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Objective: 
 

 

 

1. differentiate between the various types of Lupus  

2. recognize how Lupus affects the various systems of the body 

 3. identify all of the current treatment options available for Lupus  

4. recognize the psychosocial effects that Lupus has on the patient 

and their family 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Color index:         slides,        important,       doctor notes,       book 
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Lupus Erythematosus: 
 

 

 

  

Defenition: Chronic inflammatory small 

vessel vasculopathy that affects the skin 

in the majority of cases. Cutaneous 

lesions are a source of disability & ,on 

many occasions, an indicator of internal 

disease.   

Small vessel Vasculopathy Means 

that it can be anyware.   

Pathogenesis: LE is a 

multifactorial disease with 

genetic and 

immunopathologic 

abnormalities. 

disease.   
Predisposing Factors: 

Genetic predisposition: HLA-B8, -DR2, -

DR3…, various polymorphisms: TNF-R 

gene, CD19 gene… 

Complement defects: C1q, C1r, C1s, C4, 

C2 (skin &renal dis.) 

Exogenous factors: UV radiation & 

medications 

Individual factors: hormone status, 

altered immune status. 

Transplacental transfer of maternal 

autoantibodies (anti-SSA, anti-SSB) can 

lead to neonatal LE. 

 

Classification: 

1- Chronic cutaneous LE: (skin 

findings) 

- Discoid lupus (DLE) 

- Lupus tumidus 

- Lupus profundus 

2- Subacute cutaneous LE 

(SCLE): (predominently skin 

finding, mild systemic 

involvement.) 

3- Systemic LE (SLE): (primarily 

systemic involvement) 
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Chronic Cutaneous Lupus Erythematosus: 
 

  Defenition: Chronic scarring 

erythematosquamous 

lesions primarily in sun 

exposed skin. 

Epidemiology:  

-Female > male (2-3 :1) 

-Age of Onset : 15-60 (15-45) 

Clinical Features :  

-  it heals with scarring 

- Erythematous well-circumscribed persistent 

plaques with follicular hyperkeratosis, 

telengiectases, peripheral hyperpigmentation 

and central hypopigmentation. 

- sun exposed areas: scalp, forehead, cheeks, 

nose, ears, upper lip and chin. 

- Common causing of scarring alopecia 

especially in blacks. 

- Small percentage of patients develop SLE. 

-Mostly purly Cutaneous without systemic 

involvement , however leasons could occur in 

SLE.  

-Lesions last for months to years. usually no 

symptoms, sometimes slightly pruritic 

orsmarting . no General Symtoms.   

- lesions start as bright red papule evolving             

into plaques , sharply marginated , with 

adherent scaling .  

-“Burned out” lesions may be pink or white 

macule and scars , but also be hyper 

pigmented , especially in person with black or 

brown skin. 

 

 

     

Histology:  

-Epidermal atrophy with vacuolar 

degeneration of basal cells, 

telengiectases, follicular plugs, 

lymphocytic infiltrate in dermis. 

- Shows spines resembling carpet tacks . 

Diagnosis:  

- Skin biopsy 

- Direct immunofluorescence.( deposits 

of IgG & C3 along the basement 

membrane in 80 % of affected skin) 

nonexposed skin always negative.* 

- Labs: negative or low-titer ANA 

(Because there is no systamic 

involvment) 

- Exclude SLE 

 

*It means that when u do Direct 

immunofluorescence only the 

leasion will show changes. i.e : 

surrounding skin is normal. Unlike 

boulus Diseases where all skin is 

affected 
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Chronic Cutaneous Lupus Erythematosus: 
 

 

  

Differential diagnosis:  

1- Psoriasis (silver scale) 

2- Rosacea ( pustules, ears spared) 

3- Tinea faciei (KOH examination)  

4- Granuloma faciale( brown color, 

no scarring) 

 

 

Therapy:  

-Sun avoidance and high potency 

sunscreens. 

-Short term high-potency topical 

corticosteroids. 

-Topical immunomodulators 

(pimecrolimus, tacrolimus). 

-Cryotherapy or IL corticosteroids 

for stubborn lesions. 

Systemic Rx for wide spread, 

recalcitrant disease: 

-Antimalarials: hydroxychloroquine 

200-400 mg dailyor chloroquine 250 

mg.  

-Dapsone 50-100mg daily. 

-Thalidomide: 50-200mg daily 

(watch for neuropathy) 

 

 

 

 

 In general : cutaneous lesions are 

not an indication for systemic 

corticosteroids in LE. 
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Subacute cutaneous Lupus Erythematosus: 
 

 

  
Defenition: Widespread , 

photosensitive skin disease, 

mild systemic involvement, 

charecterictic autoantibody 

pattern & good prognosis. 

 

Epidemiology:  

-Female > male (8 :1) 

-Uncomman in blacks or hispanics. 

Clinical Features :  

-  it heals with NO scarring 

-Symmetrical widepread nonscarring 

erythematous patches & plaques.  

-Usually light exposed areas: trunk and 

arms. 

-Sometimes annular or targetoid lesions. 

(3 or 2 Circles merged together) 

-Often arthralgia, rarely renal disease. 

-Mild fatigue , malaise, fever of unknown 

origin. 

 

 

 

     

 

Histology:  

-interface dermatitis with vacuolar 

degeneration & superficial dermal infiltrates. 

Diagnosis:  

- Skin biopsy 

- Direct immunofluorescence.( deposits 

of IgG & C3 along the basement 

membrane in lesional lesions 50-60 %; 

in normal skin in 10-20%.) 

- Labs: positive for anti SSA & SSB and 

low titer anti-dsDNA antibodies, LBT + 

in 60%. 

 
Differential diagnosis:  

1- Tinea corporis 

2- Tinea versicolor 

 

 

Therapy:  

-Same as DLE. 

-Emphasis on sun avoidance and sunscreens. 

-Antimalarials usually necessary for either skin 

or arthritis,NSAIDS for joint pain. 

 

 

 

Pregnant with +SSA may give birth 

to baby with neonatal lupas and 

heart block. 
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Systemic Lupus Erythematosus: 
 

   

Epidemiology:  

-Female > male (6 :1) 

-In prepubertal 3:1 

- African-american > caucasian 

-They develop the disaease at an early 

stage and higher mortality rate. 

. 

Clinical Features :  

A) Cutaneous lesions 

1- Butterfly rash 

2- Discoid lesions 

3- Alopecia (scarring) 

4- nail folds changes : damaged cuticles with 

telengiectasia 

5- oral lesions: palatal erythema or erosions 

6- Bullous lesions 

B) Systemic lesions:  

The ACR criteria: 4 or more , accepted SLE. 

 

 

 

     

 

In SLE Oral Ulcers are PAINLESS. 

In Elderly , Butterfly rash could be 

Rosacea 
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Systemic Lupus Erythematosus 
 

 

 

  

Management:  

. 

With rare exceptions, cutaneous disease should not 

be taken as an indication for systemic therapy except 

for antimalarials. 
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Drug-Induced Lupus Erythematosus 
  

Defenition: Clinical syndrome 

resembling LE, induced by 

various medications, features 

anti-histone antibodies, 

usually resolve when drugs 

are stoppedpattern & good 

prognosis. 

 

Responsible Medication: 

- Biologicals: IFNa,b , anti-TNF 

- antihypertensives: hydralazine, 

methyldopa 

- antiarrhythmic agents: 

procainamide, quinidine 

- anticonvulsants: phenytoin 

- others: minocycline, 

chlorpromazine, isoniazid 

 

Clinical Features :  

Similar to SLE but less severe. 

Arthritis most common. 

Procainamide causes serositis & 

pulmonary disease; renal, CNS and skin 

involvement uncommon. 

 

 

 

     

 

Therapy :  

STOP MEDICATION 

Manage as SLE but expect remission. 

 

 

 

     

 



433 Dermatology Team Lupus Erythematosus 
 

10 | P a g e  
 

 

 

\  

 

 



433 Dermatology Team Lupus Erythematosus 
 

11 | P a g e  
 

 

 

 

 

 

 

 

 

 

 

 

Abdulaziz Alsudairy  

Musab Almasry  

  

 

Done By: 


