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Introduction 

 

The term “skin cancer” usually includes basal-cell epithelioma (BCC), squamous cell  

epithelioma  (SCC), Merckel and melanoma (1). 

Skin cancer is an enormous public health concern with non-melanoma skin cancer being the 

most common cancer in the Europe and USA. BCC and SCC are often controlled with local 

measures ( surgery in particular) their combined millions of cases are estimated to result in 

several thousand deaths annually (2). 

Cutaneous squamous cell carcinoma (CSCC) is the second most frequent cancer in humans, 

with an estimated incidence of 1 million cases each year in the US. This figure continues to 

rise, and is an underestimate (2-3)]. The number of CSCCs has increased from 50% to 300% 

in the last three decades (4), and by 2030 its incidence in European countries will be twice the 

current level (5). 

Squamous cell carcinoma (  SCC )  arising  from the upper  side of the thorax  (  sternum )  close 

to jugule is rare, having an aggressive course. 
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A 83 years old man patient with many comorbidities (diabetic 2 –arterial hypertension and 

brain  stroke after-effects and BPCO ) with a red vegetating painful infected and rapidly growing 

lesion 10 cm x 4,5 in size of the upper central thorax ( sternum ) close to jugule  anatomy  

presented to  me from an emergency room in Fondazione Ca Granda Policlinico Hospital of 

Milan the last December 2020. 

 

 

Photo 1 shows a red vegetating painful infected and rapidly growing lesion 10 cm x 4,5 in 

size of the upper central thorax ( sternum ) close to jugule anatomy after biopsy –

january’21 

 

 

He received systemic antibiotic treatment and local therapy with antiseptic ointment for three 

weeks. Clinical examination showed lymphadenopathy of the lower left chest. 

After three weeks the patient arrives in Hospital with negative ultrasound axillary cavity and 

neck lymph nodes ,  negative chest x-ray;  so I decide to do a biopsy. 

I made a biopsy of the lesion in local anesthesia and the histological examination was 

Carcinoma squamous cell epithelioma G2 (photo 1). 
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Photo 2 : A spontaneous rapidly regression of the skin tumour after two months of biopsy – 

march’21 

 

I continue to do dressing the lesion with betadine ointment and we prepare the patient for 

surgery. 

 

The patient doesn't feel good in February’21 for flue and CoVID-19 pandemia delay the surgical 

appointment. At the last of march’21the patient calls me on the telephone and says to me that 

the   lesion has begun to heal (photo 2). I was very surprised and  invite the patient to come in  

Hospital for a check-  up visit. The patient come to Hospital on 21st April 21 and I was surprised 

to see spontaneous healing  of the lesion. The vegetating lesion disappearance and a perfect 

healing of the border of the lesion appeared; a complete epithelialization of the center of the 

lesion with a rosy color 3,5 cm diameter size   ( Photo 3). 

 

 

 

Photo 3 : A completely re epithelization of the lesion- April’21 
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I was very incredulous about what happened, so I decide to do clinical monitoring and check-up 

visits the patient. The patient fell at home with minimal fractured vertebrae in June’21. He 

brought an orthopedic corset for two months in summer ’21 

 

At the beginning of September ’21 I decided to do a second biopsy: the lesion was more regress 

with   a scars shape butterfly wings lesion (Photo 4). The Histological examination  confirms  

complete  healing of the lesion. 

 

 

 

 

Photo 4 : A scar formation – September ’21 

 

 

 

Considerations 

 

CSCC arises from the malignant proliferation of epidermal keratinocytes. There are environmental 

and constitutional risk factors for its development.  With  respect  to  the  former,  older  age,  male  

sex,  fair  skin, immunosuppression, and a previous history of actinic keratosis (AK) are of known 

importance.  Chronic sun exposure is the  most  important  and  well-known  environmental  factor  

associated  with  CSCC (7-8-9-10-11-12)  Solid-organ  transplant  recipients,  who  have  a  human  

papillomavirus  infection  or chronic lymphocytic leukemia, have a higher risk of developing CSCC 

than the general population (13-14-15-16) AK ( actinic Keratosis) is considered a  premalignant  

lesion  that  may  progress  to  an  invasive SCC, and is the most significant predictive factor of 

CSCC (17) 
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Skin cancer healing is a very rare  event:  no  publications  reports on  spontaneous  healing  of  

squamous cell epithelioma (SCC cancer)  there  are  in  modern  literature.  This  article will  focus  

on  skin  cancers  as a paradigm for tumor  immunotherapy  auto-healing,  starting  with  the  

reasons  for  the  immunogenicity of skin cancer. The incidence of skin cancer is elevated with T – 

cell immunosuppression and in elderly patients. In patients with normal cutaneous immunity 

(Young patients), nascent immunogenetic skin tumors are eliminated unless  the  tumor  can  evade  

immune  destruction.  Reversing  tumor  evasion  is  the goal of anti-cancer immunotherapy. 

Tumor cells produce neoantigens that are recognized and targeted by the immune system. 

When a T- cell recognizes the antigen expressed by the Human leukocyte antigen (HLA) 

complex in the tumor cell, co-receptors act as activators and inhibitors of the immune response 

(18) Inhibitory receptors, such as programmed cell death 1 protein (PD-1) and Cytotoxic T-

Lymphocyte Antigen 4 (CTLA4), are known as “immune checkpoint” receptors. PD-1 is an 

inhibitor co-receptor expressed on the surface of T-cells, B-cells, monocytes, natural killer 

cells, and dendritic cells (19) This transmembrane protein binds to two ligands, PD-L1 and PD-

L2, which are present on the surface of the tumor  cell,  and  their interaction triggers a signal 

that inhibits the activated T-cells and induces immunological  exhaustion via anergy and T-

cell apoptosis(18-20-21) The PD-L1/PD-1 axis is a primary mechanism of cancer immune 

evasion, and this was the rationale for developing new drugs that have emerged in recent years. 

Targeting the immune checkpoint proteins with monoclonal antibodies has yielded a clinical 

benefit in cancer (22-23) and dramatically changed prospects for the treatment of some  types  

of cancer, such as melanoma (24) An established tumor is composed both by the neoplastic 

cells and the tumor microenvironment. The latter is composed both by the tumor stroma and 

the inflammatory infiltrate. The tumor microenvironment, and not only the neoplastic cells, 

can also be modulated to destroy the neoplastic cells. Indeed, most immune checkpoint 

inhibitors are directed towards the lymphocytes, which belong to the tumor microenvironment, 

in order to enhance the immune response (25) 

 

I want to analyze a second point: the wound healing process. 

 

Wound healing is one of the most complex processes in the human body since it involves the 

spatial  and temporal synchronization of the inflammatory phase with tissue regeneration and 

remodeling. The inflammatory phase follows the injurious event and it includes the coagulation 

cascade, inflammatory pathway and immune system involvement 12 All these events take place  

to prevent an excessive  loss   of blood, fluids and the development of infections, and to facilitate 

the removal of dead or devitalized tissue. Hemostasis is achieved by platelet clot generation, 

followed by fibrin matrix formation, which acts as a scaffold for cell infiltration. As a result of 

platelet degranulation, the release of chemotactic signals by necrotic tissues, and bacterial 
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degradation products, the complementary system is activated and neutrophils arrive at the 

lesion (26-27) Finally, macrophages coordinate all events evolved in response to damage. 

These cells are responsible for fibrin phagocytosis activity and cellular debris, and they 

secrete macrophage-derived growth factor (MDGF) for fibroblasts and endothelial cells (28) New 

tissue formation begins within two to ten days after the lesion and consists of cell proliferation  

and the migration of different cytotypes. When the lesion involves the dermis, a poorly 

differentiated and highly vascularized connective tissue called granulation tissue is formed,  

which  consists  of  cellular and fibrillar components integrated into an apparently amorphous 

matrix. The cells of granulation tissue are (i) fibroblasts, responsible for the synthesis of the 

fibrillar component; (ii) myofibroblasts, involved in the wound contraction mechanism and (iii) 

endothelial cells, responsible  for the neo-angiogenesis process (29) 

The re-epithelization process, characterized by the proliferation and migration of keratinocytes 

towards the core part of the lesion, originates in this phase as the area between the bottom 

and the edges of     the wound is filled with granulation tissue. This represents the matrix in 

which keratinocytes, residing on lesion edges, migrate and proliferate (29) Skin re-

epithelization structural organization can be explained by two models: sliding and rolling 

models. According to the sliding model, keratinocytes of the basal layer suffer a modification 

of their anchoring joints (desmosomes and hemidesmosomes), allowing their detachment and 

lateral migration into the core part of the lesion. According to  the  rolling model, keratinocytes 

go through a morphological and functional modification, together with desmosomes, resulting 

in them rolling towards basal keratinocytes, which instead remain anchored to the basal 

membrane (30) Basal layer regeneration leads keratinocytes to proliferate and differentiate 

vertically, restoring the physiological features of the multilayered epithelial tissue. 

The remodeling phase starts about three weeks after an injurious advent and lasts for over a 

year. During this phase, all processes activated in previous phases are silenced and 

macrophages, isolated endothelial cells and myofibroblasts run into apoptosis or they are 

relocated from the wound, leaving a region rich in collagen and other extracellular matrix 

deposition (ECM) proteins. Interactions between the epidermis and dermis, together with 

additional feedback, allow the continuous regulation of skin integrity and homeostasis. Type 

III collagen, located in ECM, is gradually replaced in 6–12 months. 

If I can put these processes auto-immunotherapy and wound healing together I can explain 

this auto-healing cancer patient case. 

I can’t explain perfectly what happens in this case: a religious miracle’s or a scientific natural 

process? 

 

 

 
 

http://www.medicalandresearch.com/


Journal of MAR Oncology (Volume 3 Issue 2) 

Citation: Capretti A.M “A Case Report: A Spontaneous Healing of Squamos-Cell Epithelioma of the Skin” MAR Oncology 3.2 
www.medicalandresearch.com (pg. 7) 

 

 

Conclusions 
 

In recent years, a deeper understanding of the molecular bases of cutaneous squamous cell 

carcinogenesis (CSCC) has helped identify novel therapies. EGFR inhibitors were found  to  be 

promising drugs in CSCC, based on several studies that suggested an important role for this 

pathway   in CSCC development at a time when there was little to offer patients by way of 

effective treatment (33- 34-35). Subsequently, other targets were evaluated and continue to 

be developed. More recently, the high mutational burden of this tumor and the increased risk 

of CSCC in immunosuppressed patients have raised the possibility of using immunotherapy to 

treat CSCC. As the new checkpoint inhibitors   are surprisingly effective in other tumors, some 

CSCC cases have also been treated, with anti-PD-1 yielding particularly good responses. 

Cemiplimab is the first drug approved by the FDA and the European Medicines Agency (EMA) 

for the treatment of locally advanced and metastatic CSCC (36) It seems likely that other 

checkpoint inhibitors will be incorporated into the therapeutic arsenal of CSCC in the near 

future. In this case report, a non-understanding healing regression of the SSC tumor has been 

identifying. “A magical biological healing” has happened; a very rare clinical case. The older 

human race has the biology capacity on auto healing skin cancer? 

It is important to emphasize that patients who are receiving drug treatments that are 

associated with increased susceptibility to developing CSCC may require dermatological 

supervision, especially if any suspicious skin lesion arises. 

The major message emerging from my review is that I should guard against the view that CSCC 

is a tumor with a good prognosis simply because it usually has a favorable evolution. In truth, 

its high incidence means that the absolute frequency of complicated and disseminated cases 

will also be high. 

 

 

References 
 

1. Compton A. Squamos –cell Epithelioma of the skin. Annals of Surgery Vol LXXIII 1921 

February N2– 141-160 

 

2. Rogers H.W., Weinstock M.A., Feldman S.R., Coldiron B.M. Incidence Estimate of 

Nonmelanoma Skin Cancer (Keratinocyte Carcinomas) in the U.S. Population, 2012. JAMA 

Dermatol. 2015;151:1081– 1086. doi: 10.1001/jamadermatol.2015.1187. [PubMed] [CrossRef] 

[Google Scholar] 

3. Muzic J.G., Schmitt A.R., Wright A.C., Alniemi D.T., Zubair A.S., Olazagasti Lourido 

J.M., Sosa Seda I.M., Weaver A.L., Baum C.L. Incidence and Trends of Basal Cell 

Carcinoma and Cutaneous Squamous Cell Carcinoma: A Population-Based Study in 

Olmsted County, Minnesota, 2000 to 2010. Mayo Clin.  Proc. 2017;92:890–898.  doi: 

http://www.medicalandresearch.com/
https://www.ncbi.nlm.nih.gov/pubmed/25928283
https://dx.doi.org/10.1001%2Fjamadermatol.2015.1187
https://dx.doi.org/10.1001%2Fjamadermatol.2015.1187


Journal of MAR Oncology (Volume 3 Issue 2) 

Citation: Capretti A.M “A Case Report: A Spontaneous Healing of Squamos-Cell Epithelioma of the Skin” MAR Oncology 3.2 
www.medicalandresearch.com (pg. 8) 

 

 

10.1016/j.mayocp.2017.02.015. [PMC  free  article] [PubMed] [CrossRef] [Google Scholar] 

4. Brougham N.D., Tan S.T. The incidence and risk factors of metastasis for cutaneous 

squamous cell carcinoma—Implications  on   the   T-classification   system. J.   Surg.   Oncol. 

2014;110:876–882.   doi: 10.1002/jso.23731. [PubMed] [CrossRef] [Google Scholar] 

5. Leiter U., Keim U., Eigentler T., Katalinic A., Holleczek B., Martus P., Garbe C. Incidence, 

Mortality, and Trends of Nonmelanoma Skin Cancer in Germany. J. Investig. Dermatol. 

2017;137:1860–1867. doi: 10.1016/j.jid.2017.04.020. [PubMed] [CrossRef] [Google Scholar] 

 

6. Que S.K.T., Zwald F.O., Schmults C.D. Cutaneous squamous  cell  carcinoma:  Incidence,  

risk  factors, diagnosis, and staging. J.     Am.     Acad.      Dermatol. 

2018;78:237–247.  doi: 10.1016/j.jaad.2017.08.059. [PubMed] [CrossRef] [Google Scholar] 

7. Brash D.E., Rudolph J.A., Simon J.A., Lin A., McKenna G.J., Baden H.P., Halperin A.J., 

Ponten J. A role for sunlight in skin cancer: UV-induced p53 mutations in squamous cell 

carcinoma. Proc. Natl. Acad. Sci. USA. 1991;88:10124–10128. doi: 10.1073/pnas.88.22.10124. 

[PMC free article] [PubMed] [CrossRef] [Google Scholar] 

8. Garcovich S., Colloca G., Sollena P., Andrea B., Balducci L., Cho W.C., Bernabei R., Peris K. 

Skin Cancer Epidemics in the Elderly as An Emerging Issue in Geriatric Oncology. Aging Dis. 

2017;8:643– 661. doi: 10.14336/AD.2017.0503. [PMC free article] [PubMed] [CrossRef] [Google 

Scholar] 

9. Thomas-Ahner J.M., Wulff B.C., Tober K.L., Kusewitt D.F., Riggenbach J.A., Oberyszyn T.M. 

Gender differences   in   UVB-induced   skin   carcinogenesis,   inflammation,   and   DNA    

damage. Cancer Res. 2007;67:3468–3474. doi: 10.1158/0008-5472.CAN-06-3798. [PubMed] 

[CrossRef] [Google Scholar] 

10. Oberyszyn T.M. Non-melanoma skin cancer: Importance of gender, immunosuppressive 

status and vitamin D. Cancer       Lett. 2008;261:127–136.  

doi: 10.1016/j.canlet.2008.01.009. [PubMed] [CrossRef] [Google Scholar] 

11. Gloster H.M., Jr., Neal K. Skin cancer in skin of color. J. Am. Acad. Dermatol. 2006;55:741–

760. doi: 10.1016/j.jaad.2005.08.063. quiz 761–744. [PubMed] [CrossRef] [Google Scholar] 

12. Berg D., Otley C.C. Skin cancer in organ transplant recipients: Epidemiology, pathogenesis, 

and management. J. Am. Acad. Dermatol. 2002;47:1–17. doi: 10.1067/mjd.2002.125579. 

[PubMed] [CrossRef] [Google Scholar] 

13. Lindelof B., Sigurgeirsson B., Gabel H., Stern R.S. Incidence of skin cancer in 5356 patients 

following organ transplantation. Br. J. Dermatol. 2000;143:513–519. [PubMed] [Google Scholar] 

http://www.medicalandresearch.com/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5535132/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5535132/
https://www.ncbi.nlm.nih.gov/pubmed/28522111
https://dx.doi.org/10.1016%2Fj.mayocp.2017.02.015
https://www.ncbi.nlm.nih.gov/pubmed/25088537
https://dx.doi.org/10.1002%2Fjso.23731
https://www.ncbi.nlm.nih.gov/pubmed/28487088
https://dx.doi.org/10.1016%2Fj.jid.2017.04.020
https://www.ncbi.nlm.nih.gov/pubmed/29332704
https://dx.doi.org/10.1016%2Fj.jaad.2017.08.059
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC52880/
https://www.ncbi.nlm.nih.gov/pubmed/1946433
https://dx.doi.org/10.1073%2Fpnas.88.22.10124
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5614327/
https://www.ncbi.nlm.nih.gov/pubmed/28966807
https://dx.doi.org/10.14336%2FAD.2017.0503
https://www.ncbi.nlm.nih.gov/pubmed/17389759
https://dx.doi.org/10.1158%2F0008-5472.CAN-06-3798
https://www.ncbi.nlm.nih.gov/pubmed/18267352
https://dx.doi.org/10.1016%2Fj.canlet.2008.01.009
https://www.ncbi.nlm.nih.gov/pubmed/17052479
https://dx.doi.org/10.1016%2Fj.jaad.2005.08.063
https://www.ncbi.nlm.nih.gov/pubmed/12077575
https://dx.doi.org/10.1067%2Fmjd.2002.125579
https://www.ncbi.nlm.nih.gov/pubmed/10971322
https://scholar.google.com/scholar_lookup?journal=Br.%2BJ.%2BDermatol.&title=Incidence%2Bof%2Bskin%2Bcancer%2Bin%2B5356%2Bpatients%2Bfollowing%2Borgan%2Btransplantation&author=B.%2BLindelof&author=B.%2BSigurgeirsson&author=H.%2BGabel&author=R.S.%2BStern&volume=143&publication_year=2000&pages=513-519&pmid=10971322


Journal of MAR Oncology (Volume 3 Issue 2) 

Citation: Capretti A.M “A Case Report: A Spontaneous Healing of Squamos-Cell Epithelioma of the Skin” MAR Oncology 3.2 
www.medicalandresearch.com (pg. 9) 

 

 

14. Mehrany K., Weenig R.H., Pittelkow M.R., Roenigk R.K., Otley C.C. High recurrence rates 

of squamous  cell   carcinoma   after   Mohs’   surgery   in   patients   with   chronic   lymphocytic   

leukemia. Dermatol. Surg. 2005;31:38–42. doi: 10.1097/00042728-200501000-00008. 

[PubMed] [CrossRef] [Google Scholar] 

15. Dang C., Koehler A., Forschner T., Sehr P., Michael K., Pawlita M., Stockfleth E., Nindl I. 

E6/E7 expression of human papillomavirus types in cutaneous squamous cell dysplasia and 

carcinoma in immunosuppressed     organ      transplant      recipients. Br.      J.      Dermatol. 

2006;155:129–136. doi: 10.1111/j.1365-2133.2006.07378.x. [PubMed] [CrossRef] [Google 

Scholar] 

16. Werner R.N., Sammain A., Erdmann R., Hartmann V., Stockfleth E., Nast A. The natural 

history of actinic keratosis: A systematic review. Br.   J.     Dermatol. 

2013;169:502–518. doi: 10.1111/bjd.12420. [PubMed] [CrossRef] [Google Scholar] 

17. Flies D.B., Sandler B.J., Sznol M., Chen L. Blockade of the B7-H1/PD-1 pathway for cancer 

immunotherapy. Yale J. Biol. Med. 2011;84:409–421. [PMC free article] [PubMed] [Google 

Scholar] 

18. Keir M.E., Butte M.J., Freeman G.J., Sharpe A.H. PD-1 and its  ligands  in  tolerance  and  

immunity. Annu. Rev. Immunol. 2008;26:677–

704. doi: 10.1146/annurev.immunol.26.021607.090331. [PubMed] [CrossRef] [Google 

Scholar] 

19. Barber D.L., Wherry E.J., Masopust D., Zhu B., Allison J.P., Sharpe A.H., Freeman G.J., Ahmed 

R. Restoring function in exhausted CD8 T cells during chronic viral  infection.  Nature. 

2006;439:682–687. doi: 10.1038/nature04444. [PubMed] [CrossRef] [Google Scholar] 

20. Chikuma S., Terawaki S., Hayashi T., Nabeshima R., Yoshida T., Shibayama S., Okazaki 

T., Honjo 

T.  PD-1-mediated  suppression  of  IL-2  production   induces   CD8+   T   cell   anergy   in   vivo.  

J. Immunol. 2009;182:6682–6689.  doi: 10.4049/jimmunol.0900080. [PubMed]   [CrossRef] [Google 

Scholar] 

21. Fisher J., Zeitouni N., Fan W., Samie F.H. Immune checkpoint inhibitor therapy in solid 

organ transplant  recipients:  A   patient-centered   systematic   review. J.   Am.   Acad.   

Dermatol. 2019  doi: 10.1016/j.jaad.2019.07.005. [PubMed] [CrossRef] [Google Scholar] 

22. Jia L., Zhang Q., Zhang R. PD-1/PD-L1 pathway blockade works as an effective and 

practical therapy for cancer immunotherapy. Cancer Biol. Med. 2018;15:116–123. doi: 

10.20892/j.issn.2095- 3941.2017.0086. [PMC free article] [PubMed] [CrossRef] [Google 

Scholar] 

23. Nixon N.A., Blais N., Ernst S., Kollmannsberger C., Bebb G., Butler M., Smylie M., Verma  

http://www.medicalandresearch.com/
https://www.ncbi.nlm.nih.gov/pubmed/15720094
https://dx.doi.org/10.1097%2F00042728-200501000-00008
https://www.ncbi.nlm.nih.gov/pubmed/16792764
https://dx.doi.org/10.1111%2Fj.1365-2133.2006.07378.x
https://www.ncbi.nlm.nih.gov/pubmed/23647091
https://dx.doi.org/10.1111%2Fbjd.12420
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3238327/
https://www.ncbi.nlm.nih.gov/pubmed/22180678
https://www.ncbi.nlm.nih.gov/pubmed/18173375
https://dx.doi.org/10.1146%2Fannurev.immunol.26.021607.090331
https://www.ncbi.nlm.nih.gov/pubmed/16382236
https://dx.doi.org/10.1038%2Fnature04444
https://www.ncbi.nlm.nih.gov/pubmed/19454662
https://dx.doi.org/10.4049%2Fjimmunol.0900080
https://www.ncbi.nlm.nih.gov/pubmed/31302190
https://dx.doi.org/10.1016%2Fj.jaad.2019.07.005
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5994550/
https://www.ncbi.nlm.nih.gov/pubmed/29951336
https://dx.doi.org/10.20892%2Fj.issn.2095-3941.2017.0086


Journal of MAR Oncology (Volume 3 Issue 2) 

Citation: Capretti A.M “A Case Report: A Spontaneous Healing of Squamos-Cell Epithelioma of the Skin” MAR Oncology 3.2 
www.medicalandresearch.com (pg. 10) 

 

 

S. Current landscape of immunotherapy in the treatment of solid tumours, with future 

opportunities and challenges. Curr. Oncol. 2018;25:e373–e384. doi: 10.3747/co.25.3840. 

[PMC free article] [PubMed] [CrossRef] [Google Scholar] 

24. Tang    H.,    Qiao    J.,    Fu    Y.X.     Immunotherapy     and     tumor     microenvironment. 

Cancer    Lett. 2016;370:85–90.  

doi:  10.1016/j.canlet.2015.10.009.  [PMC free article] [PubMed] [CrossRef] [Google Scholar] 

25. Gethin G. Understanding the inflammatory process in wound healing. Br. J. Community 

Nurs. 2012;17(Suppl. 3):S17–S22. doi: 10.12968/bjcn.2012.17.Sup3.S17. [PubMed] 

[CrossRef] [Google Scholar] 

 

26. Velnar T., Bailey T., Smrkolj V. The wound healing process: An overview of the cellular and 

molecular mechanisms. J. Int. Med. Res. 2009;37:1528–1542. doi: 

10.1177/147323000903700531. [PubMed] [CrossRef] [Google Scholar] 

27. Kim H.S., Sun X., Lee J.H., Kim H.W., Fu X., Leong K.W. Advanced drug delivery  systems  and  

artificial   skin   grafts   for   skin   wound    healing.    Adv.    Drug    Deliv.    Rev.    2019;146:209–

239.  doi: 10.1016/j.addr.2018.12.014. [PubMed] [CrossRef] [Google Scholar] 

28. Alhajj M., Bansal P., Goyal A. Physiology, Granulation Tissue. StatPearls; Treasure Island, FL, 

USA: 2020. [Google Scholar] 

29. Usui M.L., Underwood R.A., Mansbridge J.N., Muffley L.A., Carter W.G., Olerud J.E. 

Morphological evidence for the role of suprabasal keratinocytes in wound reepithelialization. 

Wound Repair Regen. 2005;13:468–479. doi: 10.1111/j.1067-1927.2005.00067.x. [PubMed] 

[CrossRef] [Google Scholar] 

30. Enoch S.,  Leaper  D.J.  Basic  science  of  wound  healing.  Surgery  (Oxford)  2008;26:31–

37.  doi: 10.1016/j.mpsur.2007.11.005. [CrossRef] [Google Scholar] 

31. Lindholm C., Searle R. Wound management for the 21st century: Combining effectiveness and 

efficiency. Int. Wound J. 2016;13:5–15. doi: 10.1111/iwj.12623. [PMC free article] [PubMed] 

[CrossRef] [Google Scholar] 

32. Shepherd F.A., Rodrigues Pereira J., Ciuleanu T., Tan E.H., Hirsh V., Thongprasert S., 

Campos D., Maoleekoonpiroj S., Smylie M., Martins R., et al. Erlotinib in previously treated 

non-small-cell lung cancer. N.       Engl.       J.       Med. 2005;353:123–132. doi: 

10.1056/NEJMoa050753. [PubMed] [CrossRef] [Google Scholar] 

33. Jonker D.J., O’Callaghan C.J., Karapetis C.S., Zalcberg J.R., Tu D., Au H.J., Berry S.R., 

Krahn M., Price  T.,  Simes  R.J.,  et  al.  Cetuximab  for  the   treatment   of   colorectal   cancer. 

N.   Engl.   J.  Med. 2007;357:2040–2048. doi: 10.1056/NEJMoa071834. [PubMed] [CrossRef] 

[Google Scholar] 

34. Fukuoka M., Yano S., Giaccone G., Tamura T., Nakagawa K., Douillard J.Y., Nishiwaki Y., 

http://www.medicalandresearch.com/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6209564/
https://www.ncbi.nlm.nih.gov/pubmed/30464687
https://dx.doi.org/10.3747%2Fco.25.3840
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4725050/
https://www.ncbi.nlm.nih.gov/pubmed/26477683
https://dx.doi.org/10.1016%2Fj.canlet.2015.10.009
https://www.ncbi.nlm.nih.gov/pubmed/22584180
https://dx.doi.org/10.12968%2Fbjcn.2012.17.Sup3.S17
https://www.ncbi.nlm.nih.gov/pubmed/19930861
https://dx.doi.org/10.1177%2F147323000903700531
https://www.ncbi.nlm.nih.gov/pubmed/30605737
https://dx.doi.org/10.1016%2Fj.addr.2018.12.014
https://scholar.google.com/scholar_lookup?title=Physiology%2C%2BGranulation%2BTissue&author=M.%2BAlhajj&author=P.%2BBansal&author=A.%2BGoyal&publication_year=2020
https://www.ncbi.nlm.nih.gov/pubmed/16176455
https://dx.doi.org/10.1111%2Fj.1067-1927.2005.00067.x
https://dx.doi.org/10.1016%2Fj.mpsur.2007.11.005
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC7949725/
https://www.ncbi.nlm.nih.gov/pubmed/27460943
https://dx.doi.org/10.1111%2Fiwj.12623
https://www.ncbi.nlm.nih.gov/pubmed/16014882
https://dx.doi.org/10.1056%2FNEJMoa050753
https://www.ncbi.nlm.nih.gov/pubmed/18003960
https://dx.doi.org/10.1056%2FNEJMoa071834


Journal of MAR Oncology (Volume 3 Issue 2) 

Citation: Capretti A.M “A Case Report: A Spontaneous Healing of Squamos-Cell Epithelioma of the Skin” MAR Oncology 3.2 
www.medicalandresearch.com (pg. 11) 

 

 

Vansteenkiste J., Kudoh S., Rischin D., et al. Multi-institutional randomized phase II trial of 

gefitinib for previously treated patients with advanced non-small-cell lung cancer (The IDEAL 

1 Trial)  [corrected] J.       Clin.      Oncol. 2003;21:2237–2246. doi: 

10.1200/JCO.2003.10.038. [PubMed] [CrossRef] [Google Scholar] 

35. Migden M.R., Rischin D., Schmults C.D., Guminski A., Hauschild A., Lewis K.D., 

Chung C.H., Hernandez-Aya L., Lim A.M., Chang A.L.S., et al. PD-1 Blockade with 

Cemiplimab in Advanced Cutaneous Squamous-Cell Carcinoma. N.     Engl.      J.      

Med. 2018;379:341–351. doi: 10.1056/NEJMoa1805131. [PubMed] [CrossRef] [Google 

Scholar] 

http://www.medicalandresearch.com/
https://www.ncbi.nlm.nih.gov/pubmed/12748244
https://dx.doi.org/10.1200%2FJCO.2003.10.038
https://www.ncbi.nlm.nih.gov/pubmed/29863979
https://dx.doi.org/10.1056%2FNEJMoa1805131

