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Patogeno
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Il dilemma

The role of bacteria remains controversial. HS is not
considered to be primarily an infectious disease. A variety
of Gram-positive and Gram-negative bacteria have been
isolated from the lesions sporadically, including Staphy-
lococcus aureus, Peptostreptococcus spp., Propionibacte-
rium acnes, Escherichia coli, Proteus mirabilis and Klebsi-

ella spp. [27]. However, the clinical relevance of these
findings in HS remains unclear: negative cultures from
the surface of HS lesions are not uncommon; there is a
variety of isolated organisms; infectious complications,
such as cellulitis, are rare, and regional lymph nodes re-
main almost invariably uninvolved [27-30].
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Table 1. Patient characteristics and characteristics of microbiolog-
ical samples obtained from deep portions of inflammatory lesions
of patients with HS

Patients included 113
Gender

Male 57 (50.4)

Female 56 (49.5)
Age, years 42 (27.8-50)
Smoking 88 (77.9)
Hurley stage

II 66 (58.4)

I 47 (41.6)
Pre-treatment

Topical antibiotics 33(29.2)

Systemic antibiotics 90 (79.6)
Microbiological samples

Microbiological samples 113

Positive bacteriology 95 (84.1)

Isolates per sample 2(1-2)

Range 1-5

Polymicrobial (isolates n >1) 51 (45.1)
Obtained from

Axilla 54 (47.7)

Groin 44 (38.9)

Gluteus/perineum 15(13.2)

Values are n (%) or median (IQR), as appropriate.




Bacterial isolates

CoNS
Staphylococcus epidermidis
Staphylococcus lugdunensis
Staphylococcus haemolyticus
Other CoNS

S. aureus

P. mirabilis

E. coli

Corynebacterium spp.

Enterococcus spp.

Viridans streptococci
Streptococcus anginosus
Streptococcus constellatus
Other viridans streptococci

Streptococcus agalactiae

Streptococcus dysgalactiae subsp. equisimilis

Klebsiella pneumoniae

Prevotella spp.

Enterobacter cloacae

Porphyromonas spp.

Fusobacterium spp.

Bacteroides fragilis

Finegoldia magna

Pseudomonas oryzihabitans

Citrobacter spp.

Peptostreptococcus spp.

Acinetobacter genomospecies 3

34(19.9)
9(5.3)
7 (4.1)
3(1.8)

15 (8.8)

22 (12.9)

19 (11.1)

17 (9.9)

11 (6.4)

11 (6.4)

10 (5.8)
5(2.9)
2(1.2)
3(1.8)
7 (4.1)
5(2.9)
5(2.9)
4(2.3)
4(2.3)
3(1.8)
3(1.8)
3(1.8)
3(1.8)
3(1.8)
2(1.2)
2(1.2)
1(0.6)




Aerobic and Anaerobic Bacteriology
of Hidradenitis Suppurativa: A Study
of 22 Cases
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Table 2. Microbiological findings of 22 HS patients

Patient Aerobes Anaerobes

S. haemolyticus

No isolation

S. lugdunensis

S. haemolyticus

Mo isolation

No isolation
D. nishinomiyaensis/K. sedentarius

No isolation

No isolation

P. mirabilis

E. coli

S. lugdunensis

P. aeruginosa

P. mirabilis

No isolation

P. mirabilis

8. aureus

S. haemolyticus

P. mirab

fluorescens
S. epidermidis P. granulosum
2 No isolation
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Microrganismo

Enterobatteri

Pseudomona
s

Acinetobacter
Enterococchi
Stafilococchi
Streptococchi

Miceti
Altri
Totale

Ospedalizzati

269
96

19
75

50
47
68

Ambulatoriali

150
84

32
16
46

totale

419
150

28




Microrganismo  Ospedalizzati Ambulatoriali totale %

Enterobatteri 64 (& 135 34,9
Pseudomonas 27 23 50 12,9
Acinetobacter 3 4 7 1,8
Enterococchi 16 9 25 6,5

Stafilococchi 52 65
( S. aureus)

Streptococchi 4.4

Miceti 6,2

Altri 3,1
Totale




Microrganismo  Ospedalizzati Ambulatoriali  totale

Enterobatteri 63 34 97
Pseudomonas 20 9 29
Acinetobacter 1 1 2
Enterococchi 18 9 27

Stafilococchi 78 62
(S. aureus)

Streptococchi 24 10

Miceti 7 )

Altri 31 25
Totale




Microrganismo

Enterobatteri
Pseudomonas
Acinetobacter

Enterococchi

Stafilococchi
( S. aureus)

Streptococchi
Miceti
Altri
Totale

Ospedalizzati

142
49
15
41
85

16

25

31
404

Ambulatoriali

45

22
4
6

49

13
1
17
159




microrganismo paz.ospedalizzati

E.coli
K.pneumoniae

P. mirabilis
Ps aeruginosa
Staf. aureo

Str.pyogenes
Totale

93
27
42
92
145

4

paz ambulatoriali

47
1"
53
52

totale

140*
38*
95*
144
273

11
701
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microrganismo Totceppi ESBL +

E.coli 128 24
K. pneumoniae 37 16
P. mirabilis 81 17
Totale 246 57
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% I+R

70 - 63,1 64.6 B St aureo MSSA

B St aureo MRSA
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[Solamento microbiologico

> Valutato nel singolo caso In rapporto al quadro
clinico;

> Fattori di rischio : patologie croniche,
Immunodepressione, diabete ecc:

> Germi a diversa patogenicita ;

> Produzione di tossine;

> Biofilm;

> Prelievo profondoiin prima istanza ?

> O dopo fallimento di terapia empirica ?



