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Trachea
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\Hyper-resonant

Breath sounds

*

o MCC of pneumonia in AIDS patient is Pneumococcus

o MCC of Tension Pneumothorax is BAro trauma > penetrating trauma

- NENTIATOR- \

’so“\“a Gimp

o Best site for insertion of wide bore needle in

sice o o WAL
2\c¢ b Yo WMCL

-Tension pneumothorax in adults=

-Tension pneumothorax in children= l\CQ \Rt TO W\C\/

Legiomatrec : Eovolee WARONRATRE \\h

e e e o) DAt OB v On- -?ro; Sgé'mm

o Legionella can present as both typical and atypical pneumonia

% DRINE Yo¢ \egiondla angeq,

ma\o\o\nona
o Atypical pneumonia with evidence of hemolysis, Low Hb and bIack urine is mycoplasma .

pneumonlae \IB“Q PDD“)P‘-W
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@ Yengr . UMIDCToNER
> Sogcte DA c\u\zwm, AV

) q AT ?m’umpmd
— \°¢ anAgh, \(QR A

Revnogtobing
Ol e W

Pg. 123



Organism specific pointers in pneumonia

Legionella

pneumonia

—

Best test: urine legionella antigen

Selective culture media %\5 C-E-
% CADW - Ny

M\ﬁ\fom\{)ﬂ}\
> 531 \2ad wwigeon, S ub . Chores ®©

R (A

N\\x Y00

3

DOC

—

lung abscess

S. Aureus \‘3 \\0\)29 06_ QdWW’YS\OI’\
Nosocomial _ ? O(‘W ) @)
pne;;monia _ )Nma kbgwb _
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- MCiindirect cause anVf
* Wienadom : My ofion ¢
Syrovne.  Stomady
Diagnostic criteria CDVI’ﬁ-TY‘(S
% e °
IS vinaoon: e
1. \pa02/ Fio2 ratios < 300
2. LA pressure is normal / Absence of LA hypertension @\T%Q\

Nomd - cw.mo Geme TOUN  €eDe i\

3. CXR shows Bilateral infiltrates @ &

4, <7daysof|ung|njury 6N‘Ax

RX: ‘\/ A \,
. | [low volume ventilation Lowand high|\PEEP oo
- vehune,
x ®=T: Rnl\y % U6 mbllg = Tidak
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COPD oLz
Modified medical research council grading of dys:ﬂwa ™m N\RO
Grade ~
! O
" % Wals Alowly ,thm YEERS

7 2 S‘D’?ﬁ '\T\WM“)R(*%.

L B

g\?,f"\* S'éo? ot | sxor

C

Otz || [* Sk om Qody ATk : chorgc ) Ontreo
b « o beotiles T Wl Jaluig bedh

\uh o ek,
@ / 0f Q0 ouX o} Mous. oo
GOLD grges of COPD .\-\WQA V\*A C\a)(au)(g

D Mild FEV1/ FVC L0.7¢ 4 FE\s\ > 80/

n Moderate | FEV1/FVC 0.7 & Fe\]\ 59-30-1.

| severe FEV1/ FVC £0.7 + ey, (- gDI :

v Very severe | FEV1/FVC <0.7 “ FE\)\ < gD’

FEV1/ FVC < 0.7 post bronchodilator
—
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GOLD Groups

(T Low symptoms | 0-1  hospitalization Any BD

O R SAB or LA

(E High symptoms | 0-1 hospitalization LAMA + LABA ‘
mmec Tioteofiom =+ ORGSR

N .

(f) Any symptoms | >2 exaceﬁations or >1 LABA + LAMA+|ICS l
LI hospitalization Blood eosinophils > 300 o\ o min

Wcjm\\b - Abcdude, RosinBbl Counl

e

T &le st Uub\ovrg‘- J\Aw\a Nos cenn
v

-Barrel chest is seen and patient sits in tripod position with hoover sign(paradoxical inward
— ? > T - ~
movement of chest during inspiration) A O\Aﬂ;\mﬁ&m T

‘&\ST—Best to measureis body plethysmography > Yeliom dududien \est

-Emphysema has reduced DLCO Qe SC'OWW\@

—

- IV hydrocortisone is used in both COPD exacerbation and severe acute asthma. Don’t use oral

-Clubbing is not seen in COPD

stergids as side effects exceed the benefit.

- NIVis treatmeg'c/éc choice of acute exacerbation of COPD causing Type 2 respiratory failure

- best mortality reducing intervention in COPD isLLO_T using low flow oxygen. Target sp02 in COPD
is 88-92%.

- NIV is contraindicated in unconscious patients with CV instability
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@?E\l\ > %'\)l | e b MM’FE\)‘@
Bronchial Asthma \oC: gﬁl?o M&W‘f) '

-Post bronchodilator FEV1 increases b@r > 200 ml air: Reversible bronchoconstriction

-DLCO is increased in asthma X
*
-idiosyncratic asthma/ W trinsic asthma presents ine}zfﬁage group and has normal IgE levels and
coexists with nasal polyps N‘E.\)'(RDQ’(\QL +
—

Extra mile \/

-Fe NO measures the amount of nitric oxide in exhaled breath

. 1. Non-invasive measurement of nitric oxide in exhaled breath
yanoded
NO
Tw’( 2. Itis a non-invasive biomarker of Type-2 (eosinophilic) airway inflammation,

\janv1each \)l)zd especially in asthma.

3. Inducible nitric oxide synthase (iNOS) upregulated by IL-4/IL-13

?“\?\ 4. Values > 50 ppb indicate Eosinophilic inflammation likely and steroid

responsiveness
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Nofmal — foer 2D

:3 chomg th NC
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WY Coolloped

2.
(}ﬁﬁ?’ : SCooked Ouk > 2]
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\° LARA <le
e
S 1-2 L d ICS-LABA ded
tep ow dose as neede —“ZE_\YWES
A Aucevmi
hos- 1 Sofe. TheahT
Step 3 MART with low dose maintenance ICS-LABA ddf\la,
Avs T S
Step 4 MART with \Wiom done YCo— UhBhr
L a oe O _“QWQQ\\)M
Step 5 Add on CRWR - Y F N
- — U
Sy —> % | Nedwm do \Ce — LABR R
aﬁg@ % oml Seagvive L[ RN Wb, RV

¥

-Refer for assessment of phenotype
-Consider trial of high dose maintenance ICS-formoterol( risk of adrenal

suppression)

-Consider\E?‘{gicals mw\mv\ﬁ\ N <<

Ms?éizumab: Block IL-5 itself - {, eosinophil survival

R ADCC

Be:r;léumab: Blocks IL-5 receptor - antibody-dependent cell-mediated

cytotoxicity - near-complete eosinophil depletion

omodi2omob = Wik — A&

MART = single inhaler having ICS—Formoterol inhaler for BOTH maintenance + relief

AIR= anti-inflammatory reliever
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Case Scenario \/ 'D\\T ] ?\-\\J\'ﬂ b sl

Q. 25-year-old guy has bike accident and is hospitalized for polytrauma. On day 3 he develops sudden

onset respiratory distress and spO2 is 80% O/E Pulse is 100/min, BP = 90/60 mm hg and prominent

/
neck veins. Diagnosis is

Pulmonary embolism

b. Fat embolism syndrome

R AU

tee
4 FemoR. SHRFT t hole Gor pumonale
ORIF Whcawe fe
3\\\ \A?;\m R \\/
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o mt;h ‘ PR RUE . el deoiakie
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First investigation/ SCI'eenl“g'“’-St 'D 'D\“\f,?_. m‘d’

Dofflel. EXReMTES
(e Vo TWEOMEIQIO)

loc — CTeR NTQ

Non-invasive test to identify the cause

TOC of massive P
.’

ATARIN  Sc
TOC of PE/ Sub;massive PE B?“@ Q'mx

DI
Parameters to be checked to identify in the question
1. Homansign © OnWWX M\B\Wfd\ >

2. BPValue \\l

3. Echo findings : MCOY\Q)&X —“ﬂf.\z UU\‘(}) vn ?P"

ol PHN

o) MIKWE ENOXASARN SC
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Common errors
Q.A 60-year-old man with colorectal cancer underwent a hemicolectomy. During surgery ETCO2

suddenly dropped from 35 mm Hg to 5 mm Hg with\Hypotension. Which of the following best

—

describes this presentation?
a. Myocardial muscle relaxation due to anaesthetic drugs
b. Overload of saline
@ Pulmonary embolism
d.

Mesenteric artery bleeding

Q. 25-year-old guy has bike accident and is hospitalized for polytrauma. On day 3 he develops sudden
onset respiratory distress and becomes unconic)(fus and unre%ive. O/E Pulse is 100/min, BP=
110/70 and petechiae are noted in chest wall. Diagnosis is

—
a. Pulmonary embolism

Fat embolism syndrome

Geo QTR

Major features Minor features
\/(xillary or subconjunctival Tachycardia > | 10/minute >~
petechiae
S\?m'\, \j&poxemia PaO, < 60 mmHg; Pyrexia > 38.5 \'4
FIO, = 0.4 -4
Pulmonary edema Retinal fat or petechiae

6 kUrinary fat globules}or oligoanuria

'\}éntral nervous system depression  Sudden thrombocytopenia > 50%
disproportionate to hypoxemia High ESR > 71 mm/hour v

Q-\'Q + 5

RO CREOMN(IRN
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Additional Notes
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Nephrology and electrolytes

Albuminuria categories
Description and range

CKD is classified based on: Al A2 A3
* Cause (C) Normal to mildly ~ Moderately Severely
*GFR (G) increased increased Increased
* Albuminuria (A) <30 mg/g 30-299 mg/g 2300 mg/g

<3 mg/mmol 3-29 mg/rmol 230 mg/mmol

G1 Normal or high 290 Screen 1 Screen 1
G2 Mildly decreased 60-89 Treatt 2 Treaat 2

Mildly to moderately ,¢_
G3a Aeireased 45-59 Treat1 Treatt 2

G3b Moderately to severely 30,4 Treat 2

decreased

G4 Severely decreased 15-29

G5 Kidney failure <15
- ™ vz

3
) A
o o J GFR categories (ml/mim/1 73 mf)
: .
2 _\
A (s

Chronic Kidney disease

D NefnRotATHY

-Leading cause is

o) Jntdomy
-CKD with normal size kidney/ slight enlargement is seen in 'Dm )

-Leading cause of death in CKD is C'\)D

-Target BP in CKD patients should be < \?’0‘ %0 L\’“"h Y—QY\V\) mm Hg

e u e MM

-Most life-threatening complication of CKD is

-Staging of CKD is based on Q(AFR and k\b\)m";’\ Cmml‘.@. eﬁ'\\o
Geabnine O me. ANwmim eaeee

-Stage at which complications appears is grade E

\C ) Mg N o
-Uraemia featurefﬁ&ipﬁ grade ‘ﬁ: (‘_ %I’A Q(S & RENP\‘\, FR\L\)KE-
% Qﬁifuﬂﬁ aUQ?‘EQ”’Ez

-Troponin | is elevated in CKD so never rely on_ﬂ\_gle value in CKD patient with chest pain. Instead

—

perform Serial troponin |
VAN
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Albuminuria categories

Description and range
CKD is classified based on: Al A2 A3
* Cause (C) Normal to mildly ~ Moderately Severely
* GFR (G) increased increased increased
* Albuminuria (A) <30 mg/g 30-299 mg/g 2300 mg/g

<3 mg/mmol 3-29 mg/rmol 230 mg/mmol

G1 Normal or high 290 Screen 1 Screen 1

€

2 G2 Mildly decreased 60-89 m Treatt 2 Treaat 2

T

€ Mildly to moderately ,c_,

D oon vemonomoiss  tenr | teae [SN
Py Moderately to severely

Do e s [

B Low risk (if no other markers of kidney disease, no CKD) Moderately increased risk  [JJl] High risk
Moderately increased risk [0 High risk Very high risk
Normal Moderately Severely

to Mildly Increased Increased

Increased (Microalbuminuria) (Macroalbuminuria)
<30 mg/g 30 - 300 mg/g > 300 mg/g
(< 3 mg/mmol) (3-30 mg/mmol) (> 30 mg/mmol)

4+ =
Low Renal Risk Moderate Risk T ﬂ'/
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Mild CKD: 60 -89
Moderate CKD: 30-59
Severe CKD: 15-29

Ren\ayéilure / ESRD < 15

Q. Best to differentiate between AKI and CKD?

@ Creatinine clearance and Urine albumin

LB~ Serum creatinine and BUN S odbomiy \,;."\'

/e.’ Size of kidney and BUN

d. Urine output and Serum creatinine
=

G1

> R m)vn | | A2m>-
3D

” 60 — 8 W) min| L tm™
=

)

il 4S — €9 milmin| YRM=
\g ‘_\> Q»D:‘)QN‘C \O\&N

o - Wy v 4 ) aemoma)»ty
2\ W\

4 \&— A 7 7 RRT SQD&:(MF-
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WNebuman: ee <zowl [H
Medical Management of CKD: ABCD7—PK \"\D\)\\ﬁ - %_O:I_ QQO‘\C"&M d@f‘f«)

» Yab Wole <1 STt , eGire 20 DR-YO

W< (8o heed ]
Yé;’)‘ibﬁﬁﬂl'- \yoloo , K= 6-Bme|L e + Franocin

: CIRTN
c CMO LR T\ DL - KNTORUA o
oy QousT B T WL <Fomy Ezelinibe

s Dy (RESY T ST 2 AR\
®

Start first with sevelamer to decrease phosphate and then start cinacalcet

B

On regularly taking vitamin D and calcium levels develop causing Adynamic bone disease

E:replete iron levels and then start Darbepoeitin
L———\

Causes of Anaemia in CKD \, S\Y\&\Lm v or G-(q\_ ‘Tm

/" Erythropoietin deficiency

2. Iron deficiency Yoor, ORAL \WTAWE

3. Hyperparathyroidism 4 % ™aTiow

damncge
TR S VAN
0\{ L(}\V\)ﬂ\'b\'\\)m Q'N\OD Y\QE/
Codciom — O oS
) A T Rome 2

Sodiom 2NN
¢Rg  Soo— boy chere DWponale

% Ao - Vieoodone - Yedd 2dome 4

wm QD

Pg. 139



Diabetic Nephropathy
DIER . GlomeR VW suso e

\immekcdan — WL chorye
Nodudn G ONTRIW SAsbdY
moot charodealis,

l\; /Y P
3 Nm?m'l:
ot | ch

Earliest feature of \J\\A? EK“\, m ’(\'D “

diabetic nephropathy

" | Screening test rDP\QKT) VY O\\b\)\rnm‘\CcEQ\mW\L . 0= BCR)Wg
Qi)iwd = \ 9 9 \mn‘aré
Fiasltl‘;;;t;) ‘N % \ow done NCEY of ARS  ebinme
Additional dr%&},@lﬂ// QGuRC . Qo :\m, _C@\‘),‘-Smm \'8'
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Renal replacement therapy G\L‘

S Preferred modality: Kidney transplantation

% MC used modality: Hemo-dialysis

_Menous pressure monitor
-

-

o ~ _Air trap and air detector

Salne solution — _l ‘ )? Clean bbod

Fresh dalysate

<] Dialyser

Used dialysate ____ 8
' b‘/""
' 4 L)
[ N Y,
Inflow pressure- | \ — )
monitor I\ Y =
e —l
|J ) = ﬂ ‘J — é
' \( | A
4J Blood pump
Heparin pump Arterial pressure Removéd blood
to prevent clotting) monitor for cleaning

0 TENK ON

-MC complication of HD is \)\\5? (caused due to acetate used as buffer in

dialysate due to its vasodilatory effects). Cooling the dialysate helps too in reducing this

-MC complication of recurrent HD is increased P‘QCQMM [ D SC\Q&M
-AV fistula site in non-dominant hand between Rad‘\ﬂ P\ artery and CQ»\:’V\QXAQ, vein

and is called Cimino Brescia fistula

—

complication

Q. All of the following improve with dialysis except?

Renalosteodystrophy > K\)C{m :YE,ESQ\} .S\r(/pé,

b. Metabolic acidosis \3\-\-

c. Hyperkalaemia t.\
Yoo enwn

d. Pulmonary oedema
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Kidney transplant

Recipient

Transplanted
Kidney

Kidney
Transplant _

¥ Life expectancy enhanced by approximately 15 years ) dw
dn‘ro D QR
Lesion with high recurrence tendency after kidney-transplantation: W o&:

Lesion that doeecur after kidney transplantation: k\XDRT S\\Tdﬂm

Q. Which of the following is absolute indication for urgent haemodialysis
Uremic pericarditis —_ \)\{Q ( \?Y\ eNCH MO
A~ Uremic melena \f\QW\O Qj\.(,f W

c. Uremic encephalopathy (}‘ d)ﬂ(', TW\\’OY\O@.Q/

&7 Uremic asterixis

MfoRT: ®s Chaino d) Wfe y cdlospn % CoWMAS Zer 4

AD, K&, PO, M- SN dasd
% Aokrer dad. d) URRemify /\ Womalgea — &

Pt - \ewh conap
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brranone
Opportunistic infections after kidney transplantation

MC opportunistic infection leading to graft failure after 3 months of kidney transplantation with

Baoohnlic
\IN
\nduworen

oWl ey okg

urine m/e finding shown is

Y

MC opportunistic infection leading to graft failure after 8 months of kidney transplantation with

urine m/e finding shown is

Aeoy @L

O
I Rencd Tbow el

WS | Ry Plmoma Witws

'?

Graft rejection

Type Hypersensitivity

vaeracutek \mmw; aﬁ)\%) T?,
Acute (‘ c 6 \rf\b\) T?—\T “

Chro\nic (M"A’) T\{
s 5 6mih
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Acute kidney injury
KDIGO/ RIFLE / AKIN criteria

D 5
e0§R <. 60 wrd\min| | A5
X 2 rwniho

G | = %0 ML
\ 6o- 89

G2 20- )
(Y \$- 19

Functional criteria for AKI —
C\g < \S

_ = RompRueesd RS
Increase in Scr by 250% within 7 days. — v
on oy | | -l-M— A b \AB
Increase in Scr by 20.3 mg/dL within 2 days. \__a 2 N QRL
Or Oliguria for 24 hours % C.\j %—( R_(\& -C

MW w\%\,% ~Wece ~ A
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% bex mevod. @ ol IR og OV Wy
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_S/ Serum creatinine Urine output Duration
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-Leading cause of ICU admission: ’\\C_X‘

-Anuria is defined as urine output less than 100 ml per day \\/
— ¥

-MC type of acute kidney injury: Pre-renal AKI é" ?em S\ON

- Preferred fluid for choice for patients of AKI — Normal saline
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Indications for haemodialysis

(\A)Acidosis (pH i’l)

¥
E: ’Electrolytes: Refractory Hyperkalaemia (K > 6.5 mEqg/L)

TN

I: Intoxications d‘f‘k%o
( 0)Overload with fluid refractory to diuresis \J\F

(@Uremic pericarditis, uremic encephalopathy

—

Q. 15-year-old child develops diarrhoea with seveﬂehydration and oliguria. On admission Serum
a—

creatinine {s 4 mg/dWith olality of 700 i L what is

the most likely diagnosis? ?%.— EQNP(L ?\M

a. Prerenal AKI
b. Post renal AKI Y&ﬁ) &'\DN A/ p"( &
c. Renal AKI

d. ATN Yy
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Q. Electrician is admitted to ER with burn and passage of red color urine. Labs shows increased CK
]

MM levels with serum creatinine of 4 mg/dl. Which of the following will not be seen in this case

iy LA DOWRWINE
% (Run w\wt du’m@& buso

a. Hypocalcaemia

Hypokalaemia K'\\

c. Hypophosphatemia

d. Hypomagnesemia

Q. Leading cause of renal failure in multiple myeloma ERP&
a. Hypocalcaemia \?\C&DW\D\ )&D
Hypercalcemia bDY\Q, Wc’ \01\9
c. Bence jones proteinuria — S‘YVNL - R\\K

d. Urine beta 2 microglobulin ~ \IQ\\)Q _ Q\ou.&
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MCC of post renal AKI ° %‘ ? W W20

Non oliguric Acute kidney injury is caused by “L
. t
1oan: TR, Nanwmy tn

2. Contrast induced nephropath ‘\W&C/ , ~ !

3. Aminoglycosides °, _‘Qmm‘bc,\l\)

D NETLIMYGN) > Polporia
Features of tumor lysis syndrome: PUKE Calcium @ _ Qf
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Renal failure after coronary angiograp

Contrast induced nephropathy (iodin!lt ti__ Athero-embolic kidney disease

contrast) ————\

Good prognosis \ Livedo reticularis[ T\&¥1 W& .
. Ay Siu

KFT returns to normal within 7 days 2] Rash

IV hydration / K& Blue toes

7 N
(( “Urine %D S{WH\ \ \VM

N-acetylcysteine (

Renal failure after dysentery/ Diarrhoea
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\/ Normal sized kidney Unilateral or Bilateral enlarged kidneys
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