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1. PILOT STUDY EVALUATING THE EFFICACY OF A TOPICAL PDE -4 

INHIBITOR FOR MORPHEA  
 

Amy J. Petty1, Drew A. Emge2, Sarah K. Blanchard2, M. Angelica Selim3, Adela R. Cardones2,4 
 

1School of Medicine, Duke University, Durham, NC 27710 
2Department of Dermatology, Duke University Medical Center, Durham, NC 27710 
3Division of Dermatopathology, Department of Pathology, Duke University Medical Center, 
Durham, NC 27710 
4Department of Dermatology, Durham Veterans Affairs Medical Center, Durham, NC 27710 
Email: amy.petty@duke.edu 
 
Background: Morphea is an autoimmune fibrosing skin disorder that is associated with 
significant morbidity, and there is a great need for more effective treatment options. Preclinical 
studies have suggested that systemic PDE4 inhibition attenuates the oxidative processes that 
mediate fibrosis. Crisaborole, a novel topical PDE4 inhibitor has demonstrated remarkable anti-
inflammatory effects in atopic dermatitis. 
Objective: To determine the efficacy of crisaborole 2% ointment for the treatment of morphea. 
Design: This phase 2, pilot, open-label, single-arm clinical trial included patients 18 years or 
older with clinically active morphea involving <20% body surface area. Patients were recruited 
from Duke University Medical Center from September 2018 to March 2020 and received 
crisaborole 2% ointment, applied twice daily, for 12 weeks. Data were analyzed from May 2020 
to September 2020.   
Main outcomes and measures: The primary end point was histologic dermal thickness and 
fibrosis of the sentinel plaque at 12 weeks compared to baseline. Secondary outcomes included 
change in patient and physician reported outcome measures using Dyspigmentation, Induration, 
Erythema, and Telangiectasias (DIET) score, Localized Scleroderma Clinical Assessment Tool 
(LoSCAT) and Skindex-29 12 weeks compared to baseline. 
Results: A total of 7 patients (0 male, [0%]; mean [SD] age, 53.3 [17.4] years) were included in 
the analysis. Measurements of dermal thickness of 4 currently available pairs showed a decrease 
in dermal thickness in 3 of the 4 patients (mean 1.4 mm or 26%). At the end of 12 weeks, 
averaged DIET score decreased from 5.9 to 4 (31.7%, p<0.05), disease activity measured by 
mLoSSI score decreased from 19 to 7 (63.2%, p<0.05) and patient-reported Skindex-29 emotion 
score decreased from 29.1 to 20.6 (29.4%, p<0.05). No statistically significant difference was 
observed in LoSDI, skindex-29 symptoms or functions scores.   
Conclusion: Crisaborole 2% ointment shows promise in the treatment of morphea. Larger 
prospective studies are warranted.  
 
 
 
 
 
 
 



 
2. NEUROLOGIC MANIFESTATIONS OF MORPHEA: A CROSS SECTIONAL 

STUDY OF THE MORPHEA AND ADULTS AND CHILDREN (MAC) COHORT  
 
Laila F Abbas, BA1; Adrienne Joseph, BS1; Jane Zhu, BS1; Heidi T Jacobe MD, MSCS1 

 

1UT Southwestern Medical Center, Department of Dermatology 
Email: Laila.Abbas@UTSouthwestern.edu 
 
Neurologic findings are a poorly studied extracutaneous manifestation of morphea. A cross-
sectional analysis was performed of patients in the Morphea in Adults and Children Registry 
from 2007 to 2020 to fill this knowledge gap. Of 753 patients, the majority were female (82%), 
Caucasian (73%), with linear morphea (50%). Neurologic symptoms were present in 7.3% of 
patients (n=55). Of these patients, 47% had linear morphea (en coup de sabre), 18% had 
hemifacial atrophy, and 15% had both. Patients with neurologic involvement had younger age of 
onset when compared to patients without (14 and 29, p<0.0001). The most common neurologic 
symptom was headache (92.7%) and the least common was seizure (5.5%). Patients with 
neurologic involvement had minimal disease activity using LoSAI and PGA-A (0 (0-1) and 0 (0-
10)) when compared to those without (4 (0-11) and 15 (0-40)) (p<0.0001 and p<0.0001). 
However, patients with neurologic involvement had higher PGA-D scores (30 (20-61.75) versus 
20 (10-40), p=0.0002). LoSDI scores did not strongly correlate with presence of neurologic 
symptoms (8 (5-14) in neurologic group versus 11 (6-20) in non-neurologic group, p=0.04). MRI 
was most commonly ordered for these patients (40%), and brain parenchyma most frequently 
imaged (36.4%). Intracranial abnormalities were rare (9%), and included ipsilateral areas of T2 
hyperintensity and enhancement found in white matter. Soft tissue abnormalities were more 
common (18%). The presence of deep involvement of morphea of the head and neck did not 
correlate with presence of neurologic symptoms or findings on neuroimaging, and neuroimaging 
findings did not appear to have a relationship with symptoms. Our results show that while 
neurologic findings are uncommon, they are most often seen in patients with linear morphea (en 
coup de sabre), and appear independent of cutaneous lesion activity and depth. Practitioners 
should be aware of neurologic manifestations of morphea and provide prompt referral for proper 
evaluation and management. 
 
 
 
 
 
 
 
 
 
 
  







 
 
5. RECURRENCE OF FACIAL MORPHEA POST -FAT TRANSFER: A NEED FOR 

CAUTION  
 
Laila F Abbas, BA1, Christian Carr, MPH1, Adrienne K Joseph, BS1, Heidi       T Jacobe, MD, 
MSCS1 
 

1Department of Dermatology, UT Southwestern Medical Center, Dallas, TX 
Email: Laila.Abbas@UTSouthwestern.edu 
 
Autologous fat transfer is an important modality used to treat the cosmetic sequelae of facial 
morphea, which causes significant disfigurement and impairment in life quality. Recent studies 
postulate that fat transfer may be performed regardless of morphea activity. In contrast to this 
hypothesis, we present two cases of reactivation of facial morphea after autologous fat transfer 
due to continuing activity. The first patient initially presented at age fourteen with Parry 
Romberg syndrome. After one year of progressive symptoms despite systemic therapy, the 
patient underwent autologous fat transfer, with tissue atrophy recurrence noted shortly thereafter. 
The patient subsequently went through seven repeated fat transfers with recurrent tissue loss 
after each procedure. Her fat transfers were determined to be unsuccessful due to incomplete 
control of disease activity and continued inflammation. The second patient initially presented at 
age ten, with a slowly spreading depressed area on the forehead consistent with linear morphea. 
The patient did not subsequently follow up with her dermatologist for years. Despite not having 
recent imaging to evaluate for activity, the patient was thought clinically to be quiescent, and 
underwent autologous fat transfer by craniofacial surgery. Several months after the procedure, a 
patch of alopecia reappeared on her scalp, which progressed to morphea-like changes with 
associated tenderness. She returned to see dermatology and was found to have linear morphea 
reactivated following fat transfer.  
Reactivation of morphea following cosmetic procedures is associated with substantial emotional 
and financial distress, and the present cases emphasize the need for caution when it comes to 
planning for such procedures. Morphea patients should be managed through a multidisciplinary 
approach, with a dermatologist or rheumatologist working closely in conjunction with plastic 
surgery. Providers should recommend waiting until proven lesion inactivity, not only clinically 
but also through objective measures such as MRI or 3D stereophotogrammetry, before pursuing 
cosmetic procedures. 
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14. AN ATYPICAL CLINICAL PRESENTATION OF DERMATITIS HERPETIFORMIS  

Dustin Taylor1, Carli Whittington1, Deborah Cook2, Keith Morley1 

1Department of Dermatology, 2Department of Pathology and Laboratory Medicine, University of 
Vermont Medical Center, Burlington, Vermont 
Email: Dustin.Taylor@uvmhealth.org 
 
A 21 month old male presented with a two month history of a pruritic eruption that initially 
began on the buttocks before spreading to the trunk and extremities. Exam revealed scaly annular 
and arcuate pink plaques on the buttocks, lower abdomen, axillae, and ankles, accompanied by 
ill -defined pink, scaly plaques on both cheeks. The patient had been seen by several medical 
providers and treated for presumed tinea corporis, diaper dermatitis, and atopic dermatitis with 
various topical antifungals and corticosteroids without effect. Punch biopsy of the right chest 
revealed a mixed superficial dermal inflammatory infiltrate with neutrophils forming discrete 
microabscesses in the dermal papillae. Serum testing indicated an immunoglobulin A (IgA) 
antibody level of 82 milligrams/deciliter (normal 20-100 milligrams/deciliter) and serum tissue 
transglutaminase IgA antibody level over 100 units/milliliter (positive >10 units/milliliter). 
Direct immunofluorescence was not performed with the initial biopsy, and at follow up was 
deferred by the family to minimize additional invasive testing. A diagnosis of dermatitis 
herpetiformis (DH) was made. DH is a cutaneous eruption associated with gluten sensitivity that 
most commonly manifests in adults in the fourth decade. It classically presents as intensely 
pruritic papules and vesicles located on extensor surfaces of the extremities and buttocks, though 
this case represents a rare variant manifesting with a striking arcuate and annular morphology. 
Further, the case reported herein represents one of the youngest patients known to be diagnosed 
with this condition. Though systemic dapsone is a typical first-line treatment for DH, the authors 
opted to proceed with oral colchicine and a strict gluten-free diet, with rapid improvement in 
cutaneous lesions and pruritus. Teaching Point: Though DH is more commonly seen in adults, it 
should be considered in patients of all ages with pruritic eruptions that do not respond to 
conventional antifungal or corticosteroid treatment. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
  



15. SUBCUTEANOUS SARCOIDOSIS WITH REACTIVATION OF DORMANT SCARS  
 
Lucy Xu, BA1, Ellen B. Franciosi, BA1, Mehdi Rashighi, MD1,2 

 

1 Department of Dermatology, University of Massachusetts Medical School, Worcester, MA.  
2 Connective Tissue Disease Clinic and Research Center, Worcester, MA. 
Email: Lucy.Xu2@umassmed.edu 
 
A 54-year-old previously healthy female presented with several firm subcutaneous nodules on 
the extremities, which started appearing approximately one year earlier. The nodules were stable 
in size, persistent, and otherwise asymptomatic. Shortly before the development of the nodules, 
the patient noticed that two scars on her right ankle and knee had started becoming raised and 
discolored. These scars were from injuries sustained in childhood and had been flat for decades 
prior to the observed changes. The patient noted that the nodules and hypertrophic scars 
appeared approximately six months after a motor vehicle accident in which there was no direct 
trauma to the scars. She denied any personal or family history of autoimmune conditions. An 
excisional biopsy of a nodule on the right forearm was performed and was suggestive of 
subcutaneous sarcoidosis. Laboratory results revealed negative ANA, 25-hydroxyvitamin D 
deficiency, elevated ACE (265), mildly elevated ESR (34 mm/hr), and a negative Quant-Gold. 
An X-ray revealed hilar fullness and chest CT showed diffuse moderate mediastinal and hilar 
adenopathy in addition to perilymphatic reticulonodular pulmonary opacities consistent with a 
diagnosis of pulmonary sarcoidosis. The patient was initiated on methotrexate 7.5mg weekly and 
titrated up to 15 mg weekly, in addition to folate 1mg daily and betamethasone 0.05% cream 
applied to raised scars twice daily. At two-month follow-up, the patient reported her nodules had 
greatly reduced in size with no development of new nodules. She denied any shortness of breath 
or cough. The patient also reported using the betamethasone cream on her right knee and ankle, 
which was helpful in restoring her scars to their flat baseline appearance with no further 
symptoms.  
 
 
Teaching point: In this case, development of hypertrophic scars after decades of dormancy 
coincided with the appearance of subcutaneous nodules consistent with sarcoidosis following a 
motor vehicle accident. Sarcoidosis is a disease of unknown etiology which commonly involves 
the skin. Reactivation of old scars is an uncommon symptom and warrants further exploration to 
understand its clinical significance and what systemic processes may contribute to its 
development. 
 
 
 
 
 
 
 
 
 
  





17. CLINICAL SYMPTOMS AND A PATHOLOGICAL COMPARISON OF 
LYMPHOCYTIC THROMBOPHILIC ARTERITIS CUTANEOUS 
POLYARTERITIS NODOSA AND POLYARTERITIS NODOSA  

 
Mariko Ogawa-Momohara, Yoshinao Muro, Masashi Akiyama, 
 
Department of Dermatology, Nagoya University Graduate School of Medicine, Showa-ku, 
Nagoya, Japan, 
Email: marikkori0910@gmail.com 
 
Background 
Lymphocytic thrombophilic arteritis (LTA), cutaneous polyarteritis nodosa (cPN) and 
polyarteritis nodosa (PN) are pathologically medium-vessel vasculitides characterized by the 
inflammation of small to medium-size arteries with fibrinoid necrosis.  
 
Objective 
This study compares the clinicopathologic features of patients with LTA, cPN, or PN in order to 
assess when to start treatments and in order to find useful prognostic markers. 
 
Methods 
This retrospective study included all LTA, cPN and PN cases at a single center from 2003 to 
2019 using prospectively collected clinical data. 
 
Results 
The study found 3 patients with LTA, 14 with cPN and 6 with PN. Clinically, cases of LTA were 
distinguished by a pattern of livedo racemose, which was non-infiltrative and asymptomatic. In 
contrast, cPN was associated with episodic features including nodules, pain and large 
inflammatory ulcers. PN was diagnosed with systemic symptoms along with the American 
College of Rheumatology (ACR) classification criteria. There was no case that each case 
prognose to two other different groups. None of the LTA cases showed any clinical changes. All 
the PN patients received intensive treatments within a half-year from disease onset. The 
ulceration of the cPN patients was associated with duration from disease onset to diagnosis. All 3 
of the LTA cases showed the pathological findings of dense lymphocytic infiltrates without 
neutrophils, and some of the cPN and PN biopsy specimens also were without neutrophilic 
infiltrates. 
 
Limitations 
This was a single-center, retrospective study. 
 
Conclusion 
The combinations of skin symptoms and systemic findings at the first visit can be helpful for 
classifying patients into these three groups and for predicting the prognosis. 
 
 
 
 







19. SCARRING ALOPECIA: A RARE COMPLICATION OF LATE 
DERMATOMYOSITIS  

Amber Jimenez1, Christopher Hansen2, Scott Florell2 

 
1University of Utah School of Medicine, Salt Lake City, Utah, USA.  
2Department of Dermatology, University of Utah, Salt Lake City, Utah, USA 
Email: AMBER.JIMENEZ@hsc.utah.edu 
 
Dermatomyositis is an autoimmune inflammatory myopathy with a wide range of characteristic 
cutaneous manifestations. Scalp involvement in dermatomyositis includes diffuse, scaly 
dermatosis with erythema, atrophy, and nonscarring alopecia of the scalp.  Nonscarring alopecia 
has become a well-known feature of scalp dermatomyositis, occurring in 33-43% of patients. 
Recently, the first study on specific histopathologic features of scalp dermatomyositis were 
examined in great detail, which revealed nonscarring alopecia consistent with chronic telogen 
effluvium. Scarring alopecia has not been described in scalp dermatomyositis. We present two 
patients found to have similar findings of diffuse erythema with crust and scale on the scalp with 
associated hair loss. Scalp biopsies revealed decreased hair follicles and sebaceous glands with 
dermal sclerosis and hyalinization, consistent with scarring alopecia. Of particular interest is that 
both patients had been diagnosed with dermatomyositis almost two decades prior to the time 
scalp biopsies were obtained. Teaching point: These cases report scarring alopecia as an unusual 
feature of scalp dermatomyositis which may be associated with late stage disease and highlight 
the need for further evaluation of an already debilitating disease that may also lead to irreversible 
hair loss. 
 
Category: Dermatomyositis 
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INFLIXIMAB-INDUCED BULLOUS LEUKOCYTOCLASTIC VASCULITIS 

Dustin Taylor, MD; Alyssa Fischer, MD 

Division of Dermatology, University of Vermont Medical Center, Burlington, Vermont 

CLINICAL SYNOPSIS 
A 42 year old African American man with a history of severe, 
refractory hidradenitis suppurativa presented to the 
dermatology clinic with a generalized painful, blistering rash 
approximately one week after his first infliximab infusion at 
an increased dose, following uneventful stable dosing for one 
year. He denied fevers or chills, but noted he did not Òfeel like 
himself.Ó Further, he denied any genital, ocular, or oral 
symptoms. Given severity of disease, he was admitted to the 
hospital, and a punch biopsy of the forearm was performed. 

On the forearms, thighs, buttocks, and abdomen, there were 
pink papules, vesicles, and bullae on erythematous bases, 
some of which had associated erosions and weeping of 
serosanguinous fluid. No oral mucosal involvement was noted. 

PHYSICAL EXAM 

DISCUSSION 

DIFFERENTIAL 

REFERENCES 

CASE FOLLOW-UP 

Diagnostic considerations included erythema multiforme, 
Stevens-Johnson Syndrome, bullous drug eruption, bullous 
vasculitis, drug-induced bullous lupus, disseminated herpes 
zoster, atypical coxsackie, and bullous pemphigoid. 

LABORATORY DATA 
Punch biopsy of the forearm revealed perivascular 
inflammation extending into the deep dermis, along with 
papillary dermal edema and neutrophils. The small vessels 
appeared ragged with fibrinoid necrosis, consistent with a 
diagnosis of bullous leukocytoclastic vasculitis (LCV). Direct 
immunofluorescence was negative. Complete blood count, 
comprehensive metabolic panel, and urinalysis were 
unchanged from baseline, and serum protein electrophoresis 
revealed no apparent monoclonal protein. Complement, ANA 
and ANCA studies were negative. 

LCV is a small-vessel vasculitis that typically manifests as 
palpable purpura in dependent areas, though some cases 
progress to bullae and ulcers. A thorough diagnostic workup is 
warranted to evaluate for systemic vasculitis or cutaneous 
vasculitis secondary to another etiology, a broad differential 
which includes infection, malignancy, connective tissue 
disease, and drug-associated variants. Medications are 
implicated in approximately 10% of cases, most commonly 
antibiotics, NSAIDs, thiazides, oral contraceptives, and TNF-
alpha inhibitors.1 

LCV is the most prevalent of a litany of autoimmune diseases 
that has been linked to TNF-alpha inhibitors.2 Given the 
occasional concomitant development of anti-drug antibodies, 
there has been speculation regarding the possibility of a 
contributory hypersensitivity phenomenon.3 The clinical 
spectrum of TNF-alpha inhibitor-associated vasculitis is 
extensive, ranging from a benign cutaneous variant originating 
at the injection site to exuberant systemic disease.4 The 
mainstay of treatment is discontinuation of the offending 
medication, though diffuse or refractory cases may necessitate 
prednisone or other immunomodulators.5 Importantly, patients 
with TNF-alpha inhibitor-associated vasculitis regularly 
demonstrate both a prolonged mean lag time to disease onset 
(34.5 months and 7 months in two reported cohorts, 
respectively), as well as mean time to resolution upon 
discontinuation (7 months).2,3  

Understanding the unique clinical findings and natural history 
of cases of TNF-alpha inhibitor-associated vasculitis is critical 
for both initial diagnosis and patient counseling on prognosis.  

The patient was started on a prolonged taper of prednisone, 
with resolution noted at about four weeks. His hidradenitis 
suppurativa has flared in the interim, with treatment focus now 
shifting to ustekinumab injections. 

1. Bolognia J, Jorizzo J, Schaffer J. Dermatology. 4th ed.: Elsevier; 2017:415-416. 
2. Sokumbi O, Wetter DA, Makol A, Warrington KJ. Vasculitis associated with  
    tumor necrosis factor-! inhibitors. Mayo Clin Proc. Aug 2012; 87(8):739-745.  
3. Mohan N, Edwards ET, Cupps TR, Slifman N, Lee JH, Siegel JN, Braun MM.  
    Leukocytoclastic vasculitis associated with tumor necrosis factor-alpha blocking  
    agents. J Rheumatol. Oct 2004; 31(10):1955-1958. 
4. Ramos-Casals M, Perez-Alvarez R, Diaz-Lagares C, Cuadrado MJ, and Khamashta  
    MA. Autoimmune diseases induced by biological agents: a double-edged sword?  
    Autoimmun Rev. 2010; 9:188-193. 
5. Saint Marcoux B, De Bandt M. Vasculitides induced by TNF! antagonists: a study  
    in 39 patients in France. Joint Bone Spine 2006; 73(6):710-713. 
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