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Hyperacute, acute, or chronic transplant rejection can all be categorised. Within minutes or hours 
of grafting, hyperacute rejection can happen and is typically brought on by particular antibodies 
against the transplant. Acute rejection can develop days or weeks after transplantation and is 
brought on by certain lymphocytes in the recipient that identify human leukocyte antigens in the 
transplanted tissue or organ. In addition, chronic rejection typically develops months or years 
after an organ or tissue donation. The immunopathogenesis of chronic rejections is primarily 
mediated by a number of pathways involving humoral, cellular, and chronic inflammatory 
responses. The discussion of chronic transplant rejection evaluation and management in this 
exercise emphasises the need of interprofessional team members working together to deliver 
well-coordinated care and improve patient outcomes.
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Introduction
There are three types of transplant rejection: hyperacute, 
acute, and chronic. Hyperacute rejection typically develops 
minutes or hours after transplantation and is brought on by 
particular antibodies against the graft. Acute rejection can 
be brought on by certain lymphocytes in the recipient that 
detect HLA antigens in the tissue or organ transplanted days 
or weeks after transplantation. Last but not least, chronic 
rejection typically develops months or years after organ or 
tissue transplantation. The immunopathogenesis of chronic 
rejection is primarily mediated by a number of pathways 
involving chronic inflammation, humoral immune responses, 
and cellular immunological reactions [1].

Reported that a vascular disease component of the transplanted 
graft plays a critical role in determining the complication of 
chronic solid organ allografts. However, the sole subject of 
their review was cardiac transplantation. Histologic evidence 
suggests that the buildup and activation of phagocytes may 
be a contributing factor in cardiac allograft vasculopathy. 
The phagocytic cells that are present in this kind of chronic 
cardiac transplant rejection include macrophages, monocytes, 
and immature dendritic cell subsets. Myeloid phagocytes also 
interact with B and T lymphocytes and signal and activate 
vascular smooth muscle cells and fibroblasts, which can 
thicken the intima of the blood vessels. Interstitial fibrosis 
and tubular atrophy have been used as labels for chronic renal 
allograft rejection to better reflect the underlying histology 
and pathogenesis. These days, chronic rejection is regarded as 
the leading cause of graft rejection [2].

The time and the indication of such graft biopsies determine 
the overall frequency and prevalence of chronic allograft 

nephropathy in biopsies of renal allograft tissues. According 
to protocol biopsies, the prevalence can reach up to 94% in 
the first year after transplantation and up to 100% after ten 
years. In the United States, winter months are markedly more 
deadly for patients on chronic hemodialysis than summer 
months. However, it is unknown whether there is a seasonal 
variation in mortality or graft failure among kidney transplant 
recipients. According to one study, there is a sizable annual 
variance in the number of deaths from graft failures [3].

Organ rejection might be treated differently depending on the 
injury's kind and underlying cause. A variety of therapeutic 
approaches, including but not limited to hemodialysis, 
hemofiltration, and the use of diuretics, should be used 
to control the problems associated with chronic kidney 
rejection, such as arterial hypertension, pulmonary edoema, 
and uremia. In general, targeted antimicrobials should be 
used to treat the majority of infectious causes. The albumin to 
creatinine ratio can be utilised to direct treatment in diabetic 
nephropathy. Angiotensin-converting enzyme inhibitors or 
angiotensin receptor blockers should be used to inhibit the 
renin-angiotensin system if this ratio is greater than 3. To 
help safeguard the kidney of the donor, this therapy should be 
continued even in situations where blood pressure is normal 
[4].

It is advised to maintain strict glucose control when 
hyperglycemia is present. Therapy for non-insulin-dependent 
diabetes mellitus is often carried out using a biguanide or 
sulfonylurea, while insulin is typically used for type 1 diabetes 
mellitus. Retransplantation of the organ or tissues may be an 
option in cases of terminal rejection [5].
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Conclusion
In biopsies of rejected organs, arteriosclerosis, which 
causes a gradual luminal constriction of graft arteries, is the 
predominant histological result. Usually, a vasculopathy or 
graft vascular disease is used to describe this. This condition 
frequently has parenchymal (graft tissue) fibrosis present. For 
instance, a biopsy of a liver with chronic rejection reveals 
fewer bile ducts and tiny artery obliteration. Accordingly, 
bronchiolitis obliterans is a sign of lung rejection. This 
vascular dysfunction has been attributed to the presence of 
endothelial damage and subsequent inflammation.
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