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Disclaimer
Suggested treatments are a guide to assist gastroenterologists in managing IBD patients with dermatologic complaints. Treatments must be 
tailored to the individual patient, and where there is doubt regarding a diagnosis or management, or a poor response to treatment, consultation 
with a dermatologist is recommended. Suggested dosages for adult patients are provided. It is recommended that you consult your own 
institutional formulary when prescribing these medications. Some of the more serious adverse effects are listed, but the list of adverse events 
is not comprehensive. Consult the relevant product monographs before prescribing any medications.
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INTRODUCTION

Cutaneous eruptions are relatively common in patients with inflammatory bowel disease (IBD). These 
dermatologic manifestations may be an extraintestinal manifestation of the underlying disease process, 
an associated condition, or a complication of therapy. Approximately 10 to 20% of IBD patients develop 
dermatologic manifestations.

This primer presents a variety of dermatologic manifestations gastroenterologists may encounter in patients 
with IBD, describes clinical and histologic features, and suggests treatment strategies.
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APHTHOUS STOMATITIS

Relation to IBD 

Clinical appearance and presentation

erythematous halo that may interfere with eating, speaking and swallowing

hard palate, attached gingival mucosa or dorsum of tongue)
Simple aphthosis: <3 oral aphthous ulcerations; lesions typically last 5 to 7 days
Complex aphthosis (if Behçet’s criteria not met): >3, almost constant, oral aphthae

Histology

Differential diagnosis

1, B2, B6, B12) cyclic neutropenia, Behçet’s syndrome, syphilis

Diagnosis

vesicles can be seen) 

Treatment 
Treatment approaches are listed below.



3

APHTHOUS STOMATITIS

Topical therapy
Drug class Agent Application Availability

Local anesthetic Lidocaine viscous suspension, 2% Swish and spit BID to QID  
x 4–8 weeks 100-mL bottle

Corticosteroid

Triamcinolone acetonide, 0.1%,  
dental paste TID x 4–8 weeks 5-g and 7.5-g tubes

Dexamethasone, 0.5 mg/5 mL, 
suspension Swish and spit, TID x 4–8 weeks 240-mL and 500-mL bottles

Clobetasol powder, 0.05%,  
in orabase BID x 4–8 weeks 15 g and 30 g 

Antiallergic Amlexanox, 5% QID until healed, about 10 days 3-g tube

References
Eisenberg E. Diagnosis and 
treatment of recurrent aphthous 
stomatitis. Oral Maxillofacial Surg 
Clin N Am 2003;15:111-22.

Complex aphthosis: a large case 
series with evaluation algorithm and 
therapeutic ladder from topicals to 
thalidomide. J Am Acad Dermatol 
2005;52(3 Pt 1):500-8.

Trost L, McDonnell J. Important 
cutaneous manifestations of 
inflammatory bowel disease. 
Postgrad Med J 2005;81:580-5.

Systemic therapy
Drug class Agent Dose Notes

Antibiotic Dapsone 
25–100 mg/day PO  
x 3–6 months

Perform G6PD testing

Start at 25 mg/day; increase dose weekly by 25 mg to  
100 mg/day if tolerated 

Methemoglobinemia may occur at doses >200 mg/day

Anti-inflammatory Colchicine
0.6 mg PO, BID to  
TID, as tolerated,  
x 3–6-month trial

5-ASA 1 g PO BID  
x 3–6-month trial Supplement folate 1 mg/day, especially in young females

Corticosteroids Prednisone 30 mg/day PO  
x 2 weeks 

Taper dose by 5 mg/week until off
Total 8-week course

Hemorrheologic
400 mg PO BID to  
TID x 3–6-month 
trial

Immunomodulator Thalidomide 50–150 mg/day PO  
x 3-month trial
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PYODERMA GANGRENOSUM

Topical therapy: useful for mild lesions
Drug class Agent Application Availability

Corticosteroid Clobetasol propionate, 0.05%, 
unguent QD to BID to ulcer until healed 50-g tubes

Calcineurin inhibitor Tacrolimus, 0.1%, unguent BID to ulcer until healed 30-g and 60-g tubes

Antiallergic Sodium cromoglycate, 1%,  
ophthalmic solution QD to ulcer until healed 5-mL and 10-mL bottles

Intralesional therapy: useful for isolated lesions  
Drug class Agent Dose Preparation 

Corticosteroid Triamcinolone acetonide,  
40 mg/mL 

20–40 mg q 4–6 weeks  
into active border of lesion

5-mL vials 
Dilute with preserved saline to 
desired concentration
Hold off on further injections if 
atrophy present

Relation to IBD 

manifestations of IBD

Clinical appearance and presentation

border, often beginning as a pustule with an erythematous halo

pathergy may occur

Histology

and should be avoided if possible

thromboses within small vessels 

Differential diagnosis

(Wegener’s granulomatosis, systemic lupus 

systemic conditions such as: IBD, malignancy, Behçet’s 

Diagnosis

Treatment 
General management includes analgesia and wound care, 
prevention of secondary infection, and treatment of any 
associated systemic disease. Topical therapy is useful for 
mild lesions, and intralesional therapy may be used for 
isolated lesions. Prednisone is appropriate for moderate 

treatment for severe IBD-associated pyoderma, but a 
variety of other therapies are also used. The range of 
treatment approaches is listed below. 
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PYODERMA GANGRENOSUM

Systemic therapy: moderate disease  
Drug class Agent Dose Notes

Corticosteroid Prednisone 1 mg/kg/day PO  
x 3–6-month course

Maximum daily dose 60 mg
Taper when ulcer has started to heal: typically reduce daily dose by  
5 mg weekly 

Systemic therapy: severe disease  
Drug class Agent Dose Notes

TNF-α inhibitor 
Infliximab 
(first-line 
therapy)

 
8 weeks x 6-month 
trial

Loading dose: 5 mg/kg at weeks 0, 2, and 6
Maintenance dose: 5 mg/kg q 8 weeks
Loss of response: 
  Increase dose to 10 mg/kg q 8 weeks or
  Shorten interval to q 4 weeks

Antibiotic Dapsone 100 mg/day PO  
x 3–6-month trial

Perform G6PD testing

Start at 50 mg/day; increase dose weekly by 50 mg up to  
150 mg/day if tolerated 

Methemoglobinemia may occur at doses >200 mg/day

Corticosteroid
Methylprednisolone Switch to prednisone with taper once response achieved 

Prednisone 1 mg/kg/day PO  
x 3–6-months

Maximum daily dose 60 mg
Taper once improvement: typically reduce daily dose by 5 mg weekly

Immunomodulator

2.5 mg/kg PO QD  
x 3–6-month trial

Start at 50 mg/day
Increase 50 mg q 2 weeks to target dose 
Normal thiopurine methyltransferase (TPMT) genotype/activity:  
start at target dose
Monitor CBC, ALT weekly x 4 weeks, then monthly

Methotrexate
25 mg SQ, IM, or 
PO weekly  
x 3-month trial

May decrease to 15 mg weekly for maintenance
Monitor CBC, ALT monthly
Supplement folate 1 mg daily
Methotrexate is teratogenic

Immunosuppressive Mycophenolic  
acid sodium

CellCept, 1 g PO 
BID, or Myfortic, 
720 mg PO BID  
x 6-month trial

 
x 3 weeks, then monthly

Immunoglobulin 

Immunoglobulin 
(various brands, 
e.g., Gammagard, 
Gamunex, etc.)

 
x 2 days
Then 1 g/kg once  
1 month later
Then 1 g/kg 
monthly x 6 months

 Order through transfusion units

Calcineurin inhibitor Cyclosporine 3–5 mg/kg/day PO  
x 3–6 months

Dose is maintenance, non-rescue, bridging to immunomodulator
Monitor cyclosporine trough levels: 150–300 ng/mL 
Monitor CBC, creatinine, BUN, urinalysis, Mg, electrolytes, uric acid, 
cholesterol
Neurotoxicity
Hypertension and diabetes
Pneumocystis jiroveci pneumonia prophylaxis required

References
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J Cutan Med Surg 2009;13(Suppl 1): 
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SWEET’S SYNDROME

Relation to IBD 

Clinical appearance and presentation

on head, neck, arms, and trunk; may form pseudovesicular lesions or pustules; 
may ulcerate

 –   Classic: four times as frequent in females as males; 30 to 50% associated 

 –   Malignancy associated: acute myeloid leukemia (AML) most common
 –   Drug induced: granulocyte colony-stimulating factor (G-CSF), minocycline, 

 
organ involvement

intestines has been reported

Histology

edema; no evidence of vasculitis

Differential diagnosis

hand, pyoderma gangrenosum

Diagnosis

diagnosis
Major criteria

 –   Sudden onset painful cutaneous lesions 
 –   Typical biopsy

Diagnosis (cont’d)
Minor criteria

 –   Preceding fever, infection, IBD, pregnancy
 –   Accompanying fever, arthralgia, malignancy, 

conjunctivitis
 –
 –   Steroid or potassium iodide responsive, antibiotic 

non responsive

physical (including thyroid, digital rectal examination, 
breast, testicular, pelvic), complete blood count (CBC), 
peripheral smear, serum protein electrophoresis, urine 
protein electrophoresis, calcium, lactate dehydrogenase 

urinalysis, and culture 

Treatment 
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SWEET’S SYNDROME
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Topical therapy: useful for mild lesions
Drug class Agent Application Availability

Corticosteroid Clobetasol propionate, 0.05%, 
unguent QD to BID x 4–6 weeks 50-g tubes

Usually under occlusion q hs

Calcineurin inhibitor Tacrolimus, 0.1%, unguent QD to BID x 8 weeks
30-g and 60-g tubes
Usually under occlusion q hs

Intralesional therapy: useful for painful lesions  
Drug class Agent Dose Preparation 

Corticosteroid Triamcinolone acetonide,  
10 mg/mL 

5–10 mg q 4–6 weeks  
x 3 injections

5-mL vials
Dilute with preserved saline to 
desired concentration
Hold off on further injections if 
atrophy develops

Systemic therapy 
Drug class Agent Dose Notes

Antibiotic Dapsone 50–100 mg PO BID  
x 6-month trial

Perform G6PD testing

Start at 50 mg/day; increase dose to 100 mg/day after 1 week if 
tolerated 

Methemoglobinemia may occur at doses >200 mg/day

Corticosteroid Prednisone 1 mg/kg/day PO
Maximum daily dose 60 mg
Taper once defervescence occurs: usually reduce by 5 mg weekly  
over 8–12 weeks

5-ASA 1 g PO BID  
x 3-month trial Supplement folate 1 mg daily, especially in young females

Anti-inflammatory 

Colchicine
0.6 mg PO, BID to  
TID, as tolerated  
x 3-month trial

Saturated solution 
of potassium iodide 
(SSKI)

Start with 5 drops  
TID PO
Increase to 10 drops 
TID as tolerated  
x 3-month trial

Write prescription as follows: Potassium iodide, SSKI
Give in milk or juice 
Each drop contains 67 mg potassium iodide 
Monitor thyroid for Wolf-Chaikoff or Jod-Basedow effect
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NEUTROPHILIC DERMATOSIS OF THE DORSAL HAND 

Relation to IBD 

Clinical appearance and presentation

Histology

leukocytoclastic vasculitis

Differential diagnosis

blastomycosis or mycobacterial infection 

Diagnosis

Treatment
Treatment is essentially the same as for pyoderma gangrenosum and Sweet’s 
syndrome (see pyoderma gangrenosum, page 4, and Sweet’s syndrome, page 6). 

below.
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NEUTROPHILIC DERMATOSIS OF THE DORSAL HAND 

References
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2006;142:57-63.

Topical therapy
Drug class Agent Application Availability

Corticosteroid Clobetasol propionate, 0.05%, 
unguent BID x 4–8 weeks 50-g tubes

Systemic therapy 
Drug class Agent Dose Notes

Antibiotic Dapsone 50–100 mg/day PO  
x 3–6-month trial

Perform G6PD testing

Start at 50 mg/day; increase dose to 100 mg/day if tolerated 

Methemoglobinemia may occur at doses >200 mg/day

Corticosteroid Prednisone 1 mg/kg/day PO
Maximum daily dose 60 mg
Taper once improvement: usually reduce dose by 5 mg weekly  
over 8–12 weeks

5-ASA 1 g PO BID  
x 3-month trial Supplement folate 1 mg daily, especially in young females

Anti-inflammatory 

Colchicine
0.6 mg PO, BID–TID, 
as tolerated  
x 3-month trial

Saturated solution 
of potassium iodide 
(SSKI)

Start with 5 drops  
TID PO
Increase to 10 drops 
TID as tolerated  
x 3-month trial

Write prescription as follows: Potassium iodide, SSKI
Give in milk or juice 
Each drop contains 67 mg potassium iodide 
Monitor thyroid for Wolf-Chaikoff or Jod-Basedow effect

Immunosuppressive Mycophenolic  
acid sodium

CellCept, 1 g PO 
BID, or Myfortic, 
720 mg PO BID  
x 6-month trial

 
then monthly
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ERYTHEMA NODOSUM

IBD associations

hypersensitivity response to immune complexes 

Clinical appearance and presentation

Histology

without associated vasculitis

Differential diagnosis

coccidioides

syndrome, lymphoma, pregnancy

Diagnosis

provides diagnosis

Treatment
First-line therapy
nonsteroidal anti-inflammatory drugs (NSAIDs) cautiously, as NSAID therapy may 
provoke an IBD flare. This treatment resolves most cases in 6 weeks. Other 
treatment options are listed below.
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ERYTHEMA NODOSUM

References
Calabrese L. Cutaneous vasculitis, 
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nodosum, and pyoderma gangrenosum. 

 1991;3:23-7.
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inflammatory bowel disease. 
Med Pharmacol Sci 2009;13(Suppl 1): 
15-21. 
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inflammatory bowel disease. Postgrad 
Med J 2005;81:580-5.

Systemic therapy: second-line therapy 
Drug class Agent Dose Notes

Corticosteroid Prednisone 0.5 mg/kg/day PO  
x 3–4 weeks

Maximum daily dose 40 mg
Taper by 5 mg q 3–5 days until off over 6–8 weeks

Antibiotic Dapsone 50–100 mg/day PO  
x 3-month trial

Perform G6PD testing

Start at 50 mg/day; increase dose to 100 mg/day after 1 week  
if tolerated

Methemoglobinemia may occur at doses >200 mg/day

Immunomodulator Hydroxychloroquine
<6.5 mg/kg/day 
PO, divided BID,  
x 3–6-month trial

Tablet (200 mg) cannot be broken 
Based on weight, dosing may be Monday to Friday, Monday to 
Saturday, or daily

5-ASA 1–1.5 g PO BID  
x 3-month trial Supplement folate 1 mg daily, especially in young females

Anti-inflammatory
Saturated solution 
of potassium iodide 
(SSKI)

Start with 5 drops  
TID PO
Increase to 10 drops 
TID as tolerated,  
x 3-month trial

Write prescription as follows: Potassium iodide, SSKI
Give in milk or juice
Each drop contains 67 mg potassium iodide 
Monitor thyroid for Wolf-Chaikoff or Jod-Basedow effect

Systemic therapy: third-line therapy 
Drug class Agent Dose Notes

TNF-α inhibitor 

Infliximab  
8 weeks 

Loading dose: 5 mg/kg at weeks 0, 2, and 6
Usually responds by 3 infusions
Maintenance dose: 5 mg/kg q 8 weeks
Loss of response: 
  Increase dose to 10 mg/kg q 8 weeks or
  Shorten interval to q 4 weeks

Adalimumab 40 mg SC q  
2 weeks

Loading dose: 160 mg week 0, 80 mg week 2
Maintenance dose: 40 mg q 2 weeks
Usually responds by 4–6 injections
Loss of response: shorten interval to weekly
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LEUCOCYTOCLASTIC VASCULITIS

Relation to IBD 

result from immune complex formation

disease (CD), more common with UC 

Clinical appearance and presentation

erythema on legs and dependent areas

reticularis, or ulceration

arthralgia, and arthritis are common

Histology

and lymphocytes 
 

Differential diagnosis

Sweet’s syndrome, neutrophilic dermatosis

 –  

Differential diagnosis (cont’d)
 –   Anti-neutrophil cytoplasmic antibodies 

(ANCA)-associated vasculitides: Churg-Strauss 
syndrome, Wegener’s granulomatosis

 –
streptococcus, staphylococcus 

 –   Other associations: cryoglobulinemia, 

myeloproliferative disorders
 –

drug causes

Diagnosis

indicated

Treatment 
Aggressive treatment of the underlying disease is critical 
for effective treatment of secondary vasculitis. Limb 
elevation, analgesia, and compression stockings are 
recommended for all patients. Topical therapy may be 
effective for disease limited to the skin. Systemic therapy 

renal or neurologic involvement. 

Topical therapy: disease limited to the skin
Drug class Agent Application Availability

Corticosteroid

Clobetasol propionate, 0.05%, 
unguent QD x 4 weeks 50-g tubes

Fluocinonide, 0.05%, unguent BID x 4–6 weeks 60-g tubes
Betamethasone dipropionate,  
0.05%, unguent BID x 4–6 weeks 50-g tubes

Systemic therapy: limited disease 
Drug class Agent Dose Notes

Antibiotic Dapsone 25–100 mg/day PO  
x 3-month trial

Perform G6PD testing

Start at 25 mg/day; increase dose to 50 mg/day after 1 week if 
tolerated 

Methemoglobinemia may occur at doses >200 mg/day

Anti-inflammatory Colchicine
0.6 mg PO, BID–TID, 
as tolerated,  
x 3-month trial
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LEUCOCYTOCLASTIC VASCULITIS

References

Kayhan B, Efe C. Ulcerative colitis 
presenting as leukocytoclastic vasculitis 
of skin. World J Gastroenterol 
2008;14:2448-50.
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neutrophilic vasculitis syndromes. Am  
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to cutaneous vasculitis. Am J Clin 
Dermatol 2008;9:71-92.

Systemic therapy: first-line therapy for systemic disease

Drug class Agent Dose Notes

Corticosteroid
Methylprednisolone Switch to prednisone with taper once response achieved 

Prednisone 1–1.5 mg/kg/day PO, 
up to 3 weeks Taper by 5 mg q 3–5 days until off over 6–8 weeks

Antibiotic Dapsone 25–100 mg/day PO  
x 3-month trial

Perform G6PD testing

Start at 25 mg/day; increase dose by 25 mg weekly if tolerated 

Methemoglobinemia may occur at doses >200 mg/day

5-ASA 1 g PO BID  
x 3-month trial Supplement folate 1 mg daily, especially in young females

Immunomodulator Hydroxychloroquine
<6.5 mg/kg/day PO 
divided BID  
x 3–6-month trial

Tablet (200 mg) cannot be broken
Based on weight, dosing may be Monday to Friday, Monday to Saturday,  
or daily

Systemic therapy: second-line therapy for systemic disease 
Drug class Agent Dose Notes

Immunomodulator

2.5 mg/kg/day PO   
x 3–6-month trial

Start at 50 mg/day
Increase 50 mg q 2 weeks to target dose 
Normal TPMT genotype/activity: start at target dose 
Monitor CBC, ALT weekly x 4 weeks, then monthly

Methotrexate 25 mg SQ, IM, or PO 
weekly x 3-month trial

May decrease to 15 mg weekly for maintenance
Monitor CBC, ALT monthly
Supplement folate 1 mg daily
Methotrexate is teratogenic

Immunosuppressive Mycophenolic  
acid sodium

CellCept, 1 g PO BID, 
or Myfortic, 720 mg PO 
BID x 6-month trial

 
x 3 weeks, then monthly

Disease-modifying 
anti-rheumatic drug Leflunomide 20 mg/day PO  

x 3-month trial

Loading dose: 100 mg/day PO x 3 days
Maintenance dose: 10–20 mg/day PO

Alkylating agent Cyclophosphamide 
1–1.25 mg/kg/day 
PO in AM  
x 3–4-month trial

2–3 L fluid consumption during day to prevent hemorrhagic cystitis from 
acrolein products

Pneumocystis jiroveci pneumonia prophylaxis required

Systemic therapy: third-line therapy 
Drug class Agent Dose Notes

Plasmapheresis Done q 2–4 weeks in transfusion unit

Immunoglobulin

Immunoglobulin 
(various brands, e.g., 
Gammagard, 
Gamunex, etc.)

Then 1 g/kg once  
1 month later
Then 1 g/kg monthly  
x 6-month trial

Order from transfusion unit

TNF-α inhibitor Infliximab  
8 weeks

Loading dose: 5 mg/kg at weeks 0, 2, and 6
Maintenance dose: 5 mg/kg q 8 weeks

Loss of response: 
  Increase dose to 10 mg/kg q 8 weeks or
  Shorten interval to q 4 weeks

Monoclonal CD20 
antibody days 1 and 15

Pre-medicate 15–30 minutes before infusion with acetaminophen 650 mg, 

Consider second course in 6 months if CD20 count increasing on  
flow cytometry
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SNEDDEN-WILKINSON DISEASE

Relation to IBD 

Clinical appearance and presentation

serpiginous patterns, then rupture followed by scaling, crusting, light hyperpigmentation 

Histology
Light microscopy

 –   Subcorneal pustules on normal epidermis, with migrating neutrophils and associated spongiosis
Immunofluorescence

 –   Generally negative vs. IgA pemphigus, which has positive IgA intercellular immunofluorescence

Differential diagnosis

Diagnosis

Treatment 
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SNEDDEN-WILKINSON DISEASE
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Topical therapy: may help in localized disease
Drug class Agent Application Availability

Corticosteroid

Clobetasol propionate, 0.05%, 
unguent BID x 4–8 weeks

50-g tubes
Use for trunk

Halobetasol, 0.05%, unguent BID x 4–8 weeks
50-g tubes
Use for trunk

Hydrocortisone valerate, 0.2%, 
cream BID x 4–8 weeks

60-g tubes
Use for skin folds

Systemic therapy: first-line therapy 
Drug class Agent Dose Notes

Antibiotic Dapsone 50–200 mg/day PO  
x 3-month trial

Perform G6PD testing

Start at 50 mg/day; increase weekly by 50 mg to 200 mg/day if 
tolerated 

Long-term prophylaxis at lowest maintenance dose may be necessary

Methemoglobinemia may occur at doses >200 mg/day

Systemic therapy: second-line therapy
Drug class Agent Dose Notes

Corticosteroid Prednisone 40 mg/day PO  
x 4–6 weeks Taper 5 mg/week down to 20 mg then 2.5 mg/week until off

Isotretinoin
0.5–1 mg/kg/day, 
divided BID  
x 15–20 weeks 

Maximum 120 mg/kg total dose
Monitor CBC, ALT, AST, creatinine, lipids, monthly x 3 months
Teratogenic: 2 forms of birth control mandatory
Monitor β-human chorionic gonadotropin monthly
Implicated in IBD without much evidence 
Associated with benign intracranial hypertension  
(pseudotumor cerebri)

TNF-α inhibitor Infliximab  
8 weeks 

Loading dose: 5 mg/kg at weeks 0, 2, and 6
Maintenance dose: 5 mg/kg q 8 weeks
Usually responds by 3–4 infusions 
Loss of response: 
  Increase dose to 10 mg/kg q 8 weeks or
  Shorten interval to q 4 weeks
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HIDRADENITIS SUPPURATIVA 

Relation to IBD 

reported to be as high as 40%

Clinical appearance and presentation

inframammary area 

 –   Primary lesions:
pustules and painful abscesses; may initially resolve fully 

 –   Secondary lesions: erythematous draining sinus tracts with granulation 
tissue and hypertrophic scarring as primary lesions become chronic, 
coalescent and interlinked 

 –   Tertiary lesions: aberrant healing producing subcutaneous networks of thick, 

Histology

follicular dilation, rupture, and apocrine gland stasis 

cysts

pilosebaceous unit with sinus tract formation and 
extensive granulomatous and suppurative inflammatory 

Differential diagnosis
 

TB, granuloma inguinale, lymphogranuloma venereum, 
noduloulcerative syphilis

Diagnosis

diagnosis 

 –   Typical lesions: primary painful, deep nodules or 
abscesses plus secondary draining sinuses, bridged 
scars, grouped open comedones (‘tombstone 
comedones’)

 –   Typical topography: intertriginous skin of axillae, 
groin, genitals, perineal region, buttock, and 
mammary folds

 –   Chronicity or recurrence
Treatment 

In addition to pharmacotherapy, laser removal of all hairs 
within intertriginous regions using a long-pulsed Nd-YAG 
laser may be useful. Surgical therapy consists of 

excising affected skin, and skin grafting.

Topical therapy
Drug class Agent Application Availability

Antibiotic Clindamycin, 1–2%, in isopropyl 
alcohol BID x 8–12 weeks 60-mL bottles
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HIDRADENITIS SUPPURATIVA 
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Systemic therapy
Drug class Agent Dose Notes

Antibiotic
(often in 
combination)

500 mg PO BID  
x 8 weeks Peripheral neuropathy

Tetracycline 500 mg PO BID  
x 3–6 months

250-mg capsules
Take on empty stomach
Avoid calcium 2 hours before to 4 hours after dose

Clindamycin 300 mg PO BID  
x 8 weeks
600 mg/day PO QD  
x 8 weeks

Trimethoprim- 800/160 mg/day 
PO x 3–6 months

Dapsone 50–200 mg/day PO  
x 3-month trial

Perform G6PD testing

Start at 50 mg/day; increase weekly by 50 mg to 200 mg/day  
if tolerated 

Methemoglobinemia may occur at doses >200 mg/day

Isotretinoin
0.5–1 mg/kg/day, 
divided BID,  
x 3-month trial

Maximum 120 mg/kg total dose
Typical treatment duration 15–20 weeks 
Monitor CBC, ALT, AST, creatinine, lipids monthly x 3 months
Teratogenic: 2 forms of birth control mandatory
Monitor β-human chorionic gonadotropin monthly
Implicated in IBD without much evidence 
Associated with benign intracranial hypertension  
(pseudotumor cerebri)

Anti-androgen

Spironolactone 50–100 mg PO qhs  
x 6-month trial Consider electrolyte testing after 1 week in elderly patients

Finasteride 5 mg/day PO  
x 6-month trial

Teratogenic
No blood work required

Cyproterone acetate 50 mg/day PO  
x 6-month trial

Flutamide 250 mg/day PO  
x 3-month trial

TNF-α inhibitor 

Infliximab

 
8 weeks  
x 3–4-infusions trial
Permanent in 
responders

Loading dose: 5 mg/kg at weeks 0, 2, and 6
Maintenance dose: 5 mg/kg q 8 weeks
Loss of response: 
  Increase dose to 10 mg/kg q 8 weeks or
  Shorten interval to q 4 weeks

Adalimumab

40 mg SC q  
2 weeks  
x 3-month trial
Permanent in 
responders

Loading dose: 160 mg week 0, 80 mg week 2
Maintenance dose: 40 mg q 2 weeks
Loss of response: Shorten interval to weekly
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EPIDERMOLYSIS BULLOSA ACQUISITA

Relation to IBD 

more often with CD than UC 

Clinical appearance and presentation

limbs, frequently heal with scarring

Histology
Light microscopy:

 Direct immunofluorescence:
junction

Differential diagnosis

lupus erythematosus

Diagnosis

non-diagnostic  

Treatment 
Epidermolysis bullosa acquisita is often refractory to treatment. Ensuring adequate 
nutrition and meticulous wound care with aggressive treatment of infection are 
important, along with avoiding hard foods and trauma where possible. Topical 
therapy has no role in treatment. 
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EPIDERMOLYSIS BULLOSA ACQUISITA

Systemic therapy: mild disease  

Drug class Agent Dose Notes

Corticosteroid Prednisone 
0.5–1 mg/kg/day  
PO x 2–3 months  
then slow taper Taper over 3–6 months

Antibiotic Dapsone 100–200/mg/day 
PO x 6-month trial

Perform G6PD testing

Start at 50 mg/day; increase dose weekly by 50 mg/day if tolerated 

Methemoglobinemia may occur at doses >200 mg/day

Anti-inflammatory Colchicine
0.6 mg PO, BID to 
TID, as tolerated,  
x 3-month trial

Systemic therapy: moderate to severe disease 

cyclophosphamide, or rituximab 
Drug class Agent Dose Notes

Corticosteroid Prednisone 1–1.5 mg/kg/day 
PO x 1–3 months

immunoglobulin, cyclophosphamide, or rituximab (may be long term)
Taper over 3–6 months 

Immunomodulator 2.5 mg/kg/day PO  
x 6-month trial

Start at 50 mg/day
Increase 50 mg q 2 weeks to target dose 
Normal TPMT genotype: start at 50 mg BID
Monitor CBC, ALT weekly x 4 weeks, then monthly

Alkylating agent Cyclophosphamide 
1–1.25 mg/kg/day  
PO in AM  
x 6-month trial

2–3 L fluid consumption during day to prevent hemorrhagic cystitis 
from acrolein products

Pneumocystis jiroveci pneumonia prophylaxis required

Immunoglobulin 

Immunoglobulin 
(various brands, 
e.g., Gammagard, 
Gamunex, etc.)

 
x 2 days
Then 1 g/kg once  
1 month later
Then 1 g/kg 
monthly  
x 6-month trial

Order through transfusion unit

Monoclonal CD20 
antibody

 
1 and 15

Pre-medicate 15–30 minutes before infusion with acetaminophen 
650 mg, diphenhydramine 50 mg, and methylprednisolone  

Consider second course in 6 months if CD20 count increasing on  
flow cytometry 
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LINEAR IgA DISEASE

Relation to IBD 

common with UC

Clinical appearance and presentation

vesicles and bullae

previous blisters

Histology
Light microscopy: subepidermal bullae, neutrophilic 
accumulation along basement membrane and tips of 
dermal papillae
Direct immunofluorescence:
deposits along basement membrane

Differential diagnosis

impetigo

diclofenac), malignancies, autoimmune and connective 
tissues disorders

Diagnosis

be negative early in disease course

erythematosus, bullous pemphigoid, mucosal 
membrane pemphigoid

Treatment
Treatment approaches are listed below.

Topical therapy
Drug class Agent Application Availability

Corticosteroid Clobetasol propionate, 0.05%, 
unguent BID x 6–8 weeks 50-g tubes

Systemic therapy: first line
Drug class Agent Dose Notes

Antibiotic Dapsone 25–50 mg/day PO  
x 3–6-month trial

Perform G6PD testing

Start at 25 mg/day; increase dose by 25 mg/day after 1 week  
if tolerated 

Methemoglobinemia may occur at doses >200 mg/day
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LINEAR IgA DISEASE

Systemic therapy: second line
Drug class Agent Dose Notes

5-ASA 1 g PO BID  
x 3-month trial Supplement folate 1 mg daily, especially young females

Anti-inflammatory Colchicine

0.6 mg PO,  
BID–TID, as 
tolerated,  
x 3-month trial

Systemic therapy: third line 

Drug class Agent Dose Notes

Corticosteroid Prednisone 0.5–1 mg/kg/day 
PO x 4–6 weeks

 
or cyclophosphamide
Taper by 5 mg q 2 weeks over 2–6 months

Immunomodulator 2.5 mg/kg/day PO  
x 3–6-month trial

Start at 50 mg/day
Increase 50 mg q 2 weeks to target dose 
Normal TPMT genotype/activity: start at target dose 
Monitor CBC, ALT weekly x 4 weeks, then monthly

Immunosuppressive Mycophenolic  
acid sodium

CellCept, 1 g PO 
BID, or Myfortic, 
720 mg PO BID  
x 6-month trial

 
q 2 weeks x 3 weeks, then monthly

Disease-modifying 
anti-rheumatic drug Leflunomide 20 mg/day PO  

x 3-month trial

Loading dose: 100 mg/day PO x 3 days
Maintenance dose: 10–20 mg/day PO 

 
then monthly

Alkylating agent Cyclophosphamide 
1–1.25 mg/kg/day 
PO in AM  
x 6-month trial

2–3 L fluid consumption during day to prevent hemorrhagic cystitis 
from acrolein products

Pneumocystis jiroveci pneumonia prophylaxis required

Systemic therapy: other agents
Drug class Agent Dose Notes

Antibiotic
Cloxacillin 500 mg PO QID  

x 6-week trial

Erythromycin 250–500 mg PO 
QID x 3-month trial

Immunoglobulin 
Immunoglobulin 
(various brands, 
e.g., Gammagard, 
Gamunex, etc.)

 
x 2 days
Then 1 g/kg once  
1 month later
Then 1 g/kg monthly 
x 6-month trial

Order through transfusion unit

Monoclonal CD20 
antibody

 
days 1 and 15

Pre-medicate 15–30 minutes before infusion with acetaminophen  

Consider second course in 6 months if CD20 count increasing on  
flow cytometry
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METASTATIC CROHN’S DISEASE 

Relation to IBD

contrast, only 15% of pediatric patients have previously diagnosed CD, 
although all develop it subsequently

Clinical appearance and presentation

Single or multiple lesions: may have a perivascular distribution, generally 
asymptomatic but sometimes tender

Non-genital: red-brown papules, nodules or 

intertriginous areas (more common in adult patients)
Genital:
common in pediatric patients)

Histology

adipose tissue with perivascular or perifollicular 
neutrophilia

Differential diagnosis

sarcoidosis, Wegener’s granulomatosis, Behçet’s 
syndrome, foreign body reactions, hidradenitis 
suppurativa, sexually transmitted infection (STI)

Diagnosis

Treatment

exist, although treatment with a tumour necrosis 
factor-α (TNF-α) inhibitor may be highly effective. 

therapy constitutes the last-line treatment and may 
include curettage, excision, and skin grafting.

Topical therapy
Drug class Agent Application Availability

Corticosteroid
Clobetasol propionate, 0.05%, 
unguent

BID x 4 weeks 50-g tube 

Calcineurin inhibitor
Tacrolimus, 0.1%, unguent BID x 8 weeks 30-g and 60-g tubes
Pimecrolimus, 1%, cream BID x 8 weeks 30-g and 60-g tubes

Intralesional therapy 
Drug class Agent Dose  Preparation

Corticosteroid
Triamcinolone acetonide,  
40 mg/mL

5–20 mg q 4–6 weeks  
x 2–3 injections maximum

5-mL vials
Dilute with preserved saline to 
desired concentration
Hold off on further injections if 
atrophy develops
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METASTATIC CROHN’S DISEASE 

Systemic therapy
Drug class Agent Dose Notes

Antibiotic

500 mg PO BID  
x 8 weeks Peripheral neuropathy

Tetracycline 250–500 mg PO 
BID x 12 weeks

Take on empty stomach
Avoid calcium 2 hours before to 4 hours after dose

Dapsone 100 mg/day PO  
x 3–6 months 

Perform G6PD testing

Start at 50 mg/day; increase dose 50 mg after 1 week 
Taper when condition resolves (generally 3–6 months in responders)

Methemoglobinemia may occur at doses >200 mg/day

5-ASA

4–6 g/day PO  
x 6 months

Start at 1 g BID; increase to 1.5 g PO QID if necessary
Supplement folate 1 mg daily, especially in young females

Mesalamine 2–5 g/day PO Dosing depends on brand and tablet strength, including 400 mg,  
500 mg, 800 mg, and 1200 mg

Corticosteroid Prednisone
40 mg/day PO  
x 16-week total 
course 

Start at 40 mg x 4 weeks  
Taper dose by 5 mg/week down to 20 mg 
Then taper by 2.5 mg/week until off

Immunomodulator

2.5 mg/kg/day PO  
x minimum 6–12 
months

Start at 50 mg/day
Increase 50 mg q 2 weeks to target dose 
Normal TPMT genotype/activity: start at target dose
Monitor CBC, ALT weekly x 4 weeks, then monthly

6–mercaptopurine
1.5 mg/kg/day PO  
x minimum 6–12 
months

Initiate at 25 mg/day
Increase 25 mg q 2 weeks to target dose 
Normal TPMT genotype/activity: start at target dose
Monitor CBC, ALT weekly x 4, then monthly

Methotrexate
25 mg SQ, IM, or 
PO weekly x 
minimum 3 months

May decrease to 15 mg weekly for maintenance
Monitor CBC, ALT monthly
Supplement folate 1 mg daily
Methotrexate is teratogenic

TNF-α inhibitor 

Infliximab  
8 weeks

Loading dose: 5 mg/kg at weeks 0, 2, and 6
Maintenance dose: 5 mg/kg q 8 weeks

Loss of response: 
  Increase dose to 10 mg/kg q 8 weeks or
  Shorten interval to q 4 weeks

Adalimumab 40 mg SC q  
2 weeks

Loading dose: 160 mg week 0, 80 mg week 2
Maintenance dose: 40 mg q 2 weeks

Loss of response: shorten interval to weekly

Calcineurin inhibitor Cyclosporine 3–5 mg/kg/day PO

Dose is maintenance, non-rescue, bridging to immunomodulator
Monitor cyclosporine trough levels: 150–300 ng/mL

Monitor CBC, creatinine, BUN, urinalysis, Mg, electrolytes,  
uric acid, cholesterol
Neurotoxicity
Hypertension and diabetes
Pneumocystis jiroveci pneumonia prophylaxis required
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OROFACIAL GRANULOMATOSIS 

Relation to IBD 

diagnosis of CD; if CD already diagnosed, described as ‘oral CD’

American CD populations

Clinical appearance and presentation

(classic presentation)

swollen tongue, oral ulcerations, tender and hypertrophied gums

Histology

Differential diagnosis

processed foods, cosmetics, and pharmaceuticals) 

Diagnosis 

oral manifestations of CD

Treatment 
 

are E310 series preservatives found in vegetable oils). Treatment options are 
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OROFACIAL GRANULOMATOSIS 

Topical therapy
Drug class Agent Application Availability

Corticosteroid

Prednisolone, 1 mg/mL, 
mouthwash

5 cc swish and spit BID  
x 8–12 weeks 120 mL bottle 

Betamethasone dipropionate, 
0.05%, unguent BID x 4–8 weeks 15-g and 50-g tubes

Calcineurin inhibitor Tacrolimus, 0.1%, unguent BID x 12 weeks 30-g and 60-g tubes

Intralesional therapy 
Drug class Agent Dose Preparation 

Corticosteroid Triamcinolone acetonide, 10 mg/mL 2.5–5 mg q 4–6 weeks  
x 3 injections

5-mL vials 
Dilute with preserved saline to 
desired concentration
Hold off on further injections if 
atrophy develops

Systemic therapy
Drug class Agent Dose Notes

Corticosteroid Prednisone 40 mg PO q  
AM x 4 weeks

Taper dose by 5 mg/week down to 20 mg 
Then taper by 2.5 mg/week until off

Immunomodulator

2.5 mg/kg/day PO  
x 6–12 months

Start at 50 mg/day
Increase 50 mg q 2 weeks to target dose 
Normal TPMT genotype/activity: start at target dose
Monitor CBC, ALT weekly x 4 weeks, then monthly

Methotrexate
25 mg SQ, IM, or 
PO weekly  
x 3–6 months

May decrease to 15 mg weekly for maintenance
Monitor CBC, ALT monthly
Supplement folate 1 mg daily
Methotrexate is teratogenic

Hydroxychloroquine
<6.5 mg/kg/day, 
divided BID  
x 6–12 months

Tablet (200 mg) cannot be broken
Based on weight, dosing may be Monday to Friday, Monday to 
Saturday, or daily

TNF-α inhibitor 
Consider for  
severe cases

Infliximab  
8 weeks

Loading dose: 5 mg/kg at weeks 0, 2, and 6
Maintenance dose: 5 mg/kg q 8 weeks

Loss of response: 
  Increase dose to 10 mg/kg q 8 weeks or
  Shorten interval to q 4 weeks

Adalimumab 40 mg SC q  
2 weeks

Loading dose: 160 mg week 0, 80 mg week 2
Maintenance dose: 40 mg q 2 weeks

Loss of response: shorten interval to weekly
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PSORIASIS 

Relation to IBD 

α inhibitor therapy

Clinical appearance and presentation

 –   Plaque psoriasis: most common, with surface scaling on well demarcated 
erythematous plaques, predilection for extensor surfaces and scalp

 –   Guttate psoriasis:
follow streptococcal infection

 –   Pustular psoriasis: rare, disseminated areas of erythema and pustules or limited to 
palms and soles (palmo-plantar pustulosis)

Histology

hyperproliferation, hyperkeratosis, parakeratosis, associated 
with abnormally dilated and increased numbers of dermal 

contributing to microabscess formation

Differential diagnosis

lichen planus and lichen simplex chronicus, squamous cell 
carcinoma in situ, cutaneous T cell lymphoma, cutaneous 
lupus erythematosus, secondary syphilis

Diagnosis

atypical cases

Treatment 
The first-line therapy
corticosteroid preparations of various potency and formulation, 
such as creams, ointments, gels, lotions, and shampoos, which 
are used alone or combined with other topical agents. The 
potency of the corticosteroid selected is determined by 
psoriasis location and severity. Low-potency agents are used 
for the face and intertriginous areas and for infants. 
High-potency corticosteroids should not be used longer than  
2 to 4 weeks, due to the risk of systemic side effects. Taper 
after a clinical response is achieved. Continue treatment until 

Topical therapy: localized disease 
Drug class Agent Application Availability

Corticosteroid
Low potency

Hydrocortisone, 1% BID until lesions resolve 50-g tubes
Hydrocortisone valerate, 0.2%,  
cream or unguent BID until lesions resolve 60-g tubes

Corticosteroid
High potency
Limit treatment  
to 2–4 weeks 

Fluocinonide, 0.05%, unguent,  
gel, or cream

BID until lesions resolve: 
maximum 4 weeks 60-g tubes

Clobetasol propionate, 0.05%,  
cream, unguent, or lotion 

QD until lesions resolve:  
maximum 4 weeks 50-g tubes

Keratoplastic

Coal tars (liquor carbonis 
detergens [LCD 3–10%]) 
compounded in topical 
corticosteroid, such as 
hydrocortisone, 1%, cream

QHS until lesion resolution 200-g jar

Keratolytic
Salicylic acid (SA), compounded 
at 2–5% in a topical corticosteroid 
such as fluocinonide, 0.05%, cream 

QHS until lesion resolution 120-g jar
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PSORIASIS 

Topical therapy: localized disease (cont’d)
Drug class Agent Application Availability

Calcipotriol cream BID until lesion resolution 60- and 120-g tubes
QD until lesion resolution 30-g tubes

Antipsoriatic Anthralin, 1%, in white petrolatum QHS to lesions 100-g jar 

Combinations LCD,10%, + SA, 5%, in 
fluocinonide, 0.05%, unguent QHS until lesion resolution 180 g-tube

Systemic therapy: used for systemic or severe disease

times a week for up to 30 treatments may be useful.
Drug class Agent Dose Notes

Immunomodulator Methotrexate
7.5–25 mg SQ, IM,  
or PO weekly  
x 3-month trial

May decrease to 15 mg weekly for maintenance
Monitor CBC, AST, albumin monthly
Supplement folate 1 mg daily
Methotrexate is teratogenic

Acitretin 0.25–0.75 mg/kg/day 
PO x 6-month trial

10 and 25 mg capsules
Monitor CBC, ALT, AST, creatinine, lipids, monthly x 3 months
Teratogenic: 2 forms of birth control mandatory
Monitor β-human chorionic gonadotropin monthly
Implicated in IBD without much evidence
Associated with benign intracranial hypertension (pseudotumor cerebri)
Birth control must be used for 2 years after a course of acitretin

Calcineurin inhibitor Cyclosporine 3–5 mg/kg/day PO  
x 3-month trial 

Monitor cyclosporine trough levels: 150–300 ng/mL
Monitor CBC, creatinine, BUN, urinalysis, Mg, electrolytes,  
uric acid, cholesterol
Neurotoxicity
Hypertension and diabetes
Pneumocystis jiroveci pneumonia prophylaxis required

TNF-α inhibitor 

Infliximab
 

8 weeks  
x 3-month trial

Loading dose: 5 mg/kg at weeks 0, 2, and 6
Maintenance dose: 5 mg/kg q 8 weeks
Loss of response: 
  Increase dose to 10 mg/kg q 8 weeks or
  Shorten interval to q 4 weeks

Adalimumab
40 mg SC q  
2 weeks  
x 3-month trial

Loading dose: 160 mg week 0, 80 mg week 2
Maintenance dose: 40 mg q 2 weeks
Loss of response: shorten interval to weekly

Etanercept 50 mg SC weekly  
x 3-month trial Loading dose: 50 mg twice weekly x 3 months

Immunosuppressant
(CD2 inhibitor)

Alefacept 15 mg IM weekly  
x 12 weeks

Monitor CD4+ lymphocytes at initiation and q 2 weeks
CD4+ count >400 to start drug
Hold drug if CD4+ count  <250

Monoclonal antibody 
(IL-12, IL-23)
Severe or  
recalcitrant disease

Ustekinumab 

45 mg SC q  
12 weeks  
x 16-week trial 
(<100 kg)

Loading dose: 45 mg SC at weeks 0 and 4
Maintenance dose: 45 mg q 12 weeks
Use 90 mg for patients >100 kg
Shorten interval to q 8 weeks for minimal responders
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GLUCOCORTICOID-INDUCED ACNE 

Relation to IBD 

corticotropin
α inhibitors

Clinical appearance and presentation

on trunk, shoulders, upper arms, often with facial sparing 

hyperpigmentation, and cushingoid features

Histology

Differential diagnosis

syndrome

vitamins B2, B6 and B12; lithium; phenytoin; halogens; epidermal growth factor 

Diagnosis

and distribution

Treatment 

corticosteroid therapy, if possible. A variety of topical and systemic medications, 
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GLUCOCORTICOID-INDUCED ACNE 

Topical therapy
Drug class Agent Application Availability

Antibiotic

Daily x 3-month trial; treat until 
resolution Many products

Clindamycin pledgets BID x 3-month trial; treat until 
resolution Box

Erythromycin, 1–3%, compounded 
in vehicle, such as Cetaphil lotion

BID x 3-month trial; treat until 
resolution 45-g tube

Antibiotic combination

Clindoxyl gel BID x 3-month trial; treat until 
resolution 45-g tube

BID x 3-month trial; treat until 
resolution 50-g tube

Adapalene, 0.3%, cream QD x 3-month trial; treat until 
resolution 60-g tube

Systemic therapy
Drug class Agent Dose Notes

Antibiotic
Anti-inflammatory

Tetracycline 500 mg PO BID  
x 3-month trial

250-mg capsules
Take on empty stomach
Avoid calcium 2 hours before to 4 hours after dose

Erythromycin 500 BID  
x 3-month trial

Trimethoprim- 800/160 mg/day 
PO x 3-month trial

Isotretinoin

0.5–1 mg/kg/day, 
divided BID  
x 16–26 weeks 
typical duration

Maximum 120 mg/kg total dose
Monitor CBC, ALT, AST, creatinine, lipids, monthly x 3 months
Teratogenic: 2 forms of birth control mandatory
Monitor β-human chorionic gonadotropin monthly
Implicated in IBD without much evidence 
Associated with benign intracranial hypertension (pseudotumor cerebri)
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DRUG HYPERSENSITIVITY SYNDROME

Relation to IBD 
 

 

reactivation

Clinical appearance and presentation

vesicles, bullae, purpura, and target lesions, followed by exfoliative dermatitis 
with extensive skin peeling

syndrome is more appropriate 

life-threatening

Differential diagnosis

Diagnosis

anti-epileptic drugs, allopurinol, and IBD medications 

cutaneous reactions
 –

the following 4 criteria are present:
  !  Fever >38°C, lymphadenopathy at ≥2 sites
  !  ≥1 internal organ involved
  !  Acute skin rash
  !  Hematologic abnormalities: lymphocytosis or lymphopenia, eosinophilia, 

thrombocytopenia
 –

Treatment
Immediate discontinuation of the responsible medication
a suspected drug hypersensitivity reaction. The patient should never be 
rechallenged with the medication. The incidence of autoimmunity, particularly 
autoimmune thyroiditis, is increased after a drug hypersensitivity episode. 
Long-term monitoring for the development of autoimmunity, which may be 
asymptomatic in the early stages, is recommended. Topical therapy has no role in 
the treatment of drug hypersensitivity.
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DRUG HYPERSENSITIVITY SYNDROME

Systemic therapy: first line 
Drug class Agent Dose Notes

Corticosteroid

Methylprednisolone
Switch to prednisone with slow taper once response achieved 
Consider ICU admission

Prednisone 0.5–1 mg/kg/day 
PO in AM x 4 weeks Taper by 5 mg each week over 3 months total

Systemic therapy: second line
Drug class Agent Dose Notes

Corticosteroid

Methylprednisolone  
x 3 days pulsed Switch to prednisone with taper once response achieved

Prednisone 0.5–1 mg/kg/day 
PO in AM x 4 weeks Taper by 5 mg each week over 3 months total

Immunoglobulin 

Immunoglobulin 
(various brands, 
e.g., Gammagard, 
Gamunex, etc.)

 
x 2 days
Then 1 g/kg once  
1 month later
Then 1 g/kg 
monthly  
x 6-month trial

Order through the transfusion unit

Plasmapheresis Order through transfusion unit
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TNF-α INHIBITOR-ASSOCIATED RASHES

Relation to IBD
α inhibitors are associated with a range of dermatologic adverse reactions

palmoplantar pustulosis

necrolysis, diffuse acne

Infusion reactions

 – Acute reactions
  ! Mild to severe (anaphylaxis)
  ! Skin manifestations include erythema, urticaria
  ! Management based on severity

 – Delayed hypersensitivity
  !  May occur up to 2 weeks after an infusion, often 

associated with elevated human anti-chimeric 
antibodies (HACA)

  !  Symptoms include malaise, arthralgia, pyrexia, 
urticaria, pruritus, lymphadenopathy, and 
angioedema

 – Acute reactions: 
  !  Mild: slow infusion rate, premedicate with: 
   –   Acetaminophen, 500–1000 mg PO daily 7 

consecutive days before and after infusion

  !  More severe: stop infusion 
  !  Anaphylaxis: treat immediately 
 – Delayed hypersensitivity:
  !  Further use of infliximab is contraindicated for 

severe reactions
  !  For less severe reactions, it may be possible to 

continue TNF-α inhibitors therapy along with 
premedication (see acetaminophen, 
hydrocortisone, and diphenhydramine above)

Injection-site reactions

Skin infections

Treat the associated infection and consider withholding the TNF-α inhibitor. Consultation with an infectious disease 
specialist may be appropriate.

Topical therapy
Drug class Agent Application Availability

Corticosteroid

Hydrocortisone valerate, 0.2%,  
unguent or cream BID until resolution

60-g tube
Use for face or skin folds

Fluocinonide, 0.05%,  
cream or unguent BID until resolution

60-g tube
Use for lesions on body

Emollient Many products, such as Eucerin,  
Impruv, Cetaphil, Aveeno, etc. BID until resolution

Infliximab-induced psoriasis
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Eczematous rashes
α inhibitors 

α inhibitor

Psoriasis and psoriasiform exanthemata

during TNF-α inhibitor treatment in up to 10% of 
patients with CD and in patients with rheumatologic 
disorders

α inhibitors are 
effective in psoriasis

α inhibitor exposure before rash 
onset is variable

predilection exists for the scalp, palms, and soles

is similar

 –  Topical may be effective without discontinuing  
TNF-α inhibitor

 –  Combination with methotrexate may be needed
 –  Severe, unresponsive disease may warrant 

discontinuation of TNF-α inhibitor
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Topical therapy
Drug class Agent Application Availability

Corticosteroid

Hydrocortisone valerate, 0.2%,  
unguent or cream BID until resolution

60-g tube
Use for face or skin folds

Fluocinonide, 0.05%,  
cream or unguent BID until resolution

60-g tube
Use for lesions on body

Emollient Many products, such as Eucerin,  
Impruv, Cetaphil, Aveeno, etc. BID until resolution

Topical therapy
Drug class Agent Application Availability

Corticosteroid

Hydrocortisone valerate, 0.2%,  
unguent or cream BID until resolution

60-g tube
Use for face or skin folds

Fluocinonide, 0.05%, cream or 
unguent BID until resolution

60-g tube
Use for lesions on body

Systemic therapy: may need to combine methotrexate with topical
Drug class Agent Dose Notes

Immunomodulator Methotrexate 25 mg SQ, IM, or PO weekly  
x 3-month trial

May decrease to 15 mg weekly for 
maintenance
Monitor CBC, AST, albumin 
monthly
Supplement folate 1 mg daily
Methotrexate is teratogenic
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