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We read with great interest the recent pub-
lication by Teoman et al. 20251, which ex-

amines the role of vimentin 3 as a new potential 
biomarker in oral squamous cell carcinomas. 
While the study contributes valuable insights, 
we must highlight a critical methodological flaw 
that undermines the validity of its conclusions.

The authors utilized the VIM-3B4 antibody to 
detect Vim3 expression in their study. However, 
as clearly demonstrated by von Brandenstein et 
al.2,3, this antibody binds exclusively to the rod 
domain of vimentin, a region that is present in 
both the full-length vimentin and the truncated 
Vim3 isoform. Consequently, the VIM-3B4 an-
tibody is incapable of distinguishing between 
these two forms. This limitation renders the au-
thors’ claim, that their detected signals are spe-
cific to Vim3, scientifically unsupported.

The authors conclude that the detected sig-
nals are specific to Vim3. However, given that 
full-length vimentin is widely expressed in 
various cell types and tissues, it is highly plau-
sible that the observed signals originate from 
full-length vimentin rather than the truncated 
Vim3 isoform4. Without the ability to differen-
tiate between these isoforms, the conclusions 
drawn by the authors are not supported by the 
data presented. The truncated Vim3 variant is 
characterized by a unique C-terminal end that 
is absent in full-length vimentin. A specific anti-
body targeting this C-terminal region, developed 
and characterized by the von Brandenstein re-
search group at the University Hospital Cologne, 
is the only tool currently capable of distinguish-

ing between Vim3 and full-length vimentin 
(EP2784510A1). Without the use of this specific 
antibody the specific detection of Vim3 is not 
achievable.

Furthermore, the findings of von Branden-
stein et al.2,3 clearly demonstrate that Vim3 is 
a tumor associated isoform that is minimally 
expressed, if at all, in healthy tissues. The use 
of the VIM-3B4 antibody without additional vali-
dation leads to an overlap with full-length vi-
mentin, thereby compromising the accuracy of 
the results. This methodological flaw calls into 
question the authors’ assertion that Vim3 was 
specifically detected in their study.

Given these considerations, we must con-
clude that the data provided in the publication 
are insufficient to specifically demonstrate the 
expression of Vim3

To accurately analyze Vim3 expression in 
future studies, we recommend the use of the 
specific antibody against the C-terminal end of 
Vim3, which is only available through the von 
Brandenstein research group. Further validation 
of results through methods such as Western 
blotting with specific antibodies or mass spec-
trometry would also be essential to definitively 
confirm the identity of the detected isoform.

These observations align with well-estab-
lished evidence that the VIM-3B4 antibody lacks 
the specificity required to distinguish between 
the truncated Vim3 isoform and full-length vi-
mentin, as demonstrated by von Brandenstein 
et al.2. In this context, it has been shown that ac-
curate detection of Vim3 necessitates the use of 
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antibodies targeting its unique C-terminal end, 
which is absent in full-length vimentin. Without 
this specificity, the conclusions regarding Vim3 
expression are not substantiated.

In conclusion, we agree with the authors 
that the potential role of Vim3 in tumor biol-
ogy and associated pathways warrants further 
investigation. However, based on the current 

methodological limitations, we emphasize 
that the use of the VIM-3B4 antibody alone 
is insufficient to specifically detect Vim3. 
Therefore, the findings presented in the study 
should be reconsidered in light of these criti-
cal concerns, and future research should pri-
oritize the use of specific antibodies to ensure 
accurate and reliable results.

References
1.	 Teoman G, Yilmaz ZS, Usta ZT, et al. Vimentin 3 as 

a new potential biomarker in  oral squamous cell 

carcinomas. Medicina (B Aires) 2025; 85: 1226-31.

2.	 von Brandenstein M, Puetz K, Schlosser M, et al. Vi-

mentin 3, the new hope, differentiating RCC versus 

oncocytoma. Dis Markers 2015; 2015: 368534.

 3.	 von Brandenstein M, Bernhart SH, Pansky A, et al. Be-

yond the 3’UTR binding-microRNA-induced protein 

truncation via DNA binding. Oncotarget 2018; 9: 32855-67.

4.	 Paulin DA, Lilienbaum S, Kardjian O, Agbulut, Li Z. 

Vimentin: Regulation and pathogenesis. Biochimie 

2022; 197: 96–112. 


