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ABSTRACT
Objective: This article presents a case report of actinic cheilitis with an acute inflammatory process 
and need for anti-inflammatory treatment.
Case Report: Triamcinolone acetonide in Orabase was prescribed 3 times a day for 15 days, and the 
patient was advised to use sunscreen and hats. After 7 days, there was a significant improvement 
in the acute phase and the patient was kept under observation. 
Conclusion: It is emphasized that it is important to intervene in the evolution of the inflammatory 
process in premalignant lesions in order to prevent its long-term maintenance.
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Queilite actínica: relato de caso e revisão da literatura

RESUMO
Objetivo: O presente artigo apresenta um relato de queilite actínica com processo inflamatório agudo e 
necessidade de tratamento com anti-inflamatório.
Relato do Caso: Foi prescrito acetonido de triancinolona em orabase, 3 vezes ao dia, durante 15 dias e 
orientou-se para uso de protetor solar e chapéu. Após 7 dias, houve melhora significativa do quadro agudo, 
permanecendo o paciente em proservação. 
Conclusão: Ressalta-se que em lesões potencialmente malignas, torna-se importante interferir na evolução de 
processos inflamatórios, impedindo sua permanência por longo período de tempo.
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INTRODUCTION

Actinic cheilitis (AC) is a potentially malignant lesion 
that can progress to squamous cell carcinoma [1]. The 
lesion affects the lips and is caused by the solar ultraviolet 
radiaton [2,3]. It predominantly involves the lower lip of 
Causasian men aged 50-60 years old [4] and is clinically 
characterized by changes in the color of the labial 
semimucosa (red, white, gray or brown areas), loss limits 
between the skin and semimucosa, fissures, dry and atrophic 
areas, in addition to lip erosion [2,5,6].

In the acute form the AC, ulcer, blister and scab are 
present and regress after the exposure to the causative agent 
is ceased. On the other hand, the chronic form results from 
continuous and long-term sun exposure [7]. The presence 
of ulcers failing to heal, bleeding and hardened borders is 
suggestive of malignant transformation [8].

Histologically, AC is characterized by a stratified 
squamous epithelium with varied degrees of keratinization. 
There may also be varying degrees of epithelial atypia 
consisting of dysplasias4. Inflammation and solar elastosis 
are observed in the connective tissue [2,9]. The same 
lesion may show different histopathological types in 
different regions [10] and the degree of epithelial atypia 
may not reflect the biological potential of the lesion [4,11]. 
It is often not possible to associate clinical and histo- 
pathological aspects, thus the evolution of AC can not be 
determined only by clinical features [12]. Clinical and 
histopathological evaluations are very important to diagnose 
and/or treat AC. The diagnosis should be based on clinical 
and histopathological findings in addition to the history 
of sun exposure. Early diagnosis, preventive measures 
and treatment and clinical management of the injury are 
important to prevent malignant transformation.

Several treatments of AC are used aiming to remove 
or destruct the abnormal epithelium, including topical 
application of 5-fluorouracil, trichloroacetic acid, imiquimod, 
retinoids, vermilionectomy, CO2 laser vaporization, Er: YAG 
laser, cryosurgery, electrodessication and photodynamic 

therapy. All these treatments are destructive and cause 
discomfort to the patient, which contributes to the constant 
search for other therapeutic modalities. Topical anti-
inflammatories have been used as the prevention from 
malignant transformation in chronic lesions. They have 
also been used to alleviate the acute inflammatory reaction, 
which promotes more comfort to the patient [14,15].

In geographic areas with a tropical weather, with high 
indices of solar radiation, such as the Northeastern Brazil, 
the occurrence of AC assumes greater importance so it 
is essential to widely diffuse the knowledge concerning 
the clinical aspects and evolution of the injury among 
dentists. The present article presents a literature review and 
description of a clinical case, and discuss the treatment of 
the injury.

CASE DESCRIPTION

A 73-year-old Caucasian male patient who worked as a 
farmer was attended at the Stomatology Clinic of the Federal 
University of Paraíba complaining about the presence of a 
“wounded lower lip”. The patient reported that the lesion 
had a history of about 2 years and also that in the last 15 
days there had been an increase in the size of the ulcerated 
area including burning and discomfort in talking, smiling 
and eating. On physical examination, fissures, crusting, 
edema, presence of hair and loss limits between the skin 
and semimucosa were observed in the lower lip (Figure 1). 
Based on clinical findings and the history of chronic sun 
exposure, a clinical diagnosis of actinic cheilitis was 
made. Triamcinolone acetonide in Orabase was prescribed 
3 times a day for 15 days and the patient was advised to 
use sunscreen and hat. After 7 days, the patient returned 
to the clinics for evaluation and significant clinical 
improvement was registered. After 15 days, there was no 
sign of acute inflammation (Figure 2). After 9 months under 
observation, the lesion was clinically stable and the patient 
was instructed to return every six months for evaluation 
(Figure 3).

Figure 3. Clinical aspect of the AC after 
9 months under observation. 

Figure 1. Clinical aspect of QA fissures, 
crusting, edema, and the presence of loss 
of the vermilion border of the lip skin.

Figure 2. Clinical aspect of the  
AC medication after 15 days.
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DISCUSSION

AC is caused by solar radiation. However, other 
factors such as smoking and infection with HPV may be 
associated with the development and the risk of malignant 
transformation of the lesion [16]. In the presented case, 
the smoker patient had a history of long exposure to solar 
radiation. Besides, he had old age and white skin, which are 
clinical characteristics often related to the occurrence of AC. 
These data corroborate the findings of other authors [17,18].

Several authors emphasize the relationship between 
chronic inflammation and squamous carcinogenesis [8,19] 
and consider the hypothesis that the mediators of the 
inflammatory process play an important role in the process 
of malignant transformation and progression of actinic 
cheilitis [20]. Thus, we believe that clinical follow-up of AC 
lesions is important for the control of acute inflammation 
caused by sun exposure, in order to eliminate or reduce the 
effect of these mediators of inflammation. In this case, the 
patient sought the service featuring an acute inflammation 
that emphasized the clinical aspects with painful symptoms, 
which caused much discomfort. Considering the symptoms 
presented, we decided to prescribe the topical anti-
inflammatory drug triamcinolone acetonide in emollient 
base for dental use, three times a day for 15 days, showing 
excellent response. Positive clinical success with the use 
of anti-inflammatory for the treatment of actinic cheilitis is 
reported in the literature by various authors [14,15,21,22]. The 
use of the non-steroidal anti-inflammatory drug diclofenac 
in the treatment and prevention of the malignization of 
actinic cheilitis is explained by the authors for its possible 
anticancer effect on inhibiting cyclooxygenase (COX-1 
and COX-2) [23]. It is also important to remember that the 
oxidative stress caused by the inflammatory process can 
damage the cell DNA, that chronic inflammation increases 
the risk of carcinogenesis [24] and that inflammation 
may promote the progression from AC to squamous cell 
carcinoma [25].

Considering AC is a potentially malignant lesion and the 
importance of inflammation in epithelial carcinogenesis, the 
possibility of using anti-inflammatory drugs is highlighted 
not only as a treatment for reducing acute inflammation, 
but also as a prevention of chronic injuries. In this type of 
lesion, it is important to interfere in the evolution of the 
inflammatory process preventing long-term injuries.
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