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إرشادات للتدرسيين
· الإعداد الجيد والإطلاع على حقيبة المدرب.

· التأكد من توفر جميع الأدوات اللازمة وجاهزية كل شيء قبل بدء المحاضرة.
· اختيار بعض الطلبة عشوائياً لعرض المادة العلمية.
· التجول بين الطلبة أثناء النشاط للإشراف والمتابعة.
· احرص على الإعداد و حافظ على تنفيذ الخطة.
· ابدأ في الوقت المحدد وتعرف على الطلبة.
· وضح أهداف البرنامج الدراسي.
· ركز على احتياجات الطلبة.
· كن مبدعاً من بداية البرنامج التعليمي إلى نهايته.
· اهتم بالعلاقات الإنسانية و كن متواضعاً ولا تدعي العلم و كن قدوة للطلبة.
· اهتم بالتفاعل اللفظي وغير اللفظي. 
· شجع الطلبة على الأسئلة و على تبادل الخبرات. 
· حول المعارف إلى مهارات و ابتعد عن التفاصيل وركز على النقاط الهامة.
· نوع الأساليب والوسائل التدريبية. 
· لا تقرأ حرفياً من المذكرة. 
· تقبل النقد وكن صبوراً وتصرف بذكاء في المواقف الحرجة .
إرشادات للطلبة
· الرغبة والحماس للتعليم
· كن مشاركاً في جميع الأنشطة  
· احترم أفكار المدرس والزملاء 

· أنقد أفكار المدرس والزملاء بأدب إن كانت هناك حاجة. 

· احرص على استثمار الوقت 

· تقبل الدور الذي يسند إليك في المجموعة 

· حفز أفراد مجموعتك في المشاركة في النشاطات 
· احرص على بناء علاقات طيبة مع المدرس والزملاء أثناء المحاضرة 
· احرص على ما تعلمته في المحاضرة وطبقه في الميدان .
· ركز ذهنك بالتعليم واحرص على التطبيق المباشر
· تغلق الموبايل قبل الشروع بالمحاضرة
الأنشطة والأساليب التعليمية المستخدمة في البرنامج

· محاضرة
· ورش عمل

· مناقشة 
· سؤال وجواب
· دراسة حالة

· إعداد تقرير أو عرض تقديمي
· العصف الذهني
· حل المشكلات
· التطبيقات العملية
· تبادل الأدوار والمحاكاة
· التدريب على استخدام الأجهزة والمعدات
الوسائل التعليمية المستخدمة في البرنامج:

· التعلم القائم على التكنولوجيا
· جهاز حاسوب 
· جهاز عرض 
· تطبيقات العروض على على الحاسب الآلي
· الشاشات المسطحة
· الرسومات
· الجداول والمخططات
· أوراق وأقلام

· السبورة العادية
· البروجيكتور
· الافلام والفديو
· شبكة انترنت

الوحدة الأولى

اليوم الأول - الزمن:  360 دقيقة

أهداف الوحدة (OBJECTIVES):
يتوقع في نهاية الوحدة الاولى أن يكون الطالب قادراً على:
By the end of the Unit one, the student should be able to:

1. Define the R. and urinary system physiologically .
2. Describe the following properties of Disease.
3. Know about histology of R. and urinary tissues 
جدول المحاضرات للوحدة الاولى:
	المحاضرة
	مواضيعها
	زمنها

	المحاضرة الاولى
	ENZYMES
· Lung (atelectasias, acute lung injury)
· Lung (chronic bronchitis pulmonary embolism)

	90 دقيقة

	المحاضرة الثانية
	· Lung tumors

	90 دقيقة

	المحاضرة الثالثة
	· Kidney (glomercular disease)

	90 دقيقة

	المحاضرة الرابعة
	· Kidney (nephrotic syndrome, IgA nephropathy (Berger disease
	90 دقيقة


الوحدة  الأولى - المحاضرة الأولى - الزمن: 90 دقيقة

أهداف المحاضرة الاولى:

يتوقع في نهاية المحاضرة أن يكون الطالب قادراً على:
By the end of the lecture, the student should be able to:

· Define Lung (atelectasias, acute lung injury)
· Lung (chronic bronchitis pulmonary embolism)
موضوعات المحاضرة الاولى:

Atelectasias
lung injury
chronic bronchitis
 pulmonary embolism
الأساليب والأنشطة والوسائل التعليمية 
	م
	الأساليب والأنشطة التعليمية
	الوسائل التعليمية

	1
	· نشاط التعارف (1/1/1) 
· محاضرة
· مناقشة
· سؤال وجواب
· نشاط (1/1/2) خيارات متعددة
	· جهاز حاسوب
· جهاز عرض
· سبورة
· اوراق واقلام


الوحدة الاولى – المحاضرة الاولى 
خطة إجراءات تنفيذ الاساليب والانشطة التعليمية
	الوحدة
	المحاضرة
	الإجراءات
	الزمن بالدقيقة

	الأولى
	الأولى
	نشاط (1/1/1) 
	10

	
	
	التعريف بالبرنامج وأهدافه وأهميته
	10

	
	
	القاء المحاضرة مستخدما جهاز العرض والسبورة  
	50

	
	
	طرح بعض الاسئلة خلال القاء المحاضرة
	10

	
	
	نشاط (1/1/2) تمرين متعدد الخيارات
	10

	المجموع
	90


ملاحظة:
1. التدريسي يقدم النشاط على المادة العلمية إذا كانت هناك خبرات سابقة لدى الطلبة. 
2. قد تحتاج لأكثر من نشاط في المحاضرة الواحدة. 

نشاط (1/1/1) 

نشاط تدريبي التعارف وكسر الجمود من خلال تعبئة المطلوب

	اسم النشاط
	نشاط التعارف

	الهدف من النشاط
	كسر الجمود وبداية الانطلاق لبرنامج التعليمي.

	ادوات تنفيذ النشاط
	بطاقة تعريف – أقلام ملونة

	آلية التنفيذ
	توزع بطاقة تعريف على الطلبة والمطلوب تعبئة البيانات ومن ثم تبادل البطاقات

وكل طالب يقرأ بطاقة زميله وهكذا يتم التعرف على الجميع.

	مدة النشاط
	10 دقائق


نشاط التعارف يطبع ويوزع على الطلبة

	م
	المطلوب
	الإجابة

	1
	الاسم الثلاثي
	

	2
	الهوايات والمواهب
	

	3
	أمنية تتمنى تحققها
	

	4
	الاسباب التي دعتك للمشاركة في هذا البرنامج
	


الوحدة الاولى                                                                                 المحاضرة الاولى 
المادة  العلمية:امراض الجهاز التنفسي
Pathology / 4th class Lecture:- 

1 The Respiratory System The most important diseases of the respiratory system are:- - Collapse of the alveoli (atelectasis) and pneumothorax - Circulatory disturbances, such as pulmonary edema and chronic passive congestion, and adult respiratory distress syndrome - Infections such as rhinitis, laryngitis, bronchitis, and pneumonia - Immunologically mediated diseases, such as asthma - Environmentally induced diseases, such as pneumoconioses, asbestosis, and silicosis - Tumors Atelectasis. 

Atelectasis refers to incomplete expansion of the lungs or the collapse of previously inflated lung substance. It is a pathologic condition that produces areas of relatively airless pulmonary parenchyma. Severe atelectasis significantly reduces oxygenation and predisposes to infection. Acquired atelectasis is generally encountered in adults and may be divided into the following categories: - Obstruction (or resorption) atelectasis - Compression atelectasis - Patchy atelectasis - Contraction atelectasis Atelectasis is a reversible disorder (except that caused by contraction). What are the main characteristics of obstruction atelectasis? Obstruction (or resorption) atelectasis results from complete obstruction of an airway and, in time, it causes resorption of the oxygen trapped in the dependent alveoli. It is most often found in bronchial asthma, chronic bronchitis, bronchiectasis, postoperative states, and with aspiration of foreign bodies; bronchial neoplasms may also cause it What are the main characteristics of compression, patchy, and contraction atelectasis? -Compression atelectasis ensues whenever the pleural cavity is partially (or completely) filled by fluid exudate, tumor, blood, or air (pneumothorax) or. It is most commonly found in patients with cardiac failure who develop pleural effusions as well as in patients experiencing malignant effusions within the pleural cavities. - Patchy atelectasis develops when there is loss of pulmonary surfactant, as in neonatal and adult respiratory distress syndrome. - Contraction atelectasis occurs when local or generalized fibrotic changes in the lung or pleura prevent full expansion of the lung. Adult respiratory distress syndrome (ARDS);- ARDS has many synonyms, such as diffuse alveolar damage, adult respiratory failure, shock lungs, acute alveolar injury, and traumatic wet lungs. - It is almost always associated with evidence of severe pulmonary edema (often called noncardiogenic, low-pressure, or high-permeability pulmonary edema). 

Which conditions are associated with the development of ARDS? - Direct lung injuries

 1-diffuse pulmonary infections 

2- Oxygen toxicity

 3-Inhalation of toxins and other irritants 

4-Aspiration of gastric contents –

 Systemic conditions

 1-Septic shock

 2-Shock associated with trauma 

3-Hemorrhagic pancreatitis 

4-Burns…..

 The pathogenesis of ARDS:- In ARDS, the initial injury affects capillary endothelium (most frequently) or alveolar epithelium (occasionally), but in the end both are clearly affected. -Increased capillary permeability is followed by interstitial and then intraalveolar edema, fibrin exudation, and formation of hyaline membranes. - The exudates and diffuse tissue destruction cannot be easily resolved, and the result is organization with scarring, in contrast to the transudate of cardiogenic pulmonary edema, which usually resolves.


نشاط (1/1/2)
تمرين خيارات متعددة

	اسم النشاط
	خيارات متعددة

	الهدف من النشاط
	معرفة مدى فهم الطالب قبل نهاية المحاضرة الاولى

	ادوات تنفيذ النشاط
	جهاز حاسوب - جهاز عرض - اوراق واقلام

	آلية التنفيذ
	توزع اوراق تمرين متعدد الخيارات على الطلبة والمطلوب اختيار اجابة واحدة صحيحة ومن ثم نناقش التمرين بشكل جماعي  

	مدة النشاط
	10 دقائق


Multiple Choice Questions (MCQ)

الوحدة  الأولى - المحاضرة الثانية - الزمن: 90 دقيقة
أهداف المحاضرة الثانية:

يتوقع في نهاية المحاضرة أن يكون الطالب قادراً على:
By the end of the lecture, the student should be able to:

1. Explain lung tumor
2. Know the Alternate reaction pathway of tumor
3. Define type of lung cancer
موضوعات المحاضرة الثانية:

· Lung tumors
· CANCER OF LUNG

· HOW TO DIGNOSIS OF LUNG CANCER 

الأساليب والأنشطة والوسائل التعليمية
	م
	الأساليب والأنشطة التعليمية
	الوسائل التعليمية

	1
	محاضرة
مناقشة

سؤال وجواب

نشاط (1/2/1) نشاط فردي
خيارات متعددة
	جهاز حاسوب

جهاز عرض

سبورة

اوراق واقلام


خطة إجراءات تنفيذ المحاضرة الثانية

	الوحدة
	المحاضرة
	الإجراءات
	الزمن بالدقيقة

	الأولى
	الثانية
	القاء المحاضرة مستخدما جهاز العرض والسبورة  
	50

	
	
	طرح بعض الاسئلة الشفوية لبعض الطلبة خلال القاء المحاضرة
	10

	
	
	نشاط (1/2/1) تمرين متعدد الخيارات
	15

	
	
	نشاط (1/2/2) تمرين التطابق
	15

	المجموع
	90


الوحدة الاولى                                                                                 المحاضرة الثانية 
المادة  العلمية: 
The Respiratory System

 Chronic obstructive pulmonary disease (COPD) or chronic obstructive airway disease (COAD)

 are commonly used clinical terms for a group of pathological conditions in which there is chronic, partial or complete, obstruction to the airflow at any level from trachea to the smallest airways resulting in functional disability of the lungs i.e. they are diffuse lung diseases. The following 4 entities are included in COPD: I. Chronic bronchitis II. Emphysema III. Bronchial asthma IV. Bronchiectasis Chronic bronchitis is defined clinically as persistent cough with sputum production for at least3 months of the year, in at least 2 consecutive years. Clinically there are several forms (types) of chronic bronchitis: - Simple chronic bronchitis: Patients experience a productive cough but have no evidence of airflow obstruction. - Chronic asthmatic bronchitis: Some patients may demonstrate severe dyspnea and wheezing in association with inhaled irritants or during respiratory infections due to hyperreactive airways. - Chronic obstructive bronchitis: Some patients, especially heavy smokers, develop chronic airflow obstruction, usually accompanied by emphysema. Important factors for the pathogenesis of chronic bronchitis. - Chronic irritation by inhaled substances (cigarette smoking) - Infections Figure 1: Pathogenesis of chronic bronchitis Etiopathogenesis: The two most important etiologic factors responsible for majority of cases of chronic bronchitis are: cigarette smoking and atmospheric pollution. Other contributory factors are occupation, infection, familial and genetic factors. Lung carcinoma A number of 

benign and malignant tumors occur in the lungs but the primary lung cancer, commonly termed bronchogenic carcinoma, is the most common (95% of all primary lung tumors). The lung is also the commonest site for metastasis from carcinomas and sarcomas as follows: 1. Small cell lung carcinoma (SCLC). 2. Squamous cell carcinoma. 3. Adenocarcinoma. NSCLC 4. Large cell carcinoma. 5. Mixed → adenosquamous carcinoma, squamous-small cell carcinoma. 6. Most commonest—squamous cell carcinoma (smokers). 7. Most commonest in non-smokers— adenocarcinoma. 8. SCLC: a. Metastasized by the time of diagnosis. b. Better treated by chemotherapy. c. RB gene mutations are usually seen. 9. Non-small cell lung carcinoma(NSCLC): a. Better treated by surgery. b. p16 gene mutation is usually seen. Figure 2: Etiopathogenesis of CA lung Metastatic lung tumors Secondary tumors of the lungs are more common than the primary pulmonary tumors. Metastases from carcinomas as well as sarcomas arising from anywhere in the body may spread to the lung by haematogenous or lymphatic routes, or by direct extension. Blood-borne metastases are the most common since emboli of tumor cells from any malignant tumor entering the systemic venous circulation are likely to be lodged in the lungs. Most common sources of metastases in the lungs are: carcinomas of the bowel, breast, thyroid, kidney, pancreas, lung (ipsilateral or contralateral) and liver. Other tumors which frequently metastasise to the lungs are osteogenic sarcoma, neuroblastoma, Wilms’ tumor, melanoma, lymphomas and leukaemias
النشاط (1/2/1)
تمرين متعدد الخيارات 

	اسم النشاط
	متعدد الخيارات

	الهدف من النشاط
	معرفة مدى فهم الطالب قبل نهاية المحاضرة الثانية

	ادوات تنفيذ النشاط
	جهاز حاسوب - جهاز عرض - اوراق واقلام

	آلية التنفيذ
	توزع اوراق تمرين متعدد الخيارات على الطلبة والمطلوب اختيار اجابة واحدة صحيحة ومن ثم نناقش التمرين بشكل جماعي  

	مدة النشاط
	10 دقائق


النشاط (1/2/2)
تمرين تطابق كل مصطلح مع تعريفه 

	اسم النشاط
	تطابق كل مصطلح مع تعريفه

	الهدف من النشاط
	معرفة مدى فهم الطالب للمصطلحات قبل نهاية المحاضرة الثانية

	ادوات تنفيذ النشاط
	جهاز حاسوب - جهاز عرض - اوراق واقلام

	آلية التنفيذ
	توزع اوراق تمرين التطابق وعلى الطلبة ان يطابق المصطلح مع تعريفة  ومن ثم نناقش التمرين بشكل جماعي  

	مدة النشاط
	10 دقائق


الوحدة  الأولى - المحاضرة الثالثة - الزمن: 90 دقيقة

أهداف المحاضرة الثالثة:

يتوقع في نهاية المحاضرة أن يكون الطالب قادراً على:
By the end of the lecture, the student should be able to:

1. Define the following terms: (First-order and zero-order kinetics, Km, Vmax, Enzyme 
موضوعات المحاضرة الثالثة:

 I. PRIMARY GLOMERULONEPHRITIS

الأساليب والأنشطة والوسائل التعليمية

	م
	الأساليب والأنشطة التدريبية
	الوسائل التدريبية

	1
	محاضرة
مناقشة

سؤال وجواب

نشاط (1/3/1) نشاط فردي
نشاط (1/3/2) نشاط فردي
	جهاز حاسوب

جهاز عرض

سبورة

اوراق واقلام


خطة إجراءات تنفيذ المحاضرة الثالثة
	الوحدة
	المحاضرة
	الإجراءات
	الزمن بالدقيقة

	الأولى
	الثالثة
	القاء المحاضرة مستخدما جهاز العرض والسبورة  
	50

	
	
	طرح بعض الاسئلة الشفوية لبعض الطلبة خلال القاء المحاضرة
	10

	
	
	نشاط (1/3/1) 
	15

	
	
	نشاط (1/3/2) 
	15

	المجموع
	90


الوحدة الاولى                                                                                 المحاضرة الثالثة 

المادة  العلمية: 
The Kidney Glomerular diseases
 Glomerular diseases are typically caused by disturbances of structure. Four significant components of the glomerulus may be damaged:

 1. Endothelial cells lining the capillary
 2. Glomerular basement membrane

 3. Mesangium.

 4. Epithelial cells
 or podocytes, which form an outer coating to the capillary. These cells are in contact with the outer surface of the basement membrane via a series of foot processes. Aetiology of glomerular diseases Glomerular diseases may be classified as : • primary (majority)—idiopathic • secondary—disease process is secondary to systemic disease • hereditary—Alport’s syndrome, Fabry’s syndrome and congenital nephrotic syndrome. IgA nephropathy (Berger disease) Pathogenesis: The mechanism is unknown. There is a possible entrapment of circulating immune complexes with activation of the alternate complement pathway. There is also a possible genetic predisposition. Most common cause of glomerulonephritis in the world The most important diseases of the kidney are:- - Developmental disorders - Glomerular diseases - Tubulointerstitial -Vascular and circulatory disorders - Tumors Glomerular diseases Glomerular diseases encompass a large and clinically significant group of renal diseases. Glomerulonephritis (GN) or Bright’s disease is the term used for diseases that primarily involve the renal glomeruli. It is convenient to classify glomerular diseases into 2 broad groups:
 I. PRIMARY GLOMERULONEPHRITIS

 1. Acute GN i) Post-streptococcal ii) Non-streptococcal 2. Rapidly progressive GN 3. Minimal change disease 4. Membranous GN 5. Membrano-proliferative GN 6. Focal and diffuse proliferative GN 7. Focal segmental glomerulosclerosis (FSGS) 8. IgA nephropathy 9. Chronic glomerulonephritis II. SECONDARY SYSTEMIC GLOMERULAR DISEASES 1. Lupus nephritis (SLE) 2. Diabetic nephropathy 3. Amyloidosis 4. Polyarteritis nodosa 5. Wegener’s granulomatosis 6. Goodpasture’s syndrome 7. Henoch-Schönlein purpura 8. Systemic infectious diseases (bacterial e.g. bacterial endocarditis, syphilis, leprosy; viral e.g. HBV, HCV, HIV; parasitic e.g. falciparum malaria, filariasis) 9. Idiopathic mixed cryoglobulinaemia III. HEREDITARY NEPHRITIS 1. Alport’s syndrome 2. Fabry’s disease 3. Nail-patella syndrome CLINICAL MANIFESTATIONS The clinical presentation of glomerular disease is quite variable but in general four features—proteinuria, haematuria, hypertension and disturbed excretory function, are present in varying combinations depending upon the underlying condition. A firm diagnosis, however, can be established by examination of renal biopsy under light, electron and immunofluorescence microscopy. Following six major glomerular syndromes are commonly found in different glomerular diseases:
 I. ACUTE NEPHRITIC SYNDROME This is the acute onset of microscopic haematuria, mild proteinuria, hypertension, oedema and oliguria following an infective illness about 10 to 20 days earlier. The underlying causes of acute nephritic syndrome may be primary glomerulonephritic diseases (classically acute glomerulonephritis and rapidly progressive glomerulonephritis) or certain systemic diseases. II. NEPHROTIC SYNDROME Nephrotic syndrome is a constellation of features in different diseases having varying pathogenesis; it is characterised by findings of massive proteinuria, hypoalbuminaemia, oedema, hyperlipidaemia, lipiduria, and hypercoagulability. . In children, primary glomerulonephritis is the cause in majority of cases of the nephrotic syndrome; most frequent being lipoid nephrosis (65%). . In adults, on the other hand, systemic diseases (diabetes, amyloidosis and SLE) are more frequent causes of nephrotic syndrome. The most common primary glomerular disease in adults is membranous glomerulonephritis (40%)
. III. ACUTE RENAL FAILURE Acute renal failure (ARF) is characterised by rapid decline in renal function. ARF has many causes including glomerular disease, principally rapidly progressive GN and acute diffuse proliferative GN. IV. CHRONIC RENAL FAILURE These cases have advanced renal impairment progressing over years and is detected by significant proteinuria, haematuria, hypertension and azotaemia. Such patients generally have small contracted kidneys due to chronic glomerulonephritis. V. ASYMPTOMATIC PROTEINURIA Presence of proteinuria unexpectedly in a patient may be unrelated to renal disease (e.g. exercise-induced, extreme lordosis and orthostatic proteinuria), or may indicate an underlying mild glomerulonephritis. VI. ASYMPTOMATIC HAEMATURIA Asymptomatic microscopic haematuria is common in children and young adolescents and has many diverse causes such as diseases of the glomerulus, renal interstitium, calyceal system, ureter, bladder, prostate, urethra, and underlying bleeding disorder, congenital abnormalities of the kidneys or neoplasia. PATHOGENESIS OF GLOMERULAR INJURY Most forms of primary GN and many of the secondary glomerular diseases in human beings have immunologic pathogenesis. This view is largely based on immunofluorescence studies of GN in humans which have revealed glomerular deposits of immunoglobulins and complement in patterns that closely resemble those of experimental models
الوحدة  الأولى - المحاضرة الرابعة - الزمن: 90 دقيقة

أهداف المحاضرة الرابعة:

يتوقع في نهاية الجلسة أن يكون الطالب قادراً على:
By the end of the lecture, the student should be able to:

1- glomerulonephritis descreabtion
2- Cuses of glomerulonephritis.
موضوعات المحاضرة الرابعة:

الأساليب والأنشطة والوسائل التعليمية
	م
	الأساليب والأنشطة التدريبية
	الوسائل التدريبية

	1
	محاضرة
مناقشة

سؤال وجواب

نشاط (1/2/1) نشاط فردي
خيارات متعددة
	جهاز حاسوب

جهاز عرض

سبورة

اوراق واقلام


خطة إجراءات تنفيذ المحاضرة الرابعة
	الوحدة
	المحاضرة
	الإجراءات
	الزمن بالدقيقة

	الأولى
	الرابعة
	القاء المحاضرة مستخدما جهاز العرض والسبورة  
	50

	
	
	طرح بعض الاسئلة الشفوية لبعض الطلبة خلال القاء المحاضرة
	10

	
	
	نشاط (1/2/1) تمرين متعدد الخيارات
	15

	
	
	نشاط (1/2/2) التطابق
	15

	المجموع
	90


الوحدة الاولى                                                    glomerular diseases                             المحاضرة الرابعة
المادة  العلمية: 
Glomerular diseases It is convenient to classify glomerular diseases into 2 broad groups: I. Primary glomerulonephritis in which the glomeruli are the predominant site of involvement. II. Secondary glomerular diseases include certain systemic and hereditary diseases which secondarily affect the glomeruli. The clinical presentation of glomerular disease is quite variable but in general four features—proteinuria, haematuria, hypertension and disturbed excretory function. The following are major glomerular syndromes commonly found in different glomerular diseases: nephritic and nephrotic syndromes; acute and chronic renal failure; asymptomatic proteinuria and haematuria. I. Acute nephritic syndrome. This is the acute onset of haematuria, proteinuria, hypertension, oedema and oliguria following an infective illness about 10 to 20 days earlier. The underlying causes of acute nephritic syndrome may be primary glomerulonephritic diseases (classically acute glomerulonephritis and rapidly progressive glomerulonephritis) or certain systemic diseases. II. Nephrotic syndrome : Nephrotic syndrome is a constellation of features in different diseases having varying pathogenesis; it is characterised by findings of massive proteinuria, hypoalbuminaemia, oedema, hyperlipidaemia, lipiduria, and hypercoagulability. III. Acute renal failure: Acute renal failure (ARF) is characterised by rapid decline in renal function. IV. Chronic renal failure. These cases have advanced renal impairment progressing over years. V. Asymptomatic proteinuria. VI. Asymptomatic haematuria. Nephrotic syndrome Nephrotic syndrome includes a group of conditions characterized by increased basement membrane permeability, permitting the urinary loss of plasma proteins, particularly low weight proteins, such as albumin and edema may be present but usually are mild. Clinical manifestations a. Massive proteinuria is generally characterized by excretion of more than 4 grams of protein per day. proteinuria in the nephrotic syndrome is unaccompanied by increased urinary red cells or white cells. b. Hypoalbuminemia results from proteinuria and is often marked by a serum concentration of less than 3 g/100 mL. c. Generalized edema results from decreased plasma colloid oncotic pressure. d. Hyperlipidemia and hypercholesterolemia are caused by increased hepatic lipoprotein synthesis Other glomerular diseases: IgA nephropathy (Berger disease) :- is an extremely common entity defined by deposition of IgA in the mesangium. Most frequently, the disease is characterized by benign recurrent hematuria in children, usually following an infection, lasting 1 to 2 days. Tumors of the kidney Both benign and malignant tumors occur in the kidney. These may arise from renal tubules (adenoma, adenocarcinoma), embryonic tissue (mesoblastic nephroma, Wilms’ tumor), mesenchymal tissue (angiomyolipoma, medullary interstitial tumor) and from the epithelium of the renal pelvis (urothelial carcinoma). A. Benign tumors of the kidney 1. Adenoma This tumor is most often small and asymptomatic. It is derived from renal tubules. 2. Angiomyolipoma This tumor is a hamartoma consisting of fat, smooth muscle, and blood vessels. It is often associated with the tuberous sclerosis syndrome. 3. Oncocytoma This tumor is comprised of cells with abundant granular acidophilic cytoplasm replete with mitochondria, as is the case in oncocytomas elsewhere in the body. B. Malignant tumors of the kidney 1. Renal cell carcinoma (RCC) a. This cancer is the most common renal malignancy. b. It is more common in men, occurs most often from 50 to 70 years of age, and has a higher incidence in cigarette smokers. c. In some instances, it is associated with gene deletions in chromosome 3; renal cell carcinoma can also be associated with von Hippel-Lindau disease, which is caused by alterations in a gene localized to chromosome 3. Etiology Factors. Various etiologic factors implicated in the etiology of RCC are as follows: 1. Tobacco. 2. Genetic factors. 3. Cystic diseases of the kidneys. 4. Other risk factors. Besides above, following other factors are associated with higher incidence of RCC: a) Exposure to asbestos, heavy metals and petrochemical products. b) In women, obesity and oestrogen therapy. c) Analgesic nephropathy. d) Tuberous sclerosis. 2. Wilms tumor (nephroblastoma) a. This cancer is the most common renal malignancy of early childhood. b. Incidence peaks in children 2 to 4 years of age. c. Wilms tumor originates from primitive metanephric tissue. d. Most often, the presenting feature is a palpable flank mass (often huge). e. Wilms tumor is often associated with deletions of the short arm of chromosome11. Etiology factors: Wilms’ tumour has following etiologic associations: 1. A defect in chromosome 11p13 . 2. A higher incidence has been seen in monozygotic twins and cases with family history. 3. Association of Wilms’ tumour with some other congenital anomalies has been observed, especially of the genitourinary tract. 4. A few other malignancies are known to have higher incidence of Wilms’ tumour. These include osteosarcoma, botyroid sarcoma, retinoblastoma, neuroblastoma etc.
الوحدة الثانية – الزمن:    دقيقة
أهداف الوحدة (OBJECTIVES):
يتوقع في نهاية الوحدة الثانية أن يكون الطالب قادراً على:
By the end of the Unit one, the student should be able to:

جدول المحاضرات للوحدة الثانية:

	المحاضرة
	مواضيعها
	زمنها

	· المحاضرة الاولى
	· Cancer of the oral cavity and tongue

	90 دقيقة

	المحاضرة الثانية
	· Esophagus (lacivation, varices, esophageal carcinoma)

	90 دقيقة

	المحاضرة الثالثة
	· Stomach (gastritis, ulcer, carcinoma)

	90 دقيقة

	المحاضرة الرابعة
	· Large intestines (hemorrhoids, malabsorption syndrome)
Crohn disease
	90 دقيقة

	المحاضرة الخامسة
	
	90 دقيقة

	المحاضرة السادسة
	
	90 دقيقة

	المحاضرة السابعة
	
	90 دقيقة

	المحاضرة الثامنة
	
	90 دقيقة

	المحاضرة التاسعة
	
	90 دقيقة

	المحاضرة العاشرة
	
	90 دقيقة


الوحدة  الثانية - المحاضرة الاولى - الزمن: 90 دقيقة

أهداف المحاضرة الاولى:

يتوقع في نهاية المحاضرة أن يكون الطالب قادراً على:
By the end of the lecture, the student should be able to:

·  Difination of Cancer of the oral cavity and tongue
· Decrib the tumor in mouth 
موضوعات المحاضرة الاولى:
Oral cavity Oral cancer:
الأساليب والأنشطة والوسائل التعليمية
	م
	الأساليب والأنشطة التعليمية
	الوسائل التعليمية

	1
	محاضرة

مناقشة

سؤال وجواب
تبادل الأدوار والمحاكاة
نشاط (2/1/1) نشاط فردي
نشاط (2/1/2) نشاط فردي
	جهاز حاسوب

جهاز عرض

السبورة العادية
اوراق واقلام
الرسومات

الجداول والمخططات


خطة إجراءات تنفيذ المحاضرة الاولى
	الوحدة
	المحاضرة
	الإجراءات
	الزمن بالدقيقة

	الأولى
	الثانية
	القاء المحاضرة مستخدما جهاز العرض والسبورة العادية  
	50

	
	
	طرح بعض الاسئلة الشفوية لبعض الطلبة خلال القاء المحاضرة
	10

	
	
	نشاط (2/1/1) تمرين تعاريف
	15

	
	
	نشاط (2/1/2) تمرين التمييز
	15

	المجموع
	90


الوحدة الثانية                                                                                 المحاضرة الاولى
المادة  العلمية: 
Majority aresquamous cell carcinomas.

 Squamous cell carcinoma (SCC) of oral cavity is multifactorial disease usually seen in middle-aged men. Pathogenesis The development of squamous cell carcinoma is a multistep process. It involves sequential activation of oncogenes and inactivation of tumor suppressor genes in a clonal population of cells. - Inactivation of the p16 gene (about 80% of the cases) . - Mutation of the p53 tumor suppressor gene is associated with progression of hyperplasia/hyperkeratosis to dysplasia. - Amplification and overexpression of the cyclin D1 gene constitutively activates cell cycle progression Spread 1. Local: Tissue involved depends on the primary site. 2. Lymph node: The involved site of lymph node depends on the location of the primary tumor. The more anterior the tumor, more is the spread to the cervical nodes. Carcinomas of the base of the tongue and oropharynx metastasize to the deep retropharyngeal lymph nodes. 3. Blood spread: It spreads to lungs, liver, and bones. Pleomorphic adenoma Pleomorphic adenoma is a most common benign tumor of the salivary glands, characterized by an admixture of epithelial and stromal elements, and is also called mixed tumors. In pathology, the term"pleomorphic" is used to indicate nuclear variation (size and shape of nuclei) in neoplasm. However, the term pleomorphic adenoma is used because of variable cell type seen in this lesion. Age: It occurs usually during third to fifth decade of life (middleage). Sex: It is most frequent in females. Site - Major salivary gland: Common site and constitute about 60% of tumors in the parotid. Usually arise in the superficial lobe of the parotid. Less common in the submandibular glands and very rare in the sublingual gland. -Minor salivary gland: Its involvement is relatively rare. Etiology Not known. Exposure to radiation increases the risk. Warthin tumor Warthin tumor (papillary cystadenoma lymphomatosum, adenolymphoma) is a benign and the second most common salivary gland neoplasm. -Site: It almost exclusively arises in the parotid gland. - Sex: It is the only salivary glands tumor that is more common in males than in females. - Age: It usually occur between fifth to seventh decades of life. _ Predisposing factor: Smokers have eight times the risk of nonsmokers. Mucoepidermoid carcinoma Most common primary malignant tumor of the salivary glands. Incidence -Constitute about 15% of all salivary gland tumors. - Occur mainly (60–70%) in the parotids. - Account for a major fraction of the minor salivary gland tumors
نشاط (2/1/1) نشاط فردي
عرف المصطلحات التالية 
	اسم النشاط
	عرف المصطلحات التالية

	الهدف من النشاط
	معرفة مدى فهم الطالب للمصطلحات المهمة  

	ادوات تنفيذ النشاط
	جهاز حاسوب - جهاز عرض - اوراق واقلام

	آلية تنفيذ النشاط
	توزع اوراق النشاط على الطلبة والمطلوب من الطلبة  معرفة المصطلحات 

	مدة النشاط
	15 دقائق


	الهدف من النشاط
	معرفة مدى فهم الطالب للتمييز بين الانواع المختلفة من المسارات 

	ادوات تنفيذ النشاط
	جهاز حاسوب - جهاز عرض - اوراق واقلام

	آلية التنفيذ
	توزع اوراق التمرين على الطلبة  وعلى الطلبة معرفة الفرق بين المسارات الهدمية والبنائية معززا اجابته بامثلة  ومن ثم نناقش التمرين بشكل جماعي  

	مدة النشاط
	15 دقائق


.

................................................................................................................................................................................................................................................................................................
Pathology 4th class /  قسم المختبرات الطبية  / lecture: 11
Viral hepatitis

Definition: Viral hepatitis may be defined as viral infection of hepatocytes that producesnecrosis and inflammation of the liver.
Cause

Most cases of hepatitis are caused by a group of five separate, unrelated viruses that have a particular affinity for the liver known as hepatotropic virus (hepatitis viruses A, B, C, D, andE). All except HBV are RNA viruses.
- Hepatitis A and E cause infectious hepatitis and transmitted mainly by the fecal-oral route or ingestion of contaminated water.
- Hepatitis B, C, and D cause serum hepatitis. They are transmitted mainly by parenteral routes and less commonly by intimate or sexual exposure. They canproduce chronichepatitis, which may progress to cirrhosis and hepatocellularcarcinoma.
Hepatitis A Virus

-Source of infection: Only source of infection is acutely infected person. 

– Virus is excreted in bile then excreted in stool/feces of infectedpersons for about 2 weeks before the onset of symptoms and then for a further 2 weeks or so.
– Disease is maximally infectious just before the onset of jaundice.

Mode of Transmission

-Fecal-oral route by ingestion of contaminated water and foods. HAV viremia is transient. Hence, blood-borne transmission does not occur.
Incubation period: 3 to 6 weeks (mean ~ 4 weeks).

Hepatitis B Virus (HBV)

Mode of Transmission 

-Vertical/congenital transmission: From mother to child may occur in utero, during parturition or soonafter birth.
-Horizontal transmission: It is the dominant mode of transmission. 

◆ By percutaneous and mucous membrane: Exposure to infectious body fluids. HBV can survivefor long periods on household articles, e.g. toys, toothbrushes and maytransmit theinfection.
◆Intravenous route: Through transfusion of unscreened infected blood or blood products.
– Close personal contact: Unprotected heterosexual or homosexual intercourse. The virus can be found in semen and saliva.
Incubation period: It ranges from 4 to 26 weeks

Outcome of HBV Infection:-

1. Acute hepatitis with recovery and clearance of the virus.

2. Chronic hepatitis.

3. Progressive chronic disease ending in cirrhosis. 

4. Fulminant hepatitis with massive liver necrosis.

5. Asymptomatic carrier state.

6. Hepatocellular carcinoma.

Hepatitis C Virus

Mode of spread: It mainly spreads by the parenteral route as a blood-borne infection. It may also spread by sexual contact.
Incubation period: 2 to 26 weeks (mean 6 to 12 weeks).

Outcome of HCV Infection:- 
1. Acute hepatitis.

2. Chronic hepatitis: It occurs in the majority of individuals infected by HCV. 

3. Cirrhosis: It develops over 5 to 20 years in 20% to 30% ofpatients.
 4. Fulminant hepatic failure is rare.

Hepatitis D Virus

Mode of spread: Parenteral route and sexual contact.

Hepatitis E Virus

Source of infection: HEV is a zoonotic disease with animalreservoirs, such as monkeys, cats,  pigs, and dogs. 

Mode of transmission: It is an enterically transmitted, water-borne infection.

Incubation period:~6 weeks.

Outcome of HCV Infection

It causes self-limiting acute hepatitis. It does not cause chronic liver disease. But it has a high mortality rate (about 20%) among pregnant women.
Acute Hepatitis 

It can be caused by any one of four hepatotropic viruses. This can be divided into four phases:

i. Incubation period (varies depending on the type of virus).

ii. Symptomatic preicteric phase: It presents with nonspecific symptoms such as malaise, nausea, poor appetite, and abdominal pain.

iii. Symptomatic icteric phase: Jaundice and yellow sclera, dark colored urine (conjugated hyperbilirubinemia), light-colored stool, and pruritis (bile saltretention).
Chronic hepatitis 

Definition: Chronic hepatitis is defined as symptomatic, biochemical, or serologic evidence of hepatic disease for more than 6 months. Microscopically, thereshould be inflammationand necrosis in the liver.
Causes

Hepatitis may be caused by viruses as well as other etiological agents. The virusesinclude:
-HCV: It is the most common cause of chronic viral hepatitis and mostly asymptomatic. 

-HBV: Chances of chronic hepatitis is high if the infection occurs at a younger age. Maternalto-infant transmission is a major riskfactor.
Fulminant Hepatic Failure 

Definition: Hepatic insufficiency progresses within 2 to 3 weeks from onset of symptoms to hepatic encephalopathy, in patients who do not have chronic liverdisease.
Causes

- Viral hepatitis: HBV and HAV. Occasionally, HCV and others 

- Noninfectious causes: Acetaminophen toxicity.

- Unknown

Cirrhosis 

Definition: Cirrhosis is an end stage of any chronic liver disease. It is a diff use process (entire liver is involved) characterized by fibrosis and conversion of normalarchitecture to structurally abnormal regenerating nodules of liver cells.
Morphological Characteristics

The three main morphologic characteristics of cirrhosis are:

1. Fibrosis

- It is the characteristic feature of progressive liver damage. 

2. Regenerating Nodules

3. Loss of Architecture

Clinical features 

The clinical features of cirrhosis range widely:

-Initial phase: It is termed as “compensated” cirrhosis, the patient may be asymptomatic. 

-Later phase: It is termed as “decompensated” cirrhosis, presents with complications ofportal hypertension or liver dysfunction (or both). 
Malignant tumors of liver 

Malignant tumors of liver can be primary or metastatic. Most primary cancers of liver arise from hepatocytes and are termed hepatocellular carcinoma (HCC).Less common are cancersthat arisefrom bile duct known as cholangiocarcinomas.Two rare primary liver cancers are: hepatoblastomas andangiosarcomas.
Hepatoblastoma

- Most common liver tumor arising in young childhood.

-Malignant tumor and usually fatal

Hepatocellular Carcinoma (HCC)

-Hepatocellular carcinoma (HCC) is a malignant tumor derived from hepatocytes or their precursors.
- Predominantly in males with a M:F ratio of 2.4:1

Etiopathogenesis

It is multifactorial disease and complex in pathogenesis. It is probably a multistep processthat involves various risk factors. Three major and several minorrisk factors are associatedwith HCC .
A. Major risk factors

1. Chronic hepatitis: The risk of liver cancer in individuals infected with both HCV and HBV is three times higher than with either alone.
2. Cirrhosis: Strong association between HCC and cirrhosis and both frequently coexists. 

- Alcoholic cirrhosis predisposes to HCC.

- Male gender, age, and duration of cirrhosis are the major risk factors for HCC in patients with cirrhosis.
3. Aflatoxin B1 (chemical carcinogen): It isatoxin produced by the fungus Aspergillusflavus. This fungus contaminates improperly stored peanuts and grains.Dietary exposure to aflatoxin B1 is an important risk factor for hepatocellular carcinoma.
4. Non-alcoholic steatohepatitis (NASH)

B. Minor Risk Factors

-These include: genetic factors, age, gender, chemicals, hormones, and nutrition.

- Hemochromatosis: Excessive free iron may be carcinogenic and generates mutagenic reactive oxygen species.
- Wilson's disease: It is characterized by accumulation of copper in the liver.

-Metabolic disorders:

Spread

-Local spread: HCC may first spread within the liver itself and develop satellite nodules. Local invasion of the diaphragm is common.
-Lymphatic spread: HCC may spread to portal lymph nodes, peripancreatic, and para-aortic nodes.

- Blood spread:

– All patterns of HCCs have a strong tendency for invasion of vessels.

– It may metastasize to the lungs.

Cholangiocarcinoma (CCA)

- It is the second most common hepatic malignant tumor of liver
4 th class / Pathology lecture ( 5 )

 Glomerular diseases It is convenient to classify glomerular diseases into 2 broad groups: I. Primary glomerulonephritis in which the glomeruli are the predominant site of involvement. II. Secondary glomerular diseases include certain systemic and hereditary diseases which secondarily affect the glomeruli. The clinical presentation of glomerular disease is quite variable but in general four features—proteinuria, haematuria, hypertension and disturbed excretory function. The following are major glomerular syndromes commonly found in different glomerular diseases: nephritic and nephrotic syndromes; acute and chronic renal failure; asymptomatic proteinuria and haematuria. I. Acute nephritic syndrome. This is the acute onset of haematuria, proteinuria, hypertension, oedema and oliguria following an infective illness about 10 to 20 days earlier. The underlying causes of acute nephritic syndrome may be primary glomerulonephritic diseases (classically acute glomerulonephritis and rapidly progressive glomerulonephritis) or certain systemic diseases. II. Nephrotic syndrome : Nephrotic syndrome is a constellation of features in different diseases having varying pathogenesis; it is characterised by findings of massive proteinuria, hypoalbuminaemia, oedema, hyperlipidaemia, lipiduria, and hypercoagulability. III. Acute renal failure: Acute renal failure (ARF) is characterised by rapid decline in renal function. IV. Chronic renal failure. These cases have advanced renal impairment progressing over years. V. Asymptomatic proteinuria. VI. Asymptomatic haematuria. Nephrotic syndrome Nephrotic syndrome includes a group of conditions characterized by increased basement membrane permeability, permitting the urinary loss of plasma proteins, particularly low weight proteins, such as albumin and edema may be present but usually are mild. Clinical manifestations a. Massive proteinuria is generally characterized by excretion of more than 4 grams of protein per day. proteinuria in the nephrotic syndrome is unaccompanied by increased urinary red cells or white cells. b. Hypoalbuminemia results from proteinuria and is often marked by a serum concentration of less than 3 g/100 mL. c. Generalized edema results from decreased plasma colloid oncotic pressure. d. Hyperlipidemia and hypercholesterolemia are caused by increased hepatic lipoprotein synthesis Other glomerular diseases: IgA nephropathy (Berger disease) :- is an extremely common entity defined by deposition of IgA in the mesangium. Most frequently, the disease is characterized by benign recurrent hematuria in children, usually following an infection, lasting 1 to 2 days. Tumors of the kidney Both benign and malignant tumors occur in the kidney. These may arise from renal tubules (adenoma, adenocarcinoma), embryonic tissue (mesoblastic nephroma, Wilms’ tumor), mesenchymal tissue (angiomyolipoma, medullary interstitial tumor) and from the epithelium of the renal pelvis (urothelial carcinoma). A. Benign tumors of the kidney 1. Adenoma This tumor is most often small and asymptomatic. It is derived from renal tubules. 2. Angiomyolipoma This tumor is a hamartoma consisting of fat, smooth muscle, and blood vessels. It is often associated with the tuberous sclerosis syndrome. 3. Oncocytoma This tumor is comprised of cells with abundant granular acidophilic cytoplasm replete with mitochondria, as is the case in oncocytomas elsewhere in the body. B. Malignant tumors of the kidney 1. Renal cell carcinoma (RCC) a. This cancer is the most common renal malignancy. b. It is more common in men, occurs most often from 50 to 70 years of age, and has a higher incidence in cigarette smokers. c. In some instances, it is associated with gene deletions in chromosome 3; renal cell carcinoma can also be associated with von Hippel-Lindau disease, which is caused by alterations in a gene localized to chromosome 3. Etiology Factors. Various etiologic factors implicated in the etiology of RCC are as follows: 1. Tobacco. 2. Genetic factors. 3. Cystic diseases of the kidneys. 4. Other risk factors. Besides above, following other factors are associated with higher incidence of RCC: a) Exposure to asbestos, heavy metals and petrochemical products. b) In women, obesity and oestrogen therapy. c) Analgesic nephropathy. d) Tuberous sclerosis. 2. Wilms tumor (nephroblastoma) a. This cancer is the most common renal malignancy of early childhood. b. Incidence peaks in children 2 to 4 years of age. c. Wilms tumor originates from primitive metanephric tissue. d. Most often, the presenting feature is a palpable flank mass (often huge). e. Wilms tumor is often associated with deletions of the short arm of chromosome11. Etiology factors: Wilms’ tumour has following etiologic associations: 1. A defect in chromosome 11p13 . 2. A higher incidence has been seen in monozygotic twins and cases with family history. 3. Association of Wilms’ tumour with some other congenital anomalies has been observed, especially of the genitourinary tract. 4. A few other malignancies are known to have higher incidence of Wilms’ tumour. These include osteosarcoma, botyroid sarcoma, retinoblastoma, neuroblastoma etc.
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Inflammatory bowel disease 

- The term ‘inflammatory bowel disease (IBD)’ is commonly used to include 2 idiopathic bowel diseases having many similarities but the conditions usually have distinctive morphological appearance. These 2 conditions are Crohn’s disease (regional enteritis) and ulcerative colitis.
- Major types of IBD: 1)Ulcerative colitis (UC) and 2) Crohn disease (C D).
Etiology and Pathogenesis

IBD is an idiopathic disorder. The exact trigger for inflammatory bowel disease is not known. Present evidences suggest that IBD represents the outcome of threemain interactive factors:
Genetic, environmental and host factors. 

Genetic Factors

Genetic predisposition/susceptibility contributes to IBD. 

-Crohn disease: Genetic factors play a prominent role. The concordance rate formonozygotic twins is about 50%.
-Ulcerative colitis: Genetic factors are less prominent than in Crohn disease. The concordance of monozygotic twins is only 16%. Concordance fordizygotic twins for bothCrohn disease and ulcerative colitis is less than 10%.
Crohn disease 

Crohn disease (regional enteritis) is a chronic multifocal relapsing and remitting, progressive inflammatory bowel disease of unknown cause that caninvolve any portion ofthe gastrointestinal tract.

Complications:

1. Iron-deficiency anemia: It may develop in patients with colonic disease.

2. Malabsorption: Extensive involvement of the small intestine may result in loss of protein, hypoalbuminemia and malabsorption.
3. Stricture formation: It may occur in the terminal ileum.

4. Fistula formation: It may form between loops of intestine and surrounding structures such as urinary bladder, vagina, and abdominal or perianal skin. Perforationsand peritonealabscesses are common.
5. Acute complications: Perforation and hemorrhage.

6. Development of carcinoma: It is rare and risk of carcinoma colon is increased in patients with long-standing colonic disease.
7. Systemic amyloidosis: It is rare.
Ulcerative colitis 

Ulcerative colitis (UC) is a severe, chronic crypt destructive, ulcerating inflammatorybowel disease of unknown cause. It is limited to the colon and rectumand inflammationinvolves only the mucosa and submucosa of the intestinal wall. It isclinically associated withexacerbations and remissions of bloody diarrhea.
Clinical Features

- Occurs mainly in young adults.

- Triggering event: Infectious enteritis and psychological stress.

- UC is a relapsing disorder with exacerbations and remissions.
Complications:
1. Toxic megacolon: In fulminant cases, the inflammation and inflammatory mediators can damage the muscularispropria and disturb neuromuscular function. This may lead tocolonic dilation and toxic megacolonmay lead to perforation.
2. Colorectal cancer: It may develop in long-standing UC. 

3. Hemorrhage from intestinal lesions -blood loss.

4. Electrolyte disturbances due to diarrhea.

Malignant colorectal tumors 

A. Colorectal Carcinoma

Colorectal cancer comprises 98% of all malignant tumors of the large intestine. The incidence of carcinoma of the largeintestine rises with age; average age of patients is about 60years. Cancer in the rectum is more common in males thanfemales in the ratio of 2:1, while at other locations in the largebowel the overall incidence is equal for both sexes.

Etiology:  As with most other cancers, etiology of colorectal carcinoma is not clear but a few etiological factors have beenimplicated:

1. Geographic variations:  The incidence of large bowel carcinoma shows wide variation throughout the world. It ismuch more common in North America and Northern Europethan in South America, Africa and Asia.

2. Dietary factors Diet:  plays a significant part in the causation of colorectal cancer:

i) A low intake of vegetablefibre-diet leading to low stool bulk is associated with higher risk of colorectal cancer.

ii) Consumption of large amounts of fatty foods by populations results in excessive cholesterol and their metabolites whichmay be carcinogenic.

iii) Excessive consumption of refined carbohydrates that remain in contact with the colonic mucosa for prolongedduration changes the bacterial flora of the bowel, thus resultingin production of carcinogenic substances.

3. Adenoma-carcinoma sequence: There is strong evidence to suggest that colonic adenocarcinoma evolves frompre-existing adenomas, referred to as adenoma-carcinomasequence

4. Other factorsPresence of certain pre-existing diseases andsome other factors increase the risk of developingcolorectal cancersubsequently, e.g.:

i) Inflammatory bowel disease (especially ulcerative colitis).

ii) Diverticular disease for long duration. Low fibre diet is implicated in the pathogenesis of diverticular disease aswell.
iii) Role of tobacco smoking in development of colorectal cancer in younger patients.
Spread

 Carcinoma of the large intestine may spread by the following routes:
1. Direct spread The tumor spreads most commonly by direct extension in both ways—circumferentially into thebowel wall as well as directly into the depth of the bowel wallto the serosa, pericolic fat, and sometimes into peritonealcavity.
2. Lymphatic spread Spread via lymphatics occurs rather commonly and involves, firstly the regional lymph nodesin the vicinity of the tumor, and then into other groups oflymph nodes like preaortic, internal iliac and the sacral lymphnodes.
3. Haematogenous spread Blood spread of large bowel cancer occurs relatively late and involves the liver, lungs, brain,bones and ovary.
Clinical features:  Clinical symptoms in colorectal cancer appear after considerable time. These are as follows:
i) Occult bleeding (melaena) 

ii) Change in bowel habits, more often in left-sided growth

iii) Loss of weight (cachexia) 

iv) Loss of appetite (anorexia) 

v) Anaemia, weakness, malaise.

B. Other Colorectal Malignant Tumors

Besides colorectal carcinoma, other malignant tumorswhich are encountered sometimes in the large bowel areleiomyo sarcoma  and malignant lymphoma.
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histologicaldiagnosis.The term gastropathy is used when inflammatorycellsarerareorabsent(hypertrophicgastropathy). Variouswaysofclassifyinggastritis A.Dependingontheinflammatorycellsandduration -Acutegastritisshowspredominatelyacuteinflammatorycells -Chronicgastritisshowsmononuclearcell(lymphocytes,plasma cells)infiltration –Helicobacterpylorigastritis –Autoimmunegastritis –Others B.Dependingonthesegmentofinvolvedstomach -Antral-predominantgastritis -Corpus-predominantgastritis -Pangastritis C.Dependingontheabsenceorpresenceofpremalignantstages -Noatrophic -Atrophicgastritismayprogresstocarcinoma -Acutegastritisisatransientinflammationofgastricmucosa. Etiology -Drugs:Aspirin,nonsteroidalanti-inflammatorydrugs(NSAIDs) andotherdrugs(e.g.ironpreparations) -H.pylori -Alcohol -Chemicals -Severephysiologicalstress(e.g.burns) -Bilereflux(e.g.followinggastricsurgery) -Viralinfections(e.g.cytomegalovirus—CMV). Chronicgastritis Chronicgastritisischronicinflammationofstomachassociated with mucosalinjury.Microscopically,there is an increase in inflammatorycellsinthelaminapropria. Causes:Commoncauseofchronicgastritisisduetoinfectionby Helicobacterpylori.Othercausesincludeautoimmunegastritis andlesscommoncausessuchasradiationinjury,chronicbile refluxandmechanicalinjury. Pepticulcer Definition:Peptic ulcer is defined as a chronic mucosal ulceration/defectthatpenetrates the muscularis mucosae.It usuallyaffectstheduodenum(duodenalulcer)orstomach(gastric ulcer). Pepticulcerdisease(PUD)isoneofthecomplicationsofchronic gastritis.ItismostoftenassociatedwithcolonizationwithH. pylori and H. pylori-induced chronic gastritis (with hyperchlorhydria),NSAIDs,orcigarettesmoking. ComplicationsofGastricUlcers Bleeding: Mostcommoncomplicationofpepticulcer.Chronic bloodlossmayleadtoirondeficiencyanemia. Perforation:Developsin~5%ofpatientsandisthemostcommon complicationofgastriculcer. Pyloricobstruction:Itissecondarytoeitheredemaorscarring. Developmentofcombinedulcers:Inthestomachandduodenum inthesamepatient. Gastricadenocarcinoma Adenocarcinomaisthemostcommonmalignancyofthestomach. Itcomprises~90%ofallgastriccancers. Riskfactorsofgastriccarcinoma A.Environmentalfactors 1.H.pyloriinfection. 2. Dietary/nutritional: Nitrites derived from nitrates (water preservedfood),smokedfoodsandexcessofsalt(salted,pickled vegetables,chilipeppers),anddeficiencyoffreshfruit,vegetables, vitaminsAandC,refrigeration 3.Low socioeconomicstatus:Low fatorproteinconsumption, highcomplexcarbohydrateconsumption B.Hostfactors/predisposingconditions 1.Chronic gastritis (especially atrophic gastritis),pernicious anemia. 2.Partialgastrectomy. 3.Gastricdysplasiaandadenomasmorethan2cm C.Geneticfactors BloodgroupA,familyhistoryofgastriccancer,familialgastric carcinomasyndrome.
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Bone tumors

Osteochondroma

- Osteochondroma (exostosis) is a most common benign cartilage-capped tumor, which attaches to the underlying bone by a stalk.

- Age group: Late adolescence and early adulthood.

- Sex: Men are affected three times more often than women.
Osteosarcoma
- Osteosarcoma (osteogenic sarcoma-OS) is the most common (20%) primary malignant bone tumor, excluding of myeloma and lymphoma.

Definition: Osteosarcoma is a highly malignant bone tumor characterized by formation of bone matrix or osteoid (unmineralized bone) by malignant tumor cells.
– Three-fourth occur in between 10 and 20 years age. 

-Sex: Affects boys more commonly than girls (2:1).
Giant-Cell Tumor

Definition: Giant-cell tumor (GCT synonym osteoclastoma) is characterized bymultinucleated osteoclast-type giant cells randomly and uniformlydistributed in abackground of mononuclear cells.

- Giant cell tumor is a relatively uncommon, locally aggressive and potentially malignant neoplasm.
- Age: Usually seen between 20 to 40 years. In elderly, it may besecondary to irradiation. 
- Sex: Slight predilection for women.

- Cell of origin: Primitive stromal cells.
Chondrosarcoma

Chondrosarcomas are malignant bone tumors characterized by the production of neoplastic cartilage.
-Age group: Usually around 40 years or older (fourth to sixth decades).

- Sex: Males are twice frequently affected than females (2:1).
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Cholecystitis
Cholecystitis or inflammation of the gallbladder may be acute, chronic, or acute superimposed on chronic. Though chroniccholecystitis is more common, acute cholecystitis is a surgicalemergency.
Acute cholecystitis

Acute cholecystitis is a acute diffuse inflammation of the gallbladder.. The condition usually begins with obstruction, followed by infection later.

Etiopathogenesis
 Based on the initiating mechanisms, acute cholecystitis occurs in two types of situations—acute calculousand acute acalculouscholecystitis.
-Acute calculous cholecystitis: In 90% of cases, acute cholecystitis is caused by obstruction in the neck of the gall bladderor in the cystic duct by a gallstone. Obstruction results in distension of the gallbladder followed byacute inflammation which is initially due to chemical irritation.Later, however, secondary bacterial infection, chiefl y by E. coliand Streptococcus faecalis.
-Acute acalculouscholecystitis:  The remaining 10% cases of acute cholecystitis do not contain gallstones. In such cases, avariety of causes have been assigned such as previous nonbiliarysurgery, multiple injuries, burns, recent childbirth, severesepsis, dehydration, and diabetesmellitus. Rare causes include primary bacterial infection likesalmonellosis and cholera and parasitic infestations.
Clinical features

The patients of acute cholecystitisof either type have similar clinical features. They present withsevere pain in the upper abdomen with features of peritonealirritation.
Chronic cholecystitis

Chronic cholecystitis is the commonest type of clinical gallbladder disease. There is almost constant association ofchronic cholecystitis with cholelithiasis.
Etiopathogenesis

 The association of chronic cholecystitis with mixed and combined gallstones is virtually always present. However, it is not known what initiates theinflammatory response in the gallbladder wall. Possibly,
supersaturation of the bile with cholesterol predisposes to both gallstone formation and inflammation. In some patients,repeated attacks of mild acute cholecystitis result in chroniccholecystitis.
Malignant tumors

Primary carcinoma of the gallbladder is more prevalent than other cancers of the extrahepatic biliary tract. Like cholelithiasisand cholecystitis, it is more frequent in women than in men (ratio 4:1) with a peak incidence in 7th decade of life. It mayremain undetec ted until the time it is widely spread and renderedinoperable.
Etiology

 A number of etiologic factors have been implicated.
1. Cholelithiasisand cholecystitis :- The most significant association of cancer of the gallbladder is with cholelithiasisand cholecystitis. Cholelithiasis and cholecystitis are present in about 75% cases of gallbladder cancer. 
2. Chemical carcinogens:-  A number of chemical carcinogens structurally similar to naturally-occurring bileacids have been considered to induce gallbladder cancer.These include methyl cholanthrene, various nitrosamines .
3. Genetic factors:-  There is higher incidence of cancer of the gallbladder in certain populations living in the samegeographic region suggesting a strong genetic component inthe disease. 
4. Miscellaneous:- Patients who have undergone previous surgery on the biliary tract have higher incidence of subsequentgallbladder cancer. Patients with inflammatory bowel disease (ulcerative colitis and Crohn’s disease) have high incidence ofgallbladder cancer.
Clinical features:- Carcinoma of the gallbadder is slow growing and causes symptoms late in the course of disease.
تقويم البرنامج
إن إبداء رأيك بتجرد ودقة من خلال هذا الاستبيان يشجعنا على اتخاذه أساساً للإجراءات التطويرية المستقبلية، فتفضل مشكوراً بملء حقوله وإرساله إلى مركز تنمية المهارات.
	م
	العبارة

أولاً : الحقيبة من حيث الشكل
	جيد
	متوسط
	ضعيف
	عند اختيار (ضعيف) يشار إلى موضع الخلل في هذه المساحة

	1
	عنوان الحقيبة
	●
	
	
	

	2
	تصميم الحقيبة
	●
	
	
	

	3
	طباعة الحقيبة 
	●
	
	
	

	4
	اللغة المستخدمة 
	●
	
	
	

	5
	الفهرسة
	●
	
	
	

	6
	تبويب المادة العلمية 
	●
	
	
	

	7
	الرسومات والجداول 
	●
	
	
	

	8
	إرشادات المستخدم
	●
	
	
	

	ثانياً : الحقيبة من حيث المحتوى

	1
	الأهداف ودقة صياغتها
	
	●
	
	

	2
	شموليتها للمفاهيم والمهارات 
	●
	
	
	

	3
	منطقية تسلسلها 
	●
	
	
	

	4
	مناسبتها لحاجة المدربين
	●
	
	
	

	5
	المادة العلمية وخلوها من الأخطاء 
	
	●
	
	

	6
	توثيق المادة العلمية 
	
	●
	
	

	7
	مدى تنوع النشاطات 
	●
	
	
	

	8
	مدى تحقيق النشاطات للأهداف 
	●
	
	
	

	9
	مناسبة أساليب التقويم 
	●
	
	
	

	10
	مدة تنفيذ البرنامج 
	●
	
	
	

	11
	كفاية المراجع
	●
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