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Tujuan Belajar

1. Mengetahui jenis penyakit infeksi bakteri pada kulit (SKDI 2012)

2. Mengetahui faktor penyebab dan faktor risiko serta patogenesis

3. Memahami cara penegakan diagnosis

4. Memahami cara melakukan (pengambilan sampel) dan 
interpretasi hasil pemeriksaan penunjang

5. Memahami cara penatalaksanaan



Jenis Infeksi Bakteri di Kulit

1. Infeksi primer

2. Infeksi sekunder

3. Erupsi/manifestasi infeksi primer di organ lain

4. Reaksi kulit (hipersensitivitas/alergi) terhadap infeksi di 

organ lain





Faktor yg berpengaruh terhadap Infeksi

Bakteri di Kulit

Portal of Entry –

disruption of skin barrier.

Natural Resistance of 
The Skin –

Free fatty acid, Linoleic 
acid; Sphingosine, 
Glucosylceramides, 
Hexadeconic acid.

Antimicrobial peptides 
(AMP) in the lamellar 
bodies → insertion of 
bacterial membrane:

Cathelicidins & Defensins

Host inflammatory 
responses–

AMP;

Toll like receptor;

Complement : 
mannin-binding 

lectin.  

Pathogenicity of 
Microorganism -

Cytotoxin & enzymes →
direct invasion & lysis of 

protein, receptor.

Aureoly-sin A, 
Staphylokinase, 

Protease, α toxin, etc.

M protein, 
Streptokinase, 

Streptolysin, etc.





Streptococcus sp.









SKDI 2012



Infeksi Bakteri di SNPPDI 2019

11 Impetigo bullosa dan krustosa 4

12 Ektima 4

13 Folikulitis superfisialis 4

14 Paronikhia piogenik - 4

15 Furunkel, karbunkel 4

16 Folikulitis profunda 2

17 Selulitis 3A

18 Ulkus piogenik 2

19 Eritrasma 3A

20 Erisipelas 3A

21 TB kutis (termasuk skrofuloderma) 3A

22 Lepra tanpa komplikasi 4

23 Reaksi lepra 3A

24 Sifilis primer dan laten 4

25 Sifilis sekunder dan sifilis dengan penyulit 3A

26 Scarlet fever 2



INFEKSI (PRIMER) BAKTERI PADA KULIT 

 Klasifikasi berdasar penyebab :

 Staphylococcus sp. → exfoliative toxin → desmoglein

 Streptococcus sp. → Streptolysin → cytolisis

 Klasifikasi berdasar manifestasi klinis (struktur kulit

yg terinfeksi) - Pyoderma :

1. Impetigo bulosa & krustosa

2. Ektima

3. Folikulits

4. Furunkel

5. Karbunkel 

Invasive infection :
1. Erysipelas

2. Cellulitis

Digital infection :
1. Paronychia

C. minutissimun :

1. Erythrasma 

Staph toxin-associated syndromes:
1. Scarlet fever



Map of Pyoderma



(Impetigo krustosa)



Impetigo → epidermis

 Epidemiologi:

 Bayi dan anak

 Ax. Asimtomatik ?

 Pemeriksaan fisik

 Impetigo krustosa : erosi dg krusta

kekuningan

 Impetigo bulosa :vesikel, bula, erosi

 Gx sistemik (-)

 Pemeriksaan penunjang

 Sampel kulit : eksudat/pus → pengecatan

Gram: kokus ungu berderet (Steptococcus

sp) atau bergerombol (Staphylococcus sp.)



 Impetigo: S. aureus nasal colonization Colonization of the 

nares in usually asymptomatic. This patient had tenderness 

and erythema of the skin adjacent to the nares indicative of 

superficial infection rather than colonization.



 Impetigo: variable pruritus, especially associated with atopic dermatitis. 

 Ecthyma: pain, tenderness.





Ektima → epidermis & dermis

 Epidemiologi:

 Anak & Dewasa

 Ax. Gatal & nyeri

 Pemeriksaan fisik

 Ulkus, pustulasi, kulit sekitar eritem, 
odem

 Krusta coklat - hitam

 Gx sistemik: demam+-, pembesaran
limfonodi

 Pemeriksaan penunjang

 Sampel kulit : eksudat/pus → pengecatan
Gram: kokus ungu berderet atau
bergerombol





Folikulitis, Furunkel, Karbunkel → Folikel rambut; Abses

 A furuncle is an acute, deep-seated, red, hot, tender nodule or abscess
that evolves from a staphylococcal folliculitis. 

 A carbuncle is a deeper infection composed of interconnecting abscesses 
usually arising in several contiguous hair follicles.

 An abscess is an acute or chronic localized inflammation, associated with a 
collection of pus and tissue destruction. 

 Ax. Gatal – nyeri

 Pemeriksaan fisik

 Gejala sistemik : demam

 Papul folikuler – nodul eritem, punctum (soliter – multiple), odem, nyeri tekan+





PIODERMA PROFUNDA



Erisipelas

Abses kelenjar
keringat



Hidradenitis 
supurativa

(kel. apokrin

Selulitis

Ulkus pyogenik



KOMPLIKASI



DIFERENSIAL DIAGNOSIS



PEMERIKSAAN PENUNJANG



PENATALAKSANAAN







Eritrasma

 Infeksi kulit yg disebabkan C. minutissimum

 Ax. Rasa nyeri panas seperti terkena cabe

 Px. Fisik:

 Lipatan (intertriginous) : Patch eritem dg maserasi, 

kecoklatan - merah terang, dg skuamasi ringan

Px Lampu Wood : merah bata (coral red) – porfirin

Tx. Topikal : eritromisin, klindamisin, mikonazol

Sistemik : eritromisin 4x250 mg, claritromisin 1 gr



SCARLET FEVER

 Syndrome: 

1. exudative pharyngitis, 

2. fever, 

3. scarlatiniform rash (sandpaper 

texture).

 Cause by pyrogenic exotoxin of Group A 
Streptoccoccus / Staphylococcus sp.

 Kasus jarang.

 Inkubasi : 12 jam – 5 hari

 Erupsi kulit terjadi 1-2 hari setelah gx
sistemik, mulai dari leher – badan –
ekstremitas.

 Lesi berupa patch petekie/ purpurik
(Pastias’s sign), ok. Vasa darah yg fragil.

 Lesi memudar 3-4 hari kemudian, diikuti
pengelupasan kulit, dan berakhir dalam 1 
bulan. 

 Tx. antibiotik



Paronikia





Therapy for Paronychia



In Grown Toe Nail



Etiology 

 Trimming toenails improperly: Cutting the toenail rounded, V shape or too short will cause bulging 
of the soft tissue and the possibility to leave a nail spur that is difficult to remove, resulting in an 
inflammatory reaction with pressure necrosis. The proper way to trim the toenail is to cut it 
straight across beyond the nail bed. [5]

 Poorly fitting shoes: The nail plate can be forced out of the nail groove by footwear that has a toe 
box that is too small for the forefoot. The constant pressure on the nail bed and nail groove results 
in breakage that starts an inflammatory process and eventually results in an ingrown nail.

 Nail plate abnormality: Increased curvature of the nail plate, as in pincer nail, may develop into an 
ingrown nail. [5] Deformities that result from prior trauma or underlying bone pathology may 
predispose to ingrown nails.

 Excessive sweating: It was noted that ingrown nails are common among teenagers and soldiers, in 
whom excessive sweating is present, which results in softening of the nail fold. With the 
participation in sports, nail spicules may develop and can easily pierce the adjacent softened nail 
fold.

 Obesity causing deepening of the nail groove

 Drugs (eg, antiviral therapy for HIV disease): Indinavir has been reported to have an association 
with an increased incidence of ingrown nails. [6] Cyclosporine, docetaxel, oral antifungals, and 
retinoids can cause excess nail fold granulation tissue and eventual ingrown nail 
development. [7, 8, 9]

http://emedicine.medscape.com/article/985333-overview


Etiology 

 Generalized joint hypermobility: Joint hypermobility through changes in foot biomechanics and gate 

affection increases medial midfoot pressure and loading during walking, and, as the first 

metatarsophalangeal joint bears the highest pressure, an ingrown toenail in the big toe may develop. [10]

 Onychomycosis: This infection may result in brittle nails, which may form nail spicules and pierce the 

adjacent nail fold.

 Heredity: Some people are genetically predisposed to inwardly curved nails, with distortion of one or 

both nail margins.

 Pathological hallux interphalangeal angle (≥14.5): This was correlated with the development of ingrown 

hallux nail and may act as a predisposing factor. [11]

 Paronychia with sporangium formation: This was reported to cause an ingrown nail. [12]

 Hematopoietic stem cell transplantation: Children with hematopoietic stem cell transplantation have a 

higher incidence of ingrown nails and were found to have the aggressive forms, with more than 50% of 

patients having nail edge and bilateral great toe involvement, as well as recurrence in 37.5%. [13]

 Nail consistency: Young male runners who have a hard nail consistency were found to have a higher 

incidence of ingrown nail. [14]

 Diabetes: The prevalence of ingrown nails was found to be higher in diabetic patients, suggesting the role 

of diabetic vasculopathy in the development and evolution of ingrown nails. [15]



Stages of Ingrown Nail

Accordingly, ingrown nail has been divided into the following three stages [20] :

 Stage 1: Mild erythema edema and pain with pressure

 Stage 2: Significant erythema, edema, local infection, and discharge

 Stage 3: Granulation tissue formation and hypertrophy of the lateral wall 

besides the significant erythema, edema, and discharge (see image below)



Therapy for In Grown Nail = 

Onychocryptosis = Unguis incarnatus





SIFILIS



Jika tidak diobati, Lesi berkembang/meluas ke sistem kardiovaskular dan SNC dalam

bberapa tahun, sehingga terjadi komplikasi (sifilis tersier) 





















Skin microbiome map


