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Abstract ; Hidradenitis Suppurativa (HS) is a complex chronic inflammatory skin disease,its characterized
clinical symptoms include painful abscesses, deep nodules, fistulas and scar formation, it mainly affects the
skin folds such as the armpits and groin. The pathogenesis of HS has not been fully elucidated,and its clinical
treatment is tricky. Recent studies have demonstrated that dysbiosis of the skin and gut microbiome plays a
pivotal role in the pathogenesis of HS. The skin and intestinal microbiome of HS patients both show the char-
acteristics of decreased diversity and increased pathogenic bacteria, HS patients exhibit the reduced microbial
diversity and increased pathogenic bacteria in both skin and gut microbiomes. This microbial imbalance may
exacerbate the inflammatory responses by activating host immune reactions, may form a continuous positive
feedback loop of inflammation and promote the disease chronicity. Interventions targeting the microbiome
such as probiotic supplementation restore the balance of the intestinal flora and thereby breaking the inflam-
matory cycle of HS,have become potential therapeutic directions. However, the specific mechanism of micro-
biome action remains questionable, In the future,further research is needed,including the development of tar-
geted therapeutic methods (such as bidirectional regulation based on the gut-skin axis) and standardized mi-
crobiome analysis to promote the precision of HS treatment. This article reviews the progress of the potential
role of skin and intestinal microbiota in the pathogenesis of HS in order to provide the new ideas for the clini-
cal exploration of HS treatment strategies.
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Multi-target mechanisms and research progress of thiamine in treatment of sepsis”
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Abstract ; Sepsis is a life-threatening organ dysfunction caused by the dysregulation of the host response
due to infection. Its multiple pathophysiological changes are closely correlated to oxidative stress,and thiamine
as an antioxidant has the potential effects in improving the patients’ conditions and prognosis. This article re-
views thiamine in sepsis from perspectives including mechanisms of action,usage and dosage, potential adverse
reactions and therapy. It focuses on elaborating its multi-target action pathways, summarizes the synergistic
trends of high-dose application and combination therapy,and points out the problems such as heterogeneity in
dose-effect relationship,unclear intervention timing,and unelucidated combination mechanisms. Currently, the
optimal dosage, precise time window,and response differences among subtypes of thiamine therapy remain to
be verified. Future research should focus on developing individualized administration regimens, defining the
“golden time window” for early intervention, elucidating molecular mechanisms of combination therapy,and

researching novel targeted delivery systems to promote its transformation to precision treatment.
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