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1. I. Background
nflammatory breast cancer (IBC) is an uncommon form of breast cancer which represents the most aggressive manifestation of breast cancer, with a very poor prognosis. It has a particular geographical distribution with a higher incidence in North Africa-about 5-7% of all breast cancer cases [1].
At the National Institute of Oncology in Rabat, the first recruitment center in Morocco, we realized a retrospective study aimed at evaluating the incidence of this rare type of breast cancer in the country, tracing its immunhistochemical profile, and evaluating patient treatment and survival.














Figure 1. Figure 2 :
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Figure 2. Figure 3 :
3[image: Figure 3 : OS in metastatic patients Patient survival was influenced by the presence or not of metastases (p<0,0001) and hormonal status, patients with positive hormonal receptors had a better survival (p<0,002).The difference in survival between patients with HER2 positive status and those with a negative HER2 was not statistically significant (p = 0.08), this is explained by the large number of patients (n=84) who have not benefited from the study of HER2 status.]
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Figure 4. Table 1 :
1	Metastasis site	Number of patients
	Bone	32 (69,5%)
	Lung	17 (36,9%)
	Liver	16 (34,7%)
	Brain	7 (15,2%)
	Multiple sites	18 (39%)




Figure 5. Table 2 :
2	Median age	46 years
	Histological type	
	Infiltrating ductal carcinoma	95,6% (n=161)
	Invasive lobular carcinoma	3,4% (n=9)
	Other	1% (n=2)
	SBR grade	
	I	6% (10)
	II	54% (92)
	III	40% (68)
	Hormone receptors	
	Negative	42,4% (59)
	Positive	57,6% (80)
	HER2	
	Negative	41% (36)
	Positive	59% (52)




Figure 6. Table 3 :
3	OUR STUDY	5%
	Japan	1%
	USA(SEER)	1,9%
	Spain	3%
	ITALIE	3%
	TUNIS	5,6%




		

			
			
		
2. II. Methods
 Up: Home Previous: 1. I. Background Next: 3. a) Statistical methods
This is a retrospective study covering the period of January 2005 to December 2008, performed at the National institute of Oncology of Rabat.
We conducted our study based on clinical, histological and therapeutic data collected from the files of patients with inflammatory breast cancer available in the archives of the institute. Incomplete files were excluded.
Inclusion criteria of our study were: histological evidence of breast cancer and onset of inflammatory signs in less than 6 months. Twelve hundred sixty cases met our inclusion criteria.
Inclusion criteria of primary inflammatory breast carcinoma (IBC) include: a proven histological diagnosis of breast cancer, skin erythema in over one third of the breast, symptoms appearing over a period of less than six months.
All patients underwent chest radiography, abdominal ultrasound, and bone scans. The data collected from the patient's medical file included: age, time of onset of symptoms, clinical diagnosis, nodal involvement, stage, treatment received (chemotherapy, surgery, radiotherapy) and date of death or last visit.
Pathological complete response (pCR) was evaluated by Chevalier classification, which studied the response in both breast and lymph nodes: Grade 1 and 2 correspond to obtaining a complete response; Grade 3 includes invasive carcinoma with tumor alterations; Grade 4 is defined by few alterations or absence of alterations of tumor cells.
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3. a) Statistical methods
 Up: Home Previous: 2. II. Methods Next: 4. III. Results
Data was analysed using SPSS 13 software. Overall survival and progression-free survival were estimated by the Kaplan-Meier method. A log-rank test was used to compare survival rates. The test was conducted at a 5% significance level. Descriptive statics with 95% confidence interval (CI) were calculated according to standard procedure.
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4. III. Results
 Up: Home Previous: 3. a) Statistical methods Next: 5. a) Patient characteristics
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5. a) Patient characteristics
 Up: Home Previous: 4. III. Results Next: 6. Figure 1 : Distribution of patients according to age
Between January 2005 and December 2008, out of the three thousand four hundred cases of cancer identified, one hundred seventy-two patients were identified as having inflammatory breast cancer; the incidence was 5%.
Patient age included in the study was 27 to 75 years (Figure 1), with a median of 46 years. The occurrence of inflammatory breast cancer was higher in patients between 40 and 49 years (n=68), 39, 5%. Nonmenopausal women constituted 58% of the patients.

 Up: Home Previous: 4. III. Results Next: 6. Figure 1 : Distribution of patients according to age

6. Figure 1 : Distribution of patients according to age
 Up: Home Previous: 5. a) Patient characteristics Next: 7. b) Clinical features
The time of the appearance of symptoms was less than six months in all patients, as defined in the inclusion criteria, to differentiate between a true inflammatory and locally advanced breast cancer. In half of the patients, the signs of inflammation appeared within three months.
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7. b) Clinical features
 Up: Home Previous: 6. Figure 1 : Distribution of patients according to age Next: 8. c) Histological and immunohistochemical features
Signs found in all patients upon clinical examination were: Erythema over more than one third of the breast, or orange peel skin, and edema. However, in 26.7% of the cases, no palpable mass was found.
Axillary lymphadenopathy was found in 64% (n=110), and the supraclavicular lymph node in 9.3% (n=16).
After staging, 27% (46) of the patients (n=46) had metastases at the onset. The metastasis site was: bone (n=32), liver (n=16), lung (n=17), and brain tissue (n=7). However, 39% (n=18) of the patients had multiple synchronous metastases (Table 1) 
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8. c) Histological and immunohistochemical features
 Up: Home Previous: 7. b) Clinical features Next: 9. d) Treatment
The dominant histological type found was invasive ductal carcinoma (95.6%). Invasive lobular carcinoma was second, at only (3.4%), other histological types were found in 1% of cases.
94% of patients' tumors showed an aggressive profile, with grade SBR 2 and 3. Only 6 % of tumors were grade 1.
Hormonal receptor status couldn't be determined in 19%. The criterion of hormonal receptor negativity was ER and PR negative, the rate of negative receptors was 42.4% (n=59).
Human epidermal growth factor 2 (HER2) status was positive in 59% of cases, but research of HER2 status was done on only 51% of all patients (n=88) (Table 2) 
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9. d) Treatment
 Up: Home Previous: 8. c) Histological and immunohistochemical features Next: 10. e) Follow-up
Among 126 patients with no metastatic disease, 2 patients couldn't receive chemotherapy because of an ECOG performans staus higher than 2.
Anthracyclines were administered in 88% of cases (n=109). The most commonly used protocol was the AC60 regimen (Anthracycline:60mg/m², cyclophosphamide:600mg/m²) followed by the FEC 100 (5Fu:500 mg/m², Epirubicine:100mg/m², Cyclophosphamide: 500 mg/m). An association of sequential anthracyclines and taxane was administered to only 15 patients (12%). Patients received an average of 4 neoadjuvant cycles, with a minimum of 3 cycles and a maximum of 9.
Among 124 patients with localized disease we obtained 77.4% (n=96) of clinical response, a Patey was realized in all these patients. Some patients were inoperable, mainly due to the lack of response to neoadjuvant chemotherapy or clinical progression.
After surgery, an evaluation was made to the histological response in the breast based on the CHEVALIER classification, 8,8% (n=11) of our patients had a pathological complete response (pCR) in the breast. A lymphnodes complete histological response was found in 15,3% (n=19) of cases. pCR in both breast and nodes was obtained in 4,8% of cases (n=6).
Treatment of metastatic patients consisted on palliative chemotherapy .Protocols were heterogeneous, mainly anthracyclines in 80,6% of cases,10,8% (n=5) of cases received auther regimens (FUN,CMF) 8,6%(n=4) patients did not receive chemotherapy due to performans status higher than 2.
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10. e) Follow-up
 Up: Home Previous: 9. d) Treatment Next: 11. f) Survival
Patients were followed up for five years. Patients who were not reviewed in the last consultation were subsequently contacted by telephone. Monitoring was organized over several visits: every three months for two years, every 6 months for a year, then once a year.
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11. f) Survival
 Up: Home Previous: 10. e) Follow-up Next: 12. IV. Discussion
Median overall survival (OS) for patients with localized disease was 16,5 months. Three and five year OS were respectively 11% and 3% (Figure 2). Metastatic patient survival was poor, with a median overall survival of 11.6 months. OS at 2 and three years was 1.5% and 0% respectively (Figure 3). The difference in survival between patients with HER2 positive status and those with a negative HER2 was not statistically significant (p = 0.08), this is explained by the large number of patients (n=84) who have not benefited from the study of HER2 status.
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12. IV. Discussion
 Up: Home Previous: 11. f) Survival Next: 13. Table 4 : HER2 expression in the different series study
Inflammatory breast cancer is now distinguished from other forms of locally advanced breast cancer. It is characterized by its clinical presentation and its severity. It accounts for about 1-7% of breast cancers with a frequency depending on the country (higher in the Maghreb countries including Tunisia). The current study represents a large retrospective review of 172 patients with a diagnosis of inflammatory breast cancer treated at our institute over four years (2005)(2006)(2007)(2008). In our study, the incidence found was 5%. In the Tunisian study, Mourali, the incidence rises to 5.6% [2], which confirms the elevated frequency of this type of cancer in North African countries.. In the United States and Europe, IBC is particularly rare, its frequency not exceeding 3% in a wide study by the American SEER program (Surveillance Epidemiology and End Results), and 1% in Japan (Table 3) [3] Several medical teams have tried to identify risk factors related to this type of cancer; Tunisian studies have confirmed that the young age is a risk factor. Data from the SEER (Surveillance Epidemiology and end results program) show a higher incidence in the African-American race; this has been confirmed also by studying Chang-Shine (USA). Others factors are involved, such as the young age of first pregnancy, obesity. Mouse mammary tumor virus (MMTV) sequences have been reported to be present in some human breast cancers, recently, it has been shown that in addition to activation of cellular proto-oncogenes, MMTV can contribute to mammary tumorigenesis by direct transformation of normal human epithelial cells by expression of signaling proteins [4]  [5].
Clinically, the diagnosis of inflammatory carcinoma is essentially based on an onset of symptoms within six months: Erythema over at least one third of the breast, edema, and warm breast, with or without an underlying palpable mass. Histological evidence of the presence of cancer is imperative [6]. All our patients saw their symptoms appear in less than 6 months.
The particularity of these neoplastic entities results not only in its clinical presentation, but also in terms of its bio molecular profile. Inflammatory carcinoma histology shows no specificity compared to other forms of cancer .The largely predominant histological type in the entire study is invasive ductal carcinoma, representing between 87% and 95%, the same result was found in our study with 89.5% (n=154) of invasive ductal carcinoma. But we must remember that there is no histological type specific to inflammatory breast cancer [7] .The real hallmark is the presence of dermal lymphatic invasion by lymphatic emboli. These emboli are responsible for the characteristics and clinical symptoms (color, edema), as well as high metastatic potential of breast cancer [6]. Skin biopsy remains important for the demonstration of emboli but not essential for confirmation of the diagnosis [8] The molecular alterations usually reported in IBC include: Low expression levels of the hormone receptor, Paradiso and al, Boussen and al. Studies show more frequent negative estrogen and progesterone status in patients with inflammatory carcinoma than others [1][9]. Negativity of receptors is associated with poor survival rate [10]. In our study, we find 42.4 % of negative receptors, however, 19% of our patients have not benefited from the research of RH status.
Human epidermal growth factor receptor 2(HER2) is a proto-oncogene located in the long arm of chromosome 17 (17q21) and encodes a trans membrane receptor, tyrosine kinase. Its appearance is generally amplified in breast cancer. Furthermore, IBC has a higher percentage, thus reflecting its aggressive potential. Paradiso and al have used the results of 49 biopsies taken in patients with inflammatory breast cancer, 42% of these samples tested positive for HER2neu [9].The Tunisian Ben Hamida study supports these findings, objectifying the rate of HER2 amplification of 33.3% versus 14.5% in non-inflammatory cancers [11]. Our results are consistent with those findings, with 59 % of HER2 positivity detected (Table 4).
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13. Table 4 : HER2 expression in the different series study
 Up: Home Previous: 12. IV. Discussion Next: 14. V. Conclusion
Rate of expression of HER2
Chaher [12] 20% Paradiso [9] 49% Ben hamida [11] 33,3% Our study 59%
Other characteristics of IBC tumors include a high expression of human epidermal growth factor receptor (EGFR), thus promoting increased transcription of cellular DNA [12] [13]. There is also an over expression of a proto-oncogene p53-with a high mutation rate [14] E-cadherin is also over expressed, this molecule promote intercellular adhesion tumor, and the formation of tumor emboli infiltrating the lymphatic dermis [15] [16].
Van Golen have identified the lack of a specific molecule IBC: WISP3 or LIBC (lost in inflammatory breast cancer), data indicate that LIBC/WISP3 acts as a tumor suppressor gene in breast [17]. Comparison of gene expression between human IBC and non-IBC tumor samples revealed overexpression of RhoC, which gives to IBC an invasive phenotype with a high metastatic potential [18].
In the MD Anderson study, 178 patients with inflammatory carcinoma were treated with primary chemotherapy centered on doxorubicin; patients subsequently received local treatment with radiotherapy or mastectomy followed by adjuvant chemotherapy. Overall survival rate within 5 years was 40%, with a median overall survival of 37 months. Histological responses to chemotherapy were obtained in 71% of cases, with 12% of pathological complete responses. 88% of our patients received only anthracyclines (AC60, FEC100), we obtained 66% of histological responses [19].
Nevertheless, integration of taxanes into combination chemotherapy has shown efficacy in neoadjuvant treatment. In retrospective analysis of M.Cristofanilli and al, with 240 patients included in 6 studies between 1973 and 2000, the addition of paclitaxel to anthracycline (FAC) increased the pCR rate by 15% (25% for FAC and paclitaxel versus 10% for FAC alone), progression-free survival and overall survival rate [20].
The largest study of patients with IBC who received Trastuzumab was reported from NOAH (neoadjuvant Trastuzumab) phase 3 trials. it included 343 HER2 positive patients, and it evaluated the benefits of adding Trastuzumab to neoadjuvant chemotherapy. Amongst the76 patients with HER2-positive IBC, a significantly higher pathological complete response rate (54.8%) was noted in women who received standard doxorubicin, paclitaxel, and cyclophosphamide chemotherapy with Trastuzumab than in women who received standard therapy without Trastuzumab (19.3%) [21]. In our study, no patient received Trastuzumab because it was unavailable until 2009.
Clinical complete response in the breast is defined by the absence of inflammation and clinical mass, with or without clinical complete response at the nodes [22].
Data from collected works reported a poor correlation between complete clinical response and histology. In a recent study on a group of 89 patients preoperatively treated with anthracyclines, 15 (17%) had a complete clinical response with only 3 histopathological complete responses [23]. In our study, 77.4% of patients obtained clinical complete response, but complete histological response is noted in only 6 patients (4.8%). The study of Belembaogo and colleagues lead to similar gaps [24].
The study of Kuerer showed that pathological complete response obtained at the mammary gland or axillary lymph nodes is indicative of improved survival rate [25].
The prognosis of inflammatory breast cancer is unfavorable due to early metastatic spread and local recurrence. But a combination of chemotherapy, surgery, and radiotherapy has been a major breakthrough over the last three decades, As a result, survival rates have improved significantly, with 15-year survival rates of 20% to 30% reported [2] [26] . In the Tunisian study of Boussen [1], the survival rate within 5 years was 8.52%, in our study it was 20%. This is can be due to a suboptimal treatment neoadjuvant: only 12% of our patients received taxanes, and trastuzumab was not administered although 59% of patients were HER2 positive.
But it can also be due to the aggressive profile of inflammatory carcinoma in the Maghreb. SEER data support this hypothesis: a higher incidence of this type of cancer was observed in the African-American race [3]. Only an international multicenter observational study can answer to this probable difference in incidence and prognosis.
Two other features are added to the biological profile of inflammatory carcinoma: the angiogenesis and lymphogenesis. Mc Carthy and al. reported a significant increase in intratumoral microvessel density [27]. Indeed, Colpaert and al, showed intense angiogenesis by the percentage of high endothelial cells [16]. Based on this data BEVERLY sudy has evaluated efficacy and safety of neoadjuvant bevacizumab combined with trastuzumab and chemotherapy in patients with primary HER2-positive inflammatory breast cancer, 63,5% had a pathological complete response [28].
Recent data showed that the ALK gene is amplified in the IBC cell lines, in nine of the 12 patient tumors analyzed; However without detection of any activating mutations in the ALK gene, which are common in non-small-cell lung cancer [29].
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14. V. Conclusion
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Through our retrospective study, we have once again affirm that inflammatory breast cancer is a very aggressive tumor, with markers of poor prognosis, 59% of our patients expressing HER2, with a high rate of hormone receptor negativity whose mechanisms of action are still poorly understood, explaining his mediocre survival , 3% survival at 5 years.
A prospective study is underway the institute, to determine the contribution of targeted therapies in inflammatory carcinoma.

 Up: Home Previous: 13. Table 4 : HER2 expression in the different series study Next: Appendix A §

Appendix A §
 Up: Home Next: Appendix B §
Appendix A §

Appendix A.1 Competing interests
The authors declare that they have no competing interests.
Authors' contributions i.Ouziane: conceived of the study, participated in its design and coordination, contributed to the acquisition, analysis and interpretation of data and drafted the manuscript. y.Bensouda: conceived of the study, participated in its design and coordination, contributed to the acquisition, analysis and interpretation of data and drafted the manuscript. h.M'rabti: participated in the design and coordination of manuscript. f.Elomrani: contributed to the acquisition and analysis of data. n.Elismaili: conceived of the study, participated in its design and contributed to the acquisition of data. S.Laanaz: contributed to the acquisition and analysis of data. h. Elyacoubi: contributed to the acquisition and analysis of data. N.Berrada: contributed to the acquisition and analysis of data. S.Boutayeb: contributed to the interpretation of data. h.Errihani: conceived of the study, participated in its design.


Appendix A.2 VI. Acknowledgements
The authors wish to thank Mohamed adnane TAZI MD, responsible for the statistical department at the national institute of oncology, Rabat, and Mr. samir Belguezzar for their efforts and contribution in the realization of this study.

			
 Up: Home Next: Appendix B §

Appendix B §
 Up: Home Previous: Appendix A §
Appendix B §


					
	
		Markers of subtypes in inflammatory breast cancer studied by immunohistochemistry BMC Cancer
		
			A B Benhammida
		, 
		
			I S Labidi
		, 
		
			K Mrad
		, 
		
			Charafe-Jauffret
		, 
		
			E Arab
		. 
		2008. 8 p. 28. 
	

	
	
		, 
		
			A Paradiso
		, 
		
			S Tommasi
		, 
		
			M Brandi
		, 
		
			Marzullo
		. 
		
	

	
	
		Inflammatory Breast Cancer Determination of Prognostic Factors by Univariate and Multivariate Analysis. Cancer
		
			B Chevallier
		, 
		
			B Asselain
		, 
		
			A Kunlin
		, 
		
			C Veyret
		, 
		
			P Bastit
		, 
		
			Y Graic
		. 
		 10.1002/1097-0142(19870815)60:4%3C%3E1.0.CO;2-C/issuetoc. 
		15 August 1987. 60 p. . 
	

	
	
		Microvessel density, expression of oestrogen receptor alpha, MIB-1, p53, and c-erbB-2 in inflammatory breast Cancer
		
			Cg
		, 
		
			P B Vermeulen
		, 
		
			L Y Dirix
		, 
		
			E A Van Marck
		. 
	
	
		Clin Cancer Res 
		2003 Sep 1. 9  (10)  p. . 
	
	 (Pt 1)

	
	
		Inflammatory breast cancer shows angiogenesis with high endothelial proliferation rate and strong E-cadherin expression
		
			Cg Colpaert
		, 
		
			Vermeulen
		, 
		
			Benoy
		, 
		
			Soubry
		, 
		
			Van Roy
		. 
	
	
		British Journal of Cancer 
		2003. 88 p. . 
	

	
	
		, 
		
			C G Kleer
		, 
		
			K L Van Golen
		, 
		
			T Braun
		, 
		
			S D Merajver
		. 
	
	
		Persistent E-Cadherin Expression in Inflammatory Breast Cancer Modern Pathoogy 
		2001. 14  (5)  p. . 
	

	
	
		Neoadjuvant chemotherapy in 126 operable breast cancers
		
			E Belembaogo
		, 
		
			Feillel
		, 
		
			H Chollet
		, 
		
			Cure
		, 
		
			Verrelle
		, 
		
			Kwiatkowski
		. 
	
	
		Eur J Cancer 
		1992. 
	

	
	
		Defining the Clinical Diagnosis of Inflammatory Breast Cancer seminars in oncology
		
			E Singletary
		, 
		
			M Cristofanilli
		. 
		February 2008. 35 p. . 
	

	
	
		Cell kinetics and hormonal receptor status in inflammatory breast carcinoma: Comparison with locally advanced disease Cancer
		
			F
		, 
		
			SimoneG
		. 
		1989 Nov 1. 64 p. . 
	

	
	
		Inflammatory breast cancer: the disease, the biology, the treatment
		
			F M Robertson
		, 
		
			M Bondy
		, 
		
			W Yang
		, 
		
			H Yamauchi
		, 
		
			S Wiggins
		, 
		
			S Kamrudin
		. 
	
	
		CA Cancer J Clin 
		2010 Nov-Dec. 60  (6)  p. . 
	

	
	
		p53 Expression as a Prognostic Marker in Inflammatory Breast Cancer Clinical Cancer Res
		
			Gonzalez-Anguloam
		, 
		
			Sneigen
		, 
		
			A U Buzdar
		, 
		
			V Valero
		, 
		
			M Cristofallini
		. 
		September 15. 2004 10. 6215. 
	

	
	
		Inflammatory breast cancer in Tunisia: epidemiological and clinical trends
		
			H Boussen
		, 
		
			H Bouzaiene
		, 
		
			Ben Hassouna
		, 
		
			J Dhiab
		, 
		
			T Khomsi
		, 
		
			F Benna
		, 
		
			F
		. 
	
	
		Cancer 
		2010 Jun 1. 116  (11)  p. . 
	
	 (Suppl)

	
	
		Inflammatory Breast Cancer: What We Know and What We Need to Learn, The Oncologist
		
			H Yamauchi
		, 
		
			W A Woodward
		, 
		
			V Valero
		, 
		
			R H Alvarez
		, 
		
			A Lucci
		, 
		
			T A Buchholz
		. 
		July 2012vol. 17 p. . 
	

	
	
		Breast cancer response to neoadjuvant chemotherapy : predictive markers and relation with outcome
		
			I F Faneyte
		, 
		
			J G Schrama
		, 
		
			J L Peterse
		, 
		
			P L Remijnse
		, 
		
			S Rodenhuis
		, 
		
			M J Van De Vijver
		. 
	
	
		Br J Cancer 
		2003. 88 p. . 
	

	
	
		Mouse mammary tumor virus-like sequences in human breast cancer
		
			J S Lawson
		, 
		
			W K Glenn
		, 
		
			B Salmons
		, 
		
			Y Ye
		, 
		
			B Heng
		, 
		
			P Moody
		. 
		 10.1158/0008-5472.CAN-09-4160.Epub. 
	
	
		Cancer Res 
		2010 May 1. 2010 Apr 13. 70  (9)  p. . 
	

	
	
		Neoadjuvant bevacizumab, trastuzumab, and chemotherapy for primary inflammatory HER2-positive breast cancer (BEVERLY-2): an open-label, single-arm phase 2 study
		
			J Y Pierga
		, 
		
			T Petit
		, 
		
			T Delozier
		, 
		
			J M Ferrero
		, 
		
			M Campone
		, 
		
			J Gligorov
		. 
	
	
		Lancet Oncol 
		2012 Apr. 13  (4)  p. . 
	

	
	
		Clinical course of breast cancer patients with complete pathologic primary tumor and axillary lymph node response to doxorubicinebased neoadjuvant chemotherapy
		
			Kuerer
		, 
		
			L A Newman
		, 
		
			T L Smith
		, 
		
			F C Ames
		, 
		
			K K Hunt
		, 
		
			K Dhingra
		. 
	
	
		J Clin Oncol 
		1999. 17 p. . 
	

	
	
		Trends in inflammatory breast carcinoma incidence and survival: the surveillance, epidemiology, and end results program at the National Cancer Institute
		
			K W Hance
		, 
		
			W F Anderson
		, 
		
			S S Devesa
		, 
		
			H A Young
		, 
		
			P H Levine
		. 
	
	
		J Natl Cancer Inst 
		2005 Jul 6. 97  (13)  p. . 
	

	
	
		Neoadjuvant chemotherapy with trastuzumab followed by adjuvant trastuzumab versus neoadjuvant chemotherapy alone in patients with HER2-positif, locally advanced breast cancer,The NOAH trial
		
			L Gianni
		, 
		
			W Eiermann
		, 
		
			V Semiglazov
		, 
		
			A Manikhas
		, 
		
			A Lluch
		, 
		
			S Tjulandin
		. 
	
	
		Lancet 
		2010 Jan 30. 375  (9712)  p. . 
	

	
	
		A novel putative low-affinity insulin-like growth factor-binding protein, LIBC (lost in inflammatory Breast cancer), and Rhoc GTPase correlate with the inflammatory breast cancer phenotype
		
			L Kenneth
		, 
		
			Seena Van Golen
		, 
		
			Davies
		, 
		
			Zhi Fen
		, 
		
			Yunfang Wu
		, 
		
			Corazon D Wang
		, 
		
			Holly Bucana
		, 
		
			Root
		. 
	
	
		Clin Cancer Res 
		1999. 5  (9)  p. . 
	

	
	
		Paclitaxel improves the prognosis in estrogen receptor negative inflammatory breast cancer: the M. D. Anderson Cancer Center experience
		
			M Cristofanilli
		, 
		
			A U Gonzalez-Angulo
		, 
		
			Buzdar
		, 
		
			Sw Kau
		, 
		
			Frye
		, 
		
			Hortobagyi
		. 
	
	
		Clin Breast Cancer 
		2004. 4 p. . 
	

	
	
		Structure and expression of c-erbB-2 and EGF receptor genes in inflammatory and non-inflammatory breast cancer: prognostic significance
		
			M Guerin
		, 
		
			M Gabillot
		, 
		
			Mc Mathieu
		, 
		
			M Travagli
		, 
		
			Spielmann
		, 
		
			Andrieu
		. 
		 10.1002/ijc.v43:2/issuetoc. 
	
	
		International Journal of Cancer 
		15 February 1989. 43  (2)  p. . 
	

	
	
		Molecular and epidemiological characteristics of inflammatory breast cancer in Algerian patients Breast Cancer Res Treat
		
			N Chaher
		, 
		
			H Arias-Pulido
		, 
		
			N Terki
		, 
		
			C Qualls
		, 
		
			K Bouzid
		, 
		
			C Verschraegen
		. 
		2012 Jan. 131 p. . 
	

	
	
		Epidemiologic features of rapidly progressing breast cancer in Tunisia
		
			N Mourali
		, 
		
			L R Muenz
		, 
		
			F Tabbane
		, 
		
			S Belhassen
		, 
		
			J Bahi
		. 
	
	
		Cancer 
		1980. 46 p. 27412746. 
	

	
	
		International expert panel on inflammatory breast cancer: consensus statement for standardized diagnosis and treatment
		
			S Dawood
		, 
		
			S D Merajver
		, 
		
			P Viens
		, 
		
			P B Vermeulen
		, 
		
			S M Swain
		, 
		
			T A Buchholz
		. 
	
	
		Ann Oncol 
		2011. 22  (3)  p. . 
	

	
	
		Inflammatory breast carcinoma incidence and survival
		
			Shine Chang
		, 
		
			Sheryl L Parker
		, 
		
			Tuan Pham
		, 
		
			Aman U Buzdar
		, 
		
			Stephen D Hursting
		. 
	
	
		Cancer 
		1998. 12  (12)  p. . 
	

	
	
		ALK gene amplified in most inflammatory breast cancers
		
			S Rabiya
		, 
		
			Tuma
		. 
	
	
		JNCI J Natl Cancer Inst 
		2012. 104  (2)  p. . 
	

	
	
		Combined-modality treatment of inflammatory breast carcinoma: twenty years of experience at M. D. Anderson Cancer Center
		
			T Naoto
		, 
		
			Aman U Ueno
		, 
		
			Sonja E Buzdar
		, 
		
			Frederick C Singletary
		, 
		
			Marsha D Ames
		, 
		
			Mcneese
		. 
	
	
		Cancer Chemotherapy and Pharmacology 
		June 1997. 40  (4)  p. . 
	

	
	
		Inflammatory breast carcinoma and non-inflammatory locally advanced breast carcinoma: distinct clinicopathologic entities?
		
			W F Anderson
		, 
		
			K C Chu
		, 
		
			S Chang
		. 
	
	
		J Clin Oncol 
		2003. 21 p. . 
	

	
	
		Epidemiology of inflammatory breast cancer
		
			William F Anderson
		, 
		
			Catherine Schairer
		, 
		
			Bingshu E Chen
		, 
		
			Kenneth W Hance
		, 
		
			Paul H Levine
		. 
	
	
		Breast Disease. Breast Dis 
		2005. 22 p. . 
	



			
 Up: Home Previous: Appendix A §

Information about this book

			Title statement

				
			
			Publication

					Publisher
	Global Journals Organisation

					Availability
	
This is an open access work licensed under a Creative Commons Attribution 4.0 International license. Please email us for details and permissions.


				Place of publication
	Cambridge, United States
	Date
	15 January 2015


			Source

				
					
					
					 1EBE75E35DECB42E14BE4F0064CEEABF. 
					 (Year 2015)
				Imane Ouziane, Bensouda Y, HMrabti MD, Elomrani F MD, Elismaili N MD, 
national institute of oncology. Global Journal of Medical ResearchGJMR  2249-4618.  0975-5888.  10.34257/GJMR. Cambridge, United States: Global Journals Organisation. 15  (2)  1 8. 

			
		
			
				
					By Softinator Dynamics Pvt. Ltd.
					
				
			

		
OPS/toc.html
Contents

		2. II. Methods

		3. a) Statistical methods

		4. III. Results

		5. a) Patient characteristics

		6. Figure 1 : Distribution of patients according to age

		7. b) Clinical features

		8. c) Histological and immunohistochemical features

		9. d) Treatment

		10. e) Follow-up

		11. f) Survival

		12. IV. Discussion

		13. Table 4 : HER2 expression in the different series study

		14. V. Conclusion

		Appendix A ยง

		Appendix B ยง

		[About this book]



Guide

		[Title page]

		[The book]

		[About this book]





OPS/media/resource1.png





OPS/media/resource3.png
12

10

00

2

k)

E)

Ed

o

Ed

E]

70

‘PATIENTS wiTE LocaLIZED

bzase





OPS/media/resource2.png
40,00%
35,00%
30,00%
25,00%
20,00%
15,00%
10,00%

5,00%

0,00%

5,20%

22,70%

39,50%

22,70%

2,30%

20-29

3039

40-49

50-59

60-69

7079





