






following viral or bacterial infec�ons, such as
those caused by the rubella virus, measles
orbillivirus, mumps virus, Epstein-Barr virus,
hepa��s A, hepa��s B, or hepa��s C viruses, HIV,
cytomegalovirus, parvovirus B19, adenovirus,
echovirus, human herpesvirus 6, influenza virus,
parainfluenza viruses;Mycoplasma pneumoniae;
C h l a my d i a  p n e u m o n i a e ;  S t r e p t o c o c c u s
p n e u m o n i a e ;  Y e r s i n i a  e n t e r o c o l i � c a ,
C a m p y l o b a c t e r  j e j u n i ,  a n d  B o r r e l i a
burgdorferi(6,7,47)
 Addi�onally, before the onset of the illness
or before a recurrence, pa�ents frequently feel
odynophagia (sore throat) or pharyngi�s, which
may be related to the infec�ous risk signal that
ac�vates TLRs and causes inflamma�on.

Cytokines:

 There are specific danger signals, such as 
pathogen-associated molecular pa�erns (PAMPs) 
or damage-associated molecular pa�erns (DAMPs) 
which are l ikely the tr igger for  the pro-
inflammatory cascade to begin. These danger 
s ignals  are del ivered to neutrophi ls  and 
macrophages by par�cular Toll-like receptors 
( T L R s ) ,  w h i c h  t h e n  t r i g g e r  p a r � c u l a r 
inflammasomes, most likely NACHT, LRR, and PYD 

domains-containing protein 3 (NLRP3), ac�va�ng 
caspases and producing excessive amounts of 
ac�ve IL-1.(48-51). This process, which appears to 
be crucial to the pathogenesis of AOSD, causes a 
significant ac�va�on of innate immune cells and 
the overproduc�on of  a  number of  pro-
inflammatory cytokines, including as IL-6, IL-8, IL-
17 ,  I L -18 ,  and  TNF(48-51) . An  enhanced 
inflammatory response, o�en known as the 
cytokine "burst" or "storm," is caused by a number 
of ac�ve variables. Advanced glyca�on end 
products (AGEs) and several alarmins, such as the 
S100 proteins (with S100A12 appearing to be more 
specific to SOJIA), are implicated in these processes 
in addi�on to IL-1 itself, which confers retrograde 
ac�va�on of macrophages and neutrophils(49,51-
55) In addi�on to amplifica�on mechanisms, 
deficiencies or failures in regulatory or an�-
inflammatory mechanisms, such as a lack of 
regulatory T cells or natural killer cells, a lack of IL-
10 produc�on, a lack of lipid mediator clearance, a 
lack of produc�on of soluble receptors of AGEs 
(sRAGEs), or a lack of produc�on of other 
resolu�on-associated molecular pa�erns (RAMPs), 
m ay  co nt r i b u te  to  t h e  p at h o ge n e s i s  o f 
autoinflammatory diseases.(56-59)
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