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1- [bookmark: _Hlk189555731]Characters of O.6.U.  graduates:
2- Teaching strategy in O.6.U.
3- -Guide lines (why P.B.L. “Problem Based Learning”) (what the student & tutor will do this term) , (modules in this term & their general objectives)
4- Schedule for lectures , practicals , Early clinical exposure (ECE) , cases ( small group teaching) , (small group discussion ) , skill lab , & exams
5- Rubrics for grading assignments and presentations
6- Portfolio items
7- Cases with objectives  
8- 8- Tutor guide for the cases 
9- 9- N.A.R.S.
10- Blue prints
· [bookmark: _Hlk189555791]Characters of O.6.U.  graduates: 
1- Work to maintain normal health, provide primary health care and deal with common health problems in the society 
2- Be aware of the importance of a good doctor patient relationship and work to establish and maintain it. 
3- Follow rules of medical ethics. 
4- Show appropriate attitudes and professionalism. 
5- Demonstrate appropriate communication, clinical and practical skills. 
6- Be prepared for lifelong learning. 
7- Be able to engage in post- graduate and research studies. 
8- Acquire basic administrative capabilities 
 
[bookmark: _Hlk165138930]**  ملخص إستارتيجية التعليم والتعلم بالكلية** 
1.استراتيجية التعلم الذاتي: 
أسلوب من أساليب التعلم المتطورة التى تمكن الطالب من تحصيل المعارف والمها ارت معتمداً على
 قدارته الذاتية من مصادر التعلم المختلفة ، فيعلم نفسه بنفسه وفقاً لقدارته ولسرعته فى التعلم.  
2ـ استراتيجيه التعلم التفاعلي: 
تعتمد استراتيجية التعليم التفاعلي على إسلوب التفاعل بين الطالب والمحاضر والمادة العلمية ويمكن تطبيق هذا المفهوم من خلال عدة وسائل منها التعليم التعاوني والتعليم الإلكتروني. 
 أ- التعلم التعاوني: 
من خلال عمل الطلاب معا فى مجموعات صغيرة العدد للعمل على حل المشكلات أو د ارسة حالة والمشاركة فى حملات التوعية في تفاعل إيجابي متبادل يشعر فيه كل فرد أنه مسئول عن تعلمه وتعلم الاخر . 
ب-التعليم الالكتروني: 
وسيمة تدعم العملية التعليمية وتحولها من طور التلقين إلى طور الإبداع والتفاعل وتنمية المها ارت، حيث تعتمد عمى تطبيقات الحاسبات الإلكترونية وشبكات الإتصال والوسائط المتعددة في نقل
 المهاارت والمعارف وتضم تطبيقات عبر الموقع الالكترونى وغرف التدريس الإفتراضية. 
3ـ التدريب  
· التدريب الإكلينيكى  
· التدريب الميدانى   
· القوافل الطبية  
· التدريب الصيفى بالمستشفى 
· التدريب بمركز التدريب الطبى المستمر ووحدة الابحاث الطبية المتقدمة 
· التدريب بالمستشفيات بالخارج 






 **اساليب وطرق التعليم والتعلم 
	 أساليب أخرى لمتدريس التفاعمى 
	لاساليب الغير تقميدية 
	الاساليب التقميدية 

	البحوث  وتقديم العروض العملية 
) انشطة اخرى: المشاركة فى القوافل الطبية وحملات التوعية( 
	حل المشكلات 
	المحاضرات باستخدام الداتا شو  

	
	
	& Tutorial السيمينا ارت

	الرسومات التوضيحية  وعمل بوسترات للابحاث
	نماذج ومحاكاة 
	الدروس المعملية والإكمينيكية 
) مستشفى الكلية ـ مستشفى طب القصر العينى 
الكس 
ترابيزة سكترا 
التعليم باستخدام الحالات 
التعليم التكاملي التفاعلي

	
	 Skill lab مشاهدة
	

	التعلم الالكتروني  
	لعب الادوار 
	

	الزيا ارت الميدانية )الوحدات الصحية – المصل واللقاح – المحرقة بالمستشفى – وحدة التعقيم( 
	د راسة الحالة  
	

	التدريب الصيفى بمستشفى الجامعة وبالخارج  
	المناقشة فى مجموعات صغيرة 
	


وللتأكد من تحقيق مخرجات التعلم المستهدفة:ـ 
يتم تقييم مستوى الطلاب بطرق متعددة تشمل: 
· الامتحانات الدورية 
· الامتحانات التحريرية  
· حل المشكلات ودراسة الحالة 
· الامتحانات العممية والاكلينيكية  وتطبيق نظام) OSPE - OSCE 
 
 	 	 	 عميد الكلية  	 	 	      أ.د/احمد نورالدين 
 



 
· PBL Philosophy: 
In a world where available information is growing exponentially, we believe that the most important thing a student needs to know is how to learn. So the main learning goals of the PBL are a framework for looking at concepts, skills, and abilities and help guide the creation of personalized student curriculum. PBL offers unique environments where students can flourish as individuals within a community of learners.  
· PBL Process: 
The core of the PBL process is the tutorials that will be held once weekly beside the practical sessions and the interactive lectures. In each tutorial there will be a case scenario that is delivered to the students, where they collaborate together through the seven jumps process to point out the possible problems present in the case and to find out the intended learning objectives need to be known through this case. In the second tutorial, they will discuss the objectives of the case after self study, and a new case will be delivered. In PBL process the role for lectures aim at clarification of  complicated areas of information or to integrate different areas of information. Practical sessions and clinical skill lab are included as educational activities in BPL. They act as tools for the students to gain the needed psychomotor skills and to attain the professional attitude and behavior. 
· Student role: 
-The student is the center of the learning process in PBL. Students will depend on themselves in finding out the learning objectives by brain storming in the case study session. Then they will go home and study and search in the texts or hand outs for the information of the objectives they got. Then the following session they should try to present the information they gazered and summarized to their students in an easy palatable way. In BPL the students have to work hard, prepare themselves well for every tutorial group meeting, collaborate with their colleagues and practice team work. They also will have their reflection about the process, their colleagues and the tutor. 
 
· Tutors role: 
· The tutor will work as a facilitator more than traditional teacher who delivers all the information to the students. Tutors role is to stimulate and motivate the students to learn and to search for the information and knowledge. During the case they will guide the students and redirect them towards the intended learning objectives. The tutors share in the assessment process. Moreover, he share with the students  the responsibility of setting the roles of the tutorial session. 
· Tutor will divide the students into groups to work with each other. 
· The tutor will receive guide information for the objectives in each case from the departments at least one week before the case is to be discussed, he should read them and then in the discussion of the case he should see if the students had fulfilled all the needed items so as to approve their work or they need to search more for certain items and get them so as to complete their work completely or they got more or un needed items they should discard them. By the end of the cases of the module students will have their hand out covering all items needed in the objectives they searched for  
· All staff members should have their official mails done by the beginning of the academic year so as good communication may be applicable and to facilitate uploading of their lectures every Wednesday of each week 
· In each session one of the students will be the reader (the one who reads the case) and another one will be the writer (the one who writes the objectives on the board after brain storming of the students with the tutor and collect them after that) 
· In session ( 1 )  
· One case will be red by the students  
· They make brain storming with each other and with the tutor to reach the objectives the case is talking about. They will go home to search for them and make presentation about them the coming session according to rubrics given in this guide. 
· Weeks for reading of the cases and discussion of the objectives are written above each case.  
· The presentation have certain rubrics the tutor try that the students should stick more and more to them each time they make the presentation 
· STUDENTS SHOULD ATTEND THE CLINICAL DISCUSSION OF THE CASE 
· At the end of each module there will be
· A Task mark given by one of the departments included in the module 
· A portfolio mark given for the cases sessions according to :
· Performing the needed tasks and have them done and  uploaded 
· The attendance in the case sessions and the clinical case discussion 
· The presentation they showed along the module and their share in the discussions and preparation of the work needed (see professional behavior sheet included)  
· The assignment they will be given which includes presentation and they should comply completely to the presentation and assignment rubrics (included in the guide) 
· (the mark is given by the tutor and program heads 
· After the students finish the presentation in each session they will read the following case and brain storm to get the objectives that they will go home to prepare them as presentation in the coming case  session and so on all the  sessions  
· If the case is long its presentation by the students may take two weeks not one week to ensure that the students presented the objectives in the case in a good way 
· All students are to make their Emails in the first week and try to enter the learning management system on the moodle (https://med@o6u.edu.eg/moodle) so as to be able to have the on line information uploaded weekly and lectures , videos and on line formative exams as well as the grades  
 
 


oring Rubric for Presentations:   
	Category 
	Scoring Criteria 
	Total Points 
	Score 

	Organization (15 %) 
	Were the main ideas presented in a clear manner? 
	5 
	 

	
	Information is presented in a logical sequence. 
	5 
	 

	
	Presentation appropriately cites requisite number of references. 
	5 
	 

	Content (45 %) 
	· The Introduction is attention-getting,   
· It lays out the problem well,  
· It establishes a framework for the rest of the presentation. 
	5 
	 

	
	Technical terms are well-defined in language that is appropriate for the target audience. 
	5 
	 

	
	The Presentation contains accurate information. 
	10 
	 

	
	The material included is relevant to the overall message/purpose. 
	10 
	 

	
	Appropriate amount of material is prepared, and the points made reflect well their relative importance. 
	10 
	 

	
	There is an obvious conclusion summarizing the presentation. 
	5 
	 

	Presentation (40 %) 
	Speaker maintains good eye contact with the audience and is appropriately animated (e.g., gestures, moving around, etc.). 
	5 
	 

	
	Speaker uses a clear, audible voice. 
	5 
	 

	
	Delivery is poised, controlled, and smooth. 
	5 
	 

	
	Good language skills and pronunciation are used. 
	5 
	 

	
	Visual aids are well prepared, informative, effective, and not distracting. 
	5 
	 

	
	Length of presentation is within the assigned time limits. 
	5 
	 

	
	Information was well communicated. 
	10 
	 

	Score % 
	Total Points 
	100% 
	 


 
 





Professional Behavior of student in the case checklist  

Students Name: ....................................            
Date: ......................................................         End of module (Summative): ........................... Module title: ..................................................................... Student’s Signature :............................         Tutor’s Name:.....................................................  
 
	Criteria 
	
	Scale:  
	
	Comments 

	
	
	1 and 2 is unsatisfactory, 
3, 4 and 5 is satisfactory performance 
	
	

	Preparation: 
Is well prepared with relevant information, uses a variety of references and summarizes key points 
	1           2            3            4           5 
	   
	 

	Critical thinking:
	 
Identifies problem, analyzes problem, 
 
	
	
	
	 

	suggests possible reasons for the problem, helps group to formulate 
learning objectives  
	
	
	
	
	

	
	
	
	1           2            3            4           5 
	   
	

	Participation:
	 
ks on turn and 
 
	
	
	
	 

	Participates actively,  tal listens attentively to others
	
	
	1           2            3            4           5 
	
	

	Communication Skill  &  Group Skills: 
	
	
	
	 

	Respects tutor and colleagues, communicates well uses appropriate language, accepts feedback and responds appropriately.  
 
Contributes to group learning, shares information with others, demonstrates sensitivity to views and feeling of others, takes on assigned tasks willingly 
	
	
	
	

	
	
	1           2            3            4           5 
	   
	

	Presentation  skills: 
Presents the information relevant to the learning objectivse of the case, explains clearly the reasoning process with regard to solving the problem 
	
	
	 

	
	1           2            3            4           5 
	   
	

	 
	
	
	SATISFACTORY  
	
	UNSATISFACTORY 


 


Steps to register on the Moodle
e-learning website for Faculty of Medicine 




How to enroll yourself in the Module ( Learning mangment system L.M.S. )?
1-Write the given link in the URL      (    /http://41.33.84.195/moodle/       )
2-Write your ID in the user name and write it again in the password
3-press login
4-password of any module (  o6u    ) 

[bookmark: _Hlk189579159]-The students portfolio (October 6 university - faculty of medicine - 2024 - 2025): 
· [bookmark: _Hlk189556062]Portfolio will be formed and submitted electronically 
· [bookmark: _Hlk165139523]Students should form the tasks needed and collect the presentations the group will  do along the sessions of the cases and put them in the binder of the portfolio, with the cases , CV and the needed assignments , prochures , or links for the channels as will be announced
 
-Students should attend the clinical discussion case that will be held with the members of the departments sharing in the module
 
· Any community medical work the student completed under supervision of a staff presenting the followings: 
· Name of staff & position 
· Date  
· Site  
· Results  
· ObstacleS 
· Conferences attended by him if present  
· Visits done to clinical departments to see relevant experiments if present. 
· PORTFOLIO SHOULD BE SUBMITTED IN FULL BY FIRST WEEK OF MAY. 
· Portfolio scoring (Rubrics for evaluating portfolios): 
· Each student should be rated as one of the followings : 
· Out standing & he will be given 95% to 100% of the portfolio mark 
· Acceptable & he will be given 70% to 75% of the portfolio mark  
· Marginal & he will be given 60% to 65% of the portfolio mark  
· Unacceptable & he will be given less than 60% of the portfolio mark  
 
Schedule available separately 





 
 
	OSPE
	END MODULE
	CONTNUOUS ASSESSMENT (portfolio )
	MID MODULE
	Third YEAR

	30 marks total 
-slides electronic and practical

	40 marks total
30 MCQ
10 SAQs electronic
	10 marks total

	20 marks electronic
	MED 100

	23 marks total 
-slides electronic and practical
	30 marks total
20 MCQ
10 SAQs electronic
	7 marks total

	15 marks electronic
	ENT 75

	45 marks total 
-slides electronic and practical

	60 marks total
50 MCQ
10 SAQs electronic
	15 marks total

	30 marks electronic
	Surgery 150

	30 marks total 
-slides electronic and practical

	40 marks total
30 MCQ
10 SAQs electronic
	10
	20
	Opthalmology 100







Portfolio tasks and blue prints: 

 ENT blue print 

The blue print for the module  ENT (Code 308)

	Topics
	CH
	 
Weight
	Total Marks
Midterm MCQ, Final MCQ+ SAQ
	No of MCQs in mid term exam
(1 mark)
	No of MCQs in END of term exam
	No of SAQ in END of term exam

	Anatomy of external ,middle ,inner ear
Anatomy of nose and sinuses
Anatomy of pharynx and larynx
	3
	
6.6%

	4
	2

	2
	


	Histology of external  middle ,inner ear
Histology of  Nose and paranasal sinus  
Histology of pharynx and larynx  
	3
	6.6%
	4
	2

	2
	

	Physiology of external and middle and inner ear
Physiology of nose and sinuses
Physiology of swallowing 
	3
	6.6%
	4
	2

	2
	


	Pathology of external ,middle ,inner ear 
Pathology of Nose and paranasal sinus
Pathology of pharynx and larynx  
	4
	8.8%
	7
	3

	4
	


	Microbiology of external  middle ,inner ear 
Microbiology of nose and sinuses
Microbiology of pharynx and larynx  
	3
	6.6%
	4
	2

	2
	

	Diseases of Ear external, middle, and inner ear 
	6
	13.3%
	12 
	4

	3
	
1  (5 marks)

	Diseases of Nose and paranasal sinus  
	6
	13.3%
	12
	
6
	6
	

	Diseases of pharynx and larynx
	6
	13.3%
	12
	
	7
 
	
1  (5 marks)

	 Diseases of trachea
	3
	6.6%


	
4
	



	4


	


	Diseases of oseophagus

	3
	6.6%
	4
	

	4
	


	History and investigations of ear, nose, and throat
	2
	5.1%
	6
	4
	2
	

	 Emergencies in ENT
	3
	6.6%
	4
	2
	2
	

	Total 
	45
	100%
	67+2 SAQ
	27
	40
	2= 10 marks





 
 

 
Cases 

Cases for the Third year students ( second term ) :  
 
  
Hit by an axe: ( pathology , pharmacology , surgery , microbiology , pharmacology ) 

Amgad is a 35 years old farmer whom his leg was hit by an axe. A relative of him cleaned the wound with clean water then badaged the whole limb. He went home and next morning he started irrigating his land. He felt pain in his leg which increased the following days and it became red , swollen around the wound region, and his walking using it became very difficult.  
 
[image: ] 
 
After few days Amgad temperature began to rise , and reached 38 degrees. His brother Akram took him to the hospital where the surgeon said that the wound was  very deep , oozing and infected with spreading cellulitis and that he can not suture the skin immediately. The surgeon referred him to the wound dressing room, where his wound was irrigated  with normal saline, and all foreign bodies were removed.  
The surgeon ordered an X- ray to be done to  Amgad and gave him antibiotic Amoxicillin to be taken daily every 8 hours for two weeks. The doctor excluded tetanus infection. 
[image: ] 
 
Objective 1 
-Do you think the  1st aid management of the wound was right and efficient ? (surgerypathology ) 
 
-What is the standard management in these situations ? ( surgery – pathology  ) 
 
-Why did the doctor ask for a plan X ray ? ( radiology – surgery ) 
 
-Should we consider Tetanus prophylaxis in this patient ? ( microbiology , surgery ) 
 
-Discuss the antibiotic amoxicillin and its major side effects ( pharmacology ) 
 
-Discuss types of wounds ( surgery) 
 
After two weeks Unfortunately, Amgad was not doing well, he was still feverish, the wound was still oozing with erythema of the skin around and evident tenderness. He seemed not to be responding to the treatment. The doctor suspected bone infection. 
 
Objective 2:
-what are the possible explanation for the wound not to be responding to the management given by the doctor ? (surgery - pathology ) 
 
-Why the doctor suspected  bone infection? How  you think infection reached the bone? 
Could we confirm it by any investigation? ( pathology – surgery – radiology ) 
 
-Can plane X ray help in diagnosis? ( radiology – surgery ) 
 
-Mention the general principles for prescribing antibiotic in acute osteomyelitis ( pharmacology , pathology ) 
 
Along the following few weeks Amgad pain never disappeared , his limp became more evident. He began to use crutches , abnormal swelling appeared at the site of trauma , and skin overlying appeared unhealthy. He visited his surgeon who ordered another plane x- ray to him. 
[image: ] 
Skin appearence 
[image: ] 
Plain x ray 
Objective 3:  
-What are the  clinical signs apparent on the skin ? ( pathology ) 
 
-What are the  Radiological findings in the X ray? ( radiology ) 
 
The surgeon said that Amgad developed chronic osteomyelitis.and ordered him culture and sestivity test to prescribe him the proper antibiotic. 
 
Objective 5 :
-What are the characteristic microbiology features of chronic osteomyelitis? (microbiology ) 
-why di Amgad developed osteomyelitis ? ( pathology ) 
[image: ] 
 
bacteriological tests revealed mixed growth of two organisms. The report described the first organism as “MERSA”. Subculture and the second organism was shown in the above picture. 
 
Objective 6 :
-Considering the bacteriological growth, what are the antibiotics that should be included in the antibiotic sensitivity test? ( microbiology , pharmacology ) 
 
Few months later Amgad both feet and legs showed soft pitting edema. His serum albumen was 1.6 gm/dl.  
 
Objective 7 : 
-What is the new condition Amgad developed ? ( pathology ) 
 
Case 2: 
Ahmed is a third year student in the O6U. he is in his case session and introducing the assignment  made by his group about cleft lip and palate. They made the assignment according to the rubrics. 
· Cleft lip and/or palate (CL/P)  represents the most common of the congenital facial anomalies, making up approximately 65% of all craniofacial malformations. 
· The incidence of CL/P is approximately 1 in every 500-2,000 live births, varying according to geographic location, and  race.  
· 70% of the affected individuals develop non-syndromic CL/P, in other words, without association with other malformations and without behavioral and/or cognitive changes.  
· The remaining 30% are associated with Mendelian disorders (dominant autosomal, recessive autosomal or x-linked), chromosomal, teratogenic or sporadic conditions which include multiple congenital defects. 
· Even being a common congenital defect, CL/P etiopathogeny is still uncertain. This is mostly a reflex of the complexity and diversity of the molecular mechanisms involved in embryogenesis, with the participation of multiple genes and the influence of environmental factors.  
· It is widely accepted that CL/P has a multifactorial etiology, with genetic and environmental components. Among the environment risk factors for CL/P are: 
1-maternal diet and vitamin supplements,  
2-alcohol ingestion, smoking,  
3-the use of anti-seizure medication in the first quarter of gestation  4- maternal age 
· Clinically speaking, CL/P is classified in four groups based on its location in relation to the incisive foramen, as follows:  
A-pre-foramen clefts, or simply: labial fissures (LF),  
B-post-foramen fissures (PF),  
C-trans-foramen fissures or lip-palate fissures (LPF),  D-rarely facial fissures 
· It is difficult to describe and to distinguish between the varied forms of presentation of these malformations.  
[image: ] 
[image: ] 
 
 
[image: ] 
 
Objective 1: 
-Discuss the embryologic development of the lip and palate ( embryology ) 
-Discuss the repaire of cleft lip and palate ( surgery ) 
 
Tutor guide surgery : 
Tutor guide  
-Comment on the 1st aid management of the wound done first. What is the standard management in a these situations ? 
· As the wound was deep. It should have been managed in the hospital at first place.  
· For deep wounds contaminated with soil we should consider gram positive spores beside inoculation with staph organisms.  
· Wounds should be thoroughly irrigated with sterile physiological solution (Normal saline) to insure removal of ALL foreign bodies. 
· Any unhealthy tissue should be surgically removed. 
· Proper surgical debridement and irrigation + antibiotics against gram +ve cocci and garm +ve rods are enough. 
· NO NEED FOR ANTI GAS GANGREEN.  
· ANTI TETANIC SERUM and Tetanus immunization are given for Tetanus prone wounds} 
-Why did the doctor ask for a plan X ray? 
· The wound is deep and is related to the underlying chin of tibia which is anatomically just beneath the skin & subcutaneous tissue. The X ray will identify any underlying bone fracture. 
· The wound was infected [possible bacterial inflammation] (red, swollen painful, and oozing). It is logic not to suture an apparently infected wound.  
· Infected wounds need frequent dressing and antibiotics. We should choose the antibiotic to cover the expected contaminant bacteria. These are predominantly “staph”. Amixacillin is not an ideal choice. A field wound contaminated with soil is potentially contaminated with spore forming gram +ve bacilli. Clostridia are sensitive to penicillin. 
-Should we consider Tetanus prophylaxis in this patient? WHO Protocol: Management of tetanus-prone wounds  
1. Wounds are considered to be tetanus-prone if they are sustained either more than 6 hours before surgical treatment of the wound or at any interval after injury and show one or more of the following: a puncture-type wound, a significant degree of devitalized tissue, clinical evidence of sepsis, contamination with soil/manure likely to contain tetanus organisms, burns, frostbite, and high velocity missile injuries.  
2. For patients with tetanus-prone injuries, WHO recommends TT or Td and TIG.  
3. When tetanus vaccine and tetanus immunoglobulin are administered at the same time, they should be administered using separate syringes and separates sites. - What is the possible explanation for not responding to the treatment ?  - Antibiotic not covering the spectrum of the contaminating organisms 
· The possible presence of a foreign body in the wound if wound irrigation & debridement was not enough  
· If the underlying periosteum is injured and infection directly spread to the underlying bone (acute osteomyelitis) , the treatment duration should be for 6 weeks with a broad spectrum antibiotic.  
 
· Why  the doctor suspected  bone infection? How do you think infection reached the bone? Could we confirm it by any investigation? 
Clinical suspicion, deep wound with proximity to bone, x ray showing fractured bone with an opened wound (compound fracture). Yet even if the bone is not fractured, injury to the periosteum can invite infection into the bone. In this case, infection can reach the bone directly. Hematogenous spread is a rather remote possibility -Would a plane X ray help in diagnosis?  
Acute osteomyelitis is suspected and managed on clinical criteria. X ray is usually normal at this stage   
  
· What are the general principles for prescribing antibiotic with acute osteomyelitis ? 
· The causative organism is usually Staphylococcus aureus, so the antibiotic spectrum should cover it 
· Bioavailability of the drug should be considered 
· The treatment duration should be for 6 weeks at least. It should start by an injectable antibiotic for the 1st two weeks follower by oral antibiotic for another 4 weeks 
· The long duration of treatment is related to the poor bone blood supply 
 
 
  

-What are the clinical signs apparent in the picture of skin ? 
Thick pus discharging from skin openings (multiple sinuses) with limb swelling  - What are the characteristic Radiological findings in the X ray? Bone destruction with new bone formation. sequestrum -Why did Amgad developed chronic osteomyelitis? 
(Pathology of chronic osteomyelitis) 
· Why is C&S essential? What are the characteristic microbiology features of chronic osteomyelitis? 
Chronic osteomyelitis is usually poly-microbial. Because of the infection chronicity and expected frequent use of antibiotics, infection with resistant strains is the usual 
(MERSA, ESBL). Long term antibiotic therapy is the rule 
Because of bone vascularity (particularly the sequestrum), excision of the chronically infected and destroyed bone is essential to eradicate infection 
The bacteriological tests revealed mixed growth of two organisms, the report describes the 1st organism as “MERSA”. Subculture for the 2nd organism is shown in this picture 
[image: ] 
-Considering the bacteriological growth, what are the antibiotics that should be included in the antibiotic sensitivity test? 
Anti MERSA & anti pseudomonas antibiotics - What did Amgad developed at the end ?  Amyloidosis of the kidneys 
 
 
Cases for the module ENT 

Case 1 
Epistaxis (Bleeding per nose) 
Objectives  
· To take history 
· To define causes 
· To learn first aid 
· To Describe management 
 
Case 2  
Deafness  
Objectives  
· To take history 
· To define causes 
· To explain causes 
· To learn Tuning Fork tests 
· To Describe management 
 
Case 3 
Stridor (difficult noisy breathing) 
Objectives  
· To take history 
· To define causes 
· To learn first aid 
· To Describe management Tutor guide of module ENT : 
 Case 1: Epistaxis (Bleeding per nose)  Causes of epistaxis: 
 Local causes 
1. Idiopathic: 90% from Little's area.
2. Traumatic: FB, fractures nasal bones and skull base, after nose surgery.
3. Inflammatory: Acute and chronic rhinitis. 
4. Neoplastic: Benign and malignant tumours of nose, sinuses and nasopharynx  (nasopharyngeal fibroma and carcinoma).
5. Deviated nasal septum: congestion from angulations. 
 General causes: 
1. Hypertension: commonest cause in elderly (anterior ethmoidal artery). 
2. High venous pressure: cardiac and pulmonary diseases. 
3. Blood diseases: Purpura, leukaemia, haemophilia. 
4. Vitamin deficiency: vitamin C (scurvy) and vitamin K (liver diseases).
5. Drugs: Anticoagulants, salicylates. 
 Site of bleeding:
1. Little's area: The site of 90% of cases of epistaxis.
2. Above the middle turbinate in cases of hypertension.
 Management of epistaxis: 
1. First aid stop the bleeding:
 -Place the patient in the sitting position (decrease venous congestion).
-Put a piece of cotton soaked in adrenaline or nasal vasoconstrictive drops in the  nose and compress the nose from outside.
 -Cold compresses may be applied to cause reflex vasoconstriction.
2. Nasal packs:
-Anterior nasal pack: A50 cm Vaseline gauze is packed into the nose in layers from below upwards and removed after 24-48 hours. Recently Merocel packs 
 are used because of its easy insertion in the nose.
-Posterior nasal pack: Indicated when, the anterior nasal pack fails or the  bleeding is coming from a posteriorly placed lesion.  3. Cautery of the bleeding vessel: by  - Electric cautery. 
 - Chemical cautary: 50% silver nitrate sticks or crystals of chromic acid. 
 4. Surgical treatment: when cautery or packs fail or epistaxis is severe.  a) Arterial ligation: of
 -Endoscopic sphenopalatine artery ligation. 
 -Maxillary artery in pterygopalatine fossa through maxillary sinus. 
 -Ligation of the external carotid artery. 
 b) Submucous resection of severe deviated septum.  General treatment:
 -Control hypertension, give coagulants drugs and vitamin K.
 -Blood transfusion in severe cases.
 -Treatment of the cause.
 Investigations of epistaxis:
 - Blood picture: for
a) Haemoglobin for anaemia.
b) White cell count for leukemias.
c) Platelets for purpura.
d) Bleeding coagulation and prothrombin times.  Case 2: Deafness 
 Types: 
 -Conductive deafness. (CHL)
 -Perceptive deafness (Sensorineural Hearing Loss) (SNHL).
 -Mixed (conductive and perceptive deafness). 
 -Functional (psychogenic and malingering) deafness.  
 
 CONDUCTIVE DEAFNESS 
 Conductive deafness is caused by diseases of the external or middle ear.  A) External ear: 
1. Congenital: Atresia. 
2. Wax: Accumulation (commonest cause)
3. Foreign body: Impaction. 
4. Inflammatory: Otitis externa, big furuncle and fungal mass. 
5. Neoplastic: Exostosis and carcinoma.  B) Middle ear: 
 A) Drum: Perforation and adhesions. 
b) Trauma: - Haemotympanum (fracture base), Otitic barotraumas 
c) Inflammatory: acute and chronic suppurative otitis media 
    - Non-suppurative otitis media (secretory and adhesive otitis media).  d) Neoplastic: Glomus jugulare and carcinoma.  -Ossicles: 
a) Congenital: Absence or fixation. 
b) Trauma: Dislocation. 
c) Inflammation: Necrosis or adhesions. 
d) Otosclerosis.  -Eustachian tube: 
a) Inflammation: salpingitis. 
b) Allergy: Causing edema. 
c) Mechanical obstruction: by adenoids or nasopharyngeal tumours. 
 
 Management of frequent causes of conductive deafness:
 -Ear wax: Ear wash.
 -Secretory otitis media: Myringotomy and insertion of Grommet tubes.
 -Chronic otitis media: Tympanoplasty.
 -Otosclerosis: Stapedectomy.
 
 
 
 PERCEPTIVE (SENSORINEURAL) DEAFNESS
Sensorineural hearing loss is caused by diseases of the inner ear, cochlear  nerve or brain.
 A. Cochlear lesions:
 1- Congenital: 
a) Genetic: Consanguinity (marriage of relatives).
b) Prenatal: German measles affecting the mother during the first trimester of 
 pregnancy and intake of ototoxic drugs.  c) Natal: Birth injury or anoxia.
 d) Post-natal: Kernicterus (Rh incompatibility).  2- Trauma:
a) Head injuries: Fracture skull base.
b) Acoustic trauma: acute as blasts or chronic as in factories due to long 
 exposure to loud noise.  3- Inflammatory: (labyrinthitis)
a) Viral: Measles, mumps and influenza.
b) Bacterial: Meningitis, typhoid, tuberculosis, syphilis and complications of 
 chronic suppurative otitis media.
 4- Toxic: (ototoxicity)
a) Endogenous: Diabetes mellitus, uraemia and hypothyroidism.
b) Exogenous: Streptomycin, neomycin, kanamycin and quinine. 5- Vascular:
 Spasm, hemorrhage or thrombosis of the internal auditory artery.  6- Miscellaneous:
1. Senile deafness (Presbycusis) is the most common cause of SNHL in adults. 
2. Menière’s disease and cochlear otosclerosis B. Cochlear nerve lesions:
 Tumours: acoustic neuroma.  C. Brain lesions:
1- Vascular: vertebrobasilar insufficiency. 
2- Tumours.
3- Multiple sclerosis. 
4- Epilepsy.
 
 
 
 Auditory rehabilitation  Hearing aids
 It is indicated when medical or surgical treatment fails to regain hearing.
 Principle:
 -A microphone: collects sounds and transfers it to electric signals. 
 -Amplifier: amplify electric signals.
 -Receiver: transfers the amplified signals to acoustic signals.
 -Styles: behind the ear, all in ear canal, pocket and eye glass hearing aid.
 
 Cochlear implant
It is a surgically implanted electronic device coupled to external component to  stimulate the auditory nerve.
It is indicated in cases of bilateral total sensory loss (cochlear) and the auditory  nerve should be intact.
 The device is composed of:
-External part: outside the skull (microphone, speech processor and transmitting  coil).
-Internal part: the receiver is placed surgically beneath the scalp in the postauricular area over the mastoid and the electrode is internally implanted in the 
 scala tympani through the round window to directly stimulate neural fibres.  
 Selection of patients:
-Post-lingual deafness: deafness occurred after completion of speech development. These patients can return to hearing world after cochlear 
 implantation.
-Pre-lingual deafness: deafness occurred prior to speech development. These  patients will not get the same benefit as post-lingual ones.
 
 
 
 
 
 
 
 Case 3: Stridor (difficult noisy breathing)
It is difficult noisy breathing due to partial obstruction of the airway (larynx,  trachea or bronchi).
Dyspnea: Difficulty in breathing, often associated with lung or heart disease and  resulting in shortness of breath.
 Types of stridor:
-Inspiratory stridor: indicates obstruction at the level of the larynx (glottic and  supraglottic area), it is high pitched.
-Expiratory stridor: indicates bronchial obstruction as in bronchial asthma or  foreign body in a bronchus.
-Biphasic stridor (inspiratory and expiratory): indicates subglottic or tracheal  obstruction: malignant thyroid, lymphadenopathy, mediastinal tumours.
 Causes of laryngeal obstruction (Stridor): 
1. Congenital: Laryngomalacia, glottic web. 
2. Traumatic: Foreign body, chemical, operative. 
3. Inflammatory: 
a) Acute laryngitis in children, acute epiglottis and diphtheria. 
b) Chronic specific laryngitis: scleroma, syphilis and T.B. 
4. Neoplastic: Multiple papilloma in children, Malignancy in adults.
5. Allergic: Laryngeal edema.
 6 - Neuromuscular: Bilateral abductor paralysis. 
 Causes of stridor in infancy and childhood: 
 1. Congenital: Laryngomalacia,, glottic web and vocal folds paralysis.
2- Inflammatory: Acute non specific laryngitis in children. 
                                Acute epiglottitis and diphtheria.   
3- Traumatic : F.B. inhalation    4- Neoplastic : Multiple papilloma.   
5-Laryngismus stridulus : It is apyrexial laryngeal spasm causing stridor in children at night. The child is free by the day. It is common in ill health and malnourished children. Treatment: good diet, vitamins and minerals (vitamin D 
 and calcium).
 
 Symptoms of laryngeal obstruction: 
1. Dyspnea is at first present on exertion then at rest. 
2. Stridor is at first inspiratory and on exertion. Later it becomes inspiratory and  expiratory. 
3. Tachypnea (rapid breathing). 
4. Nervousness and irritability. 
 Signs of laryngeal obstruction: 
1. Cyanosis and congestion of the neck veins. 
2. Recession of the suprasternal, supraclavicular and intercostal spaces. 
3. Tachycardia (rapid pulse). 
4. Contraction of the accessory muscles of respiration. 
 
 TRACHEOSTOMY
 It is a surgical opening in the anterior wall of the cervical trachea. 
 Indications of tracheostomy: 
1. Upper respiratory tract obstruction: 
  All causes of stridor (see before).  
2. Lower respiratory tract obstruction (lower trachea, lungs and bronchi): Wet lung syndrome: This occurs in conditions inhibiting the cough reflex, causing retained secretions inside the alveoli and impairment of the exchange of gases leading to hypoxia and hypercapnea. The patient will be drowned in his 
 own secretions. Causes of wet lung syndrome: Prolonged coma  3. Pre-operative: 
 -Before major head and neck surgeries to prevent blood inhalation. 
 Value of tracheostomy:
1- To bypass obstruction of the upper airway.
2- To aspirate the accumulated secretions as in wet lung syndrome.
 Time of tracheostomy:
 -Urgent:  if there is respiratory obstruction.
 -Elective:  if respiratory obstruction is anticipated e.g. preoperative.
 
 
 
 Post-operative care:
1- The patient should be semi-sitting to allow for cough.
2- Ensure patency of the tube. 
3- Frequent suction of secretions to prevent blocking of the tube.
4- Decannulation after the indication for tracheostomy is treated. 
5-The tracheostomy is permanent in case of total laryngectomy or inoperable  cancer larynx
 Complications of tracheostomy:
 1- Shock: 
          Anaphylactic shock from local anaesthesia.
 2. Haemorrhage: 
a) Primary: anterior jugular vein, thyroid isthmus or innominate vein in 
 children. 
b) Reactionary (during the first 24 hours):  The wound should be reopened and 
 the bleeding vessels are ligated. 
c) Secondary haemorrhage. After one week due to infection.
 3. Injury of: 
a) Blood vessels e.g  innomonate vein.  
b) Pleura, especially in low tracheostomy leading to pneumothorax. 
c) Oesophagus: Causing tracheo-oesophageal fistula. 
d) Cricoid cartilage: high tracheostomy causes perichondritis of the cricoid 
 cartilage and later subglottic stenosis. 
  4. Pulmonary complications: 
a) Apnea: Arrest of respiration due to sudden wash of CO2 which was acting as 
 stimulus for the respiration due to long standing obstruction. 
 Treatment: Close the opening for a short time to allow accumulation of CO2.
b) Pulmonary edema: Due to sudden release of pressure inside the lungs and 
 exudation from the capillaries. It causes noisy respiration, and cyanosis. 
 Treatment:  Respiratory and cardiac stimulants. 
c) Pneumothorax: Due to injury of the apex of the pleura especially in children 
 and low tracheostomy.. 
 Treatment: Chest tube attached to an underwater seal. 
d) Surgical emphysema: Of the neck due to air leakage around a small tube, wide tracheal opening or tight skin sutures during inspiration. It may extend to 
 the mediastinum. 
Treatment: Re-open the wound to allow air out and change tube with a larger  one. 
 5. Infection: 
a) Wound infection.
b) Chest infection.  6. Tube problems: 
a) Slipped, blocked tube may cause respiratory obstruction.
b) Long curved tube causes injury of the oesophagus (fistula).
c) Subglottic stenosis after high tracheostomy. 
 
 
 
Ophthalmology cases  

DIABETES CASES SCENARIO
Cases for the module opthalmology, internal medicine, forensic, community
- Case 1: ophthalmology module 
Diabetes mellitus
(Red in week 1 and discussed in weeks 2,3,)
· A 25-year-old female patient presented to the ophthalmologist with blurred vision of three weeks duration.
· On careful questioning , the patient informed the ophthalmologist that before the start of her complaint she was waking up at night at least six times for urination, in addition she noticed that she lost weight of about ten kilograms during the past month in spite of her good appetite.
· The ophthalmologist ordered a blood sugar test and the result came of 400 mg/dl.
· She was referred to an internist who started insulin treatment for her.
· The patient asked the internist about how common diabetes in Egypt is, he replied that the prevalence of diabetes in Egypt is about 11% and that Egypt ranks as the seventh in the top ten countries with the highest prevalence of diabetes.
- Objectives:
- Define catract, causes, manifestation, & treatment (opthalmology)
- Discuss diabetes as regards its causes, symptoms, signs, and treatment 
(internal medicine)
- Discuss the prevelance of diabetes in egypt (community ) 

Tutor guide:

Guide information : 
Discuss the prevelance of diabetes in egypt (community )
Prevalence of diabetes in egypt 
Prevalence of eye complication among diabetes
Ways of control of diabetes
Nutrition tips for diabetes
In occurance of complication what are the tips needed for ensure the patient will be controlled 
What are the kind of information given to patient whether curative or preventive 
Giving information to patient and family 
Ways to deliver this information counselling or in lecture or guidedbooklets



Define catract, causes, manifestation, & treatment (opthalmology)


Objective- Discuss diabetes as regards its causes, symptoms, signs, and treatment (internal medicine) 

Definition;
Diabetes mellitus (DM) is a group of metabolic diseases characterized by hyperglycemia resulting from defects in insulin secretion, insulin action, or both.
Prevalence 
Egypt is in the world’s top 10 in terms of the highest number of people with diabetes (7.8 million) and highest projected number of people with diabetes in 2035 (13.1 million)
In Egypt 10.4% of adult population ( 10-79) have diabetes, but since Egypt has relatively large number of young population, this is corrected to 11.4% when used to compare with other countries.
Causes and classification
· Type 1 diabetes due to autoimmune β-cell destruction, usually leading to absolute insulin deficiency.
· Type 2 diabetes  due to a progressive loss of β-cell insulin secretion frequently on the background of insulin resistance.
· Gestational diabetes mellitus (GDM) diabetes diagnosed in the second or third trimester of pregnancy that was not clearly overt diabetes prior to gestation.
· Specific types of diabetes due to other causes, e.g., monogenic diabetes syndromes.

Type 1 DM
· Type 1 diabetes accounts for <10% of all cases of DM
· Results from a cellular-mediated autoimmune destruction of the  cells of the pancreas.
· The rate of destruction is rapid in some individuals (mainly infants and children) and slow in others (mainly adults, known as late-onset autoimmune diabetes LADA).
· This form of diabetes is characterized by severe insulin deficiency. Exogenous insulin is required to: 1) control blood glucose, 2) prevent diabetic ketoacidosis (DKA), 3) and preserve life.

Type 2 DM
· Type 2 DM Accounts for >90% of all cases of DM.
· Type 2 DM is initially characterized by insulin resistance followed by failure of  cells to compensate for the increased insulin requirements.
· It is usually a disease of adults; however, type 2 DM is being increasingly diagnosed in children and adolescents accounting for up to 1/3 of new cases diagnosed over the age of 5.
· Type 2 diabetes is associated with obesity, family history of diabetes, hypertension and hyperlipidemia.

Gestational diabetes
· The term gestational diabetes mellitus describes women with abnormal glucose tolerance that appears or is first detected during pregnancy.
· Women with known diabetes before conception are not classified as having gestational diabetes,
· Gestational diabetes mellitus usually appears in the second or third trimester, when pregnancy-associated insulin antagonistic factors (many placentally derived) reach their peak.
Specific types of Diabetes
· Monogenic diabetes syndromes (such as neonatal diabetes and maturity-onset diabetes of the young [MODY]),
· Disease of the exocrine pancreas.
· Endocrinopathies.
· Drug or chemical induced (e.g., nicotinic acid, glucocorticoids, thyroid hormone, β-adrenergic agonists, thiazides, phenytoin, interferon )



Diagnosis Of Diabetes Mellitus
1) A1C ≥ 6.5%.
2) Classic symptoms of diabetes (polyuria, polydipsia, and unexplained weight loss) plus random plasma glucose concentration ≥ 200 mg/dL. 
3) Fasting (≥8-hour) plasma glucose concentration ≥ 126 mg/dL. 
4) 2-hour post load plasma glucose concentration ≥ 200 mg/dL during a 75-g oral glucose tolerance test.

Symptoms and signs of type 1 DM
· It has been clearly established that type 1 diabetes has a Long Preclinical Phase.
· In most cases, overt hyperglycemia (and ketosis if it is present) May Be Precipitated By An Unrelated Medical Illness Or Stress placed on an already-limited islet reserve, thus triggering the diagnosis.
· Typically, symptomatic hyperglycemia, manifested by Polyuria, Polydipsia, Weight Loss, And Fatigue, Occurs Abruptly in an otherwise healthy child or young adult.
· For a minority of patients, the initial presentation may be Diabetic Ketoacidosis.
· The disease has an Increased Incidence In The Winter months, classically attributed to respiratory viral infections.
· The Coincidence Of Type 1 Diabetes With Puberty has been attributed to insulin resistance associated with increases in sex and growth hormone secretion.

Symptoms and signs of type 2 DM
· The classic hyperglycemic symptoms of polyuria, polydipsia, and weight loss occur when the renal threshold for glucose reabsorption (~180 mg/dL) is exceeded and glycosuria with osmotic diuresis occurs.
· Therefore, patients may have plasma glucose concentration that is elevated but below this threshold, for years if not for decades, before specific symptoms appear.
· The initial presentation for some patients may be severe decompensated hyperglycemia, with profound dehydration, electrolyte imbalance, and plasma glucose levels of 400 mg/dL or higher hyperosmolar hyperglycemic sundrome(HHS).
· A key feature of type 2 diabetes is that the metabolic defects are not static but tend to worsen over time.
· A patient early in the course of type 2 diabetes may maintain acceptable glucose control with simple dietary modification and modest weight loss.
· For many patients, these measures alone fail over time, and combinations of oral medications and often insulin therapy become necessary to control blood glucose levels.
· For a minority of patients, the initial clinical presentation of diabetes may be the presence of diabetic microvascular complications (retinopathy, neuropathy, nephropathy),necessary to control blood glucose levels
Treatment of type 1 DM
· Treatment of type 1 DM requires lifelong insulin replacement.
· In type 1 diabetes, the primary focus is to replace the insulin secretion that has been lost. A healthy lifestyle is also required to facilitate insulin therapy and to optimize health
· In the short term, the goals of diabetes treatment are to optimize metabolic control and to improve the patient's sense of clinical well-being
· Long-term therapeutic goals focus on the prevention of complications, including cardiovascular disease, nephropathy, retinopathy, and neurologic disease
Treatment of type 2 DM
· Oral therapy should be initiated early in patients that failed glycemic control after a short-term trial of diet and exercise.
· Monotherapy with maximum doses of insulin secretagogues, metformin, or thiazol-idinediones yields comparable glucose-lowering effects.
· The glucose-lowering effects of insulin secretagogues are observed within days, but approximately 20% of patients do not respond to these agents. In contrast, the maximum effects of metformin or thiazolidinediones may not be observed for several weeks
Oral medications
Biguanides.
α–Glucosidase inhibitors.
Dipeptidyl peptidase IV inhibitors.
Insulin secretagogues— sulfonylureas.
Insulin secretagogues—nonsulfonylureas.
Thiazolidinediones.
Sodium-glucose cotransporter 2 (SGLT2) inhibitors
Parenteral 
Insulin.
GLP-1 agonist.
Amylin agonist.




- Case 2: Nerve palsy
(Red in week 1 and discussed in weeks 2, 3,)
· A 30-year-old male patient presented to an ophthalmologist with double vision. The ophthalmologist examined him and found that he has sixth nerve palsy.
· Upon further questioning the ophthalmologist found out that the patient has been complaining from weight loss and increased appetite in addition to tingling sensation of both lower limbs for the past few months.
· The patient was sent to the lab for laboratory tests and the blood sugar came out of 450 mg/dl.
· The patient was referred to an internist who instructed the patient to start insulin therapy. 
· The patient was reluctant to initiate insulin and he asked the internist about not starting insulin to control blood sugar. 
· The internist informed the patient that not initiating insulin will result in diabetes complications and he informed the patient that incidence of diabetes among causes of blindness is about 50% and that the incidence of kidney failure after ten years of uncontrolled diabetes is 70%
· One week ago due to visual impairment his wife (who was a doctor) was to give him the insulin dose but one day unfortunately she gave him 60 units of the drug lantos (insulin) instead of 20 units and he died. Judicial authorities questioned her and corpse dissection his body to assure the cause of death and whether there is mal practice 
- Objectives:
- Complication of diabetes (hypoglycemic coma) (internal medicine)
- Causes of blindness (opthalmology)

 
 
 
 
 
 
 
 Internal medicine 

New Cases For Third Year

Occupational Related Pulmonary Neoplasms

Objectives 
1) The student will understand the concept of occupational medicine and its importance in clinical practice.
2) The student will recognize the specific various occupations which pose a health hazard.
3) The student will recognize the various specific diseases resulting from exposure to specific environmental hazards.  
4) The student will understand the occupational hazards on the lungs
5) The student will know the major risk factors related to pulmonary neoplasms
6) The student will know the basic classification of pulmonary neoplasms
7) The student will know the basic clinical features of pulmonary neoplasms

Case: 
A 60 years old patient, nonsmoker presented to health care unit with weight loss, difficulty in breathing , cough for the past three months.
The shortness of breath is progressive and gets worse  and the cough is not responding to cough medications.
In addition the patient gives history of occasional coughing of blood and recently he noticed a mass at the side of his neck.
The patient has been working for 40 years in a waterpipes factory which uses asbestos as one of the materials in the manufacturing of the water pipes.
Examination revealed underweight, mild fever , neck swelling at the cervical region ( cervical lymph nodes) and chest auscultation showed markedly diminished breath sounds on the right side.
CT chest showed pleural effusion on the right side and hilar lymph nodes enlargement



Tutor guide
· It is now recognized that a substantial burden of ill health and disability is due to work-associated physical, chemical, and biologic hazards. Psychosocial aspects of work also may be injurious to health.
· Environmental hazards may affect preferentially vulnerable populations— those with underlying disease, those at the extremes of life, those with atopy, and those with other serious health risks such as smoking or diabetes.
· Exposure dose of the environmental agents is the major determinant of the risk for development of disease
THE OCCUPATIONAL AND ENVIRONMENTAL HISTORY AND EXPOSURE ASSESSMENT
· Key to determining whether work and other environmental exposures may be causing or contributing to adverse health is the exposure history.
OCCUPATIONAL AND ENVIRONMENTAL HEALTH DISORDERS COMMON IN PRACTICE
	COMMON OCCUPATIONAL AND ENVIRONMENTAL HEALTH CONDITIONS IN
GENERAL PRACTICE

	CONDITION
	EXPOSURE SETTINGS
	COMMENT

	Asthma
	Virtually any indoor or outdoor workplace
	New-onset, recrudescent,
or exacerbated asthma

	Interstitial, parenchymal,
and inflammatory lung disorders
	Dusts, metals, and organic materials
	All parenchymal disorders have one or more environmental causes

	Cancers of the respiratory tract
	Asbestos, radon, silica,
combustion fumes,
tars, and some metals
	Smokers are more likely to be affected

	Sensorineural hearing loss
	Noise, metals, and solvents
	High-frequency loss, especially in younger workers

	Musculoskeletal disorders of trunk and limbs
	Heavy or repetitive activities or postures
	Cold, vibration, and work stress contribute

	Upper airway irritation
	Dust and fumes
	More common in smokers and atopic persons

	Dermatitis, allergic or irritant
	Repeated exposure to unprotected skin
	Work and environmental
exposures should be considered in every case


occupational health hazards
Asthma
· Atopic men and women with preexisting airways disease tolerate irritants in the workplace poorly and may experience exacerbations in temporal relation to one or more exposures.
· Virtually no profession or work is immune, and up to 20% of all adult-onset asthma may have a work component.
Chronic Interstitial, Parenchymal, and Inflammatory Lung Disorders
· Examples for the offending agents are silica, asbestos and beryllium.
Cancers of the Respiratory Tract
· Although most carcinomas of the lung and upper airway occur in smokers, occupational exposures to asbestos, silica, and the polyaromatic hydrocarbons in particulate air pollution, diesel exhaust, pitch, and asphalt contribute to the burden, as do radon and carcinogenic metals such as chromium and nickel found in most alloys.
Fatty Liver
· This disorder is common among individuals exposed regularly to organic solvents.
Sensorineural Hearing Loss
· Aside from aging, noise is the most important cause of high-frequency sensorineural hearing loss, recognizable as early as in adolescence.
· Hobbies such as shooting and loud music may combine with industrial and agricultural noise to accelerate hearing loss.
Musculoskeletal Disorders of the Upper Extremity and Trunk
· The most common cause of work disability, including permanent disability, is an injury to the back  or upper extremity; Repetitive, heavy, awkward, and time-pressured activities are notorious contributors, as are cold and vibration.


Upper Airway Irritation
· Virtually any smoke, fume, dust, or chemical has potential to irritate the upper respiratory tract , causing acute or chronic symptoms indistinguishable from common allergic manifestations  or upper respiratory infections.
Dermatitis
· Erythematous rashes are a common consequence of topical exposures to workplace, avocational, and household materials, including latex, plastics, and many foods.
Sick Building Syndrome and Nonspecific Building-Related Illness
· The effort to reduce the influx of “fresh” air into buildings to save heating and air-conditioning costs has resulted in upper airway and dermal irritation as well as vague central nervous system symptoms such as headache and fatigue, occurring shortly after beginning work and clearing minutes to hours after leaving the affected building. 
· Many occupants are typically affected, especially those who spend the most time in one place. The cause is unknown, but recent evidence suggests that microbial materials may be the most common culprits.

COMMON HAZARDOUS EXPOSURES IN THE WORKPLACE AND AMBIENT ENVIRONMENT
	COMMON HAZARDS IN THE WORKPLACE AND AMBIENT ENVIRONMENT

	HAZARD
	HEALTH EFFECTS OF
GREATEST CONCERN
	COMMENTS

	Metals
	Neurotoxicity, cancer
	Most can be measured in
blood or urine to assess dose

	Organic solvents
	Respiratory and dermal
irritation, neurotoxicity,
hepatotoxicity
	Benzene and a few
others have unique effects

	Herbicides and pesticides
	Rare acute neurotoxicity,
unknown long-term effects
	Widespread hazards of
high population concern

	Electromagnetic radiation
	Leukemia, glioblastoma
	Ubiquitous exposures with unproven effects

	Mold
	Allergy
	High population concern
regarding putative chronic effects

	Mineral dusts
	Cancer
	Old hazards still of high
concern (e.g., asbestos, silica)


Common hazardous exposures

LUNG TUMORS

Introduction and classification
· Although lungs are frequently the site of metastases from cancers in extrathoracic organs, primary lung cancer is also a common disease. 
· Ninety-five percent of primary lung tumors arise from the bronchial epithelium (bronchogenic carcinomas); the remaining 5% are a miscellaneous group that includes bronchial carcinoids, bronchial gland tumors (adenoid cystic and mucoepidermoid carcinomas), mesenchymal malignancies (e.g., fibrosarcomas, leiomyomas), lymphomas, and a few benign lesions. 
· The most common benign lesions are spherical, small (3 to 4 cm), discrete hamartomas that often show up as "coin" lesions on chest radiographs. They consist mainly of mature cartilage but are often admixed with fat, fibrous tissue, and blood vessels in varying proportions.
Bronchogenic Carcinoma
HISTOLOGIC CLASSIFICATION OF BRONCHOGENIC CARCINOMA AND APPROXIMATE INCIDENCE
	I
	Non-Small Cell Lung Carcinoma (NSCLC) (70%-75%)

	
	1. Squamous cell (epidermoid) carcinoma (25%-30%)
2. Adenocarcinoma, including bronchioloalveolar carcinoma (30%-35%)
3. Large cell carcinoma (10%-15%)

	II
	Small Cell Lung Carcinoma (SCLC) (20%-25%)

	III
	Combined Patterns (5%-10%)

	
	Mixed squamous cell carcinoma and adenocarcinoma
Mixed squamous cell carcinoma and SCLC



· For therapeutic purposes, bronchogenic carcinomas are classified into two broad groups: small cell lung cancer (SCLC) and non-small cell lung cancer (NSCLC).
· The key reason for this distinction is that virtually all SCLCs have metastasized by the time of diagnosis and hence are not amenable to curative surgery. Therefore, they are best treated by chemotherapy, with or without radiation. In contrast, NSCLCs usually respond poorly to chemotherapy and are better treated by surgery.

Risk Factors
1. Tobacco
It is estimated that cigarette smoking is responsible for approximately 85 to 90% of all cases of lung cancer, including 90% of cases in men and 80% in women.
Pipe and cigar smoking are also risk factors for lung cancer, but the risk is thought to be less than that associated with cigarette smoking, possibly because such tobacco products tend to be inhaled less deeply than cigarette smoke.
2. Environmental Tobacco Smoke
Exposure to environmental tobacco smoke (i.e., passive smoking) by nonsmokers, especially in the workplace, increases the risk for development of lung cancer.
3. Other Exposure
The International Agency for Research on Cancer classified the following as group 1 known carcinogens for lung cancer: radon, asbestos, arsenic, beryllium, ether, cadmium, chromium, nickel, vinyl chloride, and polycyclic aromatic hydrocarbons.
4. Preexisting Lung Disease
Patients with COPD have an approximately four-fold increased risk for lung cancer.
5. Dietary Factors
Increased consumption of fruits and green and yellow vegetables is associated with a reduced risk for lung cancer, whereas low serum concentrations of antioxidant vitamins such as vitamins A and E are associated with the development of lung cancer.
6. Gender and Racial Differences
Women who smoke have a 1.2- to 1.7-fold higher risk ratio than men do, especially for adenocarcinoma and SCLC. Possible explanations for this difference in lung cancer risk include (1) effects of hormones such as estrogen on the development of lung cancer, (2) gender differences in nicotine metabolism, and (3) gender variations in cytochrome P-450 enzymes involved in the bioactivation of toxic components in cigarette smoke condensate.




Clinical Manifestations
The diagnosis is usually made incidentally on a chest radiograph obtained for other reasons (e.g., a preoperative study).
The majority of patients have symptoms and signs that are: 
(1) Caused by the pulmonary lesion itself—local tumor growth, invasion, or obstruction; 
(2) Intrathoracic—regional tumor spreading to lymph nodes and adjacent structures; (3) Extrathoracic—distant spread of disease; and 
(4) Paraneoplastic syndromes.

Pulmonary Lesion
a) Symptoms resulting from the primary lung cancer depend on the location and size of the cancer.  Such symptoms can be secondary to endobronchial or peripheral growth of the primary tumor. 
b) The most common are, cough , hemoptysis, Dyspnea . Wheezing  is uncommon as an initial symptom in lung cancer and may signify major airway obstruction, which can cause a postobstructive pneumonia that may not initially be evident on chest radiographs and may be diagnosed only when the pneumonia fails to respond to standard therapy.
c) Peripheral lung tumors may be asymptomatic but are more frequently associated with symptoms of cough and pain from involvement of the pleura or chest wall.
Intrathoracic Spread
a) Dysphagia may occur secondary to esophageal compression.
b) Hoarseness  which is associated with recurrent laryngeal nerve paralysis.
c) Phrenic nerve paralysis with hemidiaphragmatic elevation is associated with dyspnea and hiccups.
d) Apical tumors, such as superior sulcus NSCLC (Pancoast's syndrome), may cause Horner's syndrome.
e) Signs of SVC syndrome include facial swelling, plethora, upper extremity swelling, dilated neck veins, and a prominent venous pattern on the anterior surface of the chest.
Extrathoracic Spread
a) Bone metastasis  occurs in 30 to 40% of patients with lung cancer and commonly involves the vertebrae, ribs, and pelvic bones. Pain is the primary symptom.
b) Liver metastases can produce right upper quadrant abdominal pain, as well as nonspecific symptoms of fatigue and weight loss.
c) Brain metastasis which occurs in 25 to 50% of SCLC and 25% of adenocarcinomas of the lung, may cause no symptoms but is more commonly associated with nausea, vomiting, headaches, seizures, confusion, personality changes, and focal neurologic signs and symptoms.
Paraneoplastic Syndromes
a) Endocrine syndromes include hypercalcemia , the syndrome of inappropriate antidiuretic hormone secretion , and ectopic adrenocorticotropic hormone secretion.
b) Skeletal manifestations include digital clubbing  and hypertrophic pulmonary osteoarthopathy.
c) Hematologic/vascular syndromes include hypercoagulable states , migratory thrombophlebitis.
Diagnosis
· Once signs, symptoms, or screening studies suggest lung cancer, a tissue diagnosis must be established.
· Tumor tissue can be obtained by a (1)  bronchial or transbronchial biopsy during fiberoptic bronchoscopy;(2) by node biopsy during mediastinoscopy;(3) from the operative specimen at the time of definitive surgical resection;(4) by percutaneous biopsy of an enlarged lymph node, soft tissue mass, lytic bone lesion, bone marrow, or pleural lesion; (5) by fine-needle aspiration of thoracic or extrathoracic tumor masses using CT guidance.
Staging Patients with Lung Cancer
Lung cancer staging consists of two parts: first, a determination of the location of tumor (anatomic staging) and, second, an assessment of a patient's ability to withstand various antitumor treatments (physiologic staging)
Lung Cancer Staging Procedures 
· Complete history and physical examination
· Complete blood count with platelet determination
· Measurement of serum electrolytes, glucose, and calcium; renal and liver function tests
· Electrocardiogram
· Skin test for tuberculosis
· Chest x-ray
· CT scan of chest and abdomen
· CT or MRI scan of brain and radionuclide scan of bone if any finding suggests the presence of tumor metastasis in these organs
· Fiberoptic bronchoscopy with washings, brushings, and biopsy of suspicious lesions
· X-rays of suspicious bony lesions detected by scan or symptom
· Barium swallow radiographic examination if esophageal symptoms exist
· Pulmonary function studies and arterial blood gas measurements if signs or symptoms of respiratory insufficiency are present



Anaphylactic Drug Reaction

Objectives 
The student will
1) Understand the types of immune mediated reactions
2) The student will understand the nature of anaphylactic reaction
3) The student will know the causes of anaphylactic reactions
4) The student will know the clinical features of anaphylactic reaction

30 years old male developed sore throat and cough for which he sought medical advice.
He was given various medications among which broad spectrum penicillins.
Within an hour of receiving the treatment the patient started developing widespread itching, red rash over his trunk and face, lip and earlobe edema
Then he started to have difficulty in breathing and cough.
Examination revealed BP of 70/40 pulse of 130/min  there was a red rash over the chest wall and legs, lips and ear lobes are swollen and edematous






ANAPHYLAXIS

HYPERSENSITIVITY DISEASES ARE BEST CLASSIFIED ON THE BASIS OF THE IMMUNOLOGIC MECHANISM INITIATING THE DISEASE:
	Type
	Immune Mechanism
	Prototype Disorder

	I) Anaphylactic Type
	Allergen cross-links IgE antibody → release of vasoactive amines and other mediators from basophils and mast cells → recruitment of other inflammatory cells

	· Anaphylaxis, some forms of bronchial asthma.

	II)  Antibody to Fixed Tissue Antigen
	IgG or IgM binds to antigen on cell surface → phagocytosis of target cell or lysis of target cell by complement or antibody-dependent cell-mediated cytotoxicity

	· Autoimmune hemolytic anemia, erythroblastosis fetalis, Goodpasture disease, pemphigus vulgaris.

	III)  Immune Complex Disease
	Antigen-antibody complexes → activate complement → attract neutrophils → release of lysosomal enzymes, oxygen free radicals, etc.

	· Arthus reaction, serum sickness, systemic lupus erythematosus, certain forms of acute glomerulonephritis.

	IV)  Cell-Mediated (Delayed) Hypersensitivity)
	Sensitized T lymphocytes → release of cytokines and T cell-mediated cytotoxicity

	· Tuberculosis, contact dermatitis, transplant rejection.



TYPE I
· Anaphylactic or immediate hypersensitivity reactions occur after binding of antigen to preformed IgE antibodies attached to the surface of the mast cell or basophil and result in the release of inflammatory mediators (see prior Mechanisms of Inflammation section) that produce the clinical manifestations. Examples of type I-mediated reactions include anaphylactic shock, allergic rhinitis, allergic asthma, and allergic drug reactions.
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CAUSES OF SYSTEMIC ANAPHYLAXIS IgE-MEDIATED
· Insect sting
· Drugs 
· Food 
DRUGS FREQUENTLY IMPLICATED IN ALLERGIC DRUG REACTIONS
· Allopurinol
· Amiodarone
· Antiarrhythmic drugs (procainamide, quinidine)
· Antibiotics (β-lactams, sulfas, nitrofurans)
· Anticonvulsants (hydantoin, phenobarbital, carbamazepine)
· Antihypertensive agents (angiotensin-converting enzyme inhibitors)
· Antipsychotic tranquilizers
· Antisera (antitoxins, antivirals)
· Antituberculous drugs (isoniazid, rifampicin)
· Aspirin and nonsteroidal anti-inflammatory drugs
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Competency Area I: The graduate as a health care provider  
1.2. Adopt an empathic and holistic approach to the patients and their problems. 
1.3. Assess the mental state of the patient.  
1.4. Perform appropriately timed full physical examination of patients appropriate to the age, gender, and clinical presentation of the patient while being culturally sensitive. 
1.5. Prioritize issues to be addressed in a patient encounter.  
1.6. Select the appropriate investigations and interpret their results taking into consideration cost/ effectiveness factors.  
1.7. Recognize and respond to the complexity, uncertainty, and ambiguity inherent in medical practice. 1.8. 1.8. Apply knowledge of the clinical and biomedical sciences relevant to the clinical problem at hand.  
1.9. Retrieve, analyze, and evaluate relevant and current data from literature, using information technologies and library resources, in order to help solve a clinical problem based on evidence (EBM).  
1.10. Integrate the results of history, physical and laboratory test findings into a meaningful diagnostic formulation. 
1.11. Perform diagnostic and intervention procedures in a skillful and safe manner, adapting to unanticipated findings or changing clinical circumstances.  
1.12. Adopt strategies and apply measures that promote patient safety.  
1.13. Establish patient-centered management plans in partnership with the patient, his/her family and other health professionals as appropriate, using Evidence Based Medicine in management decisions. 
1.14. Respect patients‟ rights and involve them and /or their families/careers in management decisions. 1.15. Provide the appropriate care in cases of emergency, including cardio-pulmonary resuscitation, immediate life support measures and basic first aid procedures. 
1.16. Apply the appropriate pharmacological and non-pharmacological approaches to alleviate pain and provide palliative care for seriously ill people, aiming to relieve their suffering and improve their quality of life.  
1.17. Contribute to the care of patients and their families at the end of life, including management of symptoms, practical issues of law and certification.  
Competency Area II: The graduate as a health promoter  
2.1 Identify the basic determinants of health and principles of health improvement.  
2.2 Recognize the economic, psychological, social, and cultural factors that interfere with wellbeing. 
2.3 Discuss the role of nutrition and physical activity in health.  
2.4 Identify the major health risks in his/her community, including demographic, occupational and environmental risks; endemic diseases, and prevalent chronic diseases. 
2.5 Describe the principles of disease prevention, and empower communities, specific groups or individuals by raising their awareness and building their capacity.  
2.6 [bookmark: _GoBack]Recognize the epidemiology of common diseases within his/her community, and apply the systematic approaches useful in reducing the incidence and prevalence of those diseases.  
2.7 Provide care for specific groups including pregnant women, newborns and infants, adolescents and the elderly.  
2.8 Identify vulnerable individuals that may be suffering from abuse or neglect and take the proper actions to safeguard their welfare.  
2.9 Adopt suitable measures for infection control. 
Competency Area III: The graduate as a professional 
3.1. Exhibit appropriate professional behaviors and relationships in all aspects of practice, demonstrating honesty, integrity, commitment, compassion, and respect.  
3.2. Adhere to the professional standards and laws governing the practice, and abide by the national code of ethics issued by the Egyptian Medical Syndicate. 
3.3. Respect the different cultural beliefs and values in the community they serve.  
3.4. Treat all patients equally, and avoid stigmatizing any category regardless of their social, cultural, ethnic backgrounds, or their disabilities. 3.5. Ensure confidentiality and privacy of patients‟ information.  
3.6. Recognize basics of medico-legal aspects of practice, malpractice and avoid common medical errors.  
3.7. Recognize and manage conflicts of interest. 
3.8. Refer patients to appropriate health facility at the appropriate stage. 
3.9. Identify and report any unprofessional and unethical behaviors or physical or mental conditions related to himself, colleagues or any other person that might jeopardize patients‟ safety. 
Competency Area IV: The graduate as a scholar and scientist  
4.1 Describe the normal structure of the body and its major organ systems and explain their functions.  
4.2 Explain the molecular, biochemical, and cellular mechanisms that are important in maintaining the body‟s homeostasis.  
4.3 Recognize and describe main developmental changes in humans and the effect of growth, development and aging on the individual and his family.  
4.4 Explain normal human behavior and apply theoretical frameworks of psychology to interpret the varied responses of individuals, groups and societies to disease.  
4.5 Identify various causes (genetic, developmental, metabolic, toxic, microbiologic, autoimmune, neoplastic, degenerative, and traumatic) of illness/disease and explain the ways in which they operate on the body (pathogenesis).  
4.6 Describe altered structure and function of the body and its major organ systems that are seen in various diseases and conditions.  
4.7 Describe drug actions: therapeutics and pharmacokinetics; side effects and interactions, including multiple treatments, long term conditions and non-prescribed medication; and effects on the population.  
4.8 Demonstrate basic sciences specific practical skills and procedures relevant to future practice, recognizing their scientific basis, and interpret common diagnostic modalities, including: imaging, electrocardiograms, laboratory assays, pathologic studies, and functional assessment tests. 
Competency Area V: The graduate as a member of the health team and the health care system  
5.1 Recognize the important role played by other health care professions in patients‟ management.  
5.2 Respect colleagues and other health care professionals and work cooperatively with them, negotiating overlapping and shared responsibilities and engaging in shared decision-making for effective patient management.  
5.3 Implement strategies to promote understanding, manage differences, and resolve conflicts in a manner that supports collaborative work.  
5.4 Apply leadership skills to enhance team functioning, the learning environment, and/or the health care delivery system.  
5.5 Communicate effectively using a written health record, electronic medical record, or other digital technology. 
5.6 Evaluate his/her work and that of others using constructive feedback.  
5.7 Recognize own personal and professional limits and seek help from colleagues and supervisors when necessary.  
5.8 Apply fundamental knowledge of health economics to ensure the efficiency and effectiveness of the health care system.  
5.9 Use health informatics to improve the quality of patient care.  
5.10 Document clinical encounters in an accurate, complete, timely, and accessible manner, in compliance with regulatory and legal requirements.  
5.11 Improve the health service provision by applying a process of continuous quality improvement.  
5.12 Demonstrate accountability to patients, society, and the profession.  
Competency Area VI: The graduate as a lifelong learner and researcher  
6.1 Regularly reflect on and assess his/her performance using various performance indicators and information sources.  
6.2 Develop, implement, monitor, and revise a personal learning plan to enhance professional practice 
6.3 Identify opportunities and use various resources for learning. 
6.4 Engage in inter-professional activities and collaborative learning to continuously improve personal practice and contribute to collective improvements in practice.  
6.5 Recognize practice uncertainty and knowledge gaps in clinical and other professional encounters and generate focused questions that address them. 
6.6 Effectively manage learning time and resources and set priorities. 
6.7 Demonstrate an understanding of the scientific principles of research including its ethical aspects and scholarly inquiry and Contribute to the work of a research study.  
6.8 Critically appraise research studies and scientific papers in terms of integrity, reliability, and applicability. 
6.9 Analyze and use numerical data including the use of basic statistical methods.  
6.10 Summarize and present to professional and lay audiences 
 
 
With my best wishes 
Prof. Dr./ Azza Elghareeb 
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