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Immunosuppressors' Mechanism of Action and Efficacy
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Introduction

Approximately 70% of people with systemic lupus erythematosus will 
develop renal impairment over the course of their disease. Patients with 
reduced renal function at the start of their illness, as well as those who 
have recurrent flares, have a bad prognosis. It's crucial to understand how 
immunosuppressants work in order to prescribe them correctly. Steroids 
stop inflammatory cytokines from being released by inhibiting the DNA 
sequence that causes them to be released. Phosphoramide mustard, a 
cyclophosphamide metabolite, forms crosslinks with DNA, causing an alkyl 
group to clump together and kill cells. Inhibition of inosine monophosphate 
dehydrogenase precludes de novo guanine synthesis, resulting in S phase cell 
arrest. Azathioprine causes apoptosis by inhibiting the production of purines. 
Interleukin 2 production is reduced by calcineurin inhibitors, which impede 
NFAT dephosphorylation.

Description

Antimalarials affect lysosome enzymatic release by raising intravesicular 
pH. Rituximab's mode of action is linked to complement-dependent 
cytotoxicity and the destruction of anti-CD20-labeled B cells. Progress in the 
understanding and management of low-dose steroid therapy could shift the 
present paradigm and minimise the frequency of side effects. Mycophenolate 
appears to be a better choice for induction than cyclophosphamide, and it is 
also recommended over azathioprine as a maintenance immunosuppressive 
agent, however azathioprine is preferable in women who want to get pregnant, 
are pregnant, or have limited means. Treatment-resistant instances may 
benefit from tacrolimus, rituximab, or belimumab. Clinical trials with novel 
medications are now underway, with encouraging outcomes. SLE is a 
complicated autoimmune illness characterised by auto-reactive immune cells, 
particularly B lymphocytes that attack many organ systems resulting in severe 
consequences. Because autoimmune B cell stimulation and maturation play 
a crucial role in the pathogenesis of SLE, the B-lymphocyte stimulator (BlyS) 
and its receptors (TACI, BCMA, and BAFF-R) remain the focus of therapeutic 
targets for SLE therapy. Isolated cutaneous lupus, undifferentiated connective 
tissue disease, mixed connective tissue disease, and drug-induced lupus are 
some of the disease entities that can be found in SLE.

Mechanism 

A common consequence of systemic lupus erythematosus is lupus 
nephritis (LN) (SLE). Approximately 70% of SLE patients will have clinical 
indications of renal impairment as the disease progresses. Autopsies reveal 
that lupus nephritis affects more than 95% of SLE patients. Immune complex 
deposits, however, have been seen in the kidneys of nearly all SLE patients, 

even when light microscopy findings are normal. At the outset of SLE, 33% 
of patients showed worsening renal function or proteinuria [1-3]. At 5 years, 
patients with proliferative class (III/IV) and membranous (class V) LN have a 
20% and 10% chance of progressing to end-stage renal disease, respectively. 
It was the primary cause of death in SLE patients prior to 1980, but it is now 
the second highest cause of death after infections. Lower age at diagnosis, 
male sex, and being Hispanic, Asian, or African are all risk factors for LN [4,5]. 

Conclusion

SLE patients account for 2% of the hemodialysis population. Women, 
African-Americans, and those under 45 years old are the most common 
recipients of renal replacement treatment, and they have a worse dialysis 
survival rate than those who do not have the condition. The medication 
improves the patient's quality of life while also lowering the frequency of flare-
ups. We wanted to quickly discuss the mechanisms of action and current utility 
of immunosuppressive treatments in proliferative LN.
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