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Group Work for Faculty: Create a Digital Teaching Learning Module (TLM) to conduct the teaching methodology Integrated Learning using digital resources on the disease condition Ischemic Heart Disease(IHD)?

Name of all the faculty participants in the group: 
Lead faculty who will make large group presentation: 

* In the very beginning please nominate a group member who will present this group activity during the large group presentation
* Please create Digital TLM on the disease condition using the collection dashboard made available to you. Choose select competencies from new MBBS curriculum, so that you can complete the Digital TLM as per your lecture plan and time available  
* You may like to take a screen shot for each resource link picked in Digital TLM 

Please note that the Digital TLM provided here were originally created by educators like you during the face-face workshops and have been appropriately adapted. The versions shared are for sample purposes — you’re welcome to add, delete, or modify the resources as per your context and suitability.

Question 1 – Outline the teaching–learning- (formative) assessment methods you plan to use over the next class/ few weeks to complete the topic or module. Enumerate the steps you will follow during this period and the expected learning outcomes after each step. Plan a session with multiple subject specialties leads. Learning Outcomes will be linked to each selected competencies 


Question 2 – From the NMC MBBS curriculum, identify the competencies your group would like to address for the given topic. Design a digital teaching–learning module that incorporates e-resources. Use the collection dashboard provided to locate direct URLs of relevant content (cases, videos, skills videos, images, assessments) along with screenshots of the  content you plan to use across subject(s).
	IHD (Ischemic Heart Disease) 
	TLM
	Assessment

	LEAD: ANATOMY
AN5.6 Describe the concept of anastomoses and collateral circulation with significance of end arteries. 
AN5.8: Define thrombosis, infarction, and aneurysm. 
PA26.1Distinguish arteriosclerosis from atherosclerosis. Describe the pathogenesis and pathology of various causes and types of arteriosclerosis
PA5.5, PA5.6: Define and describe Ischemia/infarction its types, etiology, morphologic changes and clinical effects; Identify and describe the gross and microscopic features of infarction in a pathologic specimen




LEAD:PHYSIOLOGY
PY5.6: Discuss physiological variations in ECG waveforms, abnormal waveforms and intervals, arrhythmias, heart blocks and myocardial Infarction 
GM2.13: Discuss and enumerate the indications for and findings on echocardiogram, stress testing and coronary angiogram




LEAD:PATHOLOGY
PA27.5: Describe the epidemiology, risk factors, etiology, pathophysiology, pathology, presentations, gross and microscopic features, diagnostic tests and complications of ischemic heart disease












LEAD:MEDICINE
IM2.2: Discuss the etiology of risk factors both modifiable and non-modifiable of atherosclerosis and IHD







	Provide Direct URLs of Clinical Corelation cases 
https://www.clinicalkey.com/student/content/book/3-s2.0-B9788131264812000304#hl0001677
[image: ]
Provide Direct URLs of Videos
https://www.osmosis.org/learn/Ischemia
                              [image: ]


Provide Direct URLs of Images for PPTs
https://www.clinicalkey.com/student/search?query=ischemic%20heart%20disease&source=search-results&facets=!ct~IM&savedContent=false    
[image: ]
Provide Direct URLs of Angiogram/ ECG clinical Images  
https://www.clinicalkey.com/student/content/book/3-s2.0-B9788131244654000185
 [image: ]



Provide Direct URLs of Skills Videos for CBL/ PBL - Recording & Interpretation of normal ECG. Else lecture SGD 
https://indiambbsskills.clinicalkey.com/local/courses/2535/s02_m06_dv_electrocardiogram/data/LandingPg.html#   [image: ]
[image: ]	
Provide Direct URLs of Lectures
https://www.clinicalkey.com/student/content/book/3-s2.0-B9780323846738000432#hl0000138 [image: ]
https://www.clinicalkey.com/student/content/book/3-s2.0-B9780723438601000079#hl0000141
[image: ]
Provide Direct URLs for Lectures - IHD in India special features
https://www.clinicalkey.com/student/content/book/3-s2.0-B9780443115349000114#hl0000617   
[image: ]
	Provide Direct URLs of Case Based Question 
https://www.clinicalkey.com/student/practice/PJBMainIND0085 
[image: ]
https://www.clinicalkey.com/student/content/book/3-s2.0-B9780702081590000050#hl0000938  
[image: ]


Provide MCQs/ clinical oriented questions from pre-clinical years (Linker case) 
https://www.osmosis.org/learn-quiz/Ischemia/step1/questions 

[image: ]

[image: ]







Question 3 - Also, please mention which other Medical Education teaching methodologies/ pedagogies you may like to pick to complete the topic/ module Small Group Discussion / Case based learning

Question 4 – If you were to include a component of AETCOM, please pick a resource and share the direct URL(s) + screen shots here.
https://www.clinicalkey.com/student/content/book/3-s2.0-B9780702078682000014#hl0000992 
[image: A screenshot of a computer

Description automatically generated]
Question 5 - How would you define success for your students at the end of this topic/ module? How would you measure that?
All students must score more than 80% in the formative assessments assigned. 
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Inleft coronary dominance,the posterior interventicular artery arises from the circumflex branch of the
left coronary atery. tis found in 1096 of the individuals.

Anastomoses of the Coronary Arteries @

Anastomses exist between the terminal branches of the coronary ateries at the ateriolr level
(collteral circulation). The time factor in occlusion of an ateryis very important. If oclusion occurs
slowly, there i time for the healthy anterioles to open up and collateralcirculation i established, that s,
the anastomoses become functional. But i the sudden occlusion of one of the large branches (coronary
artery)occurs, the arerioles do not get time to open up to provide collteral circulation.

‘CLINICAL CORRELATION ANZ24

- Angina pectoris f the coronary artries are narrowed, the blood supply to the cardiac muscles
s reduced. As  result, on exertion, the patient fecls moderately severe pain i te region of the
leftprecordium that may last 25 long as 20 min. The pain is often referred to the left shoulder and
the medialside of the arm and the forearm. In angina pectoris, pain occurs on exertion and
releved by rest. This s because the coronary arteres are so narrowed tha the fschemia of the
cardiac muscle occurs only on exertion.

- MyocardialInfarction (Mi): A sudden block of e of the larger branches of either coronary
artery usuallyleads to the myocardial ischemia followed by the myocardial necrosis (myocardial
infarction). The part of the heart suffering from M stops functioning and often causes death. This
condition istermed heart atack or coronary attack . The clinical features of MI are as follows:

1. Asensation of pressuresinking and pain in the chest thatlasts longer than 30 min.

2. Nausea or vomiting, sweating, shortness of breath, and tachycardia.

3. Pain radiates o the medial side of the arm, forearm, and hand. Sometimes, it may be referred
10 the jaw or the neck.

- Sites of coronary atery occluslon: The three most common sites of the coronary artery
occlusion are a5 follows
(3) Anteror interventricular atery/ LAD artery = 40%-50%.

(b) Right coronary artery = 30%-40%.
(9 Circumflex branch of the eft coronary artery = 15%-20%.

Note:
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Pathophysiology @

‘Coronary artery narrowing is a chronic process that leads to a gradual physica reduction in blood flow.
Central to coronary artery narrowing is cholesterol plaque deposition and subsequent endothelal
damage through a yclical pattern of plaque rupture and repair. As the arery continues to narrow (ofien
eccentricaly promoting blood flow disruption and thrombogenesis), multiple mechanisms promote
further damage and trigger host responses that produce both structural changes within the arteral wall
and intimal surface changes, resulting in an increased propensity for clt formation. The coagulation
cascade plays an integralrole in both inftial coronary atery thrombosis and clot propagation  Chapter 46
>

A5 plaques rupture, several mechanisms are activated to repair the break in endothelial integity. One of
the most detrimental early steps i the rapid activation and subsequent aggregation of platelets at the
site of injury. Both tssue factors and activated platlets rigger the coagulation cascade to further
stabilize and enlarge the area of thrombosis ( Chapter 46, Fig.4.2). In addition, as lot formation
continues to narrow the coronary artery lumen, inflammatory mediators and other biochemical events
stimulate arteral contraction and vasospasm, decreasing coronary artry blood flow and further limiting
‘myocardial blood supply and axygen delivery.

Last, with increased ischemis, there s increased pain with the concordan physiologica response of
increasing sympatheic tone, resulting i increased heart rate (myocardial work) and blood pressure:
(afterload), both of which increase myocardial oxygen demand. The events leading to cardiac schemia
and approaches to interfre at each step are summarized in the Therspeutic Overview Box .

THERAPEUTIC OVERVIEW

Events Leading to Myocardial Ischemia @
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Ischaemic heart disease:

Risk factors @

Risk factorsfor atherosclerosis, and therefore risk factors for ts associated conditions, can be broken
down into ‘modifiable’ and ‘non-mdifiable, s follows:

Non-modifiable @

2 Age: increased age increases the number and severiy oflesions.

2 Sex: men are affected to  much greater extent than women, unti the menopause when the incidence.
in women increases. This is thought to be due o the protective effects of oestrogens before
menopause.

2 Genetic predisposition: 2 family history of atherosclerotic isease ncreases an individual’s risk
significantly.

Modifiable @
»Smoking.

> ypertension.

» Diabetes melus.

2 Hyperlipidaemia: high levels of low-density lipoprotein (LDL) cholesterol promote atherosclrosis
‘while high-density lipoprotein (HDL) appears to be protective.

Other, less important factors involved in the development of atherosclerosis include a sedentary ifestyl,
a diet igh in saturated ft, and obesity.

Pathogenesis @

“The pathogenesis of atherosclerosisis often described by the response to injury hypothesis. This states
that chronic damage to the vascular endothelium and the associated endothelial dysfunction are the key
events in intiting the process. The steps involved in development of atherosclerosis are shown i Fig.
7.1 3nd include:

1. Endothellal dysfunctions chronic endothelial cellinjury can occur as a result of cigarette smoking.
and high leves of cholesterol (paticularly LDL), leading to metabolic dysfunction and structural
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Q @
What are the special features of IHD in the Indian ¢
subcontinent?

A The epidemiology of IHD amang the populatin of the Indian subcontinent s diferen from the
‘western populatons, as ollows: () IHD tends to occur earler n Indians, mean age of the onset is
almosta Gecade earle; i) th proportion of females among the IHD casesi higher compared to the
western countie; i) higher cas ftlty (may be because ofeither biologica iferencesor due t poor
health services) and () IMD occurs even i the presence of normal or near-normal leves of
“conventional coronaryrisk actors such 25 BMI and TC lvels; o the contrary, the presence of high level
of ‘unconventional riskfators (ncrezsed centralabesity in the faceof normal BMI and low HDLhigh
TG inthe fae of normal TC levels), a5 occursinthe metabolic syndrome X, may play an important role
i Indian populatons (his is o known a5 ‘Indian parador’).

Q @
How is RF diagnosed based on Jones criteria? @

A For the diagnosis of R, at least two major criteria or one major and two minor criterta should be
present. In addition, there should also be an evidence of recent GABHS infection in the form of positive:
throat culture or raised antistreptolysin O (ASO) ite. The criteia are ) major crteia (a total of five
criteria): carditis, polyarthrtis, chores, erythema marginatum, subcutaneous nodules, and (i) minor
critria(a totalof four criteri}: fever, arthralgia, prolonged PR interval, levation of acute phase
reactants such as C-reactive proteins or ESR. It should be noted that arthralgia and prolonged P-R
intenval cannot be used as minor critera i the presence of arthits or cardits,respectvely.

Q @
How is the magnitude of rheumatic heart disease @
problem reported?

At generally reported from the surveys of schoolchidren as an incidence or the prevalence of RHD.
perlakh of children aged 5-15 years. Sometimes, it s also reported as the percentage of RHID cases out
of the total hospital admissions.

‘View book detals
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CASE-BASED QUESTIONS @

MITK, 2 65-year-old man who works as a landscape gardener, has been having episodes of chest pain
tht h likened to indigestion. They were brought on by moderately strenuous exercise and relieved by
rest bt not by antacids. The symptoms had been present for approximately 1 year, but recently the.
frequency and intensity of the pains had become worse and were now occurring several times a week.
Heis hypertensive and his serum cholesterol is 6.6 mmolL. He smokes 40 cigarettes per day and is
overweight. He drinks about 10 units of alcohol a week. He had a good exercise tolerance during a
diagnostic exrcise test, but his ECG showed anterolateral ST-segment depression at peak exercise.
‘There is no evidence of heart falure. A diagnosis of angina is made and medical treatment started.

Six months ater, despite continuing medication, Mr TK.awoke with severe chest pains and dyspnoea
that was not relieved by GTN. An ECG showed an acute STEMI.

‘A How could his acute attacks of angina be treated?

B The frequency of his attacks requires prophylactic treatment. What options are avalable to reduce the
frequency of anginal attacks?

C.What other drugs could be useful to improve his prognosis?
'D. Would Ifestyle changes help Mr TK.2

E. I unstable angina, which drug treatments would liely reduce the progression of the episodes to
‘myocardial infarction or sudden death?

F. Whats the likely cause of the myocardial infarction?
G. Whyis itimportant to give reperfusion therapy s quickly as possible?

H.Mr T is given the fbrinolytic agent alteplase (recombinant issue plasminogen activator, 1-PA)
because of fears that he would get an allrgic response to streptokinase. s this justified?

1. He s given 150 mg aspirin orall after an initial loading dose. What is the mechanism of action of
low-dose aspirin, and would it have any added beneft f thrombolytic therapy s aso given

. Consideration is given to giving fondaparinux to Mr T, bt thisis considered unnecessary because
he had been given r-PA. I this decision correct?

K. Following his myocardial infarction, long-term prophylais was considered. Which of the following.
druas would have been likelv to be of benefit: an ACE inhibitor low-dose asoirin. 2 8-adrenoceptor

‘View book detals





image13.png




image14.png




image15.png
ClinicalKey" student

Home

Assessments

Viewing chapter 1

Search this chapter
Expand all sections v
Core Skills and Knowledge

Diagnosis in the Clinical
Consultation

The medical consultation
Clinical diagnostic reasoning
Communicating a diagnosis
Explaining diagnoses to patients
Breaking bad news
Team communication
The SBAR tool
Shared decision-making
Managing uncertainty
Further reading

Diagnosis, artificial intelligence
and the future of medicine

Class performance

Study resources v My saved v

Breaking bad news

Sometimes, clinicians have to tell patients that they have a severe, chronic or life-limiting disease.

This might be expected news for the patient or it might come as a complete surprise. This is one of
the most difficult things a clinician has to do. It is never a pleasant task but having a good structure
enables a clinician to be sensitive and kind, and leaves the patient knowing that they are not on their

own (Box111).

BOX L11

Breaking bad news

« Choose a setting that is private, quiet and comfortable — perhaps a relatives’ room off a

main ward, after ensuring that you will not be disturbed.

+ Ask the patient who they would like with them to discuss their test results — encourage them
to bring along a trusted friend or relative. Try to have at least two members of clinical staff

present, e.g. a senior treating doctor and a nurse caring for the patient.

« Set aside time — ideally, at least 20 minutes — to ensure that the discussion is not rushed and

that questions can be dealt with.

« Introduce yourself and others present and explain the purpose of the meeting, e.g. to go

through recent test results.
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