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Let us remember that C3 

glomerulopathy is the product of an abnormal 

activation in the alternative complement 

pathway, which leads to excessive production 

of active C3 and its degradation products [1]. 

Among the causes of this excessive 

activation of the alternative complement 

pathway, the mutations in the regulatory 

proteins of the alternative complement 

pathway stand out in the first place, on the 

other hand, with an even higher frequency are 

the presence of autoantibodies, among these 

antibodies, the most common is a nephritic 

factor, which is present in 80% of EDD cases 

and 50% of GC3 [2]. 

Many of the genetic mutations are 

found in the CFH and CFHR genes, but other 

complement gene mutations have also been 

described that would lead to the development 

of C3 glomerulopathy, although with a much 

lower frequency. On the other hand, family 

case studies have been carried out that have 

made it possible to know exactly at what 

specific level dysfunction occurs in the 

complement system. This can lay the 

foundations for the development of therapies 

that would be very beneficial for this disease, 

which, as mentioned in said research, the 

optimal treatment remains undefined [3]. 

In addition to the genetic bases already 

mentioned in this letter, it would be 
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convenient to mention the clinical 

manifestations to better understand these 

phenomena and their importance. 

The main manifestations reported 

include urinary alterations, with proteinuria in 

non-nephrotic ranges and microhematuria in 

most cases, in the same way, renal function 

can be normal or present in the form of acute 

renal failure, however, the most common is the 

presence of a progressive deterioration of renal 

function, accompanied by a variable degree of 

arterial hypertension, a characteristic picture 

of the hemolytic uremic syndrome is also 

usually frequent, which is especially important 

because some defects in the regulation of the 

alternative complement pathway are not they 

end up in a C3 glomerulopathy, but instead 

develop the hemolytic uremic syndrome, 

however, there is literature that describes cases 

of the hemolytic uremic syndrome and C3 

glomerulopathy in the same patient. The 

imbalance between the appearance of one 

condition or another would be explained by 

the generation of antibodies to the different 

domains of factor H, thus understanding that if 

the antibodies are directed against the C-

terminal end they will favor the development 

of hemolytic uremic syndrome, while if 

Antibodies are directed against the N-terminal 

end would favor the development of C3 

glomerulopathy, a fact that is of great 

importance when it comes to understanding 

the pathogenesis of this disease a little more 

[4]. 

 To conclude, I will highlight the fact 

that the information available in the literature is 

scarce, therefore, such work on the 

identification of acquired or hereditary defects 

in C3 glomerulopathy, as well as in glomerular 

disease mediated by immune complexes, 

provides a great contribution to this field of 

research and brings us closer to the 

development of more effective identification 

methods and more timely treatments for a 

pathology in which renal survival at 10 years is 

50% [5]. 
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