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A. D;oina.chc Criferia
or ar t[Cr/Ck
1 m@ar + 3 minor

or all Sminor crikeria "-BLOOD CULTURE +VE >2 TIMES 12 HOUR APART
- ENDOCARDIAL INVOLVEMENT FROM ECHO

DUKE CRITERIA

F- FEVER

- ECHO FINDING NOT MAJOR
- VASCULAR PHENOMINA

- EVIDENCE FROM MICROBIAL /IMMUNOLOGICAL- 2
EVIDENCE

- RISK FCTOR FOR IE VALVE DISEASE /CONGEITAL DRUG
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Endocarditis: Physical Presentation I

« Janewav lesions: — Non*’fpndﬁr

Janeway lesion - close-up

o Osler nodes '

Uénolea‘ )

« Roth spots:




Types of vegetations Duke Criteria — LE
1 Duke Shiedor*&z. Rechum
Duke Score jor - Chronic

Stoble amgina
[/

Small,Firm, Friable Large, bluky, irregular Small friable Medium sized flat
verrucous

Along the lines of Valve cusps and Along the lines of Both surface of
closure mural endocardium closure valves involved

Mox. embal /w Huypor cangulable amdifon

Indication jor &ufml NMW
* foilusa of modical R
: '\%aﬁﬂr ol or wlve ring Absces

ortic Valve endecarditic doude /an Hoantblack
* Prosthedic mﬁua 2mdocardiki
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&mf} Jm g 13]« ﬂor? ﬂm/aﬁo}cmm B treatmont.

Treatment

S. aureus Naficillin +gentamyan and

<=5 rifampicin X 8 weeks
*rifampicin kills staphylococcus
adherent to foreign material
MRSA= add vancomyan

HACEK Ceftriaxone X 4 weeks

Enterococc Penicillin G + gentamycin X 4
weeks

Penicilin sensitive S. bowis Penicillin G + ceftriaxone X 2
weeks

Penicilin resistant S. bowvis Same as above for 4 weeks
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: Contral Dikokic Insipidus (CDI)
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Frequent Thirst Frequent Urination
Check /ﬁr 1. Urine OSmaMly s diluted Dicbokes m.cww
2. Plsma osm. U Concenfrofed
3. Na* Conc. s My Here water (s lost
H30 J

Y, Wwater deprivation Jest. o TWW 7y
\L‘ ﬁ { '

Urine is diluted

Rx: (D7 — De.cma/a)wss:‘n
NDI — Thiazide




Causes of Central Diabetes insipidus

Pearl #PM1534 - Medicine

Neoplasms:

o Pituitary adenomas (most common)
o Meningioma

o Metastasis from lung and breast cancers
Infiltrative:

o Sarcoidosis

o Langerhans cell histiocytosis
Genetic:

o Wolfram syndrome

o Hand-Schuller-Christian disease
Infections:

o Chronic meningitis

o Viral encephalitis

o Toxoplasmosis

Inflammatory:

o Granulomatosis with polyangiitis

o Lupus erythematosus

o Scleroderma

Vascular:

o Sheehan’s syndrome

o Aneurysm (internal carotid)

Head injury (closed and penetrating) including pituitary surgery
Snakebite

Lymphocytic hypophysitis
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BONES
SYNOVIAL PeRIOSTEUM
30\ NT SYNOVIAL
MEMBRANE
LYMPHATICS

BLOOD VESSELS

ARTICULAR

CARTILAGE NONIAS

FLUID
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Connective
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kissue
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( FIBROVS JOINT

remove.
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- X- -

* Risk ‘a,IMT >9/3mm5h?z
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Rheumatoid arthritis
(late stage)

Boutonniere
deformity
of thumb

Ulnar deviation of
metacarpophalangeal
joints

Swan-neck deformity
of fingers

Table I: 2010 ACR/EULAR Classification Criteria for RA

Joint Involvement Score

1 large joint

1-10 large joints

4-10 small joints

0
1
1-3 small joints 2
3
5

> 10 joints

Serology

Negative RF and negative ACPA 0
Low-positive RF and low-positive ACPA 2
High-positive RF or high-positive ACPA 3

Acute-phase reactants

Normal CRP and normal ESR 0
Abnormal CRP or abnormal ESR 1
Duration of symptoms

< 6 weeks 0
> 6 weeks 1

A patient with score of > 6 is classified as having rheumatoid arthritis (RA).
ACR is the American College of Rheumatology

EULAR is the European League Against Rheumatism

ACPA is anti-citrulliated protein antibody

CRP is C-reactive protein

ESR is erythrocyte sedimentation rate




C/ass‘ifw‘ion RA:

* VERA - ver;rm? RA - within Xt 3 monfhs
: ZIZ estoblished RA = Within Jfa’

i estabished RA = [-d

* Chronic shibilized RA™ /#hr QY manths

.EXMAV#WIM" Mdd’l,‘fa/dian ’Df RA Common sites for
l. Cutaneous mu#exlaﬁa};’ : Rhmnumd nodufe rheumatoid nodules
l

" mjc extra articuhr manifechodion of RA
* Occuss mjc in elbow orfrickion Sifes

* Pinless nodud amd lode manj(ef/wﬁbn "; N
" afw P oisease admé, oand poor /»?.max Rhmm:ﬁ

ules appear most often on the hands and elbows, though they
J aa‘ln’ J . sometimes appear on the heels and toes. They can also appear in the eyes, vocal cords,
. . and lungs, but this happens rarely.

* Most common — Dr )
* most characterishc mmfuMbn 8 sclurikis.
* Uveidis is not Seenin RA.

3. (S and vaseulor mam‘l/erlu!rbm o mfefe % diafh inRA is MI.
" mjc :jujmmj&m jon__ IS Pzicarcb‘ﬁk Lout effusion.
* mjc vadvwlar Asion : Mitr dolion .
Y.6I7: on S/ama/j? RA = / /’7‘?’“’
Petechia
l’lufua
Splinder //ermrr/(?a

Small vessel vasulbibi

5. CNS involvement - » imhn/mmzl newsy,

hjc ( Tunnel “Synchome
o /Mfalcmne/nw

'm/c rend/ Joctadion : NSAID induced AKI
'lonfr/amdi? ,maduccr — J’M?doido:is

1. Sklohod — o.rlco/mm:/k
8. Endocrine — Wgwukm
9. flemmb/?}cal = Anemia %Mmiaﬁcme

Doc = DMARDS ( Disease Masz@dﬂnﬁ-khamwl Dryl but fake -8 weeks fo achiere ﬁgd therpeutic leve!)
J
* Mutholrexade 2.5 my weekly hwice alome Cufa‘u 4017 mk?do:e)
* Remaining <t lic acid
« Monifor CBC | LFT

or
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Porkinson's disease
d

ive diseue — afffectr moement.
s.oﬁoinf on in LRRK
n

e Va/wnﬁ the over c.’x/me fon Of’ n.
*On v [w?bodm Seen, (onfo:{; d-.?mudu'n.

Medical treatment of Parkinson's disease

Increase dopaminergic action Anti cholinergics

| Dopamine precursor | Anti muscarinic

Levodopa Benzhexol (trihexyphenidyl)

IDopa decarboxylase inhibitorl Benztropine

Carbedopa Procyclidine

Benserazide H1 antagonist

Dopamine agonist-Ergot derivatives Promethazine

Bromocriptine Orphenadrine

Cabergoline Diphenhydramine

Pergolide Normal Parkinson’s disease

Lisuride

Dopamine agonist-Non ergot derivatives |

Ropinirole
Pramipexole
Rotigotine

Apomorphine

Dopamine facilitator

Amantadine
MAO-B inhibitor "Normal SN pars- SN pars-
compacta compacta in PD

Selegiline LeWy body in a SN rI\euro}l 3
B b Four cardinal features of Parkinson disease
sl * Bradykinesia Must have Bradykinesia
Tolcapone *Tremors ( Resting) Any one of below

* Rigidity 1. Tremors
Entacapone . i o s

* Gait and Balance issues 2. Rigidity

3. Gait and Balance issues
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Guillain - Baree gmdaome

In Guillain-Barré syndrome, the body's
immune system attacks part of the
peripheral nervous system. The syndrome
can affect the nerves that control muscle
movement as well as those that transmit
pain, temperature and touch sensations.
This can r-esult in muscle weakness and
loss of sensation in the legs and/or arms.
It is a rare condition, and while it is more
common in adults and in males, people of
all-ages can be affected.

~Aeute puasentation, bl polyrad;-

Lulo -
> o
= The most common Sublype s

acwk i Demyelinadi
fbéwnmmpaﬁ i i ?

Immunopathogenesis of Guillain-Barre syndrome

Glycoconjugates

C. jejuni / B cell recognizes

'

B cell activation by
antigen and T cell

g}@m’@

activation
Antigen- CD4
presenting cell Tcell
@ 3
=
Molecular mimicry Cross-reactivity
of antibodies
/> =

,/)\§

Gangliosides
Schwann cell
and myelin l

Demyelination
of neuron

GUILLAIN-BARRE' SYNDROME

RISK FACTORS:
- POSSIBLY AUTOIMMUNE
-MoORE {oMMON:20+0 SO-YEAR-OLDS

SYMMETRICAL PARALYSIS
CAUSES PROBLEMS WiTH:
— RESPIRATIaON

: L (EN1e
~-PASS00ATION WITH SWINE g - sQ:fLo&uN(a
FLU IMMUNIZATIONS - BowEL §
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BY MILD RespiraTorRY 0 FUNCTloN
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Wolff-Parkinson-White (WPW) or

LUo[ fa/rhnsan White s mm/ “Pre-Excitation Syndrome”
'fh’ ex""“‘l”"-flﬂ ' - short PR interval
+ “delta” wave

" C/waa‘mzed am Qccessoy, A-wave + lengthened QRS

_ + terminal QRS normal
fa//m? dlfld Md m‘ﬂdﬁf \\‘J VJ\\ (compared to LBBB,
eg)

Manf 9( wPW .:?wcbame : Cothater abloion

[ Cif an incidamdad
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The delta wave is barely
recognizable (arrows)
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OSBORN WAVE (j wave)

Etiology

* Hypothermia (below 32°C/90°F)
* Normal variant

* Hypercalcemia

* Neurological insult

* Medications

* Ventricular fibrillation

Clinical

* Most prominent in the precordial leads

* Size of wave correlates with degree of
hypothermia

* Usually resolves with warming

* No prognostic value

(@) knowledge.of ecg
) Knowledge Of ECG v pus
J

__,_,/’\\_‘J

i

Comrwey of amm b Bonbge LIT CRAT
Management
* Rx

Pro?sma/ Supraventricalow Tadyfamb'a CPSVID

Dlwmsu EC6 - Normal when emf is ass
* HOLTER advised. : dwce records
Fnd:?u--/vamw 8AS a

et ¥ C
*R-RYinterval &
* Hidden Pwove

Supraventricular tachycardias with narrow QRS complex:

£EG 2'! hrs

ex CHR > IS0 - 200)

:Tnem‘ dfw'on

* Narrow QRS with regular RR interval

Tachycardia ECG features

Sinus tachycardia Normal P wave, normal ECG features except for the rate
Focal atrial tachycardia A single type of abnormal p wave morphology is seen
Junctional tachycardia No p waves. Heart rate is 100- 200/ min
AV nodal reentry tachycardia No p waves. Pseudo R' waves may be seen. Heart rate is 150-250/ min

Atrioventricular reentry

- P wave always follows QRS. RP interval< PR interval
tachycardia

Atrial flutter Sawtooth shaped flutter waves are seen

* Narrow QRS with irregular RR interval

Tachycardia ECG features

Atrial fibrillation No distinct p waves seen
Multifocal atrial tachycardia More than 3 different abnormal p wave morphologies are seen

Atrial flutter/tachycardia with variable block  ECG features of heart block are seen.

Supraventricular tachycardias with wide QRS complex:

® Antidromic AVRT (atrioventricular reentry tachycardia)
e Supraventricular tachycardias with bundle branch block

Acute

+ SBP <90: DC shock
» SBP>90

= Carotid sinus massage

o (Carotid sinus nerve-ix)
Efferent close down re
entry circuit current

> Given with thumb

» Site: perpendicular to
angle of jaw, burst of 10
seconds ,given at one
side intermittently
If given continuously,
will cause
desensitization of
receptors

Osborn
wave

Primary episodes (PSVT)

» Oral verapamil
(Prevention)
« Catheter ablation
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WHIPPLE'S DISEASE

Mnemonic: WHIPPLe'S

Weight loss

Hyperpigmentation

Infection with Tropheryma whippelii
PAS positive granules in macrophages
Poly arthritis

Lymphadenopathy

Steatorrhea Whipple's disease

ANCA : Andineutrophilic ic and:
1 P ?“7"“‘”’ ’5"‘?
IDAN(A

N ]——' Both Zla‘ﬁm are Qndibodies ?ains#a‘/uihndu ;/ruuﬁ,a&ls
AMCA
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Clinical and Lab Criteria

Mild to moderate Severe
Encephalopathy None (grade 1 or 2) (grade 3 or 4)
. Mild to moderate Severe
Anches None (diuretic responsive) | (diuretic refractory)
Bilirubin (mg/dL) <2 2-3 >3
Albumin (g/dL) >35 28-35 <28
Prothrombin time
Seconds prolonged <4 4-6 >6
International normalized ratio <17 1.7-23 >2.3
Child-Turcotte-Pugh Class obtained by adding score for each parameter (total points)
Class A = 5 to 6 points (least severe liver disease)
Class B = 7 to 9 points (moderately severe liver disease)
Class C = 10 to 15 points (most severe liver disease)

&uﬂint &c{rame : aka /{”ertorlmlism

(auses : - Tadrogenic Sowvicis
: &?enw =mjcjc
= 1 Corfisl L ACTH

back.

* Greinoid Tumor : 7‘€clo,>ic ACTH — 1 Corkisol

* Ond cell ca
furtowy Adenoma

* Aka. Cushing. disease
* Endogenous Cause
* ACTH* — (Cordisol T

* Adrenal ademoma  involving, Zona fasciculoda

* lovkisol T— ACTH L

« Earliest manifestation of Cushing’s syndrome is
loss of diurnal variation of cortisol production

 Cortisol 1 —~ActivatesSexsteroidreceptors

o Causes Hirsutism, weight gain, oligomenorrhea

infertility
o PCOD » Cushing Syndrome

* ACTH Dependent Cushing Syndrome. rivuitary
Tumeor and ectopic Tumors producing ACTH

* ACTH independent Cushing Syndrome: Adrenal
adenoma

* High dose dexamethasone suppression Test is used
todifferentiate betweenthese causes.

HYPERPIGMENTATION

* Seenin
o C-Cushing Disease: ACTH?
o A-1°Addison Disease: ACTH1
o N-Nelson syndrome: ACTH?

Fat pad
“buffalo
hump”
it s
Thin arms
dl
Anc.lse8 Extra face Red
and Body cheeks
Thin skin hair
- bruising

Round “moon” face

(/F 2« Moon faces
* Centri D&JZ
* Violet / hwfle iae, thin skin,

Q

8 o
* We in / Luron on sheks
P Ja:)l resiclance — HTN

o FBS>126 mg%

o 2hr>200mg%

o Caused by
— Insulin resistance — sugar t
—» Cortisol T — sugar 1

o Treatment
-+ Metformin

o Cortisol 1 —+Activates ENaC
o causes salt & water retention
o Hypokalemic alkalosis

salt/H:0,

I ENaC
K/H'

CD/oCT




Investigations
*» MRIHead [pituitary adenoma]

U)orklf ".ereem‘y {Ul' * HRCT Chest [lung cancer]

» CTAbdomen [Adrenal causes]
« ACTHIlevelst/]

* 2Y.4r urinary Corliol M o Canbe Suppressed in pituitary adenoma
. 3} o Soli corfinl P -» Also referred.as ACT H dependent cause
? ¢ Notsuppressed in ectopic causes

= Overnii dmm&//u&me prrembn fect
— low dbce deamethasone &aﬂomsim — J70C

' High dose dexamethasone suppression test is used
for etiological diagnesis. it Helps to Pinpoint the
cavse of disease and not disease per se.

Treatment
* latrogenic steroids
o Taper steroids
o Start alternate immunosuppressive drugs like
Azathioprine
» Oatcelllungcancer
o Chemotherapy with Cisplatin + Irinotecan
= Pituitary adenoma/Cushing disease
o Trans-sphenoidal Surgery
» Adrenal adenoma
o Medical Adrenalectomy done using
—» Oral Ketoconazole (preferred)
— Aminoglutethimide (IV)
- MitotanelV

Chron's disease

J
- Y Health Crohn's disease Ulcerative colitis
Overall, CD ic mje Hhan UC y
-IRD is DVPM.” M/C in ol ?[CM.( Fat wrapping

Inflammatory Bowel Disease

*mfc_Site: Termial ileun

* Sparing. - Rectum
’ Z:;/Z‘ resentodion :ﬂf#mas Uleers S

ey proghess o Cause Serpiginous Ulcers
’ Seg% Ulcers in eﬁ? :JICMV

Transmural involvement and Submucosal fibrosis leads to hMus:rlfro 1 Fissures
Irregular appearance of mucosa called as cobble stone WP Cobiblesione Ulceration within

pattern. Occasional sparing is called skip lesions. appearance the mucosa

-I,SA(SCA—Anti Saccharomyces Cerevisiae Antibody

« Imaging - Capsule endoscopy / Upper Gl endoscopy/
Colonoscopy + Biopsy (Granulomas are seen)

» CTEnterography

+ Bameal follow through (Enteroclysis)
o “String Sign of Kantor” due to stricture formation




Rx

 DOC for CD: Steroids, Mesalamine

» Bile acid diarrhea: Cholestyramine/ Colestipol

» Sulphalazine Bacteria = 5 ASA (Amino Salicylic Acid)
o (Local anti-inﬂammaiory action to heal apthous ulcers)
 Works in large bowel but not in the small bowel due to

lack of bacteria
» Azathioprine

Ulcerative colitis
H X
»

({/[eraﬁue Colifis R (i

e

* Pewds " Purfil Trichness involvement :

* F Pam olthi

" mfc Sike Rectum
Clinical features ] NS
* Painless bloody diarrhoea Granuloma Crypt abscess
« Anemia
* Protein Losing enteropathy (Albumin | : Puffy eyes)
* Toxic megacolon (colon loop dilation> 6cm) - [UC > CD]

Malignancy incidence in UC is equal to that in Crohn's
disease

Work-up
* p-ANCA
Alsoin
— Primary Sclerosing Cholangitis
~» Microscopy Poly Angitis
» 10C: Colonoscopy - Proctitis + Biopsy (Granulomas) are
notseen.
« CTEnterography
* Ba.enema - (Earliest features is Granular appearance
due to pseudopolyps)
Later - loss of Haustrations leading to PIPE STEM
COLON appearance,

* TOXICMEGACOLON PIPE STEM COLON on Barium
enema

» Fecal Calprotectin levels help to differentiate IBD vs IBS
(No Blood in stool)
= .
* DOC of UC - Sulphasalazine
» DOC of UC exacerbation - Budosonide enema
*» Infliximab infusions in case of disease progression.

Indication for SxinUC

1. Toxic megacolon

2. Rectal mucosa friable - Bleeds on touch

« Surgery of choice: Proctocolectomy + ileal pouch Anal
Anastomosis (IPAA)



Henoch Schonlein Purpura

Henoch-Schonlein Pur;')ura (HSP) is an IgA
vasculitis that presents with a purpuric rash
affecting the lower limbs and buttocks in children.
Inflammation occurs in the affected organs due
to IgA deposits in the blood vessels.

lgh NEPURITS @ov)
ABDOMINAL PAIN (Sov)

/Puzwmc RASH (\00/)
It affects the skin, kidneys and gastro-intestinal T“"‘T P (357)
tract. The condition is often triggered by an upper

airway infection or gastroenteritis. It is most

common in children under the age of 10 years. Mo ToRG
\
The four classic features are: mesde  Owemcx

l

d
ROTELR\A —
HYPERTENS\ON L;

HWAGMATOR\A —

Purpura (100%), \( Ve
Joint pain (75%), PGS N
Abdominal pain (50%)

* Renal involvement (50%)
Lron De/ia'en?. Anemia
J U

Genelic krmyll'm-‘ Cam be due Ao
* DM71 mudation
L*an Resifamd Ivon De 'a'en? amemia CIRIDAD — ﬁ%‘rf‘:ﬁ:el

-Both presends mown :
et et o g

* Aceruloplasminemia

DMTI mudabion Mo defect in aémyﬁ'm C Heme Carvier profein is J&m‘mnd)
~Zron sabion in ‘bone marrow — Anema.
Skt * Liver Stores I
= S. Fewrifin? * Perce Satundion # Tramsferrin CPSAT)
- S Transferrin *  * T18¢ (Wovmal o Lo, Jd amumia fwem‘)

Lron Resistunt: iron Deficiency amemia CIRIDA)—" Mmakviptase 2 defect — Aon demdqp
al/fe/:oilin -—l/-leyxicﬁh /)roah on 11— Jron not Jaken 4p —»S.jrond
*JS. Ferrifin normal 4164#
* Liver Stores 1
* PSAT ¢
* TIBC normal to fow.

PATHPEDIA.COM

lculate Hhe iron ﬁ'e/mﬁ , f// : . ¢
2.3 X Body wej ent x ( Ta b- ; ;
Polbient Iéfwv 0& [].Gr Jron .s';bmr) > ) CJ :




Diabelic Ketoacedosis

J
: (bm/:/i(w/r'on more Common .n éf"’ 1M > ?’oe 2 DM.
* Basic Trigger s Insulinopenia Cue o cubich Cammot enter muscle)

e 4Ty cal
ZolraciMr Starvadion
Since cell Camzoz‘ Uilize j&«m due o nsulin ({%aeny
Qounter reJuIaA% Hormones CGH, Gorbial, Glucaoaon , Cadecholemines)
7/\7, ncrease Ajmz/ A%ar Level oxdlation % fof — FFA will C/Ik:::.::)
Acidic p//lwd/ dan?z 8eR

Meto.bolic Encr/mlrd?

- M .fynr Juisks in blood — osmote  dlievesis — Wﬂlm.
. /"br/w} Rate a’gazm{ upon J){e?zfmfglﬁe fden{:gw‘z.?;ﬁ %%

Clinical features

Nausea and severe vomiting

o ketonemiawhich trigger vomiting center- CTZ
Abdominal pain

Osmolality increase=310-320mosm

o Stupor
o Coma
* Polyuria
o Dueto osmotic dieresis
o 1 Thirst
» Encephalopathy
Examination -
& e H.Co, reduced less than 15mec
o Foiltyodor Eisalh i duced le in 15menq (as they are consumed
e Tachycardia l
* Orthostatic hypotension More Co, formed - trigger Respiratory center
¢ DryOralMucosa l
» Urine Outputinitially increases Leading to washout of Co,- Leading to more proton
1 consumption
As dehydration occur Urine Output | !
1 Proton is responsible for damaging BBB, Encephalopathy
kidney function deranged) etc.
* RR increases (Kussmual breathing-- acidotic il
hyperventilation-- washout of Co2) Kussmual Breathing is a compensatory Mechanism \rruny
breath)
2H'+HCO, — H,CO, — H,0+CO, !
(1) (1) (1) Fruity breath is due to acetone (Ketone bodies are -acetone,

acetoacetate, and beta hydroxybutyrate)



Treatment
¢+ Grading of severity of disease

Ph B Hydroxy Grade
7.25-7.30 3-4 Mild (alert)
7.00-7.25 4-8 Moderate (drowsy)

<7 8 Severe (Stupor)

* RLis not given because it is rich in potassivm and in
DKA potassium is already raised--IF raised further
willlead to diastole arrest.

= Firstline of management

Fluid Resuscitation
» NS 0.9% (fiuid of choice)

— 5Lof NSis given (in next 8 hours) 1L/hourin first 2
hours

—» Decrease after 2 hours

— 400 mINS/hour

— On treatment in DKA — fluids given — sugar will
be diluted —sodium level rises — when Na' > 150
meq — 0.45% N/2 is Given

— Glucose = m

Insulin administration

— Regular Insulin (can be administer by any route
/M, IV, S/C) is given

— Bolus is given initially 0.1 U/Kg to Prime Insulin
receptor

- Infusion lateron (0.1 U/kg/hr.)

!
Blood Sugar level falls 10% initially in first Hour
i
Subsequently 50 mg% décreases / hour
-» Fast correction can lead to Death-- most common
cause of fast correction (in Pediatrics) in treating
DKAis Cerebral Edema.
— When Blood sugar level falls to 250 mg%, change
the fluid to 5% Dextrose.
Maintenance of Potassium Levels
— On treatment as acidosis resolves hypokalemia
occurs

-» Lead to Torsade's de pointes, muscle paralysis —
Respiratory Paralysis

-+ Monitor K+ levels

—» Give KCL to the patient, add to IV fluids (10-30
mEq/hr.infusion)

o Acidosis

(&)

[+

—» Give Soda Bicarbonate Only if pH < 7.0 (in severe
DKA only)

1
If excess of HCO3 given to person - HCO3 will trigger
Metabolic alkalosis (Tetany, Laryngospasm)

d
K+ influx into cell- hypokalemia - can lead to
arrythmia.

Infection control
Switch over to subcutaneous insulin

CLASSIFICATION OF AIRFLOW LIMITATION SEVERITY

IN COPD (BASED ON POST-BRONCHODILATOR FEV,)

In patients with FEV1/FVC < 0.70:

GOLD 1:

GOLD 2:

GOLD 3:

GOLD &:

Mild FEV, 2 80% predicted
Moderate 50% < FEV, < 80% predicted
Severe 30% s FEV, < 50% predicted

Very Severe FEV; < 30% predicted




Hepa/orenal ?m[wme

| Portal hypertension |

' Splanchnic vasodilation

ﬂ m‘ Jarlh aﬂm po réal on ‘
? J{'/"A# | Decreased effective circulatory volume ]
'
er mMa’ ./p n/rmﬂc L [ Activation of renin-angiotensin-aldosterone system|
Yovision, C‘Qf)n&f * ’
ri;j # Renal sodium avidity Renal vasoconstriction
; HEPATORENAL
‘ASCITES ‘ SYNDROME ’

Hepatorenal

Syndrome

J

HRS Type 1 HRS Type 2

Prevendion cUJ HRS
* Volume £Xfa/n

cion: Fedients cith SBP Should
be volume e,\)owrdm{ with
lbumin.

instbackeriad Jnfectio
cteviad fa‘ibm'/é‘,(é;:P)

ns, e;aeaalé;.

Rapid progression (<2weeks) Slow progression
I 1
Trigger: alcohol/sepsis Diuretic resistant ascites e B'D axg
I I
SCr doubles to >221umol/L SCrincreased to >133pmol/L .*Oﬂ
Untreated, mortality = 2 weeks Better prognosis; 4-6 months
Rx : The dy'nh‘e treatment  includes #mnS/:/am‘.
Treatment of Hepatorenal Syndrome
Vasoconstrictors and Albumin
(1 g/kg on day one followed by 20-40 g/day )

. ! R
Terlipressin: Midodrine & Octreotide: i
0.5 mg IV every 4 Midodrine:2.5-7.5 mg p.o. or 0.5-3mg/hr
hours; can increase t.i.d with an increase to continuous 1V

dose to 1 mg/4h and 12.5 mg Lid daily if infusion
then up to 2 mg/dh needed & octreotide: 100
ug s.c. tid. with an
increase to 200 ug t.id. if
needed
New =

v

Duration of therapy: between 7-2 weeks
GOAL: Reduction of serum creatinine < 1.5 mg/dL




TUBERCULOUS MENINGITS (TBM)

Most common form of CNS tuberculosis
If untreated, high frequency of Neurologic sequelae and Mortality
TBM complicates 0.3% of untreated TB infections in children.
Common between 6 mns and 4 yr of age
Clinical progression of TBM may be rapid or gradual

» Rupture of 1 or more Subependymal tubercle
Rapid progression more often in infants and young children

Occasionally, TBM occurs many years after the infection

PATHOLOGY

Primary infection
Lymphohematogenous dissemination
Metastatic caseous lesion in t?; cerebral cortex or meninges
Discharges few tubercle bacilli into the subarachnoid space
Forms gelatinous exudate
Infiltrates the corticomeningeal blood vessels
Inflammation, obstruction & infarction of cerebral cortex

Brainstem (commonest site) Interferes CSF flow

Dysfunction of CN Ill, VI, and VII Hydrocephalus

Thick exudades of e basal cisters - Chanacherishic ‘]Qahne.

I occars in 3 phases -

1. Arodromol /Mase—lwff r /-‘fweek,dwraderizedéf /eyer, Irn-/aﬁd:?, amd

2. Moningikis — jﬁ:a(%,{ a%f,&,;zo ﬁd fiade Jéwr, séom % mem’w/ Jrrifafion,

3. (om,



CSF findings in meningitis

Glucose
(mg/dL)
Normal 40-85
Bacterial <40
Viral Normal
<50

Tuberculous )
in 75% cases

Fungal | to normal

Parasitic Normal

Protein
WBC L
(mg/dL) i
<5
15-45
60-70% lymphocytes, <30% monocytes / macrophages
>1000
>100
T 7 PMNs (=80%)
25-500
20-80
Predominantly lymphocytes
25-100
100-200
Predominantly lymphocytes
40-600
150-300
Lymphocytes or PMNs, depending on specific organism
150-2000
50-200

T T Eosinophils (=50%)

~ mulhi-s -gcm AR disorder CGIT, RS, Genib -arina/f , Sweat /am(& e
uialton - #,{he most_commen é/é Imnfy Wc disardar.

- CFTR fuu(CF Hrams e r?ulnﬁr) ~ Located on chr. ﬁ,
'm/c mudation : AF $08 — Wm# /’Al?ﬁ/m»te of- sag™* /oasilvbn .(7/.(00 nwfaﬁbn)

Cystic Fibrosis
Pathophysiology

CFTR gene defect

U

Defective ion transport

!

Airway surface liquid
depletion

U

Defective mucociliary
clearance

[

Mucus
obstruction

Infection——>Inflam-
mation

Cystic Fibrosis @/;

= Autosomal Recessive

#= Cystic Fibrosis Transmembrane
Conductance Regulator (CFTR) Gene

= < Leads to mutations affecting
sodium/chloride exchange channel

o &

Recurrent pulmonary infections Meconium ileus and Pancreatic insufficiency
with Pseud aerugii inty i and pancreatitis

Diagnosis
+ Sweat chloride testing

Management

Acute:

+ Bronchodilators

+ DNase to thin sputum

+ ABX (antipseudomonal)

= Chest physical therapy

Long-term:

« Exercise

« Pancreatic enzymes, fat-soluble vitamins
+ Nebulized DNase

« Lung transplantation

RoshReview



Wells score
T

Clinical signs/symptoms of DVT 3
PE is most likely diagnosis
Tachycardia (>100 bpm) 15
Immobilization/surgery in previous 4 weeks 15
Prior DVT/PE 15
Hemoptysis 1
Active malignancy (trt w/in 6 month) 1

Low Risk Intermediate risk High risk
< 2 points 2-6 points >6 points

PE unlikely  PE Likely
0-4 points >4 points




