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Abstract: This case report describes a 45-year-old Asian female who presented with pruritic plaques on the face and back for 4 
months. Upon examination, the diagnosis of eosinophilic pustular folliculitis with secondary follicular mucinosis was made. The 
uniqueness of this case lies in the simultaneous occurrence of two relatively uncommon dermatopathological alterations. Oral 
indomethacin was administered with favorable outcomes, providing valuable clinical insights for diagnosis and treatment. 
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Introduction
Eosinophilic Pustular Folliculitis (EPF) is a rare inflammatory skin disorder first described by Ofuji in 1970.1 It is 
characterized by recurrent erythematous follicular papules and pustules that may coalesce into annular plaques. EPF can 
be classified into several types, including the classic, HIV-associated, and infantile forms. Commonly affected areas include 
the face, upper limbs, and upper back. The classic form of EPF typically occurs in Japan, predominantly affecting males. 
Histologically, EPF is characterized by an infiltration of eosinophils around the folliculopilosebaceous unit, forming 
microabscesses.2 Studies have reported that mucin deposition in the hair follicles is primarily observed in HIV-associated 
EPF, with a relatively lower incidence in the classic form.3 Current evidence indicates that cases of eosinophilic pustular 
folliculitis (EPF) with secondary follicular mucin deposition are predominantly documented as case reports and small case 
series. Since its initial description, fewer than 100 confirmed cases have been reported in the global literature, demonstrating 
a distinct ethnic predisposition—with a predilection for Asian populations (particularly Japanese and East Asian ethnic 
groups) and a male-to-female ratio of approximately 3:1.2,3 Therefore, this report presents an atypical and rare case of 
classic EPF in an HIV-negative Asian female, accompanied by secondary follicular mucin deposition, offering clinical 
insights for the diagnosis and management of similar cases. A review of the literature on eosinophilic pustular folliculitis 
with secondary follicular mucin deposition is also provided.

Clinical Presentation
This case involves a 45-year-old female who presented with pruritic plaques on her face and back for 4 months. Physical 
examination revealed well-defined, scaly, annular plaques with scattered follicular erosive papules, ranging from millet to 
soybean size, over erythematous areas (Figure 1A and B). The patient denied any history of relevant medication use but 
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reported having a history of animal exposure. The initial diagnosis included 1. Majocchi’s granuloma? 2. Cutaneous 
lymphocytic infiltration? To further clarify the diagnosis, a skin biopsy was performed. Histopathological examination 
revealed mild epidermal spongiosis and follicular epidermal spongiosis. There was noticeable mucin within the hair 
follicles, and eosinophilic granulocytes were aggregated around the hair follicles and follicular openings, as well as in the 
superficial and mid-dermal vascular regions. No atypical lymphocytes were observed (Figure 2A–D). Fungal examina
tion was negative, HIV testing was negative, and all blood parameters were within normal limits, with eosinophils 
comprising 15.3%. Clonality evaluation using T-cell receptor rearrangement polymerase chain reaction (PCR) revealed 
no clonality peaks.

Considering the above findings, the diagnosis of eosinophilic pustular folliculitis with secondary follicular mucin 
deposition was established. The patient initially received oral traditional Chinese medicine, but the response was 
inadequate. Subsequently, oral indomethacin was prescribed at a dosage of 50 mg once daily. Within one week, the 
symptoms completely resolved. The dosage was then reduced to 25 mg once a week, and during the regular adminis
tration of indomethacin, the disease was effectively controlled (Figure 2D).

A B

C D

Figure 1 (A and B) Well-defined, scaly, annular plaques are visible on the face and back, with scattered follicular erosive papules ranging from millet to soybean size over the 
erythematous areas. (C and D) During the regular administration of indomethacin, the lesions were effectively controlled.
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Discussion
Eosinophilic pustular folliculitis (EPF) is a skin disorder characterized by distinctive clinical and pathological features, 
and the concurrent presence of secondary follicular mucin deposition, in this case, is even rare. From an etiological 
perspective, the exact pathogenesis of EPF remains unclear, though it is believed to be associated with immune 
dysregulation.4 In this case, no obvious triggering factors were identified in the patient’s medical history or through 
related tests. However, the patient’s history of animal exposure could be a contributing factor, suggesting that environ
mental factors play a role in the onset and progression of the disease.

Pathologically, this case displayed the typical features of EPF, such as eosinophilic infiltration within the follicular 
epithelium, along with prominent mucin deposition within the hair follicles. This combination of pathological changes 
added complexity to the diagnosis. During the diagnostic process, it was necessary to differentiate EPF from other similar 
conditions, such as Majocchi’s granuloma and cutaneous lymphocytic infiltration. The initial differential diagnosis 
considered these conditions; however, the final diagnosis was confirmed through pathological examination.

In terms of treatment, this case did not respond to oral traditional Chinese medicine, but oral indomethacin yielded 
significant results. Indomethacin has been shown to be effective in the treatment of EPF, and its mechanism of action is 
likely related to the inhibition of inflammatory mediators. Furthermore, the prognosis of this case was favorable, with 

Figure 2 (A and B) Epidermal spongiosis and follicular epithelial spongiosis were observed, with eosinophilic granulocyte accumulation around the follicular epithelium, 
follicular openings, and perivascular areas in the superficial and mid-dermal layers. No atypical lymphocytes were found (HE×100x, HE×400x). (C and D) There was 
prominent mucin deposition within the hair follicles (HE×100x, HE×200x).

Clinical, Cosmetic and Investigational Dermatology 2025:18                                                                  https://doi.org/10.2147/CCID.S520968                                                                                                                                                                                                                                                                                                                                                                                                   1065

Li et al

Powered by TCPDF (www.tcpdf.org)Powered by TCPDF (www.tcpdf.org)



effective disease control achieved during regular indomethacin administration. This provides a valuable reference for the 
treatment of similar cases of EPF with secondary follicular mucinosis.

The association between classic EPF and follicular mucin deposition has only been occasionally observed. Moreover, 
outside of Japan, reported cases of EPF with concomitant follicular mucin deposition have primarily occurred in HIV- 
infected individuals (Table 1).5–29 However, there is also a report of a 19-year-old HIV-negative Caucasian female living 

Table 1 Literature Review of Age, Gender, History of AIDS/Tumor, Follicular Mucin Deposition and Treatment in Patients with 
Eosinophilic Pustular Folliculitis

Age Gender HIV/Oncology History Follicular 
Mucin 

Deposition

Treatment

71 years Male Chronic Lymphocytic 
Leukemia

Yes 10 days of gradually reduced prednisone, topical corticosteroids

70 years Male Chronic Lymphocytic 

Leukemia

No Topical corticosteroids, oral hydroxyzine

34 years Female No No Topical corticosteroids, after pathological confirmation, use of 

tacrolimus or oral indomethacin

20–50 years 
(avg. 31.2 

years)

13 cases (4 
male, 9 female)

1 hIV positive, HIV patients 
with follicular mucin 

deposition

Yes Varies: corticosteroids, indomethacin

7–47 years 
(avg. 31 

years)

3 female, 4 
male

No No Varies: corticosteroids, dapsone, naproxen

22 years Male No No Da Chai Hu Tang combined with Liang Xue Wu Hua Tang
44 years Male No No Oral doxycycline, topical compound triamcinolone

32 years Male No No Not mentioned (treated in another hospital, related to light 

exposure)
30–40 years Predominantly 

male (4.8:1)

2 hIV positive, HIV patients 

with follicular mucin 

deposition

Yes Varies: ibuprofen, dapsone, minocycline, cetirizine, tacrolimus, 

itraconazole, PUVA, acitretin, interferon α-2b, interferon γ, 

cyclosporine A
35 years 

(avg.)

8 male, 15 

female

3 hIV positive, HIV patients 

with follicular mucin 

deposition

Yes Oral indomethacin (most patients effective), a few use dapsone

39 years Female No Not 

mentioned

Initially oral tranilast, later switched to oral indomethacin due to 

stomach pain, continued tranilast

40 years Male No Not 
mentioned

Oral indomethacin and topical tacrolimus

29 years Male Yes Not 

mentioned

Resistant to multiple oral and topical medications, later resolved 

with HIV treatment, topical tacrolimus
56 years Female No Not 

mentioned

Oral indomethacin

60 years Female No Not 
mentioned

Oral indomethacin and topical tacrolimus

26 years Male No Not 

mentioned

Oral indomethacin, topical tacrolimus ointment

29–61 years 6 male, 2 

female

1 hIV positive, HIV patients 

with follicular mucin 
deposition

Yes Oral indomethacin, cetirizine, topical tacrolimus ointment

36 years Male No Not 

mentioned

Minocycline, Tripterygium glycosides

(Continued)
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in the United States presenting with EPF accompanied by secondary follicular mucin deposition.4 In HIV-negative 
patients, histological features suggest that the combination of EPF and follicular mucin deposition makes this case 
atypical. Our case describes a unique presentation of EPF with secondary follicular mucin deposition in a 45-year-old 
HIV-negative Asian female. EPF with follicular mucin deposition is relatively rare in non-immunosuppressed adults, and 
its rarity makes the diagnosis of this patient particularly challenging.

The etiology of EPF with secondary follicular mucin deposition is multifactorial. Some cases of EPF with follicular 
mucin deposition have been associated with HIV and hematologic malignancies. In these disease states, alterations in the 
immune system and the internal environment of the body lead to immune dysregulation, resulting in an imbalance of the 
immune modulation mechanisms that typically target hair follicles.17 Additionally, tumor cells may release various 
cytokines or other bioactive substances, which can affect the physiological function of follicular epithelial cells and 
promote mucin deposition.18

Dysregulation of immunoglobulins exhibits a bidirectional pathological association with hematologic malignancies. In 
multiple myeloma and chronic lymphocytic leukemia, the clonal proliferation of monoclonal immunoglobulins (eg, IgG or 
IgM) is frequently accompanied by suppression of normal polyclonal immunoglobulins (particularly IgA/IgG subtypes), 
creating an “immune paralysis” microenvironment. This imbalance may increase susceptibility to opportunistic infections 
and facilitate tumor immune evasion.19 Notably, in some cases of eosinophilic pustular folliculitis (EPF) occurring in 
seemingly “immunocompetent” individuals, serum total immunoglobulin levels remain within reference ranges, yet 
a significant association with selective IgA deficiency (IgA <0.07 g/L) has been identified. As a key defense protein for 
mucosal barriers, IgA deficiency may permit skin commensal microbiota to penetrate follicular epithelia, triggering a Th2- 
polarized inflammatory response. This localized immune dysregulation explains why EPF patients exhibit IL-5-driven 
eosinophilic infiltration despite normal peripheral CD4+/CD8+ T-cell ratios.20 Recent studies further elucidate unique 
molecular mechanisms underlying IgA deficiency-associated EPF: Mucocutaneous axis dysregulation: Intestinal IgA 
deficiency leads to microbial translocation, activating skin-resident group 2 innate lymphoid cells (ILC2s) via the “gut- 

Table 1 (Continued). 

Age Gender HIV/Oncology History Follicular 
Mucin 

Deposition

Treatment

64 years Male No Not 

mentioned

Hydroxychloroquine, ketotifen, combined with topical 

triamcinolone and econazole (back), polysaccharide 

mucopolysaccharide cream (face), later switched to 
methylprednisolone sodium succinate IV and oral

32 years Male No Not 

mentioned

Oral sustained-release indomethacin, thymosin, epitisine, 

combined with heat-clearing, dampness-dispelling, detoxifying 
traditional Chinese medicine, local topical dinanide cream, San 

Huang wash etc.

26 years Male No Not 
mentioned

Oral indomethacin, 0.03% tacrolimus ointment topical

18–74 years Male-to-female 

ratio 3:1

2 hIV positive, HIV patients 

with follicular mucin 
deposition

Yes Oral indomethacin, triamcinolone, hydroxychloroquine, topical 

corticosteroid ointment

65 years Male No Not 

mentioned

Oral indomethacin, topical 0.1% tacrolimus ointment

24 years Male No Not 

mentioned

Oral acitretin capsules, Tripterygium glycosides, compound 

glycyrrhizin tablets, epitisine tablets; narrowband UVB therapy, 

topical 0.1% tacrolimus (face), Halobetasol ointment (back and 
limbs)

Clinical, Cosmetic and Investigational Dermatology 2025:18                                                                  https://doi.org/10.2147/CCID.S520968                                                                                                                                                                                                                                                                                                                                                                                                   1067

Li et al

Powered by TCPDF (www.tcpdf.org)Powered by TCPDF (www.tcpdf.org)



skin axis”, thereby promoting thymic stromal lymphopoietin (TSLP)-mediated eosinophil chemotaxis.21 Complement 
alternative pathway activation: IgA deficiency results in abnormal C3/C5 complement deposition around hair follicles, 
directly stimulating eosinophil degranulation through C5a-C5aR1 signaling.22 These findings underscore the necessity for 
routine IgA subclass screening and mucosal barrier integrity assessment in “immunocompetent” EPF patients.

EPF must be differentiated from diseases such as follicular mucinosis (FM), eosinophilic folliculitis (EF), and cutaneous 
T-cell lymphoma (CTCL). In FM, the primary feature is the accumulation of mucin within the hair follicles, whereas EPF is 
characterized by eosinophilic infiltration around the follicular structures.23 EF typically presents with prominent eosino
philic infiltration, while EPF with secondary follicular mucin deposition generally shows the accumulation of a translucent, 
gel-like substance within the follicular lumen, with eosinophils or other types of immune cells as the predominant 
inflammatory cells.24 CTCL is primarily characterized by T-cell infiltration, whereas the pathology of EPF with secondary 
follicular mucin deposition is centered on follicular damage and secondary mucin deposition. Immunohistochemical 
staining can aid in differentiation, as CTCL typically demonstrates CD4-positive T-cell infiltration.25

In cases reported in relevant studies, some patients with chronic lymphocytic leukemia (CLL) have developed EPF 
accompanied by follicular mucin deposition. The pathological features in these cases may exhibit characteristics of both 
eosinophilic folliculitis (EF) and eosinophilic dermal hyperplasia (EDHM), presenting as inflammation involving superficial 
and deep lymphocytes and eosinophils, affecting perivascular, perifollicular, and follicular centers, with or without follicular 
mucin deposition.26,29 Eosinophilic pustular folliculitis with mucin deposition associated with hematologic malignancies 
may represent a disease spectrum, ranging from simple EF to EDHM, as well as cases with follicular mucin deposition. 
This spectrum might reflect a continuous process. Within this spectrum, different disease stages may present distinct clinical 
and pathological features, yet there are overlapping and interconnected elements.28

The co-occurrence of eosinophilic pustular folliculitis (EPF) and follicular mucinosis in HIV-negative patients 
without malignancy suggests a distinct and complex immunopathological pathway that differs from both classical EPF 
and mycosis fungoides-associated mucinosis. While HIV-associated EPF is clearly linked to TH2-mediated immune 
dysregulation and IL-5 overexpression, the present case highlights alternative potential mechanisms: Dysregulated 
Eosinophil-Chemokine Axis: Non-HIV-associated EPF with mucin deposition may reflect localized overproduction of 
eotaxin-3 and thymic stromal lymphopoietin (TSLP) by keratinocytes, a mechanism independent of systemic TH2 
immune activation.30 Mucin deposition likely represents a consequence of chronic eosinophilic inflammation, wherein 
eosinophil-derived major basic protein (MBP) disrupts follicular keratinocyte adhesion, exposing hair follicle stem cells 
to a TGF-β-mediated mucinogenic microenvironment.31 Follicular Epithelial Stress Response: Histological overlap with 
pityriasis rubra pilaris (PRP)-like mucinosis suggests potential HSP70 overexpression in the outer root sheath, which 
may simultaneously induce eosinophil chemotaxis and mucin synthesis via CD44-hyaluronic acid interactions. Genetic 
Predisposition: The predominance among Asian populations implies that HLA-DRB1*04 alleles or filaggrin (FLG) loss- 
of-function mutations may create a permissive microenvironment facilitating concurrent eosinophilic infiltration and 
mucin deposition.32 Critically, the HIV-negative/malignancy-free status excludes lymphokine-driven mechanisms (eg, 
IL-4/IL-13 in cutaneous T-cell lymphoma), instead implicating primary follicular unit dysfunction—where mucin 
deposition may represent an “exhaustion” phenomenon following recurrent eosinophilic assaults, rather than neoplastic 
or infectious triggers. This perspective aligns with reports of indomethacin-responsive mucin-positive EPF cases, as 
prostaglandin D2 inhibition concurrently blocks eosinophil migration and mucin production.33

The treatment of eosinophilic pustular folliculitis (EPF) includes pharmacological and physical therapies. 
Indomethacin is the first-line treatment for EPF, demonstrating a high efficacy rate, followed by corticosteroids and 
topical tacrolimus ointment. Other medications, such as cyclosporine, dapsone, hydroxychloroquine, sulfasalazine, and 
minocycline, may also offer benefits in some patients.27 For instance, oral cyclosporine may be particularly effective in 
patients who have not responded well to other treatments. Oral dapsone or sulfasalazine might also be beneficial in some 
cases. Antihistamines such as loratadine and cetirizine can help alleviate pruritus. In terms of physical therapy, 
narrowband ultraviolet B (NB-UVB) phototherapy has been shown to penetrate the dermis, suppressing inflammatory 
cells and proliferating endothelial cells, thereby improving symptoms in patients. For patients who do not respond to 
conventional treatments, physical therapies like ultraviolet light therapy may offer an effective alternative. In cases 
associated with hematologic malignancies, treatment may also need to address the underlying primary disease.34 For 
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example, in patients with chronic lymphocytic leukemia (CLL), chemotherapy or targeted therapies might be required. 
During the treatment of the hematologic disorder, close monitoring of the skin symptoms for improvement is essential.35

The prognosis of simple EPF with follicular mucin deposition is generally good, and symptoms can be alleviated with 
appropriate treatment. However, when associated with hematologic malignancies, the prognosis is influenced by the 
underlying hematologic disease. Some studies have found that while skin symptoms may improve with treatment if the 
hematologic malignancy progresses, the overall prognosis of the patient remains poor.36

Conclusion
Eosinophilic pustular folliculitis with secondary follicular mucin deposition is a complex dermatological condition, and 
its diagnosis requires a comprehensive evaluation of both clinical and pathological features. Treatment and prognosis 
must be assessed and managed according to the specific circumstances. In this case, the patient was HIV-negative yet 
developed follicular mucin deposition, which, due to its rarity, made the diagnosis particularly challenging.

Ethic Statement
The patient has granted permission for the images to be published along with the case report, and The Fifth People’s 
Hospital of Hainan Province has given its approval for the case details to be disclosed after obtaining approval from its 
own Ethics Committee.

Consent Statement
Informed consent was provided by the patient for publication of the case.

Acknowledgment
We are thankful to our patient for her support and cooperation.

Funding
This project supported by Hainan Province Clinical Medical Center.

Disclosure
Wanni Li and Xiaohuan Hu are co-first authors for this study. Yuan Li and GaiHe Chen are co-correspondence authors for 
this study. The authors have no conflicts of interest to declare for this work.

References
1. Li Y, Chen G, Zhou X, et al. Clinical and pathological analysis of 10 cases of eosinophilic pustular folliculitis. Clin Cosmet Invest Dermatol. 

2023;16:2467–2472. doi:10.2147/CCID.S427718
2. Li Y, Nie R, Cao X, Wan C. Classic eosinophilic pustular folliculitis in an immunocompetent patient with syphilis: are they related? Clin Cosmet 

Invest Dermatol. 2023;16:67–70. doi:10.2147/CCID.S393841
3. Kanaki T, Hadaschik E, Esser S, Sammet S. Eosinophilic pustular folliculitis (EPF) in a patient with HIV infection. Infection. 2021;49(4):799–801. 

doi:10.1007/s15010-020-01543-z
4. Long H, Zhang G, Wang L, Lu Q. Eosinophilic skin diseases: a comprehensive review. Clin Rev Allergy Immunol. 2016;50(2):189–213. 

doi:10.1007/s12016-015-8485-8
5. Sikora M, Buontempo MG, Ramachandran V, et al. Eosinophilic pustular folliculitis in an HIV-positive 63-year-old male. Am J Med. 2024;137 

(8):722–726. doi:10.1016/j.amjmed.2024.03.032
6. Zitelli K, Fernandes N, Adams BB. Eosinophilic folliculitis occurring after stem cell transplant for acute lymphoblastic leukemia: a case report and 

review. Int J Dermatol. 2015;54(7):785–789. doi:10.1111/ijd.12521
7. Nomura T, Katoh M, Yamamoto Y, Miyachi Y, Kabashima K. Eosinophilic pustular folliculitis: a published work-based comprehensive analysis of 

therapeutic responsiveness. J Dermatol. 2016;43(8):919–927. doi:10.1111/1346-8138.13287
8. Almodovar-Real A, Molina-Leyva A, Espiñeira-Carmona MJ, Ríos-Pelegrina R, Naranjo-Sintes R, Husein El-Ahmed H. Widespread eosinophilic 

pustular folliculitis in a nonimmunocompromised patient. Med Princ Pract. 2014;23(5):475–477. doi:10.1159/000361049
9. Dodia P, Cook C. Eosinophilic Pustular Folliculitis. In: StatPearls [Internet]. Treasure Island (FL): StatPearls Publishing; 2024.

10. Marzano AV, Genovese G. Eosinophilic dermatoses: recognition and management. Am J Clin Dermatol. 2020;21(4):525–539. doi:10.1007/s40257- 
020-00520-4

11. Chen J, Beatty CJ, Falcone LM, English JC 3rd, Kazlouskaya V. Eosinophilic pustular folliculitis in the setting of solid organ transplant 
immunosuppression. Dermatol Pract Concept. 2023;13(2):e2023078. doi:10.5826/dpc.1302a78

Clinical, Cosmetic and Investigational Dermatology 2025:18                                                                  https://doi.org/10.2147/CCID.S520968                                                                                                                                                                                                                                                                                                                                                                                                   1069

Li et al

Powered by TCPDF (www.tcpdf.org)Powered by TCPDF (www.tcpdf.org)

https://doi.org/10.2147/CCID.S427718
https://doi.org/10.2147/CCID.S393841
https://doi.org/10.1007/s15010-020-01543-z
https://doi.org/10.1007/s12016-015-8485-8
https://doi.org/10.1016/j.amjmed.2024.03.032
https://doi.org/10.1111/ijd.12521
https://doi.org/10.1111/1346-8138.13287
https://doi.org/10.1159/000361049
https://doi.org/10.1007/s40257-020-00520-4
https://doi.org/10.1007/s40257-020-00520-4
https://doi.org/10.5826/dpc.1302a78


12. Martora F, Battista T, Fabbrocini G, Potestio L. Comment on ‘Eosinophilic pustular folliculitis developing at the site of COVID-19 vaccination’. 
Clin Exp Dermatol. 2023;48(1):35–36. doi:10.1093/ced/llac006

13. Sasaki Y, Kishi A, Takagi S, Uchida N, Hayashi N. Eosinophilic pustular folliculitis after hematopoietic stem cell transplantation: a study of 11 
cases. J Dermatol. 2021;48(5):e231–e233. doi:10.1111/1346-8138.15846

14. Kakurai M, Oya K, Furuta J, Iijima S, Nomura T. A case of eosinophilic pustular folliculitis with vegetating lesions on the lower legs and feet 
resembling pemphigus vegetans. Acta Derm Venereol. 2023;103:adv11622. doi:10.2340/actadv.v103.11622

15. Chersi F, Zelin E, Mazzoletti V, et al. Mepolizumab therapy for eosinophilic pustular folliculitis (Ofuji disease). J Eur Acad Dermatol Venereol. 
2024;38(11):e993–e996. doi:10.1111/jdv.20047

16. Nomura T, Katoh M, Yamamoto Y, Miyachi Y, Kabashima K. Eosinophilic pustular folliculitis: a proposal of diagnostic and therapeutic algorithms. 
J Dermatol. 2016;43(11):1301–1306. doi:10.1111/1346-8138.13359

17. Tang MB, Tan E, Chua SH. Eosinophilic pustular folliculitis (Ofuji’s disease) in Singapore: a review of 23 adult cases. Australas J Dermatol. 
2003;44(1):44–47. doi:10.1046/j.1440-0960.2003.00636.x

18. Hernández-Martín Á, Nuño-González A, Colmenero I, Torrelo A. Eosinophilic pustular folliculitis of infancy: a series of 15 cases and review of the 
literature. J Am Acad Dermatol. 2013;68(1):150–155. doi:10.1016/j.jaad.2012.05.025

19. Wang Y, Li C, Xia J, et al. Humoral immune reconstitution after anti-BCMA CAR T-cell therapy in relapsed/refractory multiple myeloma. Blood 
Adv. 2021;5(23):5290–5299. doi:10.1182/bloodadvances.2021004603

20. Gossner A, Wilkie H, Joshi A, Hopkins J. Exploring the abomasal lymph node transcriptome for genes associated with resistance to the sheep 
nematode Teladorsagia circumcincta. Vet Res. 2013;44(1):68. doi:10.1186/1297-9716-44-68

21. Russell CD, Unger SA, Walton M, Schwarze J. The human immune response to respiratory syncytial virus infection. Clin Microbiol Rev. 2017;30 
(2):481–502. doi:10.1128/CMR.00090-16

22. Jung Y, Wen T, Mingler MK, et al. IL-1β in eosinophil-mediated small intestinal homeostasis and IgA production. Mucosal Immunol. 2015;8 
(4):930–942. doi:10.1038/mi.2014.123

23. Fujiyama T, Tokura Y. Clinical and histopathological differential diagnosis of eosinophilic pustular folliculitis. J Dermatol. 2013;40(6):419–423. 
doi:10.1111/1346-8138.12125

24. Matsumura Y, Miyachi Y. Atypical clinical appearance of eosinophilic pustular folliculitis of seborrheic areas of the face. Eur J Dermatol. 2012;22 
(5):658–662. doi:10.1684/ejd.2012.1825

25. Nervi SJ, Schwartz RA, Dmochowski M. Eosinophilic pustular folliculitis: a 40 year retrospect. J Am Acad Dermatol. 2006;55(2):285–289. 
doi:10.1016/j.jaad.2006.02.034

26. Misago N, Narisawa Y, Matsubara S, Hayashi S. HIV-associated eosinophilic pustular folliculitis: successful treatment of a Japanese patient with 
UVB phototherapy. J Dermatol. 1998;25(3):178–184. doi:10.1111/j.1346-8138.1998.tb02376.x

27. Katoh M, Nomura T, Miyachi Y, Kabashima K. Eosinophilic pustular folliculitis: a review of the Japanese published works. J Dermatol. 2013;40 
(1):15–20. PMID: 23083212. doi:10.1111/1346-8138.12008

28. Lankerani L, Thompson R. Eosinophilic pustular folliculitis: case report and review of the literature. Cutis. 2010;86(4):190–194.
29. Bhandare PC, Ghodge RR, Bhobe MR, Shukla PR. Eosinophilic pustular folliculitis post chemotherapy in a patient of non-Hogkins lymphoma: 

a case report. Indian J Dermatol. 2015;60(5):521. doi:10.4103/0019-5154.164432
30. Soumelis V, Reche PA, Kanzler H, et al. Human epithelial cells trigger dendritic cell mediated allergic inflammation by producing TSLP. Nat 

Immunol. 2002;3(7):673–680. doi:10.1038/ni805
31. Meng XM, Nikolic-Paterson DJ, Lan HY. TGF-β: the master regulator of fibrosis. Nat Rev Nephrol. 2016;12(6):325–338. doi:10.1038/ 

nrneph.2016.48
32. Siegel DH, Cottrell CE, Streicher JL, et al. Analyzing the genetic spectrum of vascular anomalies with overgrowth via cancer genomics. J Invest 

Dermatol. 2018;138(4):957–967. doi:10.1016/j.jid.2017.10.033
33. Hirai H, Tanaka K, Yoshie O, et al. Prostaglandin D2 selectively induces chemotaxis in T helper type 2 cells, eosinophils, and basophils via 

seven-transmembrane receptor CRTH2. J Exp Med. 2001;193(2):255–261. doi:10.1084/jem.193.2.255
34. Springinsfeld G, Roth B, Martinot M, Tortel MC, Batard ML. Folliculite pustuleuse à éosinophiles au cours d’un syndrome de restauration 

immunitaire chez un sujet séropositif pour le VIH [Immune reconstitution inflammatory syndrome associated with eosinophilic pustular folliculitis 
in an HIV-infected patient]. Med Mal Infect. 2011;41(1):49–50. French. doi:10.1016/j.medmal.2010.09.003

35. Ottavi M, Velin M, Cardot Leccia N, Passeron T. Successful treatment of eosinophilic pustular folliculitis with dupilumab. JAMA Dermatol. 
2024;160(1):114–115. doi:10.1001/jamadermatol.2023.4305

36. Jiang YY, Zeng YP, Jin HZ. Eosinophilic pustular folliculitis associated with cutaneous angiosarcoma. Chin Med J. 2018;131(1):115–116. 
doi:10.4103/0366-6999.221284

Clinical, Cosmetic and Investigational Dermatology                                                                    

Publish your work in this journal 
Clinical, Cosmetic and Investigational Dermatology is an international, peer-reviewed, open access, online journal that focuses on the latest 
clinical and experimental research in all aspects of skin disease and cosmetic interventions. This journal is indexed on CAS. The manuscript 
management system is completely online and includes a very quick and fair peer-review system, which is all easy to use. Visit http://www. 
dovepress.com/testimonials.php to read real quotes from published authors.  

Submit your manuscript here: https://www.dovepress.com/clinical-cosmetic-and-investigational-dermatology-journal

Clinical, Cosmetic and Investigational Dermatology 2025:18 1070

Li et al                                                                                                                                                                                

Powered by TCPDF (www.tcpdf.org)Powered by TCPDF (www.tcpdf.org)

https://doi.org/10.1093/ced/llac006
https://doi.org/10.1111/1346-8138.15846
https://doi.org/10.2340/actadv.v103.11622
https://doi.org/10.1111/jdv.20047
https://doi.org/10.1111/1346-8138.13359
https://doi.org/10.1046/j.1440-0960.2003.00636.x
https://doi.org/10.1016/j.jaad.2012.05.025
https://doi.org/10.1182/bloodadvances.2021004603
https://doi.org/10.1186/1297-9716-44-68
https://doi.org/10.1128/CMR.00090-16
https://doi.org/10.1038/mi.2014.123
https://doi.org/10.1111/1346-8138.12125
https://doi.org/10.1684/ejd.2012.1825
https://doi.org/10.1016/j.jaad.2006.02.034
https://doi.org/10.1111/j.1346-8138.1998.tb02376.x
https://doi.org/10.1111/1346-8138.12008
https://doi.org/10.4103/0019-5154.164432
https://doi.org/10.1038/ni805
https://doi.org/10.1038/nrneph.2016.48
https://doi.org/10.1038/nrneph.2016.48
https://doi.org/10.1016/j.jid.2017.10.033
https://doi.org/10.1084/jem.193.2.255
https://doi.org/10.1016/j.medmal.2010.09.003
https://doi.org/10.1001/jamadermatol.2023.4305
https://doi.org/10.4103/0366-6999.221284
https://www.dovepress.com
http://www.dovepress.com/testimonials.php
http://www.dovepress.com/testimonials.php
https://www.facebook.com/DoveMedicalPress/
https://twitter.com/dovepress
https://www.linkedin.com/company/dove-medical-press
https://www.youtube.com/user/dovepress

	Introduction
	Clinical Presentation
	Discussion
	Conclusion
	Ethic Statement
	Consent Statement
	Acknowledgment
	Funding
	Disclosure

