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Abstract
I read with interest the review on the pathogenesis of di-
verticular disease by Commane et al  in World J Gastroen-
terol  2009; 15(20): 2479-2488. However, I would like to 
discuss several important errors that the authors made 
whilst citing information from previously published work 
on the neuromuscular dysfunction in the disease. 
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TO THE EDITOR
I read with interest the review on the pathogenesis of  di-
verticular disease by Commane et al[1] in World J Gastroenterol 
2009 May 28; 15(20): 2479-2488. However, in the discus-
sion, the authors made several important errors while 
citing information from previously published work on the 
neuromuscular dysfunction in the disease. The authors 
argued that methods for measuring the general nerve, and 
cholinergic and nitrergic activity in longitudinal muscle 
(LM) in the disease[2,3] may have been erroneous because 
of  potential confounders of  elastosis and smooth muscle 
shortening, and mentioned that it was not clear how these 
potential confounders were controlled. 

First, the authors stated in error that these studies used 
prostaglandin as a marker of  general nerve tissue, whereas 
in fact, both studies reported the antibody localization of  
protein gene product (PGP), a marker of  general nerve 
tissue, which has been used extensively to localize nerves 
in histological sections[4]. 

As discussed previously[3], the reduction in immuno-
reactivity of  PGP in LM in diverticular disease was prob-
ably a spurious finding, secondary to the associated 200% 
increase in the surface area of  elastin in LM compared 
with normal controls. It may be not due to an increase in 
general nerve degeneration in the disease, as the qualitative 
signs of  degeneration were similar between the disease 
and controls, and reflected the mean age of  the patients. 

The method that was used to semi-quantify cholinergic 
and nitrergic activity was specifically designed to overcome 
the potential problem of  the effects of  elastosis of  LM in 
the disease. Choline-acetyl-transferase (ChAT), a marker 
of  cholinergic activity, and nitric oxide synthase 1 (NOS1), 
a marker of  nitrergic activity, were each co-localized with 
PGP on histological sections, which then underwent im-
muno-fluorescence analysis. The immuno-reactivities were 
expressed as % (surface area of  ChAT)/% (surface area 
PGP) and (surface area of  NOS1)/% (surface area PGP), 
respectively. The finding of  lower immuno-reactivities of  
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both ChAT and NOS1 in diverticular LM, compared with 
controls, was therefore considered non-spurious, as any 
potential effect of  elastosis in diluting immuno-reactivity 
would have been the same for both the neurotransmitters 
and PGP. These arguments were discussed in the respec-
tive articles[2,3].
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