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SYLLABUS (page no.)

* Applied anatomy including blood and nerve supply of upper and
lower limbs (3, 12)

* Joints of shoulder, hip and knee. (20, 26, 32)

* Gross anatomy, blood supply and lymphatic drainage of

* Tongue (42)

* Thyroid (46)

* Mammary gland (50)

* Stomach (53)

* Liver (57)

* Prostate (63)

* Gonads (65)

» Uterus (68)

Applied anatomy of

* Diaphragm (76)

* Perineum (80)

* Inguinal region (80)

Clinical anatomy of

» Kidney (89)

* Urinary bladder (99)

» Uterine tubes (104)

* Vas deferens (106)

Embryology:

* Placenta and placental barrier. (107)

* Development of heart (117) , gut (128), kidney, uterus,
ovary, testis and their common congenital
abnormalities.(129)

Central and Peripheral Autonomic Nervous System:

* Gross and clinical anatomy of ventricles of brain, circulation
of cerebrospinal fluid (131)

* Neural pathways and lesions of cutaneous sensations,
hearing and vision (132)

 Cranial nerves distribution and clinical significance (139)

* Components of autonomic nervous system. (162)



Applied anatomy including blood and
nerve supply of joints of shoulder, hip
and knee

PYQs
SHOULDER JOINT

*  Describe the shoulder joint under the following headings: (2012)
1.  Type of joint (Classification of joint)
Movements occurring at this joint
List main ligaments
Name the muscles acting at this joint (Do not.describe each muscle)
Applied anatomy of dislocation-of shoulder joint
6. What is meant by the term<'frozen shoulder"?
*  Describe the shoulder joint under the following headings (2013)
1. Type
2. Movements
3. Muscles
4.  Applied anatomy
*  Describe the shoulder joint under the following headings: (2017)
1. Movement
2.  Blood Supply
3. Ligaments
*  Describe shoulder joint under the following-headings: (2020)
1.  Type and articulating.surfaces
2. Movements and muscles responsible for each
3.  Painful arc syndrome
*  Discuss the attachments and applied aspects of the rotator cuff muscles of the shoulder
joint. (2022)
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Shoulder Joint

SHOULDER JOINT
Type of joint

Synovial ball-and-socket joint between the head of the humerus

and the glenoid cavity of the scapula

Movements Main muscles Accessory muscles
1. Flexion (i) Clavicular head of the pectoralis |(i) Coracobrachialis
major (i) Short head of biceps N L _
'y~ || Medial rotation
(i) Anterior fibres of deltoid [\
[ % L
B ) 4
2. Extension (i) Posterior fibres of deltoid (i) Teres major Lateral rotation
(ii) Latissimus dorsi (ii) Longhead oftriceps
(iii)Sternocostal head of the
pectoralis'major
Flexion
3. Adduction |[(i) Pectoralis major (i) Teres major y
(ii) Latissimus dorsi (ii) Coracobrachals
(iii) Short head'of-biceps l
(iv) Long head-of triceps Frtension
4. Abduction |(i) Deltoid
(ii) Supraspinatus
(iii) Serratus-anterior
(iv) Upper and lower fibres of - — .
trapezius - R
ﬁ Abduction
Adduction /
5. Medial (i) Pectoralis major (i) Subscapularis
rotation (i) Anterior fibres of deltoid
(iii) Latissimus dorsi
(iv) Teres major
' Abduction
6. Lateral (i) Posterior fibres of deltoid
rotation (ii) Infraspinatus
(iii) Teres minor
; Flexion
Extension
Cireumdumion
Adduction
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Blood supply

*  Anterior and posterior circumflex humeral arteries (branches of the axillary artery)
e Suprascapular artery (branch of the thyrocervical trunk of the subclavian artery)

* Venous drainage into the subclavian and axillary vein

First rib

Transverse cervical artery

Suprascapular artery Left common carotid artery

Thyrocervical trunk

Subscapular artery Left subclavian artery

Anterior circumflex

humeral artery Axillary artery

Deep branch of transverse
cervical artery

Posterior circumflex
humeral artery

Circumflex scapular artery

Profunda vrachii artery

Copyright © 2019 by medCampus

Nerve supply

N

* Innervation is provide the axillary, suprascapu%%ateral pectoral nerves.

Anterior Posterior

Suprascapular nerves —

Axillary N
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Supports

Capsule:

a fibrous capsule envelops the entire joint

Reinforced superiorly by the rotator cuff muscles and the long head of the biceps brachii
Weakest inferiorly

Glenoid labrum: a soft tissue rim surrounding the glenoid fossa of the scapula

Coracoacromial
Mt ligament

Coracohumeral
ligament

Glenohumeral
ligaments

Copyright © 2019 by medCampus



Rotator cuff muscles

The tendons of subscapularis, supraspinatus, infraspinatus and teres minor fuse with the lateral part of the joint

capsule to form the ‘rotator cuff’.

These short muscles collectively produce a compressive force during active glenohumeral movements which
maintains congruent contact between the head of the humerus and the glenoid fossa, helps to resist skid, and checks
excessive translation.

The rotator cuff also provides strong lateral stability and prevents this part of the lax capsule from being nipped

during joint movements.

Rotator Cuff Muscles

Supraspinatus

Subscapularis

Infraspinatus Teres minor

Anterior view Posterior view

Copyright @ 2019 by medCampus
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Clinical Anatomy

Painful arc syndrome

When associated with a tendinopathy from age-related degenerative changes within the tendon, impingement may
be associated with partial or complete tears of the cuff.

Clinically, this condition causes tenderness over the anterior portion of the acromion, and pain which typically occurs
on abducting the shoulder between 60° and 120° (the painful arc).

Frozen shoulder (adhesive capsulitis)

Inflammatory process causing fibroblastic proliferation of joint capsule leading to thickening, fibrosis, and adherence
of the capsule to itself and humerus.

Associated conditions-Diabetes, autoimmune thyroiditis, depuytrens contractures

Presentation-Symmetric loss of active and passive rotation of movements (external rotation is most common
finding). Self limited disease

Glenohumeral joint dislocations

* The glenohumeral joint is the most frequently dislocated joint in‘the body.

* It is most unstable anteroinferiorly, which explains why:the vast majority of dislocations are anterior, and occur
when the arm is forced backwards when it is in abduction, external rotation and extension.

* Clinically, a dislocated shoulder loses its normal contour, and the acromion process, rather than the greater
tubercle, becomes the most lateral bony structure.

* The axillary nerve and artery may be.injured during dislocation, and this can lead to inability to abduct the
shoulder as a result of paralysis of deltoid together with.an area.of anaesthesia.over the distal part of the muscle
(sometimes referred to as the ‘badge area’ of skin);.as well asiischaemic changes in the limb. Posterior dislocation
is rare and typically occurs.when violent movements produce marked internal rotation and adduction, e.g. in
epileptic seizures or electric shock.



Gross anatomy, blood supply and lymphatic
drainage of liver

PYQs

*  Write in brief about hepatic segments (2021)

* Define Porto caval anastomosis. What are their sites? Also write the
anastomosing vessels on each site with its applied anatomy. (2011)

* Describe in detail about hepatic spaces in relation to peritoneal
reflection. Add a note on its applied importance. (2017)

* Describe the formation and tributaries of portal vein. List the sites of
portocaval anastomosis. (2021)



GROSS ANATOMY OF LIVER (Blood supply and lymphatic drainage)

LOCATION

- Liveris a wedge shaped, large solid gland situated in the right upper quadrant of the abdominal cavity.
- It occupies whole of the right hypochondrium, greater part of epigastrium and extends into the left

hypochondrium reaching upto the left laterla line.

EXTERNAL FEATURES

- It has five surfaces (1) Anterior (2) Posterior (3) Superior (4) Inferior and (5) Right

- Out of these inferior surface is well defined.

Caudate lobe

Left lobe

Ligamentum venosum
(ductus venosus)

Round ligament
(umbilical vein)

Hepatic
Portal triad: | portal vein
enters liver at Hepatic artefy

porta hepatis
Bile passages

Quadrate lobe

Inferior vena cava
(in groove for vena cava)

Caudate
process

Right lobe

Gallbladder

(in fossa for gallbladder)
Copyright © 2019 by medcampus

- Liveris divided in to right-and'left lobes by.the attachment of falciform ligament anteriorly and superiorly; by the
fissure for the ligamentumteres inferiorly; by the fissure for the.ligamentum venosum posteriorly.

- Right lobe is much larger than left lobe of the liver:

Caudate lobe

Quadrate lobe

Right lobe of the liver Caudate lobe on the posterior
surface.

Its boundaries are

Right-Groove for the inferior vena cava
Left-Fissure for ligamentum venosum
Inferior-Porta hepatis

Right lobe of the liver contains quadrate lobe on the
inferior surface. It is rectangular in shape.

Its boundaries are

Anterior-Inferior border of liver

Posterior-Porta hepatis

Right-Fossa for gall bladder

Left-Fissure for ligamentum teres

Porta hepatis

* Deep transverse fissure (5cm long), situated on the inferior surface of the right lobe of the liver.
* It lies between caudate lobe above and quadrate lobe below and in front.
* Contents-Portal vein, hepatic artery and hepatic plexus of nerves enter into it. Right and left hepatic ducts and few

lymphatics leave it.

Omental tuberosity or tuber omentale-Present in the inferior surface of left lobe of liver.
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SYLLABUS (Page no.)

e Inflammation and repair (3)

* Disturbances of growth and cancer & Differentiation
between benign, malignant, primary, and metastatic
malignancies (15)

* Pathogenesis and histopathology of

 Rheumatic heart disease (28)
* Ischaemic heart disease (34)
* Diabetes mellitus (44)
* Pathogenesis and histopathology-of
* Bronchogenic carcinoma (49)
e Carcinoma breast (53)
* Oral cancer (65)
* Cancer cervix (70)
* Leukemia (75)
* Etiology, pathogenesis, and-histopathology of
e Cirrhosis-iver (87)
e Glomerulonephritis (90)
* Tuberculosis (114)
* Acuteosteomyelitis (120)
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Pathogenesis and histopathology of carcinoma of
breast

* Classify carcinoma of the breast and write in brief about
histopathology of each type (1996).

* Discuss the histopathologic features that play a role in the
prognosis of breast carcinomas (2004).

e Discuss the role of FNAC and biopsy in the diagnosis of
neoplasms of the Breast. Briefly mention the different
histopathologic types of breast carcinoma. (2010)

* What are the possible contributing factors in.pathogenesis
of carcinoma breast? Describe briefly histopathology of
different types of breast carcinoma. (2013)

» Describe risk factors identified for breast carcinoma.
Discuss molecular subtypes of invasive breast carcinoma.
(2018)

* Describe the molecular mechanisms of carcinogenesis of
breast carcinoma. Describe the salient histopathological
features of invasive-carcinoma of no special type. (2022)

* Describe the microscopic features of breast cancer.
Enumerate any five major prognaostic factors.(2024)
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Carcinoma Breast

Breast carcinoma is the most common malignancy of women globally (excluding nonmelanoma skin cancer) and
causes the majority of cancer deaths in women

Almost all breast malignancies are adenocarcinomas (>95%).

The most common location of tumors within the breast is in the upper outer quadrant (50%), followed by the central
portion (20%). About 4% of women with breast cancer have bilateral primary tumors or sequential lesions in the

same breast.

CLINICAL/MOLECULAR CLASSIFICATION/MOLECULAR OR GENE PROFILING: LUMINAL CLASSIFICATION

Histopathological types of Breast Carcinoma

Carcinoma in situ

L DCIS

LCIS

Invasive

carcinoma of
breast

' = B VA
Invasive

|| ductal
carcinoma

'O U Y
Invasive

lobular

carcinoma
N

Y

Medullary
carcinoma

~— @@

Y
Mucinous

(colloid)
| carcinoma
-~ @@

Y
Tubular
carcinoma

~— @@

Papillary
carcinoma
L\ )
Y

Metaplastic
carcinoma

~—— @@

INTERLOBULAR STROMA
- SARCOMA s/p radiation

DCIS

LCIS

Two types a)
Comedocarcinoma and b)
Noncomedo (solid,
cribriform, papillary or
micropapillary)
Frequently presents as
mammographic
calcifications
Pleomorphic nuclei

RISK OF MALIGNANCY if
left untreated: 1/3r
cases — In the same
quadrant

Rx-Surgery and
Irradiation + Tamoxifen

* Incidental finding in
biopsy

* No calcifications

* Signet ring cells are
commonly seen

* Monomorphic, have
bland, round nuclei, and
are found in loosely
cohesive clusters within
the lobules.

RISK OF MALIGNANCY if left
untreated: 1/3™ cases —
same or contralateral breast

* Rx- Close clinical and
radiologic follow-up,
chemoprevention with
tamoxifen or, less
commonly, bilateral
prophylactic
mastectomy.




Invasive Breast Carcinoma

Histological type

Features

Invasive ductal carcinoma

. Most common type of breast carcinoma

. Gross features-Hard tumor with irregular borders, with a characteristic grating
sound when cut or scraped

. Five major patterns of gene expression noted (Luminal A, B, Normal, Basal line,
Her 2 positive)

. Paget disease of nipple is infiltration of skin of nipple by underlying intraductal
carcinoma

Invasive lobular carcinoma

. Frequently bilateral
. Signet ring cells are common

Medullary carcinoma

. Gross —soft, fleshy, well circumscribed
. Solid syncitium like sheets of large cells

Mucinous (colloid
carcinoma)

. Small islands of cells with large lakes of mucin

Tubular carcinoma

. Well formed tubules

Papillary carcinoma

. Tumors with papillary-architecture

Metaplastic carcinoma

. Adenocarcinomas/squamous cell carcinomas/Sarcoma

Paget’s disease of Nipple

Paget's disease represents the superficial manifestation of an underlying malignant lesion in Breast.
Nipple Eczema Should be Biopsied. (Often U/L)

Large Ovoid cells with abundant clear pale cytoplasm in malpighian layer known as Paget cells seen




Stromal invasion  Intraductal anaplastic cells



Invasive lobular carcinoma— ~10% to 15%

Bilateral involvement

Monomorphic, have bland, round nuclei, and are found in loosely cohesive clusters within the lobules.
The cells invade stroma individually and often are aligned in “single-file”

No desmoplastic response

Noncohesive tumor cells that invade as linear cords of cells and induce little stromal response.

L3 \“ -

RN e
"“%ﬁ.&a}’*

Frequently spread to cerebrospinal fluid, serosal surfaces, gastrointestinal tract, ovary, uterus, and bone marrow.
Almost all are ER/PR + : GOOD PROGNOSIS

HER/NEU T a——
/NEU rare ; 9(:".;' ,*5"’-.'?‘.6“\“‘_3;‘

TP 7o 3? _ ";.'. e ;'g'-.;:v

L Mo B R L] i

Carcinoma with medullary features K & 1/ ) ',.Q\':‘%’::
R DR

Triple negative/BRCA1 LAY AL A -';h $ 5y ve
Round masses mimick benign tumors b e “;" % ."3,;%'{
Sheets of large anaplastic cells (SYNCITIUM) associated with D0 Iy et TRl

pronounced lymphocytic infiltrates (Better prognosis) S o il 5
q d . v of I On histopathology, medullary breast

compgse pre omma'.‘t y of T cells carcinoma is characterized by groups

Mutations of E-cadherin of tumor cells with syncytial

appearance (that is, seemingly fused
cytoplasms, at left). There is typically
also a lymphocytic and plasma cell

Mucinous carcinoma (colloid carcinoma)
infiltrate (right).[®!

ER+/HER2 —
Abundant amounts of extracellular mucin
Soft gelatinous tumors

Tubular carcinoma

ER+/Her2-

Small irregular mass

The tumor cells are arranged in well formed tubules and have low-grade nuclei. Lymph node metastases are rare, and
the prognosis is excellent.

More than 90% of the tumor composed of small, ovoid or angulated tubules with open lumina




Modified Scarff-Bloom-Richardson Histologic Grading

Tubule Formation:
Score 1:  >75% of tumor shows tubules
Score2:  10-75% of tumor has tubules
Score3:  <10% of tumor has tubules

Nuclear Size:
Score 1:  small regular nuclei; similar to normal ductal nuclei
Score2:  intermediate size; 1.5-2 times the size of normal ductal nuclei

Score 3:  high-grade nuclei; > twice the size of normal ductal nuclei

Mitotic Count:
Score 1:  0-7 mitoses/10HPF
Score2:  8-14 mitoses/10HPF
Score3:  >15 mitoses/10HPF

Nottingham Combined Histologic Grade:
Scores 3 to 5: Well-differentiated (Grade I)
Score6to 7: Moderately-differentiated (Grade Il)
Score 8 to 9: Poorly-differentiated (Grade 1)

Better prognosis Worst prognosis
Medullary carcinoma, Tubular carcinoma, Colloid Invasive ductal carcinoma — Poorly differentiated
carcinoma Inflammatory carcinoma

Invasive lobular carcinoma

LUMINAL A/B Triple negative, Her2 Neu+, Claudin type
Nottingham score 3-7 Nottingham score 8-9
Axillary LN spared Axillary LN involvement

Metastasis - Metastasis +




Triple Assessment

Triple assessment

Clinical

Imaging

Pathology

Examination

Mamm

ography

FNAC

Corecut

Biopsy/FNAC

Confident diagnosis in 99.9% of cases

Copyright @ 2019 by medCampus




Breast Carcinoma - Risk Factors

Table 19.6 Factors Associated With Development of Invasive Carcinoma

Factor Relative Risk* Absolute Lifetime Risk®
Women with no risk factors 1.0 3%
First-degree relative(s) with breast cancer” 1.2-9.0 4%-30%
Germline tumor suppressor gene mutation (e.g., BRCA/ mutation) 2.0-45.0 6% to >90%
Age at menarche <I2 years 1.3 4%
Age at menopause >55 years 1.5-2.0 5%—6%
First live birth <20 years (protective) 0.5 1.6%
First live birth 20-35 years 1.5-2.0 5%—6%
First live birth >35 years 2.0-3.0 6%—10%
Never pregnant (nulliparous) 3.0 10%
Breast-feeding (slightly protective) 0.8 2.6%
Proliferative disease without atypia 1.5-2.0 5%—6%
Proliferative disease with atypia (ALH and ADH) 4.0-5.0 13%—17%
Carcinoma in situ (ductal or lobular) 8.0-10.0 25%—-30%
lonizing radiation 1.1-1.4 3.6%—4.6%
Mammographic density 3.0-7.0 10%-23%
Postmenopausal obesity and weight gain 1.1-3.0 3.6%—10%
Postmenopausal hormone replacement 1.1-3.0 3.6%—10%
Alcohol consumption 1.1-1.4 3.6%4.6%
Alcohol consumption 1.1-1.4 3.6%4.6%

*Relative risk is the likelihood of developing cancer compared to a woman with no risk factors—whose relative risk is 1.0. Absolute lifetime risk is the fraction of women
expected to develop invasive carcinoma without a risk reducing intervention. For women with no risk factors, there is about a 3% chance of developing invasive breast cancer.
The most common family history is a mother who developed cancer after menopause. This history does not increase the risk of her daughters.




Breast Carcinoma - Molecular Profiling (St. Gallen Classification)

ER-/PR-/HER2-

ER+/PR+/HER2+ ER-/PR-/HER2+

ER+/PR+/HER2-




Recent Developments

Oncotype Dx
Mammaprint
EndoPredict

PAMS50

* Using these molecular tests, a recurrence score (0 — 100) is calculated.
* If the score is low, then there is no advantage of adding chemotherapy.
* If the score is high, then chemotherapy should be added.

Oncotype Dx

Mammaprint

Is a 21-gene assay

Is a 70-gene assay

Used for T1,2 NO MO breast cancers —
(Node negative , metastasis negative)

Used for T1,2 NO MO breast cancers —
(Node negative , metastasis negative)

positive cancers

Can only be used in hormone (ER, PR) receptor—

Can'be'used in both hormone receptor (ER, PR)
positive and hormone receptor— negative cancers

Table 19.7 Summary of the Major Biologic Types of Breast Cancer

Feature
Overall frequency

ER Positive/HER2 Negative
50%—65%

HER2 Positive (ER Positive

or Negative)
20%

Triple Negative (ER, PR,
and HER2 Negative)

15%

Typical patient groups

Older women; men; cancers
detected by screening; germline
BRCA2 mutation carriers

Young women; germline TP53
mutation carriers

Young women; germline BRCA/
mutation carriers

European/American 70% 18% 12%

African/American 52% 22% 26%

Hispanic 60% 24% 16%

Asian/Pacific Islander 63% 26% 1%

Grade Mainly grade | and 2 Mainly grade 2 and 3 Mainly grade 3

Complete response to Low grade (<10%), higher grade ER positive (15%), ER negative 30%
chemotherapy (10%) (>30%)

Timing of relapse

May be late (>10 years after
diagnosis)

Usually short (<10 years after
diagnosis)

Usually short (<8 years after
diagnosis)

Metastatic sites

Bone (70%), viscera (25%), brain
(<10%)

Bone (70%), viscera (45%), brain
(30%)

Bone (40%), viscera (35%), brain
(25%)

Similar group defined by mRNA
profiling

Luminal A (low grade), luminal B
(high grade)

Luminal B (ER positive), HER2-
enriched (ER negative)

Basal-like

Common special histologic types

Lobular, tubular, mucinous, papillary

Apocrine, micropapillary

Carcinoma with medullary features

Common somatic mutations

PIK3CA (40%), TP53 (26%)

TP53 (75%), PIK3CA (40%)

TP53 (85%)




PATHOGENESIS : GENETIC (or) Molecular / Hormonal / Environmental factors

HORMONAL : ESTROGEN stimulate the production of growth factors, such as transforming growth factor-a,
platelet-derived growth factor, fibroblast growth factor, and others, which may promote tumor development
through paracrine and autocrine mechanisms.

ENVIRONMENTAL :
* The risk is significantly higher in the Americas and Europe than in Asia and Africa.
* Incidence and mortality rates are five times higher in the United States than in Japan.

Environmental influences are suggested by the variable incidence of breast cancer in genetically homogeneous
groups (e.g., Japanese women living in Japan and the United States)

e Some risk factors must be modifiable because migrants from low incidence to high-incidence areas tend to
acquire the rates of their new home countries.

* Diet, reproductive patterns, and breastfeeding practices are thought to be involved.

* Inline with this, breast cancer rates appear to be rising in parts of the world that are adopting Western
habits.



Molecular mechanisms of carcinogenesis of breast carcinoma
Stepwise acquisition of driver mutations in the epithelial cells of the duct/lobular system

A common clinically important driver mutation in breast cancer is amplification of the HER2
gene

Major pathways of breast cancer development
Normal breask " ‘

ey, N
ukabiow Jj‘"’;“/zzﬁ”‘”
Tp™ s Vledloss v
l h F/aﬁfﬂm ohypity Naj'ﬂd op
BRCA, |nodivabow ) . adenvs
J' P }j(,SCA mutabory J/
Deis BB | Ayl duddol pels
) O I v
B[;%’l gxtf Dels #ECR: Pogi _{;‘ve
C J, n cex
( ER "/ HER2 —) ER+ (antevs

CLLuminal)




© medCampus
All Rights Reserved

UPSC MEDICO

FOUNDATION

NOTES EDITION 1.0

GENERAL

MEDICINE
SAMPLE NOTES

N

)




General Medicine Syllabus (page no)

Infectious diseases: Etiology, clinical features, diagnosis and principles of management
(including prevention) of

* Typhoid (3)

* Rabies (6)

* AIDS (10)

* Dengue (30)

* Kala-azar (37)

* Japanese Encephalitis (45)

* Tuberculosis (51)

Heart and Lung : Etiology, clinical features, diagnosis, and principles of management of:
* Ischemic heart disease (62)

* Pulmonary embolism (75)

* Bronchial asthma (79)

* Pleural effusion (87)

GIT and Kidney: Etiology, clinical features, diagnosis, and principles of management of:
* Malabsorption syndromes (92)

* Acid peptic diseases (99)

* Viral hepatitis (107)

* Cirrhosis of liver (119)

* Glomerulonephritis.(135)

* Nephrotic syndrome (140)

* Pyelonephritis (145)

* Renal failure (151)

* Renovascular hypertension (157)

Endocrinology, Hematology and CNS: Etiology, clinical features, diagnosis, and principles
of management of:

* Complications of diabetes mellitus (162)

* Coagulation disorders (169)

* Leukemia (184)

* Hypo and hyperthyroidism (201)

* Meningitis and encephalitis (209)

Imaging in medical problems (214)
* Ultrasound

* Echocardiogram

* (CTscan

* MRI



Etiology, clinical features, diagnosis and management of ischemic heart
disease

* Enumerate the different clinical presentations of Acute Myocardial Infarction. How will you manage
cardiogenic shock (1997)?
* Describe the clinical features, investigations and management of Acute Myocardial Infarction (1999)
* Describe the symptoms and sign of acute MI. How will you investigate the case and what positive finding
will you get in reports? Describe the treatment in brief. (2007)
*  What is unstable angina? How will you manage a patient with unstable angina? (2012)
* Enumerate various coronary risk factors. Describe the management of acute myocardial infarction in the
emergency room. (2011)
* Discuss the pharmacological strategies available for the post-myocardial infarction management. (2013)
* A 60-year-old chronic smoker, obese gentleman who had been suffering from diabetes for last five years,
not on regular treatment, developed 'Ghabarahat' and sudden breathlessness and perspiration.
(i) How would you work up this case? Draw a flow chart.
(ii) Enumerate the line of treatment in case ECG indicates acute inferior wall myocardial infarction.
(iif) Which lifestyle measures would you suggest to this person? (2014)
* Describe the management of acute anterior wall myocardial infarction. (2016)
* What advice would you give to a 50-year-old diabetic.male for the prevention of Ischaemic heart disease?
(2019)
* Discuss the management of acute myocardial infarction (2020)
* Asixty-year-old diabetic presented to the emergency department with acute onset, central squeezing type
of chest pain, which is severe in intensity and not relieving'even after taking rest.
(i) What is the most probable diagnosis?
(ii) How will you investigate the case.to reachthe diagnosis?
(iii) Outline the steps in the.management of the-case? (2021)
* Asixty-year-old male develops central chest pain while walking uphill. The pain is squeezing in character,
radiating to left arm, that relieves on taking rest..Discuss in short about the evaluation and treatment of
this case. (2024)

FOCUS AREAS:

1) Coronary risk factors

2) PREVENTION OF Ischemic Heart Disease (Lifesstyle measures)
3) Clinical presentations of IHD (Symptoms.and Signs)
Management of

* Stable angina

* Unstable angina

* Acute MI (Anterior wall MI, Inferior Wall Ml)

* Post Ml

* Cardiogenic shock

#unasked
4) Prinzmetal’s angina

UPSC MEDICO
8978444188
dr.naveen@medcampus.io



Etiology, clinical features, diagnosis and management of ischemic heart disease

ISCHEMIC HEART DISEASE:

Approach to Chest Pain

D/D

* Ischemic heart disease

* Pericarditis (pleuritic sharp pain, retrosternal, pericaridal friction rub)

* Aortic dissection (Tearing or ripping, knife like, often radiating to back, Hypertension, loss of peripheral pulses)
* Pulmonary embolism (Pleuritic or heaviness: Great masquerader, dyspnea, tachypnea, and tachycardia)
* Pulmonary hypertension (Pressure type, substernal, Signs of increased venous pressure)

* Pneumonia or pleuritis (Unilateral, pleuritic, cough, fever, rales, rub)

* Spontaneous pneumothorax (Pleuritic, decreased breath sounds)

* Esophageal reflux/peptic ulcer (Burning type, epigastric)

e Costochondritis (ACHING)

* Gall bladder disease (Colicky)

* Cervical disc disease (Aching plus numbness)

* Herpes zoster (Sharp, burning dermatomal distribution)

* Psychological (Variable)

Evaluation = (History+Physical examination)

HISTORY:

Ask for quality of pain, provoking or alleviating factors and associated symptoms.

Past medical history is useful in assessing:the patient for risk factors for.coronary atherosclerosis and VTE.
H/O Connective tissue disease (MARFAN'SYNDROME)

DIET HISTORY

PHYSICAL EXAMIANTION

1) Assess for patients clinical stability

2) General appearance (LEVINE SIGN), BODY HABITUS

3) Vital sigs (TACHYCARDIA, HYPOTENSION)

4) Lung examination : Breath sounds

5) Cardiac: JVP (N), S3/S4, Murmurs, Pericardial friction rubs
6) Abdominal : Abdominal.tenderness

7) Musculoskeletal

INVESTIGATIONS (Helps in diagnosis and guides treatment)

1) ECG
2) Chest X ray
3) 2D echo

4) Cardiac biomarkers

5) Provocative tests for ischemia : Stress testing: Exercise ECG
6) CT angiography

7) MRI



Etiology, clinical features, diagnosis and management of ischemic heart disease

Risk factors

Factors not amenable to preventive measures (Non-Modifiable)
* Increasing age

* Make sex

* Family history of premature IHD

Factors which can be minimized by preventive measures

* Diet (+ association with consumption of saturated fats and sugars and -association with consumption of dietary
fiber)

* Lipid metabolism (Serum cholesterol levels)

* Hypertension

* Diabetes mellitus

* Obesity

* Hypercoagulability of blood (High plasma levels of factor VII, factor Vlliaand fibrinogen)

* Hyperhomocysteinemia

* Physical inactivity

* Smoking

* Alcohol (moderate drinking is protective-raises HDL levels, relieves mental stress)

* Socioeconomic factors (Upper class)

* Psychological stress (Type A personality-aggressive, striving, ambitious, restlessiperson bothered with deadlines)

* Lack of Sleep (Latest update)

AHA’s Life’s Essential 8

- Eat better

- Be more active

- Manage blood sugar

- Manage weight

- Control cholesterol

- Manage blood pressure
- Quit tobacco

- Get healthy sleep

Life’s .
@ssentlal




Life style changes to prevent IHD

A diet low in saturated and trans-unsaturated fatty
acids and a reduced caloric intake to achieve optimal

body weight

Effective control of Hypertension

DASH diet (Dietary approaches to stop Hypertension)

Weight loss in case of obesity

Maintain normal weight for adults (BMI 20-25 kg.m2)
Reduce salt intake to < 100mmol/day (<6g Nacl)

Engage in regualr aerobic physical exercises

Regular exercise
Vigorous exercise (Involving an energy expenditure of
5kcal/minute or more is more beneficial than overall

energy output at low intensity effort

Effective control of Diabetes mellitus

Cessation of smoking

Complete abstinence of tobacco product usage

Proper management.of Dyslipidemia
Weight.loss

Diet

Statins
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Treatment of Stable angina pectoris

1) Explanation of the problem and reassurance
2) Identification and treatment of aggravating conditions (LVH, Aortic valve disease, HOCM, Obesity,
hyperthyroidism and anemia)
3) Adaptation of activity : Physical conditioning, regular program of isotonic exercise.
4) Treat risk factors: Hyperlipidemia, hypertension, diabetes. Quit smoking, weight loss, diet advice
5) DRUG THERAPY
*  Commonly used antianginal drugs are
*  Nitrates: nitroglycerin, isosorbide dinitrite and isosorbide 5-mononitrate (symptomatic
relief)
*  Beta blockers (Once daily dosing: reduce myocardial oxygen demand)
e  CCBs: Amlodipine, Dilitazem and verapamil (used when beta blockers are contraindicated)
* Ranolazine in resistant cases
e  Chronic administration of ASPIRIN (75-325mg per day oral)
6) Revascularization (PCI/CABG) : in presence of unstable phases of disease, intractable symptoms, severe ischemia
or high risk coronary anatomy, Diabetes and impaired LV function.

Life styles changes to prevent IHD
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Acute coronary syndrome

Non ST segment elevation ST segment elevation
Cardiac biomarkers STEMI
— + NSTEMI

— - Unstable angina

Acute Myocardial Infarction-Clinical features



Signs

Within the first hour of STEMI, about one-fourth of patients with anterior infarction have manifestations of
sympathetic nervous system hyperactivity (tachycardia and/or hypertension), and up to one-half with inferior
infarction show evidence of parasympathetic hyperactivity (bradycardia and/or hypotension).
Physical signs of ventricular dysfunction include fourth and third heart sounds, decreased intensity of the first
heart sound, and paradoxical splitting of the second heart sound.

A transient mid-systolic or late systolic apical systolic murmur due to dysfunction of the mitral valve apparatus may
be present.

A pericardial friction rub may be heard in patients with transmural STEMI at some time in the course of the illness,

if they are examined frequently.

The carotid pulse is often decreased in volume, reflecting reduced stroke volume.

Temperature elevations up to 38°C may be observed during the first week after STEMI.

The arterial pressure is variable

Lung crepitations

Raised JVP
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Management of Unstable angina/NSTEMI

Reperfusion therapy has no role in management of Unstable angina
*  Admit

* Bedrest

* Continuous monitoring in specialized cardiac units

* Oxygen support

Anti-ischemic treatment

Nitrates
. Contraindicated in hypotension, severe RV infarction/patient on PDE-5 inhibitors
. Route-sublingual or IV infusion

. NTG 0.4 mg every 15 minutes (Max dose-3 tablets) to control ischemic pain.



Management of STEMI
ST segment elevation indicates transmural infarction. Aim is to limit the size of infarct. Reperfusion therapy is the key.

General management
* Assess vitals and maintain hemodynamics
* Establish IV lines
* Cardiac monitoring-admit in Cardiac ICU
* Measure spo2 and maintain oxygen saturations
* Morphine to decrease anxiety (5mg IV stat followed by 2 mg IV every 10 minutes). Morphine is contraindicated in
inferior wall Ml (Alternatives inj.pethidine or inj.phenergan)
* Immediately start DAPT (Dual antiplatelet therapy)
e Aspirin 325 mg stat f/b 75-100mg/day-Indefinite
e Clopidogrel 300-600 mg stat f/b 75mg/day for next 12 months
* Sublingual nitrates-NTG 0.4 mg every 15 minutes (Max dose-3 tablets) to control ischemic pain.



Prinzmetal’s variant angina (PVA)

It is a syndrome of severe ischemic pain that usually occurs at rest and is associated with transient ST-segment
elevation.

It is caused by focal spasm of an epicardial coronary artery with resultant transmural ischemia and abnormalities in
left ventricular function that may lead to acute M, ventricular tachycardia or fibrillation, and sudden cardiac death.

Patients with PVA are generally younger and, with the exception of cigarette smoking, have fewer coronary risk
factors than do patients with Other forms of ACS

Coronary angiography demonstrates transient coronary spasm as the diagnostic hallmark of PVA.

Treatment

Nitrates and calcium channel blockers are the main therapeutic agents.

Aspirin may actually increase the severity of ischemic episodes, possibly as a result of the sensitivity of coronary tone
to modest changes in the synthesis of prostacyclin.
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SYLLABUS (Page no.)

* Principles, methods, approach, and measurements of
Epidemiology. (3)
* Nutrition, nutritional diseases/disorders, and Nutrition
Programmes. (14)
* Health information Collection, Analysis, and Presentation. (41)
* Objectives, components, and critical analysis of National
programs for control/eradication of:
* Malaria (44)
Kala-azar (55)
Filaria (59)
Tuberculosis (68)
HIV/AIDS and STDs (87)
Dengue (99)
* Critical appraisal of Health care delivery system (103)
* Health management and administration: Techniques, Tools,
Programme Implementation and Evaluation.(112)
* Objectives, Components, Goals, and Status of
* Reproductive.and Child Health (116)
* National Rural Health-Mission (144)
* Millennium.Development goals/(151)
* Management of Hospital'and Industrial Waste (155)
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The Anemia Mukt Bharat- intensified Iron-plus Initiative (POSHAN ABHIYAN)

The Anemia Mukt Bharat- intensified
Iron-plus Initiative aims to strengthen the

existing mechanisms and foster newer i . .

strategies for tackling anemia 1 Fromylacic ianiRelicacid
g _g ) . supplementation

It focusses on six target beneficiary

groups, through six interventions and six
institutional mechanisms to achieve the

envisaged target under the
POSHAN Abhiyan. Deworming Y
The reduction of anemia is one of the
important objectives of the
POSHAN Abhiyaan launched in March
2018. Intensified year-round Behaviour Change
Complying  with  the targets of 3 Communication Campaign (Solid Body,
POSHAN Abhiyaan and National Nutrition Smart Mind) Including ensuring delayed
Strategy set by NITI Aayog, the cord clamping
Anemia Mukt Bharat strategy has been
designed to reduce prevalence of anemia
by' 3 percentage points per year a?mong Testing of anemia using digital
children, adolescents and women in the methods and point of care 4
reproductive age group (15-49 years), treatment
between the year 2018 and 2022.
Mandatory provision of iron Folic Acid
5 Uy fortified foods in public health

The Anemia Mukt Bharat strategyisa programmes
universal strategy and will focus on.the
following interventions:
* Prophylactic Iron and Folic‘Acid

supplementation-Given to children, Addressing non-nutritional causes of

adolescents, women of reproductive anemia in endemic pockets, with special 6

age and pregnant women., focus on malaria, haemoglobinopathles
+  Deworming-Albendazole 400 mg is and fluorosis

used.

SIX INTERVENTIONS

Intensified year-round Behaviour Change Communication Campaign (Solid Body, Smart Mind) focusing on four
key behaviours

1. Improving compliance to Iron Folic Acid supplementation and deworming
2. Appropriate infant and young child feeding practices
3. Increase in intake of iron-rich food through diet diversity/quantity/frequency and/or fortified foods with
focus on harnessing locally available resources
4. Ensuring delayed cord clamping after delivery (by 3 minutes) in health facilities
* Testing and treatment of anemia-using digital methods and point of care treatment, with special focus on pregnant
women and school-going adolescents
* Mandatory provision of Iron and Folic Acid fortified foods in government-funded public health programmes.
* Intensifying awareness, screening and treatment of non-nutritional causes of anemia in endemic pockets, with
special focus on malaria, haemoglobinopathies.
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Children, 6-59
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Children, 5-9
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Institutional Mechanisms

National Anemia
Mukt Bharat Unit

Intra Ministerial
Coordinaion

Strengthening Supply
Chain and Logistics

Convergence with
Other Ministries

National Centre of Excellence and
Advanced Research on Anemia Control

Anemia Mukt Bharat Dashboard and
Digital Portal - One Stop Shop for Anemia
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POSHAN TRACKER:

About
Poshan Tracker App

The 'Poshan Tracker' is a mobile based application rolled out by the
Ministry of Women and Child Development, Government of India on 1st
March 2021 through National e-Governance Division (NeGD), Poshan
Tracker is an important governance tool. Technology under Poshan Tracker
is being leveraged for dynamic identification of stunting, wasting, under-
weight prevalence among children and last mile tracking of nutrition service

delivery.

* Job-aid to the Anganwadi worker for efficient delivery of services along
with reflection of their efforts.

* Critical and beneficiary-centric service delivery Application under POSHAN
Abhiyaan

* Promote real time data with analytics.

Pre-school Education

Poshan Tracker helps in effective management of pre-school education activities. In remote and socio-
economically backward areas, it brings young children aged 3-6 years together at the Anganwadi Centre, where
different activities relating to physical, cognitive, social, emotional, creative development of children are

facilitated by the Anganwadi Worker.

Real time recording and Monitoring

The Poshan Tracker enables real-time monitoring and tracking of all AWCs and beneficiaries on defined
indicators. The objective is to provide a 360-degree view of the activities of the Anganwadi Centre (AWC), service

deliveries of Anganwadi Workers (AWWs) and complete beneficiary management.

Growth Measurement

Children of different age groups are monitored on monthly basis by AWWs. Nutritional indicators like Stunting,
Wasting and Underweight prevalence are measured as per WHO standards. Regular growth monitoring helps
AWWs to provide relevant and timely assistance to children.

Home Visit Alerts

The Poshan Tracker generates home visit alerts, notifying about scheduled visits to the critical last-mile
beneficiaries. These alerts help ensure timely and consistent follow-ups and assessments, enabling efficient
monitoring and implementation of nutrition and health counselling. This management information system helps

generating and documenting positive impact.

Services Delivered

Tracking of services like Take Home Ration (THR) and Hot Cooked Meal (HCM), vaccination for infants and
pregnant women, at a click of a button. The dashboard helps to impart transparency on services delivered to the

end beneficiaries.



MILLETS

Jowar Bajra Ragi Millet Health benefits

Protein (g) 10.4 11.6 7.3 Jowar Helps to control heart problems, obesity
and arthritis.

Fat (g) 19 50 13 RICh' in po'Fassmm', 'phosphorus, anq
calcium with sufficient amounts of iron,
zinc and sodium.

Carbohydrate 72.6 67.5 72.0 Being targeted as a means to reduce

(g) malnutrition globally.

Minerals (g) 16 23 27 Contains hlgh con'tent of Ief,u':lne-
consumption of high quantities leads to
pellagra.

Calcium (mg) 25.0 42.0 344,

0

Iron (mg) 4.1 8 3.9

Thiamine (mg) 0.3 0.3 0.2

Riboflavin (mg) 1.3 0.25 0.18

Niacin (mg) 3.1 2.3 2.3

Energy (Kcal) 349 361 328

Barnyard millet
(Sanva)

Appropriate food for patients intolerant
to gluten.

Millets survive in less moisture condition. They have shorter cultivation cycles. Millets are drought resistant.

Millets are called superfoods.




National Framework for Malaria Elimination in INDIA

The NFME 2016-2030 was developed in close alignment with the Global Technical Strategy for Malaria
2016-2030, Action and Investment to defeat Malaria 2016—2030 and the Asia Pacific Leaders Malaria
Alliance Malaria Elimination Roadmap.

VISION
Eliminate malaria nationally and contribute to improved health, quality of life and alleviation of poverty.



STRATEGIC APPROACHES

1. Programme phasing

¢ Malaria elimination in India will be carried out in a phased manner because various parts of the country differ
in their malaria endemicity due to differences in their eco-epidemiological settings, socioeconomic conditions,
health system development and malaria control accomplishments.

¢ Malaria incidence in high transmission areas (Category 3) must be lowered first before it is possible and
rational to investigate each case.

e States/UTs will be subdivided into four categories with annual parasite incidence (API) as the primary criteria,
and the annual blood examination rate (ABER) and slide positivity rate (SPR) as secondary criteria.

» Category-specific milestones and targets will be set up and strategies implemented subsequently.

Category of districts Definition

Category 0: Prevention of re-

. States/UTs with zero indigenous cases of malaria.
establishment phase / &

Category 1: Elimination States/UTs (15) including their districts reporting.an API of less than 1 case per 1000
phase population at risk .

Category 2: Pre-elimination |States/UTs (11) with an"API of less than 1'case per 1000 population at risk, but some of
phase their districts are reporting an APl .of1 case per 1000 population at risk or above.

Category 3: Intensified

States/UTs(10)'with an APLof 1 case per 1000 population at risk or above.
control phase




MILESTONES AND TARGETS

By end of 2016
¢ All states/UTs have included malaria elimination in their broader health policies and planning frameworks.

By 2020

eTransmission of malaria interrupted and zero indigenous cases and deaths due to malaria attained in all 15
states/UTs under Category 1 (elimination phase) in 2014 (base year).

¢All 11 states/UTs under Category 2 (pre-elimination phase) in 2014 enter into Category 1 (elimination phase).
eFive states/UTs under Category 3 (intensified control phase) in 2014 enter into Category 2 (pre-elimination
phase).

eFive states/UTs under Category 3 (intensified control phase) in 2014 reduce malaria transmission but continue
to remain in Category 3.

*An estimated reduction in malaria of 15-20% at the national level compared with 2014.

eAdditionally, progressive states with strong health systems such as Gujarat, Maharashtra and Karnataka may
implement accelerated malaria elimination programmes to achieve interruption of transmission and
demonstrate early elimination followed by sustenance of zero indigenous cases.



Steps taken by Indian government to eliminate KALA — AZAR from the country by 2023

"India is committed to eliminating Kala Azar from the country by 2023.

Elimination is defined as reducing the annual incidence of Kala-azar to less than 1 case per 10,000 population
at the sub-district (block PHCs).

PROBLEM STATEMENT

orking with development partners such as Bill Melinda Gates Foundation
(BMGF), KalaCORE Consortium, Rajendra Memorial Research Institute (RMRI), National Centre for Disease Control
(NCDC) and World Health Organization (WHO) to eliminate Kala Azar from India.
ABOUT NTDs
NTDs (Neglected Tropical Diseases) are now recognized in the SDGs for health with target 3.3 articulated as “the end of NTDs” by 2030, to be
measured by “number of people requiring interventions against” these diseases among which leishmaniasis is included.
World Health Organization (WHO) launched an implementation roadmap for accelerating work on NTDs during a gathering in London, resulting
in the London Declaration on NTDs. The “Uniting to Combat NTDs — Ending the Neglect and Reaching 2020 Goals” campaign generated an
unprecedented renewed focus on these diseases.
This roadmap targets 10 diseases, including visceral leishmaniasis (VL), for elimination by year 2020 and the WHO has been rallying regional

processes for strategic and integrated activities towards the goal with notable progress to date.



Current LF overview in INDIA
333 endemic districts in 2023

136 districts cleared TAS 1 & in Post MDA surveillance
176 districts reported more than 1% microfilaria (mF) rate and are under MDA

75% of MDA districts are from 5 states of Bihar, Jharkhand, UP, Odisha and chhattisgarh.
5.5 lakhs Lymphedema cases till 2022 (provisional)
1.5 lakhs Hydrocele cases till 2022 (provisional)

Building

ENHANCED STRATEGIES FOR ELIMINATION OF LYMPHATIC FILARIASIS

Vector Control (Surveillance
& Management)

Integrated Vector Control with
multi sectoral coordinated efforts

Morbidity Management and
Disability Prevention (MMDP)

o Mission Mode MDA

MDA Campaign twice a year
synchronized with NDD (10" Feb
and 10 August)

* Early diagnosis and treatment
= of medical coll

8 for
strengthening MMDP services

o High-Level Advocacy e Innovative Approaches

For inter sectoral convergence with

allied departments and ministries such Leveraging existing digital platf
as Ministry of water and sanitation, for LF and explore alternate
Ministry of Panchayati Raj, Ministry of diagnostics

HRD, Ministry of Urban and Rural
Development

ABOUT MDA : MASS DRUG ADMINISTRATION
* Mass Drug Administration of single dose medication for 5 years or more to the eligible population (except



Joint Monitoring Mission LF elimination (JMM)

Joint Monitoring Mission for Elimination of Lymphatic Filariasis Program, India was conducted from November 14-
25, 2022.

As part of IMM, expert teams were constituted to visit the States of Assam, Bihar, Jharkhand, Telangana, and UP.

Each State Team visited 2 districts, 2 PHCs, and 2 villages in each PHC during the period of field visits beginning from
16th to 22nd November 2022.
Each team

cases.



LATEST UPDATE: New regimen for the treatment of MDR TB adopted by MOHFW

WHO recommended a new 6-month BPaLM regimen for treating MDR TB in 2022. The regimen
consisting of bedaquilline, pretomanid, linezolid and moxifloxacin has been now adopted by the
MOHF W as a more effective option than the previous Bpal regimen.

Indications:

1. MDR/RR-TB or pre-XDR-TB ( MDR/RR-TB and resistance to fluoroquinolones).

2. Those with confirmed pulmonary TB and extrapulmonary TB (except for TB involving

CNS, osteoarticular, and miliary TB).

3. Patients >14 years of age.

Dosage:

* Bedaquilline 100 mg tablet: 400 mg OD for 2 weeks f/b 200 mg 3 times/week OR 200 mg daily
for 8 weeks f/b 100 mg daily

* Pretomanid 200 mg tablet OD

* Linezolid 600 mg tablet OD

* Moxifloxacin 400 mg tablet OD

Precautions:

* Linezolid should be continuously monitored due to risk.of anemia, thrombocytopenia, optic
neuritis, and peripheral neuropathy.

* Pretomanid has limited safety and hence the regime is contraindicated in pregnant and lactating
women

* Individuals with CVS disease, elevated liver.enzymes; or very low BMI



GLOBAL AIDS STRATEGY 2021-2026

2025

HIV
targets

' 957
REDUCING INEQUALITIES
I

10%

LESS THAN 10% 95% OF PEOPLE AT RISK OF HIV USE
LESS THAN 10% OF PEOPLE LIVING COMBINATION PREVENTION
WITH HIV AND KEY POPULATIONS .

EXPERIENCE STIGMA AND People living 95-95-95% HIV TREATMENT
DISCRIMINATION with HIV
and communities 95% OF WOMEN ACCESS SEXUAL AND
LESS THAN 10% at risk at REPRODUCTIVE HEALTH SERVICES
OF PEOPLE LIVING WITH HIV, the centre
WOMEN AND GIRLS AND KEY 95% COVERAGE OF SERVICES FOR

POPULATIONS EXPERIENCE GENDER ELIMINATING VERTICAL TRANSMISSION

BASED INEQUALITIES AND GENDER
BASED VIOLENCE 90% OF PEOPLE LIVING WITH HIV RECEIVE

PREVENTIVE TREATMENT FOR TB
LESS THAN 10%
OF COUNTRIES HAVE PUNITIVE 90% OF PEOPLE LIVING WITH HIV AND
LAWS AND POLICIES PEOPLE AT RISK ARE LINKED TO OTHER
INTEGRATED HEALTH SERVICES

National AIDS Control Programme V



b. STI/RTI prevention and control
i Universal access to quality STI/RTI services to at-risk and vulnerable populations
ii.  Attainment of elimination of vertical transmission of syphilis

Reduce

Reduce AIDS-

Annual New related
HIV Infections Mortalities by
by 80% 80%

Eliminate
Vertical

Transmission of
HIV and syphilis

Promote
Universal Access
to Quality
STI/RTI Services

Eliminate HIV/
AIDS-related
Stigma and
Discrimination

Sampoorna Suraksha Strategy

We have reached a critical junction which requires concerted efforts to attain 95-95-95 targets by 2025 and
ultimately achieve the goal of ending the epidemic by 2030. To achieve this ambitious goal, intensified preventive
efforts are needed to accelerate reduction in the new infections to further curb new HIV infections and avert AIDS-
related deaths at much higher rates. In order to reach out the population “At Risk” for HIV and STls with a
comprehensive preventive services delivery package, NACO has envisaged a new form of “Immersion Learning
Model” of Service delivery as ‘Sampoorna Suraksha Strategy’ under Global Fund Grant 2021-24 with the goal of
arresting the spread of HIV by effectively targeting and tailoring interventions to prevent HIV transmission.

NACO has rolled out the Sampoorna Suraksha Strategy as an immersion learning model at 150 selected facilities in
150 districts of 20 States under Global Fund Grant 2021-24. These facilities are being re-modelled and branded as
Sampoorna Surakhsa Kendra (SSK). The learnings from implementation will be used to modify, tweak the strategy
and strengthen the outreach strategies and service delivery mechanism under NACP -V in future.



Key Features of PMSMA

* PMSMA is based on the premise — that if every pregnant woman in India is examined by a physician and
appropriately investigated at least once during the PMSMA and then appropriately followed up — the process
can result in reduction in the number of maternal and neonatal deaths in our country.

* Antenatal checkup services would be provided by OBGY specialists / Radiologist/physicians with support from
private sector doctors to supplement the efforts of the government sector.

* A minimum package of antenatal care services (including investigations and drugs) would be provided to the
beneficiaries on the 9th day of every month at identified public health facilities (PHCs/ CHCs, DHs/ urban health

* A National Portal for PMSMA and a Mobile application-have been developed to facilitate the engagement of
private/ voluntary sector.

* ‘IPledgeFor9’ Achievers Awards have been devised to celebrate individual andteam achievements and
acknowledge voluntary contributions for PMSMA in states and districts across India.
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PAPER | (Anatomy/Biochemistry/Physiology)
SECTION A

1.(a) Describe the radial nerve under the following headings :

(i) Origin and course

(i) Branches and muscles supplied

(iii) Applied aspects (10)

1.(b) Describe the development of ventricles of the heart. Add a note on Fallot's tetralogy. (10)

1.(c) Explain the 'Mucosal Block Theory' for iron absorption. Discuss briefly the complications of excess of iron
deposition in the body. (10)

1.(d) Give the sequence of events at the neuromuscular junction during the transmission of a nerve impulse. Name
the muscles most commonly affected by myasthenia gravis. (10)

1.(e) Describe the components of the nervous system which are concerned with 'conscious alert state' that makes
perception possible. (10)

2.(a) A middle-aged female notices a lump in the midline of the neck. She notices it moves with swallowing. The
surgeon gives a tentative diagnosis of goitre.

Describe the thyroid gland under the following headings

(i) Gross anatomy and relations

(ii) Blood supply and lymphatic drainage

(iii) Surgical anatomy of thyroid gland (5+5+5=15)

2.(b) Explain why vitamin D can be considered to be a hormone'. Describe the role of vitamin D in calcium
homeostasis. (10)

2.(c) Discuss the sources and Recommended Daily Allowance (RDA) of vitamin B12. Briefly discuss the absorption of
vitamin B12 in the GIT and the clinical manifestations of the disorder of absorption of vitamin B12. (10)

2.(d) Define the Frank-Starling law.-State the significance and causes of shift of Frank-Starling curve to right and left.
(10)

2.(e) What is the role of baroreceptors and.chemoreceptors in.the regulation of blood pressure? (5)

3.(a) Describe the uterus under the following headings :

(i) Gross anatomy

(ii) Ligaments and supports

(iii) Relations of uterus

(iv) Blood supply

(v) Lymphatic drainage

(vi) Applied aspects (20)

3.(b) i. Which antibiotics and toxins inhibit protein synthesis in prokaryotes and eukaryotes? Briefly explain the
mechanism of action of each of them. (10)

3.(b) ii. What are ribozymes? Explain briefly the role of any one ribozyme in protein synthesis. (5)
3.(c) i. Enumerate the major hormonal causes of dwarfism. Give their characteristic features. (10)
3.(c) ii. Describe the principal events during oogenesis in brief. (5)

4. (a) (i) Describe the facial nerve under the following headings :

1. Functional columns and nuclei of origin

2. Course and branches

3. Bell's palsy (4+4+2=10)

4.(a) (ii) Differentiate between indirect and direct inguinal hernia (5)

4. (b) (i) Define renal clearance. What key features should be present in a compound for it to be considered as a
'gold standard' for measurement of renal clearance? Explain why urea is not considered as a 'gold standard' for this.
(10)

4. (b) (ii) Briefly describe the role of Restriction Fragment Length Polymorphism (RFLP) in DNA fingerprinting (10)
4. (c) (i) Give the physiological basis of anaemia in kidney and liver disease. (5)

4. (c) (ii) Describe the role of eosinophils in control of allergy reactions. (5)

4. (c) (iii) Describe the role of platelets in haemostasis. (5)
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Section B

5. (a) (i) Discuss the antiviral spectrum and therapeutic uses of acyclovir. (5)

5. (a) (ii) Doxorubicin is an antibiotic. Enumerate its role in cancer chemotherapy and its adverse effects. (5)

5. (b) What is hypersensitivity? Enumerate different hypersensitivity reactions along with examples. Define type |
hypersensitivity reaction and write its role in health and disease. (10)

5. (c) Define cancer. Describe in detail the effects of cancer-related genes on cell growth. (2+8=10)

5. (d) A 50-year-old male presented with a history of chest pain, polyuria and polydipsia since last 5 years.
Investigations showed HbAlc level of 12%, cardiac enzymes were normal, while urinalysis showed proteinuria.

(i) What in the most likely diagnosis?

(ii) Describe the microscopie findings.

(iii) What in the pathogenesis? (2+4+4=10)

5. (e) Define injury. Discuss the microscopic and histochemical methods which can determine the age of injury. (10)

6. (a) (i) Describe the microscopic features of breast cancer. Enumerate any five major prognostic factors. (5+5=10)
6. (a) (ii) Enumerate any five differences between primary tuberculosis and secondary tuberculosis. (10)

6. (b) (i) Explain why primaquine is used for radical cure of malaria. (5)

6. (b) (ii) Explain why albendazole is termed as broad-spectrum oral antihelminthic. (5)

6. (c) (i) What is candidiasis? What are its different presentations and etiological causes? Give the laboratory
diagnosis of a case of invasive candidiasis. (2+4+4=10)

6. (c) (ii) What is shigellosis? What are its causative organisms and their modes of pathogenicity? Give the
laboratory diagnosis of a case. (2+4+4=10)

7. (a) (i) Define death due to hanging. What are the probable causes of death in hanging? (10)

7. (a) (ii) What are the findings in a.case of judicial hanging? (5)

7. (b) (i) A 55-year-old female presented with hamatemesis. On physical examination, she was afebrile and pale. No
organomegaly was noted. Serological tests for hepatitis B were positive.

1. What is the most likely diagnosis?

2. Describe the microscopic findings.

3. What is the pathogenesis? (2+4+4=10)

7. (b) (ii) Describe the clinical features and microscopic findings in-acute lymphoblastic leukaemia. (5+5=10)

7. (c) (i) State the role of diuretics in the management of hypertension. (5)

7. (c) (ii) Discuss how excess dose of paracetamol causes acute hepatocellular toxicity and how you will manage the
condition. (5)

7. (c) (iii) Elaborate the advantages and disadvantages of Sodium-Glucose Cotransporter-2 (SGLT-2) inhibitors in the
management of diabetes mellitus. (5)

8. (a) (i) What is enteric fever? What are its causative agents? Give a detailed presentation of a case according to
the time of the disease and the respective tests used for diagnosis. (2+2+3+3=10)

8. (a) (ii) Draw a diagram of HIV virion depicting the various antigens and proteins. Give the serological pattern in an
HIV infection according to the time of presentation. List the various diseases associated with AIDS. (4+4+2=10)

8. (b) (i) What is virtual autopsy? State its methodology. What are its merits? (10)

8. (b) (ii) Define brain death. Describe its medicolegal importance. (10)

8. (c) (i) Discuss why infliximab is considered as an immunosuppressant. Mention its therapeutic uses. (5)

8. (c) (ii) Describe briefly the pharmacological characteristics of natriuretic peptides and their clinical uses. (5)
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PAPER Il
SECTION A (General Medicine/Dermatology and Paediatrics)

1. (a) Discuss in short the role of a Chest X-ray in the diagnosis of pulmonary tuberculosis. (10)

1. (b) Describe the clinical features for diagnosing a case of Depression. (10)

1. (c) What are the key differences between Kwashiorkor and Marasmus?

Which is the easiest method which can help in the early detection of Protein Energy Malnutrition (PEM) in children?
(10)

1. (d) During the initial phase of stabilization in a severe acute malnourished child, map out the dietary plan. State
the type, amount and frequency of feed that the child requires and for how long that would be necessary. In this
phase, what is the vitamin and mineral supplementation given? (10)

1.(e) In a confirmed case of scabies in an adult :

(i) What are the primary manifestations of the disease and what is the pattern of distribution of lesions on the body
?

(i) What are the complications seen in scabies? (5+5=10)

2. (a) (i) Discuss in short about the different modalities used in.the-diagnosis of Extra-Pulmonary Tuberculosis. (10)
2. (a) (ii) Describe the clinical features of malabsorption syndreme.<(10)

2. (b) (i) Write in brief the ten steps of Baby-friendly Hospital Initiative (revised 2018). (10)

2. (b) (ii) Write the advantages of breast-feeding. (10)

2. (c) A young adult female develops asymptomatic depigmented chalky white.macules and patches with no sign of
inflammation over face and around body orifices.

(i) What is the diagnosis ?

(i) What are the associated findings seen in this disorder. ?

(iii) How is this disorder classified ?

(iv) Describe the clinical course of the disease. (3+4+4+4=15)

3. (a) Describe the clinical features, diagnosisiand treatment of Kala-azar. (20)

3. (b) What are the types of vaccines currently in use against Pneumocaoccus organisms? State the National
Immunization Schedule for administering:PneumococcalVaccine in infants. Enumerate the diseases that the
Pneumococcal Vaccine can safeguard-against. (15)

3. (c) A young female patient develops acute inflammatory_ papules and vesicles all over her scalp and tips of ears
following repeated use of hair dye.

(i)What is the diagnosis?

(i) How can the diagnosis be confirmed ?

(iii) How will this condition be treated ? (5+5+5=15)

4. (a) A sixty-year-old male develops central chest pain while walking uphill. The pain is squeezing in character,
radiating to left arm, that relieves on taking rest. Discuss in short about the evaluation and treatment of this case. (20)
4. (b) (i) Enumerate the causes of respiratory distress in a newborn. How would you differentiate between respiratory
distress of respiratory origin and that of cardiac origin? (8)

4.b. (ii) Write the complications of cyanotic congenital heart diseases. (4)

4.b. (iii) How will you manage a one-year five-month old child presenting with severe respiratory distress with a history
of cough and fever for 5 days? (8)

4. (c) (i) What is the meaning of the term lichenoid' ? (ii) Name the disease that is a prototype of lichenoid reaction.
(iii) Describe the clinical features of the disease.

(3+3+4=10)
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SECTION B (General Surgery/OBG/PSM)

5.a.(i) Enlist conditions having an increased risk of malignant disease in bone and cartilage.

5.a.(ii) Briefly mention classification of bone tumours. (5+5=10)

5. (b) A 55-year-old male patient underwent subtotal gastrectomy for carcinoma stomach. Briefly describe early and
late complications of this procedure. (10)

5.c.(i) A 25-year-old infertile woman presents with menorrhagia. USG (Ultrasound) pelvis revealed multi-fibroid uterus,
largest measuring 3 x 3 cm. Describe the evaluation and management of Fibroid Uterus in the above patient.

5.c.(ii) Describe recent classification of Abnormal Uterine Bleeding (AUB). Briefly discuss the endometrial pattern in
various types of Abnormal Uterine Bleeding.

(5+45=10)

5. d. (i) A young newly married couple wants advice on contraception.

Describe the various methods of contraception which are suitable for them. (5)

5. d. (ii) Enlist the various methods of female sterilization and complications of tubectomy. (5)

5. (e) (i) Describe the 'yellow' category of biomedical waste in terms of types of waste, types of bags or containers to
be used, and treatment and disposal options.

5. (e) (ii) Comment upon 'incineration' as a method of biomedical-.waste management. (5+5=10)

6. a. (i) A 22-year-old Unbooked Primigravida at 38 weeks of.gestation presentsto Emergency with labour pains. How
would you evaluate the patient for obstetric triaging and further management of labour ?

6. a. (ii) Discuss the clinical features, diagnosis and management of Rupture Uterus following obstructed labour.
(10+10=20)

6. b. (i) Write the clinical features and diagnostic-work-up in a case of carcinoma rectum. (5)

6. b. (li) Briefly mention Dukes' staging for this condition.(5)

6. b. (iii) Enumerate surgical options forithis disease. (5)

6. (c) In the context of HIV/AIDS control.and the National AIDS Contrel Programme'in India, comment upon the
following:

(i) 95-95-95 targets (3)

(i) Categorization of districts (4)

(i) TB-HIV coordination to reduce mortality.(8)

7 (a) A 50-year-old male presented with a 3 cm nodule in the left lobe of thyroid gland with a hard left cervical lymph
node. Fine Needle Aspiration Cytology (FNAC) from the thyroid nodule revealed orphan Annie-eyed nuclei.
(i) What is the diagnosis in this.case? How can.this condition.be managed surgically ?

(ii) Enumerate different proghostic scoring systems for-this'condition.

(iii) What are the post-operative complications of total thyroidectomy ?

(8+5+7=20)

7 (b) (i) List the various sources of health information. (5)

7 (b) (ii) Describe the limitations of hospital records as a source of health information. (5)

7 (b) (iii) Write in brief the use of pictograms for presenting health information data. (5)

7.c. (i) What are the signs and symptoms of Pelvic Inflammatory Disease (PID) ?

(ii)) What are the complications of PID?

(iii) How do you manage a 28-year-old woman, P1L1 with unilateral Tubo-ovarian abscess ? (5+5+5=15)

8. (a) (i) What are the different types of epidemiological studies? (ii) What are the possible sources of control in case-
control studies? (iii) List the advantages of case-control studies as compared to cohort studies. (6+6+8=20)

8.b. Define Antenatal Care. What are its objectives? What is the schedule of antenatal clinic visits that a mother is
expected to follow during the course of her pregnancy? What are the advantages and disadvantages of domiciliary
midwifery service'? (15)

8.c.(i) Enumerate causes of hematuria in a 60-year-old male (5)

8.c.(ii) Briefly describe the management of carcinoma prostate in a 60 year old male (10)
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1.(a) Describe the radial nerve under the following headings :

(i) Origin and course
(i) Branches and muscles supplied
(iii) Applied aspects (10)

Describe the effects of damage to radial nerve at the level of deltoid tuberosity. (2014)

RADIAL NERVE
ORIGIN

The radial nerve originates from the posterior cord of the brachial plexus. It is one of the five branches of brachial
plexus. The radial nerve is made up of fibers from the anterior rami of the fifth, sixth, seventh, and eighth cervical

nerves, and the first thoracic nerve (C5-T1).

COURSE

The radial nerve's course is from the axilla to the hand:

* Axilla

* The radial nerve exits the axilla behind the brachial artery. It runs behind the third part of the axillary artery,
against the subscapularis, teres major, and latissimus dorsi muscles.

* Arm

* The radial nerve descends through the triangular interval, between the teres major, long head of triceps brachii,
and humerus. It then enters the radial groove, where it'runs between the medial and lateral heads of the

triceps.
* Cubital fossa

* The radial nerve passes through the lateral intermuscular septum and enters the anterior compartment of the
arm. It reaches the cubital fossa, where it's’located between-the brachioradialis and extensor carpi radialis
longus muscles laterally, and the brachialis muscle medially.

* Forearm

* The radial nerve divides into superficial and deep'branches in the forearm. The superficial branch provides
sensory innervation to the back of the hand, including the.web of skin between the thumb and index finger.

Clinical Anatomy

Lesions of the radial nerve at its origin from the
posterior cord in the axilla may be-‘caused by
pressure from a long crutch (crutch palsy).
Compression of the nerve against the humerus
occurs if the arm is rested on a sharp edge such as
the back of a chair (‘Saturday night palsy’).

Both these injuries cause weakness of brachioradialis

with wasting and loss of the reflex.

There is both wrist and finger drop due to weakness
of wrist and finger extensors, as well as weakness of
extensor pollicis longus and abductor pollicis longus.
There may be sensory impairment or paraesthesiae in
the distribution of the superficial radial nerve.
However, nerve overlap means that only a small area
of anaesthesia usually occurs on the dorsum of the
hand between the first and second metacarpal
bones.
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cutaneous nerve
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Medial head of triceps
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cutaneous nerve
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1.(b) Describe the development of ventricles of the heart. Add a note on Fallot's tetralogy. (10)

Describe the development of heart chambers. Mention the common congenital anomalies and explain the
developmental reasons for them. (2010)

Describe the development of the interventricular septum and write briefly about the congenital anomaly of the
heart related to this structure. (2022)

DEVELOPMENT OF VENTRICLES OF HEART

Spiral septum

Proliferation
from A.V.

Bulbar cushions

septum

Prolifiration from
A.V. cushions Interventricular septum

PN Pulmonary trunk and
‘ Aorta from truncus arteriosus

\ Outflow part of
Outflow part of left ventricle
right ventricle from conus

from'conus
Trabeculated part
of left ventricle
from primitive

Trabeculated ventricle

partof right

ventricle from
dilated part of
bulbus cordis
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Developmental components of Ventricles

Right ventricle

a. Rough part—proximal portion of bulbus cordis

b. Smooth part—the conus cordis or middle portion of bulbus cordis.

Left ventricle

a. Rough part—whole of primitive ventricular chamber.

b. The conus cordis or the middle portion of bulbus cordis forms the smooth part.
Interventricular septum

a. Thick muscular in lower part by the two ventricles.

b. Thin membranous in upper part by fusion of inferior atrioventricular cushion and right and left
conus swelling. Membranous part not only separates the two ventricles, but also separates right
atrium from left ventricle.



Bells palsy

It is defined as idiopathic, peripheral facial
paralysis or paresis of acute onset. Patient is
unable to close his eye.

On attempting to close the eye, eyeball turns up
and out Bell's phenomenon). Saliva dribbles
from the angle of mouth.

Face becomes asymmetrical. Tears flow down
from the eye. Pain in the ear may precede or
accompany the nerve paralysis.

Treatment

Lost of
wrinkles

- Wide palpebral
fissure

~————— Epiphora

Absence of
nasolabial

fold

— — ——— Droping of angle
of mouth
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3.(c) ii. Describe the principal events during oogenesis in brief. (5)

What changes take place in the ovary, uterus, vagina and breast during a menstrual cycle (2003)?
Explain the changes which takes place during luteal phase of menstrual cycle? (2018)

Describe the key events occurring in the ovarian cycle with reference to their hormonal basis. (2021)
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6. (a) (ii) Enumerate any five differences between primary tuberculosis and secondary tuberculosis. (10)

. What do you understand with the terms miliary tuberculosis and disseminated tuberculosis? What are the
complications of miliary tuberculosis? (2007)

Primary tuberculosis vs Secondary tuberculosis
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infection tuberculosis tuberculosis
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Pathogenesis

( )
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Fibrous septa-delicate bands or broad scars around multiple
adjacent.lobules.

Parenchymal nodules, encircled by these fibrous bands.
Regeneration by preexisting long-lived hepatocytes and
newly formed hepatocytesfrom stem cells (canals of hering)
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6. (c) (i) What is candidiasis? What are its different presentations and etiological causes? Give the laboratory

diagnosis of a case of invasive candidiasis. (2+4+4=10)

. Pathogenesis, laboratory diagnosis and prophylaxis of Candidiasis (2009)

. Discuss morphology, pathogenicity and laboratory diagnosis of Candidiasis. (2013)

. Pathogenesis and laboratory diagnosis of candida albicans (2015)

. What are the factors responsible for invasive candida infection? Briefly describe the laboratory diagnosis of
bloodstream candida infection. (2017)

. Enumerate infections causing Candida species. Suggest a laboratory approach for the diagnosis of invasive
candidal infections (2019)

CANDIDA SPECIES

C stellatoidae, C tropicalis, C pseudotropicalis, C krusei, C guillieromondii, C paraspilosis, C viswanathii, C glabarata,
C dubliniensis

SPECIES IDENTIFICATION

Candida albicans can be identified from other candida species by GROWTH CHARACTERISTICS, SUGAR
ASSIMILATION and FERMENTATION TESTS

1) Formation of chlamydospores on corn meal/Rice meal agar at 20 degree c (Dolmaeu plate culture)
2) Chrom Agar-Light green color colonies

3) Reynolds Braude phenomenon (Germ tube test) : Also positive for dubliniensis



Laboratory diagnosis of INVASIVE CANDIDIASIS

from the lesions

yeast cells (4-6

: 2 Direct : SPECIES
Specimen Transfer media microscopy Culture media IDENTIFICATION
*Skin scrapings eGram positive eCreamy white *GERM TUBE
oval budding smooth pasty TEST

colonies with

especific for

*Blood
Aliike micrometers in typical yeasty candida albicans
«Sputum size) order elt is also called
eOther stains- Reynolds
*Catheters PAS/Metahmine SDA Braude
silver stain phenomenon
Serological Molecular Bihertests Formation of
diagnosis diagnosis chlamydospores
eAntigen eUpper Gl on corn meal/Rice
detection-cell *Matrix-assisted endoscopy meal agar
wall mannan laser
antigen desorption— .
eAntibody ionization— Chrom Agar-Light
detection-ELISA time-of-flight green color
eEnzyme mass colonies
detection- spectometry
Enolase/aspart Lol Galactomannan
ate proteinase MS) ¢
ePCR test

Beta - Glucan Assay

Factors Responsible for Invasive Candida
Infection

When the pretreated sample is mixed with the LAL solution,
(1->3)-B-D-glucan in the sample activates Factor G, which
initiates the cascade reactions and causes gelation.

The time taken for the transmittance to reach the threshold
value is also measured. This time is defined as gelation time

(Tg).
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1. (e) In a confirmed case of scabies in an adult :

(i) What are the primary manifestations of the disease and what is the pattern of distribution of lesions on the
body ?

(i) What are the complications seen in scabies? (5+5=10)

. Describe the clinical manifestations and treatment of scabies (2004).
. Mention the complications of scabies (2012)

PRIMARY MANIFESTATIONS OF SCABIES/PATTERN OF DISTRIBUTION OF LESIONS :

Insidious onset : Intense noctural pruritus 4-6 weeks after initial infestation.
Carriers are asymptomatic
Physical examination reveals excoriations and eczematous dermatitis

Pathognomic lesion in case of Scabies is Burrow.

Burrows represent the intraepidermal tunnel created by the moving female mite. They appear as serpiginous,
grayish, threadlike elevations in the superficial epidermis, ranging from 2-10.mm‘long.

It usually involves-Finger webs, Wrist, Axillae, Areola, Umbilicus, Lower Abdomen, Genitalia, and Buttocks.
Except in infants, the face, scalp, neck, palms, and soles are usually spared.

Marking these areas form an imaginary circle known as CIRCLE OFHEBRA

Copyright © 2019 by medCampus
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Growth charting is only one method of growth monitoring. There are other indicators such as height for age, weight
for height and arm circumference.
Arm circumference is independent of age and particularly useful when age is not known.

ARM CIRCUMFERENCE:

* ltyields a relatively reliable estimation of the body‘s muscle mass, the reduction of which is one of the most
striking mechanisms by which the body adjusts to inadequate energy intakes. Arm circumference cannot be used
before the age of one year; between ages one and five years, it hardly varies.

* Anarm circumference exceeding 13.5 cm is a sign of a satisfactory nutritional status, between 12.5 cm and 13.5
c¢m indicates mild-moderate malnutrition and below 12.5 cm: SEVERE MALNUTRITION

* To measuring the mid-upper arm circumference, first mark apoint midway between the tip of acromian process
of scapula and the olecranon of ulna, while the child holds the leftarm by his side.

* It should be ensured that the tape is just tight enough to avoid any gap as well as avoid compression of soft
tissues.

Shakir tape
red green
severe acute yellow b deuta
malnutrition moderate acute v

malnotrition

L malnutrition

1. Locate tip of 2. Tip of shoulder 4. Place tape at tp of 6. Mark midpoint
shoulder 3. Tip of elbow shoulder

S. Pull tape past tp of

bent elbow

7. Correct tape tension

8. Tape too tght

9. Tape too loose 10. Correct tape position for arm circumference
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Dukes stage Abowel Dukes stage B bowel Dukes stage C bowel Dukes stage D bowel
cancer; the canceris cancer; the cancer cancer; the cancer cancer; the cancer
only in the inner lining has invaded the has invaded the has metastasized.

of the bowel. muscle. nearby lymph nodes.



Well-differentiated thyroid cancers >1cm (T1b or larger) — SURGICAL EXCISION

* CHOICE OF SURGERY
Intrathyroidal cancers >1 cm and <4 cm (T1b and T2 tumors) in the absence of metastatic disease -
Unilateral (lobectomy) or bilateral (near total thyroidectomy)
Risk of recurrence and metastatic disease — Bilateral thyroid surgery (Near total thyroidectomy) +
Radioiodine ablation
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AJCC 8t edition TNM Staging (AGE CUT OFF 55 years)
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FOUNDATION

COURSE

Comprehensive approach

1. 100% syllabus coverage (Foundation Videos + Foundation Notes)
2. UPSC specific personalized mentorship
3. Detailed discussion of clinical topics (Differential diagnosis and
management algorithms)
4. Extra Focus on Basics
5. Previous Year's Paper Model answers and discussion
6. 12 Subject-wise tests for answer writing practice
7. 4 Sectional tests and 2 Full length tests (Updated yearly)
8. All INDIA RANKERS answer copies for reference
9. Regular live doubt clarification sessions
10. Flexible validity (1/2/3/4/5 years access packages available)

For further information:
Contact: 8978444188
Email: dr.naveen@medcampus.io



