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Although Helicobacter pylori  (HP) is frequently 
associated with  chronic active gastritis and peptic 
ulcers, its exact pathogenic  role or the pathomecha-  
n i sm is still unclear. Here, w e  describe a striking, 
statistically s ignif icant increase of eos inophi l s  in 
HP infected gastric mucosa  compared to HP nega- 
tive gastritis wi th  similar activity. In both cases, the 
mean  number  of the mast cells in the mucosa  was  
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comparable,  a l though the indiv idual  va lues  sho- 
wed wide  distribution.  The source and role of  eosi-  
nophi l ia  in HP infected mucosa ,  the potential  l ink 
be tween  the degree of eos inophi l ia  and the clinical 
progression,  as wel l  as be tween  eos inophi l s  and 
mast cells require further study. (Pathology Onco- 
fogy Research Vol 2, No 4, 237-238, 1996) 

lntrodttction 

Although, there is no doubt that Helicobacter pylori (HP) 
infection can cause gastritis and peptic ulcers, the exact 
pathomechanism is still not fully understood. L" Certain 
studies suggest the involvement of allergic components 
showing specific anti-HP antibodies in the sera and bound to 
basophils in HP infected patients. ~ In HP induced chronic, 
active gastritis, the inflammatory cells are mainly plasma 
cells and lymphocytes, mixed with fewer macrophages and 
polymorphonuclear leukocytes. But, if the allergic mechan- 
ism contributes to the inflammation, ~: the presence and 
activity of mast cells, as well as eosinophils, is expected. 
The aim of this study was to quantify those cells in HP 
positive and HP negative gastric mucosa. 

Materia& and Methods 

Twenty three HP positive (histologically c(mfirmed) 
and 17 HP negative gastric biopsies were evaluated. The 
severity of inf lammation,  at least moderate, was con> 
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parable m the two groups. Sections from formalin-f ixed 
and paraff in-embedded materials were stained with HE 
and toluidine blue. and were also used for immunohis to-  
chemistry (monochmal  mouse anti human mast cell 
tryptase, Dako: diluted 1:50). Cell counting,  performcd 
with ocular micrometer,  was restricted to the stromal 
area {0,3 mm-'/sample) of the tunica propria mucosae 
thus avoiding the difference in stroma/gland ratio 
between the samples. For statistical evaluation,  t-paired 
test was used. 

RestdS" 

Fig. l shows the individual  cell numbers  in each evalu- 
ate;l case. Tile mean value of the number  of mast cells 
was 107.1 in the HP positive, and ahnost  identical,  105.9 
in the HP negative groups. Obviously,  there was no 
statistical difference (p = (1.950). but there were lar_oe 
wtriations within the groups. (These values represent the 
restllt of immunohis tochernis t ry  since it proved to bc 
more sensit ive than the tohlidine blue staining). 

In contrast, the mean number  of eosinophils  was more 
than ten times higher in HP positive (166.0 + 66.1) than 
in the HP negative group (13.7 -+ 12.4) (p < 0.001). The 
individual  values showed wide distr ibution in the HP 
positive group, but even the lowest value surpassed the 
highest level fimnd in HP negative cascs. 
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Fi<gure 1. NItnfl~cs ({( cosii~ophils a m / m a ~ t  c<'lls m H t  ) ?osi t iuc  
oral l i p  m'2(+tiue k,0stI'(c m u t e s 0 .  1 hc pcrticol soni t  s/loc(:s t]r 
IlltIIII1CF O]:t'I'lJ,s/().,~ HI#tt Sl t ( l l t l l l l  71t dlt. 

D i s c u s s i o n  

It s t e i n s  that HP infect ion does not ahcr the ill_illlbor o1: 
masl cells in ga~lrie mueosu. However,  fl~e quanfil'<ltivc 
~imihlr i  W does not rule out the possib i l i ty  o f  tl~e t i p  
m e d i a t e d  d e g r a n u l a t i o n  o f  m a s t  c e l l s  b e c a u s e  t he  i den t i  

f icat ion of  dcgranulated IIILIM cells Jrl seclions is rather 
d i f l i cuh.  CVCll wi th inununohistochcmistry.  CThe avai l  
a b l e  a n t i - m a s t  ce l l  a n t i b o d y  r e c o g n i z e s  a COlllp(~llenl el: 

Ihe  granuhim. ) 

The dramatic and signif icant increase in the nun/her of  
cosinophils in HP hlfectod gllslric nli_lcosa Js slightly aslo- 
nishing, since tisstio eosinoptf i l ia omculs pr imari ly in 
helminlhiasis, in al le l%c diseases, anti in certain nott 
ph.lsi:.ls (e.g. Hodgkin 's  disease), but �9 or seldom, in 
bacterial infections. We aSStli/ic, timt lifts increase is iV,)l ~,i 
pure coincidence but ieprcscFi[~; tl~c paihogenctic io lo of 
cosinophils in HP infectioi-i. The relnairlin,g quesliOn is: 
how cll+cs it work'? Thct)reiic:.ill},, either H P  has u direct 

cJlel l lO1"aclic cflcct im e(!,,inophil<,, t)r Iho nlucoscil e(>sillo- 
phi l ia i~ u cotist_4_ll.1onco e l  tither cu l ls  acti\ i t ie~, l!.g. 
there is c\ idcncc on the potcnlictl intcrcictions eft 
c<~sinophil~ arid masl ce l l , .  Tile main chenlolt icl ic factors 
I\)t- cos�9149 :.ii-c the eosinol~hil chemc~tuclic l i ictor 
(ECt:) and interlct lki i l  5 ( IL-5).  The former is produced by 
parcisile,~ (['X_'P-P) and al,~o I~}, fill�9 cells ( I { (P- ! \ ) .  Thorc- 
ftll+C, thc ~.tCCtlilltllaliOll {+l cosinol+hiIs in HP inlecled 
>amplcs could rcstlll either from the direct c h e r o o t ' a t t i c  

el ' feet  o f  H i t  o r  1"1o111 the  E C F  .,\. 111 - 5 c':111 C(;l/lC f1o111 T 

lymplnocytes (~t. again, from mast cel l~ As we staled 
ahcwe, despite tile unchanged ill.l l l lbor o |  ill~.tst cells, f l leir 
increased ~lctivity could not bc ruled out. 
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