Disease of Adrenal glands
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Methods of Insulin administration
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Pheochromocytoma

Leading catecholamine produced by normal adrenal medulla
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Leading catecholamine produced by pheochromocytoma
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Rx of benign pheochromocytoma
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Cushing Syndrome
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Screening/confirmation of diagnosis
« 24-h urinary free cortisol excretion increased above normal (=2x)
« Dexamethasone overnight test (Plasma cortisol >50 nmol/L at
8-9 am after 1 mg dexamethasone at 11 pm)
« Midnight salivary cortisol >5 nmol/L (=2x)
If further confirmation needed/desired:
« Low dose DEX test (Plasma cortisol >50 nmol/L after 0.5 mg
DEX g6h for 2 days or a single dose of 8 mg overnight)

Positive l—’ Negative

Differential diagnosis 1: Plasma ACTH |

ACTH normal or hi ACTH-suppressed
>15 pg/mL to < 5pg/mL
ACTH-dependent ‘ * ACTH-independent
¥ Cushing's | Cushing's
Differential diagnosis 2 Unenhanced CT
« MRI pituitary & adrenals
* CRH test (ACTH increase >40% at
5-30 min + cortisol increase >20%
at 45-60 min after CRH 100 ug V)
* High dose DEX test
Cortisol suppression >50% after
g6h 2 mg DEX for 2 days) Bilateral ‘ Unilateral
[ . micronodular adrenal mass
CRH test and high-|  Equivocal CRH test and high- or :
dose DEX positive results dose DEX negative | macronodular l
Ectopic ACTH adrenal Adrenal tumor
Cushing's disease production hyperplasia workup
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Disorders of Calcium Metabolism
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Leading cause of Hypocalcaemia
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1. Inadvertent removal of parathyroid gland during total thyroidectomy
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Leading cause of hypercalcemia in hospitalized patients
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Pulmonology
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Aldosterone has inverse relation with potassium

pH has inverse relation with Potassium
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Modified Allen test is done for integrity of palmar arch before doing ABG

Unclenched hand returns

P02, pCO2 values are by default in mm Hg

How to interpret in 30 seconds
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Scenario 1:

Parameters

Values

Interpretation
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Expected PCO2= HCO3 plus 15 =10 + 15 = 25 mm Hg

Optional for FMGE

Scenario 1.1
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Scenario 1.2

Parameters | Values

Interpretation
pH 7.1
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Scenario 2: Acute exacerbation of chronic bronchitis

Parameters | Values Interpretation

pH 7.2 «/ Q'Q .
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Scenario 3: COVID Moderate/ Severe case R-RQDJ" '\\ (,(n—- {/

Parameters Values Interpretation
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Optional for FMG

Scenario 5

CKD patmepisodes of vomiSf

Parameters Values Interpretation )
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Pneumothorax
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First line intervention
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Air collection chamber should exhibit intermittent bubbling

-Continuous bubbling in air collection chamber indicates
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Hemothorax
When to inform surgeon

1. Drain amount > 200 “\bv per hour for 2 hours

2. Drain amount > \ SL single reading
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Pleural effusion
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Above the upper border of lower rib

Lights criteria

ciegrosL , Nz Ayn

Transudative: CHAP: CHF, Hypoalbummemla Asc:tes and perltoneal dialysis
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PF LDH

PF Adenosine deaminase levels elevated are seen in
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Most reliable auscultatory finding of lobar pneumonia
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CURB 65 Score or CRB-65 score . - _'L. ‘?D‘J\E

The CURB-65 criteria include five variables: confusion (C); urea "
>7 mmol/L (U); respiratory rate >30/min (R); blood pressure— \ b=
systolic <90 mmHg or diastolic <60 mmHg (B); and an age of gg P 30 h\W\
>65 years. Patients with a score of 0 (a 30-day mortality rate of 1.5%)

can be treated as outpatients. With a score of 1 or 2, the patient g? Z %O\ 60

should be hospitalized unless the score is entirely or in part attrib-
utable to an age of 265 years; in such cases, hospitalization may not

-
be necessary. Among patients with scores of >3, mortality rates are &52’ 2 63 \"(

22% overall; these patients may require ICU admission. The PSI

has greater efficacy than CURB-65 but is more difficult to calculate. %P\&\‘Q = W Q)\ R\b
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Add coverage for Pseudomonas Aeruginosa
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