pubmed.ncbi.nlm.nih.gov/17598637/
https://dialnet.unirioja.es/servlet/articulo?codigo=8533360
https://dialnet.unirioja.es/servlet/articulo?codigo=8533360
https://dialnet.unirioja.es/servlet/articulo?codigo=8533360
https://ojs.reumatologia.org.ar/index.php/revistaSAR/article/view/441
https://ojs.reumatologia.org.ar/index.php/revistaSAR/article/view/441
https://ojs.reumatologia.org.ar/index.php/revistaSAR/article/view/441
https://repositorio.umsa.bo/handle/123456789/22953
https://repositorio.umsa.bo/handle/123456789/22953
https://repositorio.umsa.bo/handle/123456789/22953
https://repositorio.umsa.bo/handle/123456789/22953
https://repositorio.umsa.bo/handle/123456789/22953
https://www.medigraphic.com/pdfs/medintmex/mim-2021/mim212b.pdf
https://www.medigraphic.com/pdfs/medintmex/mim-2021/mim212b.pdf
https://www.revistanefrologia.com/es-nefropatia-lupica-nl-valor-de-articulo-X0211699505019391
https://scielo.isciii.es/scielo.php?script=sci_arttext&pid=S0211-69952009000500030
https://scielo.isciii.es/scielo.php?script=sci_arttext&pid=S0211-69952009000500030
http://scielo.sld.cu/pdf/san/v14n3/san04310.pdf
http://scielo.sld.cu/pdf/san/v14n3/san04310.pdf


Clinical utility of beta 2 microglobulin in kidney damage due to systemic lupus erythematosus 104
Copyright:

©2024 Vázquez et al.

Citation: Vázquez MEC, Abreu SMP, Larrarte JPM. Clinical utility of beta 2 microglobulin in kidney damage due to systemic lupus erythematosus. MOJ Orthop 
Rheumatol. 2024;16(3):97‒104. DOI: 10.15406/mojor.2024.16.00670

42.	 Cruz Nina SM, García H, Guzmán M. Characterization of results 
obtained of beta2-microglobuline from urine in patients’ diagnosed with 
Type 2 Diabetes with applied clinical methods routine to this pathology. 
Biofarbo. 2010;18(1):54–61. 

43.	 Portman R, Kissane J, Robson A. Use of /32 microglobulin to diagnose 
tubulo-interstitial renal lesions in children. Kidney Int. 1986;30(1):91–98. 

44.	 Hofstra JM, Deegens JK, Willems HL, et al. Beta-2-microglobulin 
is superior to N-acetyl-beta-glucosaminidase in predicting prognosis 
in idiopathic membranous nephropathy. Nephrol Dial Transplant. 
2008;23(8):2546–2451.

45.	 Ikeda A, Konta T, Takasaki S, et al. In a non-diabetic Japanese population, 
the combination of macroalbuminuria and increased urine beta 
2-microglobulin predicts a decline of renal function: the Takahata study. 
Rev Trasp Dial Nefrol. 2008;24(3):841–847. 

46.	 Del Palacio M, Romero S, Casado JL. Proximal tubular renal dysfunction 
or damaga in HIV-infected patients. AIDS Rev. 2012;14(3):179–187. 

47.	 Zeng X, Hossain D, Bostwick DG, et al. Urinary 𝛽2-Microglobulin is a 
good indicator of proximal tubule injury: a correlative study with renal 
biopsies. J Biomark. 2014;2014:492838.  

48.	 González LA, Vásquez GM, Uribe O, et al. Nefropatía lúpica. 
Presentación clínica, clasificación y tratamiento. Rev Colomb Reumatol. 
2006;13(4):307–333. 

49.	 Castellanos Y, Fong JA, Vázquez JM, et al. Markers of renal damage 
in patients with risk factors of chronic renal disease. MEDISAN. 
2018;22(2):142–148. 

50.	  Martínez MC, Almanza AJ, Rodríguez JD, et al. Nefropatía lúpica: una 
puesta al día. Rev Colomb Reumatol. 2021;30(3):250–261. 

51.	  Tapia G. Use of Cystatin C as early biomarker of renal damage in patients 
with diabetes mellitus type 2. MEDISAN. 2019;23(3):483–494. 

52.	 Díaz MM, Ballarín J. Silent lupus nephritis. Semin Fund Esp Reumatol. 
2012;13(1):3–7. 

53.	  Treviño BA, Baca ER, Meza CC, et al. Comparative measurement of 
glomerular filtration rate by cystatin C and conventional methods based 
on creatinine clearance. Rev Hosp Jua Mex. 2010;77(1):22–27. 

54.	 Shahjahan YR, Amin MM, Khan M, et al. Correlation of Beta 2 
microglobulin with Serum Creatinine and Creatinine Clearance in patients 
with different levels of renal function. J Med Sci. 2011;9(2):178–182.

55.	 Munguía C, Paniagua JR. Biomarkers in chronic kidney disease. Rev Med 
Ins Mex Seg Soc. 2017;55(Suppl 2):S143–S150.

https://doi.org/10.15406/mojor.2024.16.00670
http://www.revistasbolivianas.ciencia.bo/scielo.php?script=sci_arttext&pid=S1813-53632010000100005&lng=es.
http://www.revistasbolivianas.ciencia.bo/scielo.php?script=sci_arttext&pid=S1813-53632010000100005&lng=es.
http://www.revistasbolivianas.ciencia.bo/scielo.php?script=sci_arttext&pid=S1813-53632010000100005&lng=es.
http://www.revistasbolivianas.ciencia.bo/scielo.php?script=sci_arttext&pid=S1813-53632010000100005&lng=es.
https://pubmed.ncbi.nlm.nih.gov/3528618/
https://pubmed.ncbi.nlm.nih.gov/3528618/
https://pubmed.ncbi.nlm.nih.gov/18308774/
https://pubmed.ncbi.nlm.nih.gov/18308774/
https://pubmed.ncbi.nlm.nih.gov/18308774/
https://pubmed.ncbi.nlm.nih.gov/18308774/
https://academic.oup.com/ndt/article/24/3/841/1814909
https://academic.oup.com/ndt/article/24/3/841/1814909
https://academic.oup.com/ndt/article/24/3/841/1814909
https://academic.oup.com/ndt/article/24/3/841/1814909
https://pubmed.ncbi.nlm.nih.gov/22833061/
https://pubmed.ncbi.nlm.nih.gov/22833061/
https://pubmed.ncbi.nlm.nih.gov/26317034/
https://pubmed.ncbi.nlm.nih.gov/26317034/
https://pubmed.ncbi.nlm.nih.gov/26317034/
http://scielo.sld.cu/scielo.php?script=sci_arttext&pid=S1029-30192018000200004
http://scielo.sld.cu/scielo.php?script=sci_arttext&pid=S1029-30192018000200004
http://scielo.sld.cu/scielo.php?script=sci_arttext&pid=S1029-30192018000200004
https://ouci.dntb.gov.ua/en/works/7p2Ea6el/
https://ouci.dntb.gov.ua/en/works/7p2Ea6el/
http://scielo.sld.cu/scielo.php?script=sci_arttext&pid=S1029-30192019000300483
http://scielo.sld.cu/scielo.php?script=sci_arttext&pid=S1029-30192019000300483
https://www.elsevier.es/es-revista-seminarios-fundacion-espanola-reumatologia-274-articulo-nefropatia-lupica-silente-S1577356611000984
https://www.elsevier.es/es-revista-seminarios-fundacion-espanola-reumatologia-274-articulo-nefropatia-lupica-silente-S1577356611000984
https://www.medigraphic.com/cgi-bin/new/resumen.cgi?IDARTICULO=42343.
https://www.medigraphic.com/cgi-bin/new/resumen.cgi?IDARTICULO=42343.
https://www.medigraphic.com/cgi-bin/new/resumen.cgi?IDARTICULO=42343.
http://gjms.com.pk/index.php/journal/article/view/370/367.
http://gjms.com.pk/index.php/journal/article/view/370/367.
http://gjms.com.pk/index.php/journal/article/view/370/367.
https://pubmed.ncbi.nlm.nih.gov/29697235/
https://pubmed.ncbi.nlm.nih.gov/29697235/

	Title
	Abstract
	Keywords
	Introduction
	Methodological design 
	Place of study 
	Methods and techniques 
	Statistical processing 
	Ethical aspects 

	Results
	Discussion
	Conclusions
	Author contributions 
	Acknowledgments
	Conflicts of interest 
	References
	Table 1
	Table 2
	Table 3
	Table 4
	Table 5
	Table 6
	Table 7 

