
 Normalplasmaosmolality8285295mosmlky 285.295mmol1kg
osmolality x a5 glucose118 BdW12.8
Plasma osmolalityis mostimportantdeterminantofADHsecretion Maineffectis waterexcretion inlatedistal
tubules

Posteriorpituitaryhormones oxytocin ADH
Anterior pituity hormonese TSH ACTH Prolactin Growthhormone
FLATPIG LH FSH

Pituitary tumors
Presetswith hypersecretions hypopituitrasim ormasseffect
oftenincidentalfinding
Evaluationn 1ststeep8 Determine it functionalornot

2ndstop Determine if Masseffectornot
Dependingonsize l cmadenomacuacroadenomal Evaluateforhyperhyposecretion Visionloss

1cmadenomaMicroadenomal Evaluateforhypersecretiononly theirsize
doesnot causemasseffect hyposecretion Visionloss

clinicalpresentationdepends onhormoneaffected
Prolaetinomas aremost commonfunctioningadenomas
Gonadotrophs aremostcommonnonfunctioningadenomas becomeMorenoadenomas

Somatotrophs causeAcromegaly screenbyIGF1 lends

typicalmasseffect Headache diplopia visualfieldsdefects Bitemporalhemianops

Pituitaryapoplexy8 Acutehemorrhage intoanadenoma
Endocrineemergency 4 nausea g attalus

vision
it immediatelywithglucocorticoids

Diagnosisoo MRIis theimagingof choice
It size 1cm cheek n IGf TSH FTy LHFSH andscreen
forcortisolis dug
Oj 9 lowdoseovernight dexamethasone suppressiontest or

24hoururinecortisol
Midnight satiny

cortisol

In 1cm
check ACTHstimulationtest cortisoldeficiency screening
cheek FSHLHinpostmenopausalwomen testosterone inmen
premenopausal women askabout menstrual changes

Hyperprolaelinemia andprolaelinomas
serumPRL 20nglml 720µgIL
Mostcommonfunctional adenoma
Mostlymicroadenomas butcanalsobemainadenomas PBLlevels correlatewith
tumorsizes 100nylon formacroadenomas
APRL LHFSH censingerectiledysfunctionandhypogonadisminmen Amenorrheaand
gurka in fendes That'swhyitis I

alwayscheck transphenoidalIforptswhofailmedicalM1 d inwomenearlierthanmen
TSHIadand S s Humorsize 1cm Hypoganadalsymptoms glactorrhea women impairedfertility

pregnancytestbefore aMedical Dopamineagonists Cabergolineil'tlineBromocriptine 2ndline
i a Radiotherapy postsurgestoremoveanyremnantsofthetumor



Acromegaly
DuetoAGHs99 ofcases duetobenign adenoma seenon CTor MRI
ATIGF 1 lproducedintheliverandmediatesgrowthpromotingeffectofGH
if IGF 1 tentsare elevated confirmacromegalydxby061T 75goralglucosethentestafter 1hour ifGH Ing1mi ThisisAcromegaly
thtall patients with transphenoidalsurgery wheather symptomatic ornot
Medicaltherapy forptswithresidualtumor

Ochneotide stomatostatinanalogue 1 dopamineagonist cabergolineorBerrian
orGHreceptorantagonists pegrisomant

Diabetesinsipidus
kidneys areunabletoretainfreewater diluteurine despiteAplasmaosmolah
dnaracterized by thirst withpolydipsia andtheproduction oflargeamountsof
diluteurineurine C 3h1day
Patients are normonatremic iftheyhave access towaterbut are hypernatremicif
wateraccess islimited
Thefirst symptoms isnocturia

J.be ltADHproduction or Fo renalresistancetoADHafeet
Neurogenic DI central eitheracquiredor ADHresistantDI

congenital Acquiredorduegenemutationsin ADH
Acquiredoccurswhendamageordiseaseofposterior receptorortheaquaporintransmembraneproteinthatA

hypothalamus waterpermeabilityofrenalcollectingtubulesinresponsetoAD
cause Trauma Brancaormets Acquiredcauses

Neurosurgery systemicinfiltrative Drugs speciallylithium
disease sarcoidosis Hypercalcemia serum 11mg1dL

chronichypokalemia serumK s3mEg1dH
IntrinsicrenaldiseaseespeciallySjogrensyndrome

Bothtypes canbecompleteorpartial
Differentiatebetweenthe2bywaterdeprivation test
IfNoiisnothigh restrictwaterintakethenmeasureurineosmolality plasmaosmolalityandserum
Notevery2hours
If urineosmolalitybecomes 7600 no DI Donotusedesmopressin
If urineosmolality4600 waituntil serumNa rises to144.145thengivedesmopressin
Assesurineosmolalityany30minsfor2hours

Note Donot restrictwater if Na7145mEgIL these arealready selfrestricted Proceedto
desmopressin administration

In central PI noMADHinresponsetoAserumosmolality Lowurineosmolality
Desmopressin Aurineosmolality normalkidney rponse

therefore Central Doesn'trespontirmoneetbutdoestodesmopressinnorurineosmolality murineosmolality

subcutaneousorintranasalDesmopressin counsilptsnotoverus
maycausedrugindieNote Primarypolydipsia psychogenicpolyuria presents withpolyuria polydipsia staph

Mimics DI butisdiffriatiatedfrom DIbywaterrestrictiontest
they improveimmediatelybezthey canconcentrateurinewithurinerestriction

In nepbrogenic DI
Urine isdiluk despite HighADHlevels Igivingdesmopressindoesnot9urine

osmolality
HooCowNatdiet1thiazidediureticoransilorideadded



Notes withorwithout
DI presents a Polyurialpolydipsia SIADHpresentswithhyponatremia
normalvolume

Thyroidglands
Hypothyroidism

Symptomse Fatigue weightgain Coldintolerance

Menustructirregularities Mentalslowness Depressedmood

Constipation Brittlenails furrinessinPac
Extremity swelling Hoarseness Alopecia
Dryskin dtolerancetoexercise Carpalstunnedme

signs
Goiter coolpaleskin Coarsehair
Periorbitaledema TongueenlargementGeorges DelayedreflexS
Bradycardia

Labs showing
Hyponatremia leurolemic Macrocyticanemia
Hyperlipidemia Aproladinard
pericardialeffusionon echo rare socheckthyroidfunction

inwomenwithPPRLafter
confirmingthatshe isnot
pregnant

Diagnosis o Pituitaryq a Hypothalamic
cheekTSHlevel andTy if21or ycases are suspectedAISHtufty Primary hypothyroidism

AISH Normal subclinicalhypothyroidismCutonlyifTSHis710µV1mL
Lowor inappropriatenormalTSH cowFtu secondaryortertiary hypothyroidism or sickeuthyroid

Ho
Replace twothyrokine nobenefitofcombiningTyB isadheiredbeyondTymonotherapy

goalis tokeepTSHwithinlowerhalfofnormal
Always Atpregnancy hypothyroid followupevery4weeks

Myxedema coma
Thyroidemergency M 30.40t
Morein elderly Heartdiseasedpts
clinicaldiagnosis notbiochemical Percipitatedbyinfection
Anythingcausinghypothyroidismcancause it Gnutlongstanding hypothyroidism heartdisease

coldtemperatures
presentation

Progressivehypothyroid symptoms dmentation Bradycardia
Hypothermia

alsohypoventilation hypoglycemia hypotension
Rarely patientmay presentwithpsychosis
Ptmay havepericardialeffusion seizures in 25 ofpatients

Labsoo
Hypoglycemia hyponatremia anemia hyperlipidemia

Toruleoutcoincident
Diagnosis8 HaPEanddrawTSHTy baselinecortisolandActalevels adrenalinsufficiency

toasses if thIif stable prwasnormalBeforeinitiatingtherapy givehighdoseof syntropin syntheticACTH obtainfollowupcortisolat30and60mins responsetoACTH



If unstable startglucocorticoids wodoing ACTH stimulationtest

Ato Tz advantagesrapidonset or IV Te orcombinedTutTspreferredoption
Glucocorticoids empiric streesdose until adrenalinsufficiency isruledoutbyACTH

stimulation test
Empiric Atxsunlitinfectionisruledout
Give IVMinds andwarmthebody Avoidhyporedemia

Mortalityofmyxedemacomarelatedtohypothermiadegree

Hyperthyroidism multiNodulargoiter
Mice isautoimmunegravesdisease othercauses UNG Thyroiditis

Toxicadenoma Duetoauto
factitious immunetyroidi

thyrotoxicosis
Hashitoxicosis

exogenousthyroid
hormone

Subacutethyroiditis Iodineindu
TSHprodeingtumors Postpartum

thyroidihsignst symptoms8
Symptoms

Anxietyandrestlessness Irritability Insomnia
Diarrhea1Hyperdefecation Poorconcentrations weightloss
Heatintolerance Alopecia Onycholysis

Dyspnea Menuherdirregularities women Gynecomastiablipido
men

Signso
Goiter beadlay Warm skin
Exophthalmos Tremor Tachycardia
AtrialfibrillationconfirmhyperthyroidisminnewonsetAFibelderlypH

Abnormalgenerallabs1studies8
lowcholesterol LDL I Normocytic Normchronicanemia Hypercalcemia Osteopenia Dictated

cardiomyopathy

Graves disease
Thyroid stimulating immunoglobulinsIgGthatbinds toand TSAreceptorsinthethyroid gland

characteristic findings Diffuse softsymmetricalgoiter
Presenceofbruitonthyroidauscultation

9hinsmokersandpostRAItherapy
g

Opthalmopathy Proptosis periorbitaledemae extraocular

MildModerateGoi withsteroids movementproblem Diplopia Cornealulceration

severeo RAI is CI Dermatopathy PeritibialMyxedemaduetolymphocyte
infiltrate Peaudorangeappearance Creedthickeneddermis
Immunemediatedhematologic abnormalities
Perniciousanemia idiopathicthrombotic purpura

Diagnosis8
Hx PE Labs TFTsx thyroid uptake scan

ITSHlow AFT iffuseAuptake
Thyroid stimulatingimmunoglobulins TSI are in 90 ofgraves disease
Alsoknownasthyroid



AteMedicalMethmazoleMMIandpropylthiouracil PTV Hepatictoxicityandagranulocytos
Bblockers preferredin nonpregnantpatients

Surgical optimalforpregnant pts 2ndtrimester
Radioactiveiodine

Thyroidstorm
2ndthyroidemergency theotheris myxedema coma
Highmortality rate
In untreated orundiagnosed hyperthyroidpatients thatis percipitatedby

surgery infections oniodineloadsuchasamiodarone orcontrastdye
Symptoms

similartosymptomsofhyperthyroidismmoresense8
HTN tachycardia HF
Fever psychosisofdelerium Nausea Vomiting
Vomiting

Clinical DX ratherthanbiochemical diagnosis
suspectit in oilpt Peter altered mentalstatus andtachycardia

diedTSAPPAFreeTy A43 things
theydiefromCardiovascular collapse Utwithsupraphysiologic glucocortico
dose

Hoo Glucocorticoids

13BlockersCIVpropanolol or esmolol
PTU Highdose i toprevet formation
stableiodide to prevent Thyroxine release
Abx toHinfectionCoruntilit'sexcluded
Supportive care Iv fluids cooling blankets etc

Thyroiditis

Acute painful Duetobacterialinfection or traumaIphysicalorradiation

selflimited Subacute painful Duetoviruses aka granulomatous or Dequerrain's
so soyrsfemales Mates

chronic painless Autoimmunemediated CZHdih.si postpartumthyroidihIc ofprimaryhypothyroidism
95 areantiTPOAbs

These patients ofthyroiditis initiallypresentas hyperthyroidphaseduetoinflammation
followed byhypothyroidphase

Adrenal Gland
Congenital Adrenal Hyperplasia

Congenital ARcause I cortisol productionduetodefectin 1 enzyme
17x hydroxylase 1113hydroxylase 2113hydroxylase

CYP21h2mutation 954 21Bhydroxlyasedeficiency
Blocks cortisol productionas A androgens

symptomscanbe severe moderate ormild symptoms tfACTH duetoLcortisol causingadren
Severeform21hydroxylase deficiency causingasaltloosingformofCAH hyperplasia

Newborns maypresentwithadrenalcrisis Hyponatremia hyperkalemia



Femaleswithsaltloosingtypeare bornwith ambigousgenitalia
Virilizationoccursinbothmalesandfemales
Moderate form221 Hydroxylasededicinylpresentwith simplevirilization

females thepubertalvirilizak
Mild cases Males precociouspuberty

lateonset femalespostpubertalvirilization
Tabs earlymorning 9bloodlevelsof 17 Hydroxyprogesterone

CAHisalsocausedby 11BHydroxylae All deoxycortisol 11deoxycorticosterone DOC
DOChas mineralocorticoid activity
Aswith21hydroxylasedeficiency Lcortisol shifting synthesistoAtestosterone
Aldosterone islow but DoccauseMineralocorticoid excess presentation Hypertension

hypokalemia Metabolicalkalosis

Cushing syndrome
Excessglucocorticoids in circulation
Symptomse Easy fatigability Proximalmuscle weakness

Easybruising Emotionallability psychosis

Inwomen
also Amenorrhea Hirsutism andacne

Physicalexam
facialplethora moonfaeries roundredface
thin skin
Thick purpulebrightstriaewidestriae
Carricodorsalfatpad buffalohump1andtruncatobesity
Cortisol in highconcentrations Mineralocorticoid activity CHTNHypoKaleem

MetabolicallhalosComorbidities Osteoporosis insulin resistance 120 oilptshavetype2pm

Canes e Most least frequate
Iatrogenicglucocorticoidsadministration
ACTHsecretingPituitaryadenoma cashingdisease

Ectopic ACTHproducingtumor Bronchogenic pancreaticor thymic ca
CsmeltcelllungLa isM.CCofectopiccushing'ssyndromein760yrs

Bilateral adrenalhyperplasia
Adrenal adenomas orCarcinomas

Cushing syndromecausedby Pituitary adenomais called Cushingdisease

Cushing syndrome urine cortisolis AAA slightly
ACTH Cortisol Mirkcoids andandrogens
so in Cushingdisease MATHcauses virlization hirsutism
andacneinfemales

Workups
1stthing exclude exogenous glucocorticoids administration
Then check forcortisolexcuses

24hrurinecortisol Latenightsaliveycortisol

confirm anabnormalbPby'T.fm94T.armewthaasnoonenersmfEgss.iou
rest



stop2 a Determineif thecrushingdisease is ACTHdepedenat or ACTHnondependent
measure ACTHlevel Cnormallyit should beand'dI
ifACTA ismeasurable ooACTHdependentCushingsyndrome eithercushing's

disease or ectopic ACTHproducingtumor

gotostopsonifACTHis Low ACTHindependentcrushing syndrome adrenalhyperplasia
adrenalmoduleor adrenalcarcinoma

goto step3b
Step3mgACTHdependent cushingsyndrome

Do Pituitary imagingwithgadalonium contrastedMRI
if notseen DoInferior petrosalsinusvenous sampling LIPS5 detectslocalAetaproductionifURIisfree andIPSSare both 0 getCTchestandokdomen

Lookingfor ectopicACTH
producingtumor Lungor

carcinoid

Stop 3booACTHindependentcashing syndrome
Mostly caused byadrenaltumor CTscanofadrenalsandlookforanytumor

Adrenalinsufficiencyg AI
Eitherprimary AddisondiseaseLiberals

egloakd
or secondary pituitary disease

when AI presents acutely calledaddisoncrisis
Primary AI ismostlydueto adrenalin's but canbecausedbyinfiltrative orgranulomatous
diseases HIVAIDS CMV TB amyloidosis sarcoidosis

SecondaryAI ieCC is rapidwithdraw1fromexogenous glucocorticoids

Polyglandular autoimmune syndrome too E
chronicmucocutaneous candidiasis Hyperparathyroidism Adrenalinsufficiency
malabsorption perniciousanemia hepatitis alopecia

Polyglandular autoimmune syndrome 2 I
Addisondisease Chronicautoimmunethyroiditis
POFprematureovarianfailure Type 1 DU

Associated Perniciousanemia alopecia vitiligo
Schmidt syndrome Type 2 polyglandular autoimmune syndrome Hypothyroidism Adrenal

insufficiency Type i DM first
Replacecortisolfirstbefore thyroidhormone booreplacingthyroidwill leadto

worseningofthecondition leading to death

Thepreeminent symptom is wea ss
othersymptoms UN abdominalpainvague hypoglycemia

Hyperkalemia in 2I
Primary AI Hyperpigmentation Hypotension Hyponatremia Hyperkalemia Lowaldosterone
Tact
se AIooNoHyperpigmentationor hyperkalemia normalaldosterone1
ACTH



Diagnosis andthloo
stablep.toPerformACTHstimulationtest Drawbaselinecortisol Givecosyntro
ACTHanalougel Recheiskcortisollevelsat30and60mins
ifcortisol is 1820µg1dL pthas AI
ACTHlevel determines it primaryHighACTH or secondary lowACTH

shocked ptg
Give IV fluids dexamethasone immediately

thenperform ACTHstimulationtestwhenthepitisstable
Acuteadrenalinsufficiency needstobetreatedimmedietly

Hyperaldosteronismoo
Primary hyperaldosteronism Disease inadrenals Cowrenin HTVHypokalemia Metabolic

alkalosis
SecondaryhyperaldosteronismeDiseaseinkidneys Highrenin Inrenalblood flowdue

to Senosis or fibromusculardysplasia Arenin Aangiotensin I Aaldosterone

Diagnosis8
Screening

PlasmareninActivityPRAandplasma
aldosteroneconcentration AC
Primary Hyperaldosteronism

I APACPRAratio
APAC PRA

secondary
BothPAGPRAoverand
PACIPRAratio 10

Confirmatory tests

Bytryingtosuppressthecortisol
give22normalsalineover3 4hours

or feet24haurinealdosterone

onceconfirmed Primarytypealdosterone DoCTabdom
lookingfor adrenal adenoma
if unilateralnoduleisseene

40yrs Gostraighttosurgery Raretohonenoandefommokonifes

40yrs
Performadrenalveinsampling age

PAS toprovethatadenomaisfunctional

E
0



Diabetes Mellitus
classification ofDU is basedon themechanism ofdysfunctiontype1 2

Prediabetes Impairedglucosetolerance IGF andimpairedfastingglucose FG
TypeIDMLIDDU Kot mostlyautoimmunemediatedMostcommon butcanbeidiopath
Type2DUWIDDUC90
GestationalDM Diabetesorglucoseintolerancewithpregnancy9
DMduetoothertypes

Druginducedor chemicals BBS statins steroids OCRthiazide
Endocrinepatties Cushing'ssyndrome Acromegaly

pheochromocytomaExocrinepancreasinduced Trauma surgery pancreatitis Cysticfits
Geneticdefectsofbetacells MODY LADALatentautoimmune

DiabetesinadultsAD d typeispµDefectsinproductionorreleaseofinsulin
Diagnosisandscreening8

Normal fastingplasmaglucose FBS is 100mg1dL
Diagnosisofprediabetes 4ofthese

Impaired FBS 100.125mg1dL
0radglucosetolerancetest 2hrspostprandial 75gglucose 140 199myId
2hr5lostplasma glucrose
HbAic 5.76.4i

Mostaccurate method toDXpredialed is 0Gt'T
Diagnosisof Diabetesor

rBG 126mg MostaccuratemethodtodxDU
confirmbyretesting OGTT zoomy1dL
unlesspthasBKAor HBAC 651
hyperosmolercoma Random glucose zoomyDL

Wedxusingplasmaglucose level Thecapillarieswholeblood fingerstick isnotused
for

diagnosis

butfor serfmonitoring of oil pts

Start screeningforDMat 45yrs with3yearsinterval younger ifobeseizz
andhareoo CUD BUI

1stdegreerelativewithDM
Acanthosisnigricans PCOS nonalcoholic liverdisease
Sedentary

NonCaucasian
HTN
Dyslipidemia HDL535mg1dL TG 250mg1dL
Ha gestationalDM

Prediabetes8 6foldsA in developingDM also
wtloss 6.10 driskby 50C regular exercise 3060mine bowWadiet1

highfiberdietare used forprediabetes
metformin maybegiventohigh risk pts driskoftype22Dieby30

Type1Duo
cell Mediated Bcelldestruction Absoluteinsulindeficiency
901 haveautoantibodiesagainst
isletscells Insulin

Mostuseful Glutamicaciddecarboxylase GAR
p

tyrosine phosphatase IA222



triggered bygenetic immunologicandenvironmentalfactors

95 are HLA DR3 DRY

Type1 Patients Prone to ketosis
Autoimmune associationsoo Hashimoto's thyroiditis Vitiligo

Primaryadrenal insufficiency Pernicousanemia
celiac Myasthenia gravis

Hoo
Insulin

Multipledailyinjections8
Congacting i Galgrine

Detemir
shortacting DPostpinsuh.ir Regular lispro

Bolus Aspart Glutisine

3 Intermediate actinginsulin
Usedtocoverfastingxmeals notasmuchas longailing

NPH
Premixed insulin 70130 TNDHIR isnotrecommended
oymore in treatingtype1DM

Bestwayis tocouncilpt into carbohydrate courtmethod
then InsulinCarbohydrateratio howmuchinsulin

theyshallget preprandialshortacting insulin
Useofmobileappshave 9Patientability tocalculate carbohydrates
insulinpumps carriesriskofhypoglycemia

Honey moon

Somogynieffect Nowdaysdonetreducetheinsulin
Dawnphenomenon 400 700am delaythelongaching insulin

Type2Duo
90 ofdiabetes duetoType2DU

Ltsaimpairedglucosehandling
strong genetic component Multifactorial polygenic
obesity 9insulinresistance 80 ofPbare obese

Ptswith Centralobesity HTN dyslipidemia Havemetabolic syndrome

Mechanisms leading totype2Due
Insulinresistance inmuscleandfat tissue
Gradual4 ininsulinsecretionbythepancreas
Dysregulated hepatic gluconeogenesisandglucagon secretion
din GI incretins

Insulin resistance with Acanthosismigrions inPcosCushing's certainmedications niacincorticostero
and acromegaly

TreatmentofT2DME
lifestyle modificationCIFHBAC77.54 startpharmachologicaltherapy
Medicationse

MetforminMonotherapyisrecommended asinitialtherapyformostptsunteestherareCIs GFR430m11minute



MedicationsusedtoUtT2DM Secretageouscsulponylunea.me desI Sensitizers BiguanideMetforminzfutaratEmo

x glucosides inhibitors
hides Thiazolindiendiones glitarones

Glucagonlikepeptide1 ftp.Iighhdes Amylanalogs Pramlintide
Gliptins Dipeptidylpeptidase 4Inhibitor DPP42

56512 inhibitors gliflorin Insulin

suk.mgwcaCgliizidesglimepridesgbbwrQid
LongachingCommontocausehypoglycemia wtgain Ariskofhypoglycemia mainlyelderly

Amytin hormonesecretedbypancreaticfeeds regulates influxofglucoseby suppressing glucagonand
Delaying gastricemptying

Insulin canbeadded tooraldrugs whenthereis persistanthyperglycemia Butinsulinmust
be started immediatelyeven before oralhypoglycemics.inor

Consistently highrandombloodglucosel 300350mg1dL
addoral HbAk lo 12 I
hypoglycemics HbAk 9 withsymptoms

I Severesymptomsof hyperglycemia orHxofDHA

Approach todrugtherapy
bAi Metforminmonotherapyoneofthese.TTbA Dualtherapy Metformin SuttonylunenorGLP1agonistsorDPPYI orTEDormsn.gg

fororbasalinsuhHbAGlucose ormarkedsymptoms Injectabletherapy basalinsulin1shortactinginsulin Metformin

Recheck HBACafter3months then intesify Amore butdonotuse 3drugs

GlycemicUt goalsg forBothtypes1 2
HbAk 71 somesay6Si
Avoidhypoglycemia Keeptheglucoselevelas closetonormalas possible
ABARgoalis 84foroo

Hxof severehypoglycemia Extensive comorbidities

limitedlifeexpectancy LongstandingDM difficultyaltar
Advancedvascularcomplications lowHBACdespite

aggressionmanagement
correlateswithdurationControl

P radiIDiabetes complications ofau s eatwithACEIsARBs
Retinopathypreceedsnephropathy Microvascular IT ng startscreeningoncediagnosedimmediately

Morenovascular CCVDPAD stroke Atherosclerosis

At DMpts needannualmonitoringformicrovascularcomplications 5yearafterDXoftype1 and
immediately afterDXof type2

Albumin creatinine ratio normal330myalbumin 1gCreation
Moderate t albuminuria 30300mg1g
MarkedA albuminwen 300myIg

checkGFR
Refer pt to anophthalmologistforretinalexam
Inspectfeetand perform a sensory evaluation



Hyperglycemicemergencies
Ketoacidosis8 pinitial

Sometimesthepresentationof type IDM butcanalsooccurintype2DU
Duetopartialor completeinsulindeficiency causing lipolysis
release Rattyacidsandketonebodiedacetone Bhydroxybutyrateandautoacetate
thesehonehighaniongapsbecauseketones areacids andassociated with

hyperglycemia causing volumedepletion massiveosmotic diuresis

Symptoms NIV abdominalpain lethargy andpolyuria

Percipitating faehorse InfectionpneumoniaUTIandnoncompliancewithDMmedication
Thetwomostimportant mostfrequent percipitating conditions

forDRAconditions
Onexam hypotensioncanoccurduetosevere volume depletion

fruitybreathanda Kassmantrespirations
Severe cases are markedby confusion orobfundation alteredlevelofconsciousness

Diagnosis
Hyperglycemia Mostofthetime
Ketosis

HighiniongapMetabolic acidosis
Alsodeficits intotalk andphosphorus
Not isusually low pseudohyponatremia dueto osmotic shiftofwater

frominsidecells tointravascularspacedueto hyperglycemia
Correct Na byadding foreach Louse overloomgl.cl

Hoo percipitatingfactor
IVfluids aggressive 4.3c normalsaline or switchto0.45 ifthecorrected
Natis 135mealL
Start IVinsulin at0.1milkg whenglucose 200mg1dL start5 dextrose
Sb to Iv fluids toavoidhypoglycemia andkeepinsulinuntilketosisandacidosis
is resolvedandaniongapreturnstonormal
If K is 45.0 inEq12 start IV KCI immediately
if 14 5 3.3 mEgIL start IV KCLandstopIV insulinuntil Ktis
33.3 mEgIL

HO5shouldbegiven when K 7.0 especially ifthepatientis having
respiratoryor hemodynamiccollapse

Hyperglycemia Hyperosmoler stateo

OneofthemostseriousAcute complicationsoftype2DM
Canlead to comaanddeath
Percipitating factorse volumedepletioninfectionsdrug
glucocorticoids andanyseriousillness
Duetopartialinsulindeficiencyand tfluidintake
usually elderlypit hasprecedinglethargygutlossand
polyuria
Examination Comaconfusion stupor Duetoseverevolumedepletion

LABsooseverehyperglycemiaC 600mg1dL Azotemia
dehydrationandvolumedepletionevidence



ifaniongapis preset it isverymild

ht
IV fluids IV insulin
cheek corrected Na toseeif there is any waterdeficit replacegradually over

thenext24.48hrs
Kt replacement

Hypoglycemiae
Whippletriadforhypoglycemiada

Signs Symptomsofhypoglycemia Lowplasma glucose Kssmg1dL
Releifof symptoms withsupplementalglucose

Non Fsymptoms are autonomic o Palpitations tremor sweating parasthesiaspecific
Neurologic confusion impaired consciousness seizures

Hypoglycemia withoutDuoo
Etiology

Drugs insulininsulinsecrettageous hypoglycemicagents Hormonedeficiency cortisolglucagon epinephrine
CriticalillnessesHFrenalfailureliverfailure Isletcells tumor insulinoma IGF 1secretingterm
NonisletcellstumorHepatocellularCafibrosarcoma Functional Bcelldisorder PostgastricBypass
AutoimmuneEndogenousAbstoinsulinorinsulinreceptor

Diagnosis Hx physicalexam
I Lookfor administrationofsulfonylucaor insulin
cheek adrenal function cortisollevelislowcortisol can cause hypoglycemia
Butlowcortisoldoesnotmean adrenalinsufficiencyis asrecurrenthypoglycemia
causesLowersbaselinecortisolsecretions Lowcortisol

2classifications
Reactivehypoglycemia postprandial hypoglycemia

Responsetoa nutrientchallenge inpostgastricbypapts

Non reactivehypoglycemia AKA fasting hypoglycemia
m.c.c.inhospitalizedpts is alcohol abusers

sepsis Drugs

cheek the following inhypoglycemia

Insulin Cpeptide Proinsulin urine1plasma
EUscreen

sulkenylurea d


