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IS THERE ANY ASSOCIATION BETWEEN PSORIASIS AND HS?

• A total of 68,836 patients with psoriasis and 68,836 controls were 
included in the study

• The prevalence of HS was increased in patients with psoriasis as 
compared to the control group (0.3% vs. 0.2%, respectively; OR, 
1.8; 95% CI, 1.5-2.3; P<0.001)

• In a multivariate analysis adjusting for smoking, obesity, and other 
comorbidities, psoriasis was still associated with HS (OR, 1.8; 95% 
CI, 1.4-2.2; P<0.001)

• Patients with coexistent psoriasis and HS were significantly 
younger (39.0±15.7 vs. 42.6±21.2 years; P=0.015) and had a 
higher prevalence of obesity (35.1% vs. 25.3%; P=0.001) and 
smoking (58.5% vs. 37.3%; P<0.001) as compared to patients 
with psoriasis alone

Kridin K, et al. J Am Acad Dermatol 2018 Nov 28





• Several serum autoantibodies 
were elevated in psoriasis 
patients compared to healthy 
controls

• Particularly, IgG 
autoantibodies against two 
novel antigens, LL37 and 
ADAMTSL5. 

• Correlated with Psoriasis 
Area and Severity Index 
(PASI), and reflected 
disease progression 

• Significantly elevated in 
psoriatic arthritis 
(PsA)compared to Non-PsA,

Could these molecules be involved in the pathogenesis of 
psoriatic arthritis?



What do we know 
about the 

etiopathogenesis in 
HS?



IMMUNOPATHOGENESIS OF HS

•ALPs, aerolysin-like proteins; NFκB, nuclear factor kappa B; PAMPs, pathogen-associated molecular pathogens; TLRs, toll-like receptors
Nazary M, et al. Eur J Pharmacol. 2011;672:1–8
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GENETICS OF HS: ABERRANT NOTCH PATHWAY SIGNALLING

• These mutations are mainly seen in familial HS with 
autosomal dominant inheritance, as well as in some 
sporadic cases. 

• The gamma-secretase complex study with the largest cohort 
included both familial (n=57 unrelated) and sporadic (n=38) 
patients revealed mutations in 2.1%

• Recent studies point out that variations in the gamma-
secretase gene complex can explain minority of the HS 
cases

Does the autoinflammation play a prominent role in HS 
pathogenesis? 

NCSTN, nicastrin; PSEN1, presenilin; PSENEN, presenilin enhancer.
1. Andersson ER, et al. Nat Rev Drug Discov. 2014;13:357–378; 2. Pink AE, et al. J Invest Dermatol. 2013;133:601-607



• Complex phenotype= (Hurley 
stage III disease and/or additional 
inflammatory symptoms)

• Of the patients with complex HS, 
38% were positive for pathogenic 
variants of MEFV

• The odds ratio for carrying a 
pathogenic MEFV allele was 2.80
(CI: 1.31-5.97, p<0.001).

• Not only HS in syndromic forms 
(PASH, PAPASH) but also severe 
HS and HS with additional 
inflammatory symptoms belong to 
autoinflammatory spectrum 
neutrophilic skin diseases



IS THERE ANY COMMON INFLAMMATORY PATHWAY IN HS 
AND PSORIASIS?

• Role of Th17/Treg axis in psoriasis and HS
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CONCLUSIONS

• HS is a complex chronic inflammatory disease 

• In a multivariate analysis adjusting for smoking, obesity, and 
other comorbidities, psoriasis was still associated with HS 
(OR, 1.8; 95% CI, 1.4-2.2; P<0.001)

• Few cases related with mutations in Notch genes

• Autoinflammatory pathways, such as the FMF, can explain 
some of HS cases

• Sufficient evidence exists to support the role of Th17/Treg
axis in the inflammatory mechanisms of HS, but not the 
sole pathogenic pathway
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