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1594 Integrate pharmaceutical care in intensive care unite

Introduction to critical care medicine

Critically ill patients flegUagingn Fwasnisnisguanitawvsesniulunigien q U wu
o & v Yo a 9 1 va & v o 9 I 1% Y
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1. ssuuiilauazvasnidion Weeglun1izden sumeszmevausdiisniniswiuresilas@uiiewiy

USunaudenfieananniila wagiiin vasoconstiction iveifiuusinandeniindugiila
2. szuumaiumela a9z hypoxemia 9z11lUg tachypnea dnsn1smelaazisatu

2. szuule Wewdenluiasslnanag ﬁﬂw%ﬁm’;umm%}au acute renal failure, acute tubular

necrosis

4. 53UV microvascular 93190181 BNTLIU LEARITIII9IUNIY anaerobic metabolism vinlvLAn
A1 metabolic acidosis kag lactate MARYTUILVIN A waan8 Iuﬁﬁ]ﬁgﬂ’uﬁmuiﬁﬂ Serum lactate as a

predictor of mortality in emergency department patients with infection. ¥®3 Shapiro NI fimuin

&z

SEAUVDY serum lactate §UWUSAU mortality ©1W3dsdiduiunvesnsiinAILugU1linsIa serum

lactate ¥@U8 septic shock

1NAIN1TI3988 89T an

- SBP<90 mmHg, MAP<70 mmHg



- Microvascular aiéfﬁ]’m?@?, urine output, negative symptom

- Lactate > 1.5 mmol/L

Usztanyesdan wialdanameueanisiia (Weil & Shubin 1971)
- Hypovolemic shock 1u trauma, diarrhea
- cardiogenic shock LU acute M
- Distributive shock 1u septic, anaphylaxis

- Obstructive shock L% cardiac temponade, pulmonary embolism

syuuluvatisuidenaviduluniuaunis BP = cardiac output (CO) x systemic vascular
resistance (SVR) 1a®e cardiac output 93U U stroke volume x heart rate wag stroke volume %

[

Tuagfiu preload, contractility (EF) wae after load fatiulunisfAussuuluaieulainluniizden

ghoagnensiidaiiunandiuluy 1wu 9111370 preload Manas Aglvin1sinwisgansut o

contractility wefazld inotropic

nMsUszilluuAazaIl @unsayin ALy non-invasive 19 BP, capillary refill time, echo %38
WUU invasive iy CVP, artial line BP, serum lactate 371nn15U5eIUT19AUE 28I UN1TTIMUNUT LAY
I3

vsdanls U distributive shock 9103l CO Un@ s SVR anas Tuaagnawdu cardiogenic shock awil

CO anad U SVR 11Ny

madunnmgdenaziiivgnisdenissnuivanean wu Tungu distributive shock azuile

SVR Nanassiseibungs vasopresser d@iu cardiogenic shock agldangy inotropic lunisiiiy CO

SEPSIS-3

[y

Sepsis-3 AANuIUABULUAIIN sepsis-1 ¢l

1. snidnnsla SIRS Wu gqSOFA/SOFA 1ilesannanunsaazvieunnzeioizaumvantaiudnvauzvesion
[Ghek
2. gnLan severe sepsis InatUasuliidiie sepsis kag septic shock

o

3. NNT9M999 serum lactate [©H998 septic shock

SEPSIS-3 Liuuuan 9 TndmSudUne sepsis, septic shock Aeluniledalug Inefiuszinud

v v
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1. Kumar study 2006 wuinsgeziiatunssueiusiianuduiusivlenalunissentinvesy Ul
Iagnuindalinelu 1 93lueasdl survival rate 79.9% waziilolilu 6 ¥alue 98l survival rate 42%

waglonasentinvesithedzanas 7.6% lunn 9 1 Tluenlasueujtuediag

2. Time to treatment and mortality during mandated emergency care for sepsis LUSBULTIBUTZWIN
asifue1fTiue wuiisvesandildisuansinlifunase in-hospital mortality Fewansdnsiuen
ﬂﬁ%’mz 9813l5AnNaN Prehospital antibiotics in the ambulance for sepsis: a multi-center, open
label, randomized trial. Lﬁamaaﬂﬁmﬂﬁ%’mwuiawaWmawudﬂﬂﬁwasiaé’mwmnﬁa%’im Faruds
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3. TuUseLAuve9e inotropic kWay vasopressor AMNITUITY meta-analysis §1u8WI1 norepinephrine
ausnansnsn1ndsdinlauinnia Jswuztlrsuldneu inotropic fdu ¢ lagwuitnsiieuuu

“Early NE” Tugfihefill MAP<50 1130 DBP<40 mmHg azansnsaiiindnginissendisle

4. dmTuenau q wenmtleaniwuzirluwuinienisinw fallnuideegUieundiulngdelinudn
a1unsnann1sidedinle Fldlaetuiunaeitiavean1sinel W ADRENAL trial wag APROCCHSS trial
nuUseleauainnisid steroid 1 adjuvant Tun135nw7 %38 Marik protocol 1un15l4 vitamin C,

hydrocortisone kag thiamine SIUAUNUIENTAARERTINSEETINLG waauIdedadusuiadn

UsziiudrAgglu SEPSIS-3 Ao a1nnaueinisiiadenignusuligeenntu enavhlifiusnwldiaiunnniiee

9
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Fadulduazieaglvaglutuniiennismdnug wenandidausuldaruinluaniungiuiaiiinsesile
WAZRUNUIINR LagannaEisng o MUdsulvainiivann vilinwddedy 9 N8anuuuImnienissnm
ngnianyszendduswimelndlaenn Jalugaidaeuaisasgliinfnyinsiu femnuwnnsives

wwansiiulng wagnsinwkuugeBanuideenssiveduilugailla
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Tanuiiladfgyreinisdanisiuaslunnigden Aenisiilafiane1diniinvedlsn Aumamg

wazsnwbignAes
Acid-base disorder in critically ill patient

Arterial Blood Gas interpretation

1. pH AeAudunsasnswesden AUNA 7.35-7.45



2. Pa02 Aouseiudesvatoandiauiiazarsluiden A1und 80-100 mmHg Tnedrinlatosninduuain
AU8n1E hypoxemia d3uA1 Sa02 Ag AUBUFIveIenlauiduiu Heb Twdenuns Arunfdes
>90-93% ny PaO2 uag Sa02 axilpudunussenuiuu Oxyhemoglobin dissociation curve #ug7
dlofisgn  niliwes Sa02 n3maziinnu slope Vil Pa02 SiFnsnndnundld wu lewy Sa02 94%

AUeT19TIUdl Pa02 Wiy 70 FasndnAunfikarenasuiiniig hypoxia e

3. PaCO2 fi® Amussiugpevas CO2 Navangluden A1UNR 35-45 mmHg Aflazuann1syineuleslen
Tun3du CO2 panans1eNe Inedn <35 Hyperventilation — mglalsa CO2 lusnenem wavein >45

Hypoventilation — elath CO2 Aseglusname

9N@UNT Food— CO2 + H20+energy <> H2CO3 <> HCO3- + H+ aztiiuiilasnenielasy
41591913 $9NM8AZASIINEIUIINOMSWazY lRAR CO2 wazin udantugniuaeudunsanisue
fin Jeflaouzliendes aunsawdowdu HCO3- uay H+ ladnsenils viliAnniznsnestulusnanie

bl

4. Total CO2 ﬁ'aeﬂu blood chemistry 97ma1n PaCO2(mmHg) + H2CO3(mEg/L) + HCO3-(mEg/L)
N30L711AU PaCO2(mmHg) x 0.03 + HCO3-(mEg/L) Land11A1 total CO2 Haziinuuiug1uasnin
PaC02 1io99niidmves bicarbonic Tainande fuiudsenalilifumunngnsameii wmszsmer

714 respiratory component Wag metabolic component

5. HCO3- ApUsuaumsluiden A1UNA 22-26 mEg/L an@uni1si19auaztiun Total CO2 aylalaan

ey HCO3- waazlUludaniafeniu Ined bicaronate agiiANtagniaule

6. Base excess AnUTunaunsaun (mEg/L) Ndeslalunisaziiudonlinld pH 7.4 f PaCO2 40 mmHg
(FaiiuNn aedddnsausuraintusiiiavinlidasdunane) Aund -2 89 +2 Tnedreanutduuinuin

q whiuifiaaiu wazieenunduavasulaindinsaiu (aan)

Acid-base disorders a1nd@unN19U949 Handerson-Hasselbalch; [H+] = 24 x PaCO2 / [HCO3-]
dzpunINTzUIUNTT Compensatory response U99519N18 #I9N15USUFIUDITEUY respiratory Lag
metabolic (1t Lﬁa@:ﬂw primary cause Ju respiratory acidosis 3194118 compensate §78 metabolic
alkalosis) LielAnsaanslusisnenduanuni faiuilensiaemuRaunfvensama Sadesinnis

WanvsmanvibAAnnsinUnAItTukaIENN1IE compensatory response B8NIMNANURAUNGLA



TunsdifiAn combine process fanann limuwiamUasiduanuwnneis Tneefiddeuudas
wnnazduladendn
- %different ¥4 PaCO2 = (PaCO2 - 40) /40
- %different ¥4 HCO3 = (24 — HCO3) /24

uananiifUaeian1aiinn1ag overcompensation vian1suiudaniAuly wu lufiiinnie
DKA AU pneumonia Fu3ua1n319n18d metabolic acidosis mmfu compensate 1#LAn respiratory
alkalosis usilflasangtaeiinng pneumonia agse (@nsdu Paco2 sentiunrwd i) Seviili pH
naneLlu alkalosis Mﬁqm 39117 decompensate 1 Tunsal cardiopulmonary arrest Favhliia
N metabolic acidosis (310 cardiogenic shock) wa respiratory arrest (PaCO2 ¢4) MliAn acidemia

JULSY

1. Respiratory disorder uwsnaanilu acute 30 chronic lnga1vgainnediniavalse n3ons
AMUAINNTalUNTT compensate ¥83319N18lagNUINEUIBNTNIE respiratory disorder WU chronic
)~ v v vy 1 a v ! a Y] !
azfiauatnnsalunisusudilaninnin pH wasuwlastesni 0190s5uielaain Tun1ag acute A

HCO3 Tifinduviseanasazilunain buffer system aflogdnin fdauazuasundasiiun uidniu

AMe chronic Wuin HCO3 wWasuluun ins1zidu compensatory response a1nlansenszan

1.1 Respiratory acidosis (pH<7.35 way PCO2>48 mmHg) o1nsae melaisa du wiselimela fnng
11neandiay wazdasveulneenledazanlusiinie Aaludiag uazdnnu hyperkalemia @31i1lUd

dysrhythmias

anno19inan Asnsmgladuman feglsluganumaiunigla wseenalinnuraunan
A | ad o it v = .
aussidwwasronisaluguszuumela lunsaliseeagnuniizillugdieg COPD 38 severe chronic

pneumonitis

lumsinwazyslunianvafevinvissuumaiumelavesidisnauuniaunuunioie ewweny
aenal U beta-agonist ¥30 vuANElUNTANANAINAIINIUEINANIIMETAUTELANAIG 9 HUIUIR

WsoEINTEAUNITMELY WU acetazolamide, theophylline

laima5l% bicarbonate uonainlusieNnon1sutnuInNass  {iesain HCO3 aunsawasudu carbonic
udnanendu o2 1¢ vinldell CO2 avauun usnaniiaisli oxygen support kag ventilator support

auauals 0819lsAn1uAI558 79 overcompensation #LAnannsleA artificial ventilation unntAuly



\ie PaCO2 anateg1959m5a Tuaazi HCO3 91nn17% compensate §3g3eg pH aziUdsudufig

WU 138NN “Posthypercapnia metabolic alkalosis”

fngUaeiin1iz Hypokalemia siosudlose liwutusisnend K 61 lnasidn He wiuiasdu K
Wawaniunisganau Na+ #1 collecting tubule vibiUaeiin1ie metabolic alkalosis la wagsnanien

9¢ compensate 1WA respiratory acidosis 8nvinlwALAn vicious cycle Aildamnsasnulimela

1.2 Respiratory alkalosis (pH>7.45 ag PCO2<35 mmHg) ann1sAeueladn 157 wieniglawuy
hyperventilation #in1gdn Walawiusy wierduldenieu uazdinny hypokalemia @Lnainaine

AUreiiauAusuyiliiAe hyperventilation ¥384in9nn15lE mechanical ventilator filslvianeas

Tnevlunnezilufidunsiefsdin wazazlilinissnuiognsdiueniiu pH>7.5 @a1u1503nwIaen 5Ly

Asusulaeenlenliuiite vseUTuANinauresn3es mechanical ventilator lusdlimsngay

2 Metabolic disorder Tunsaifisin metabolic disturbance TUNIKAHBINTITNITIUIN CO2 MUABUwIAd

ogflurazduinannisuiusesinsnievdelsl arunsndiuinaIngns predicted PaCo2 tufauiion
PaCO2 finrmuaniaInnsiuann 4 ulaiiiheenadifsaosnsfinunismify

- Metabolic acidosis: Predicted PaCO2 = (1.5 x HCO3) + 8 + 2

- Metabolic alkalosis: Predicted PaCO2 = (0.7 x HCO3) + 20 + 2

2.1 Metabolic acidosis (pH<7.35 way HCO3<22mEq/L) 81n15A8 AuAUlaina duau Ju pduld
andgu vieads welawuu kussmaul wazdnilni1de hyperkalemia findia1vnu191n DKA, severe

diarrhea, renal failure, shock

lunguiin1ig metabolic acidosis 3ABIAIUIN anion gap LIBAUNIAIME 21N anion gap =
Na - (Cl + HCO3) Tagianun@vindu 8-16 azdaLdu normal anion gap waraiunnii 16 azdadu
wide anion gap Iﬂﬂi‘uﬂzjm normal anion gap %ﬁmm@;mmﬂ Lactic acidosis, Ketoacidosis, Ingested

toxins, Renal failure Wag wide anion gap %ﬁmm@mmﬂ Diarrhea , Gl loss, Renal tubular acidosis

N3Nz UanIN ECLS fail
1. Emergency: Aan1saenvievisaldiniastiemelavsenisfansyuumlawazUan n13snwinig severe
hyperkalaemia

2. Cause: SNWIaLwe)



a

3. Losses: Lamﬁ’mﬁqmmalﬂ Wy fluids, electrolytes, oxygen administration Tagsialuazlddniu
ududold IV sodium bicarbonate Ingnuinlufiuselovtuazfioravinlimnnlne
a. Specifics: Tn15¥nwanzma 1wu 14 Ethanol blocking treatment Tunguitléi¥ufinan methanol
ingestion #383n®"1 rhabdomyolysis Lﬁaﬂa\‘lﬁum'ﬁﬁﬂﬂﬁ acute renal failure #3891 haemodialysis
Worhdnansfivluden

Tunsdlfl pH<7.1 azdaindunnegniduidssdenisiin cardiac arthythmias 819fiansannsld
bicarbonate ¢ lagA1IUUUIAY0T NaHCO3 910 (desired HCO3 — current HCO3) x 40%BW \Joedu

asdadmngl3A pH 7.2, HCO3 1215 mmol

Metabolic acidosis i11#iin13 shift K anainwasd vinluiin hyperkalemia way Metabolic
acidosis U1sytiafLintdu hypokalemia 1w diarrhea, diabetic ketoacidosis WAz 2z FULIIUINTUNAS
N33NWT NSE potassium 3w shift ndULiNGaaATiUNME acidosis fatufpsinaunIsiUisuwUa

2841NATA uazAILA potassium wiaw ¢ Aulwansu

2.2 Metabolic alkalosis (pH>7.45 wag HCO3>26mEq/L) ftheazilenisedliiay duau juie aauld

pU3gu Wladusl Wulndeny Méu uavdnnu hypokalemia

A1RAAINNNTONTLUBELTURSIMTAN TFEYFNTALUMNALALDIMITIINNITMN G suctioning
unAuly Iiuendutiaanizaio NaHCO3 mniAuly msdiuunaninge1ai3uliainn1snsa urine Cl
d1u1nnd1 20 az138nd1ngu Chloride-non responsive 4@11vAv09n15LAA alkalosis 910
Hyperaldosteronism %3 oA uAnUnAfisesluu drunquiidl urine CL Younin 10 n3e Chloride-

responsive wia1nN1INN150 1Y e1dulaanig w3 NG suction Feasdnuifiaive

BICAR-ICU trial Aasuidefinaaaunisivi bicarbonate TugUag severe metabolic academia #
Lasuni1synenly ICUWUIT A15LASU bicarbonate laifinane primary composite outcome

(mortality+21 organ failure) La@1150v11%9on51A15% renal replacement therapy anaslaogsil

[
o w 0y

WodAey warlungueaeiil AKIN=2 agil composite outcome kagMsidedinanasagaditedday Aol

<

e

=

N3 bicarbonate a1aiusslevilunguiiideymisedin

Tudauve9 secondary outcome WuIMeaaInguillynise9 volume overload, PaCO2
WiLTU, N15A hyperventilation 71lduana1eiy uingunaassdiszaziaivasnnisld vasopressor W

NINFUAIUAN BIAIATUAAIN A3 acidosis YINlEN1598NENEVE catecholamine vasopressor anad



Mlisoaiy rate 15T 0INTULTDY § A9UN1TLH bicarbonate 39U BI8AAVUIANTTLY

¥
vasopressor VL@

Electrolyte imbalance

1. Sodium
Sodium t¥u major extracellular cation 3.Uu electrolyte NfignsnanauNoguanisas tny
U30105909UU0NWAANIZYNATUANKIUTZUUBY Na balance Ao Aldosterone, Atrial natriuretic

peptide Way Baroreceptors

1.1 Hyponatremia Wiegiheillafanluidonsindt 135 mEg/L avaunsawianuausuussladuay
seav lagagdonsigu du 9n eglidaw Aduld 01duu duau 1a% JuediuseAuauguLss olufey
<110 mEq/L Agisuiianugusseunnde 4n 1ad wazerndedinla WedUlelissaulofoud wnng

ABININ1TUTZIEUN Osmolarity wag ECF volume

Serum Osmolarity A1waulea1nans (2 x Na) + (Glu/18) + (BUN/2.8) uazilAnunida 280-290
mosmol/kg) N15NI1UAN osmolarity Ve Ueaztludnsaunianges Hyponatremia Tuguiese
hy

- Osmolarity > 290 mosmol/kg ag138n3148u Hypertonic hyponatremia wagsindl

A1uANIIN Hyperglycemia Feazfosiin1smiuau corrected Na 1aeyn blood glucose 100

mg/dL ﬁgm’j’]mﬂﬂa witlahfin 400 me/dL T9uan 1.6 mmol/L vasen Na 7i3ald uazaduiiiu

400 mg/dL Tuan 2.4 yn 100 me/dL

- Osmolarity Wiy 280-290 mosmol/kg agi3enandu Isotonic hyponatremia wagiin
ﬁa'uw;mmﬂ Hyperlipidemia, Hyperproteinemia
- Osmolarity < 280 mosmol/kg azisunindu Hypotonic hyponatremia #3539 True

hyponatremia

nsduunyszianasdrslidnuwinivannnle tgun1slidugdulugUie Hypertonic
hyponatremia d@1ugU3glungs True hyponatremia 9¥fiaiin15Usziiu ECF volume 79 FI99UU

BRRRI hypervolemic, hypovolemic, euvolemic
- Hypovolemic Hypotonic Hyponatremia ﬂ?juﬁﬁﬂ’]'ﬁlﬁaﬁ”’ﬁﬁ'}LLazi%LaﬂulﬂW%Jau 9 A

a v a a PN I & o aa ° vo o
213NMATNATTNBILAY QWLQEJUV]?L!LLiQ %TJ'JEJI@UVLWﬂaaﬂ ‘Vﬁ@ﬂﬂ'ﬂqﬂﬂﬂmwvlquiﬁﬁﬂUuqLLag



TeReueenuninund ns¥nuandunisTi ECF expansion 1y 0.9%NSS, DSW Aisuanides
ansinfivlniAnnsasuudaswedeiomiuiull wu 3%Nss osndlaioudiatuogns
590157 /i osmolarity Tuideafaziiiugann hasndouiinnausslUidensuinamzunsndou
7i3un3n cerebral demyelinating syndrome #%3® central pontine myelinolysis

ansaly 39Nss Idile Na<100 mEQ/L wideilennisdn Tash widedlilitudanin 1
mEag/L/hr

- Hypervolemic Hypotonic Hyponatremia ﬂa;ufiﬁﬂ'%uﬂmﬁﬂ wazlansnlusienie
Wty Fsenaiinann CHF, AKI, CKD, Cirthosis nauiagfiveawaazaslusienisann faifunns
Tnssnudemssitamiuasnde wielderdulaanis

- Euvolemic Hypotonic Hyponatremia Qﬁasﬁﬁﬂ%mmﬁﬂuiwmmﬁu Tnefiflufe
wh 9 B azldfinsuauriilidy A0 8713LA31N SIADH, hypothyroidism w3eAuRaUng

999895LUU SAYlagn1sINaUSuan

SIADH LAina1n vasopressin %ﬁﬁ’mﬁﬁﬁ@mﬂﬁuﬁ’lﬁ’mmu’]ﬂﬁm‘dﬂa awﬁmm&lmmmﬁmaﬂiu
aued szuuUszaminund videenfivileniliiAe SIADH Faazutwnunalnléifudngude Exogenous
ADH L% u Desmopressin Oxytocin, increased ADH secretion L% u TCA SSRI MAOI Opiates
Carbamazepine Vincristine, increased Sensitivity to ADH at collecting tubular cell L % u
Carbamazepine Lamotrigine Cyclophosphamide NSAIDs W& ¥ increased number of ADH receptors

in collecting tubular cell 191 Chlopropamide Tolbutamide N155nw1 SIADH 22#99v1N153AAUILAE

1%
U 4

Ao A a v . . & o 1 Y] PN
'E]'TW']TV]NLﬂa@ijQ @']ﬁ]Wﬁ]']ﬁm'ﬂ‘U LOOp diuretic 19U @QWW?QNﬂUﬂWiLLmTWﬁWLV@

Estimation of sodium deficit {Jun1sArwiamleieniigiievia lngagAiuinaingas Na
deficit = Vd of Na x Wt (desired - current concentration) LUasAua19agasdimungveslefioui 120

mEq/L wieladliinsidsunlasees osmolarity L5uAuluiin

1.2 Hypernatremia wuseaniJuassusyian laun Water depletion @eoratinainnisideinmiglad
auiiaund tasuendulaany vsesndeu vieads lnegUiengduilaziionnts Uinuianauis nseme
11 Yaanzdudunsedaanzlison uazUssinn Sodium excess wianguilasuindeuiniiuaziianns

vauth dwmitingaiin selaaiuin lawiuda dhuven wladuman msdnwazdulumuainnves

ad v

N34 wulungu Water depletion Avstiiunislhiunsedssuussviu wu Windeus wsengaendu

[y

Jaanz dwungulaisuiuazanineimsihudn



IV fluid replacement w3an15tiarsunlugUaeg hypematremia agl4 hypotonic solution v D5W,
D51/2NSS Wi dduuTunanisiid1uinan Estimated free water deficit = ([Na]-140/140 x Vd x
wt) Taevdanidssnisiasuulawedsidouiisuiuly snsnslidesiesnin 0.5 mEg/L/hr uazgeand

12 mEg/day

2 Potassium
Potassium U Intracellular cation s19nefiUSINalnuaFaNsINTauNA 150-160 ME/L W

dwlngjavedluwad Usunaldunssuadonniinlaidsegn 3.5-5 Anduiiiesiosas 2 vesusunalusnanie

v Y
1 v

Manuainiy Inunadeuazgnaiuguangavdn q meszuunsidiesnszridluwadiuueniead e
TnunaBousnndu %ﬂﬁzéjumwé"a%wg%u galunsedu Na-K pump vinlialnunademdunluad
wdmdnlgiieusanly &1 beta adrenergic Ainszau pump Wiy LLazLﬁaIWLmaL%auqa%u Azl
i RAAS system Tsivida aldosterone wnntiu Tusengudiile iunsgandulsifsuuasdulnuaidon

RRIA

= a

2.1 Hypokalemia @1:9910 N13550U58M1uana3 N1959ATNRAUNA gaytdenienisenieu ieude
Uaenig visemamide {Uiwavlionns alkalosis meladu egligy duau Fu 61 K<2.5 mEg/L 2eilonns

JULSIRONALLRTRULIY Flawulnd Iy

gruNFansavlilnuadsuanadls diuamnalnwande

- Transcellular shift U Beta2-adrenergic agonist, Theophylline, Caffeine, Verapamil, Insulin
over dose

- Increased renal K loss +% 4 Thiazide, Loop diuretic, Mineralcorticoid, Piperacillin,
Aminoglycoside, Cisplatin, Amphotericin, Acetazolamide

- Increased loss K in stool 4 Cat-ion exchange resin, Laxative, Enema

LY

S awv. | Ao = . v o1 W
UBNANUIINRUIBUNNGUNNDINTT hypokalemia B9LUUNANIIN hypomagnesemia TAuriuy

ns$nwanfunslilnunaiBendiiiuuuiulssnusazans IV Saasidensinunnizsan
Vo U3 1u KCL Iuiwﬁﬁmiqmﬁa Cl $2u6e, Dipotassiurn phosphate Tusnefidean1s phosphate
replacement LLa¢ Potassium acetate 1uiﬁa17iﬁmi§iyl,?18 bicarbonate 1#3818u renal tubular acidosis
TngUsnailiasduegfusssulnunaidon foil

- Serum K > 2.5 mEg/L, Infuse rate 10 mEg/hr, Conc. 40 mEg/L, Max 200 mEg/day

- Serum K < 2.5 mEg/L, Infuse rate 40 mEg/hr, Conc. 80 mEg/L, Max 400 mEg/day
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2.2 Hyperkalemia 1ina1an13e CKD nsdaanizanas n1ssvusemulnuwnadeuunniiuly gUleasd
91M3nzA37 aglifls Uannsavewies vieade Wilawulindwae anudulaind wazisiinanssnune

AAUNNTLAUYDITD ABIINNITINWIBE195IAIUY

g1iiviliAn hyperkalemia wusesnduanunaln fie

- Transmembrane K movement L%u Beta-blocker, Digoxin, IV cationic amino acid, Mannitol,
Verapamil

- Potassium-containing agent 4y Citrate, Penicillin G, Enteral & parenteral nutrition

- eiAeTeefuITUU RASS 19 ACEl, ARB, aldosterone, sodium channel blocker

Tums¥nwazutseeenduaeanguie nquiiinalnnisesngusluindeudnelnunadenainuen
waalidgead 1y insulin, beta-agonist (ventolin) %ﬂﬂizmwﬁ%aaﬂqw%{ﬁum total body K Tu
$unetasiniy driudallonafieenduaniun dudnnguenduitoonguilasnisudnlnunaides
98N91N31INBLAY LU diuretic, cation resin uazn1591 dialysis WUUWEIRz0DNgVETINIA UiaT50

an total body K laa3s

uaﬂmﬂﬁiuﬂﬁﬁgmau (K>6.5, severe muscle weakness, EKG change) 81a#a15eulit Calcium

sluconate IV 3slalldei3os hyperkalemia witetieatiu hyperkalemia-induced arrthythmia

3 Magnesium
. v aa a A ° a Y & A O P o =
3.1 Hypomagnesemia #U3e7iluunilifaun19ziian1s naruiilensean dedu lusremduninazd
81013 tetany nystagmus 90 do1n15m193nUszam wagilawuiadag iWenugreniluundideusn
6 1 o

A257519A1 electrolytes fi1DuU 9 A28LHUIINTAIMUENNUSADAYU LAz WUI1 hypercalcemia,

hyperphosphatemia, metabolic acidosis ami‘]uawmmaa hypomagnesemia 16 Laznzuniiideu

|
[

Anazdwalimiin hypocalcemia, hypokalemia

ns¥nwlagl magnesium replacement Az NsERUATITULSS Fodl

- Serum Mg conc. 1.0-1.5 mg/dL, IV Mg replacement dose 8-32 mEq Mg (= 1-4 ¢ Mg sulfate)
up to 1.0 mEg/kg

- Serum Mg conc. <1.0 mg/dL, IV Mg replacement dose 32-64 mEq Mg (= 4-8 g Mg sulfate)
up to 1.5 mEg/kg

ansaln magnesium replacement WUUTUUIENIULYY magnesium oxide, magnesiu acetate

luningadulddesuazyinlidUieviende lnglusiefiluiies Serum Mg conc. 1.5-2 mg/dL 813
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W15 Magnesium oxide 400 mg PO BID %58 Milk of magnesia (magnesium hydroxide) 15

ml/day

lunsal Life-threatening hypomagnesemia lagianig Torsade de Pointes @931twizunntu
AUdeduunili@eud) uensinnveniuiiladauniwuy Torsade de Pointes Wnngaginnsii IV
magnesium sulfate taelagoralifessananiaiosljuifinis a1y cardiac magnesium infusion

protocol

4. Phosphate
4.1 Hypophosphatemia fU3gagiionnisnanuiilodounss duau dodu laduimaunienaiennisves
AR @WRAAIINNITVINAITEIMST 8T8 YIouds metabolic acidosis N15lAsuBULEY

o = 3
gtulaaniznioalsin

Snwdnenisliealn Tusefifl serum phosphate < 2 mg/dL Imaiué’ﬂwﬁﬁimlmimé’w
FossrTanslimeamsiilesainazazaslusanieldainnisiveenmslaiiuanses enafesanvuineias
ATmilivesund uagfUnodsefureunaidoninund lnegfituaaidengsazidsdonisiAniiuguain
ueaiBsuuasinunaion dudiiunadoui deldsureamnazyinlvunadousinadudn dafusipaine

IS Aa a
AMELAALIUNHEAUNANDU

FUnedilailéifinnng severe malabsorption axfiansanisweamauuuiuUszyuey 1wy PHOS-
NAK packet, Joulie’s solution (Oral acidic phosphate solution) Lazliuu IV A8 dipotassium hydrogen

phosphate
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Fluid therapy in ICU
mifﬂﬁiﬁmaﬁaiﬂuﬂmamﬂuamnejﬂmﬁ 9 Ao

Crystalloid:
- Unbalanced: 0.99%NSS

- Balanced: Ringer’s lactate, Ringer’s acetar, Hartmann’s, Plasmalyte

Colloid:
- Natural: Human albumin
- Hydroxyethyl starch: HAES-steril, Voluven

- Gelatin: Gelofusin, Haemacele

AULANANITBIENTINLUY Crystalloid wag Colloid Ae Colloid Mananalneg) esu capillary
oy feduazeglumasaidonuiundi uaz Colloid vishaunsaluiisRsuhndudmasadenldde
Tuvngd Crystalloid aglvasenainvasadenldiia viliiinissieenluites q uilutagtunuiniig
naoalaanazdl Endothelial Glycocalyx Layer (EGL) ﬁmU@mmsmm%’waaﬂmaamwm ‘) ?z'i'ﬂuijﬂ’w
nge Lumusuﬁ%q@ﬁamsﬁmu inlilugUaeing ansiiie Crystalloid wae Colloid azumdsui
UUTURYNDETY mﬂmuﬁaﬁﬁﬂmiw%wL%U@mamﬁ’aiwdw Crystalloid taz Colloid (SAFE, VISEP,
65, CHEST trial) Wu719%9 Crystalloid waz Colloid azawmwsa%aammmaamLﬁaﬂﬁuaq@ﬂw%ﬂqmlmu
Fndnufioi q M

A15USULTiBUIENING Crystalloid wag Colloid 910911358 SAFE study Fud3euiiisunisld
Albumin (n=3,497) way Saline (n=3,500) Iuijﬂ’sﬁﬁﬂqm 6997 518 WU All-cause mortality at 28
days lauanansiueg1edidedfny (20.9% vs. 21.1% RR 0.99; 95% CI 0.91-1.09; P=0.87) LLasLﬁaLwﬂQ
nguges WU §Uae sepsis Suuliuflazldsuuseloviiannnisld Colloid 1nndn uazlugiae trauma

aglasuuselevann Crystalloid 11nA7N

=

ATeTUTsuLTlousEndng Crystalloid AU Starch fivenunanuiseae VISEP, 65 was
CHEST wadulunaglulusianisfendume All-cause mortality laiunnsnsfueeg1sddodAgy wan1sld
starch %v‘iﬂﬁﬂﬂwlﬁ%’wa%mLﬁmmmmsﬁ;ﬂﬁmmdw LU Acute kidney injury (HES vs Ringer's
lactate: 34.9% vs. 22.8% (P=0.002)), Renal-replacement therapy (HES vs Ringer's lactate: 31% vs.
18.8% (P=0.001)) uananiifenuinlusuide 65 study Gevinlugtae severe sepsis wuiglésy

[
a v v %

6%HES130/0.42 Azin151@833nu1nnIInguntasu Ringer's lactate agnelitiodAty Aely 39A295879
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HAT10AEIAINA1I9INN5 L@ 5UUTELAN Starch TastanglugUie sepsis BanangIuitagiiaudns

N13AY

138 meta-analysis U3suiiauszning Crystalloid fu Gelatin wu1dns1n15eelluAnANg
fiu Shock reversal laiupnansiusgaditodfgy Lwi@ﬁ?ﬁ% Gelatin flan1aiin anaphylaxis 4nNnI7 wagl
winliufiasiiin mortality, bleeding wag AK| YUl GENIUS trial FilSeudiounsld gelatin TugjUag
Inganay sepsis o¢ L3un13Anwiled 2018 uagidssona lutlaguiadsliuuzinisly Gelatin
wilandn Crystalloid dasanadnUseleviliuansiaiuegesdaau Gelatin iy anaphylasis waedl

winlifuazifia mortality AK was bleeding

N5 UTgUeUTEa19 Saline way balanced solution

doidsuiflsuuiinaues electrolytes fiogfluansiusazaiinagnuinlu 0.9%NSS & Na 154
mEq/L 91nnd1 plasma vossywd 10% waxdl Cl 154 mEq/L F9unnin plasma vossiywd 50%
Tuwausit Ringer's lactate & Na 130 mEqyL uazdl CL 109 mEq/L wana1nil 0.99%NSS &3l pH Aidewudna
Junsafe 5.7 luvaedl Ringer's lactate § pH 6.4 310 uidedsinrnnudunsavenioandaldsu
0.9%NSS 1 85 WU pH wanased NTAIULAZLANAIIAIN Ringer's lactate pg1siitidAty 1Sunn1e
5’5’1 hyperchloremic metabolic acidosis Feasurenalnléainaunisves Henderson-Hesselbach fie
nanfildsuansiluusinamnn axiiliin dilutional effect vl HCO3 waz CO2 anas uakiasan
Un@isrameaziinisains Co2 Insegmasaiian vilinagaving HCO3 avanasuinnin pCo2 waziilo
HCO3 an fvinl pH anas nguivdadudiefurgves steward Aeiiloléfu 0.99%NSS luuiaunamn 4
ué Cllwdenasifingsannnin Na fifistiu i1l strong ion difference anas wagdtlst pH Tudeaidy

k12

wenantillaUTuuiisunisiuasuliasues electrolytes @9u 9 WU 0.9%NSS il Na, K,

ClLifiy HCO3 wag SID anauilaiisuiu plasma-lyte wawan electrolytes Mudsuudastiiositlyg

A154AR AKI TAga1NIU3T8LREInUNU31 0.9%NSS 11115 mean renal flow ag renal cortical tissue
. 1 a A 1 Id o ~ o Y a

perfusion anad A1AILARAINATSAE CLidlUazautdudiuiuuiny macular densa vi1liLin

vasoconstriction 1 afferent arteriole kazaINanaN1IINNUVDILA

AnanuAetardensanatnumgsNnasnulatunsty 0.9%NSS druludvaaussansnin dn15vin
AdgLieLTeuLfigy mortality A9 SALT-ED wag SMART trial wu3n Tu SALT-ED trial sgninagald

balanced LR tay saline dnaansnanae hospital free day Liuana1aiu wLad1msunadnssos F9in
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Major adverse kidney event (Usgnaunae (hospital mortality, new RRT, serum Cr>200%; MAKE)

wansinafuegelded1Ay d3u SMART trial FavinlugUleingm wudnginld balanced LR a1u150a0

o w

HadNSVaN MAKE 19 3nndndiild saline agaiedfisy Tnedl NNT=94

drulutimnulasadsuosnisly Ringer's lactate 11uLT03 hyperkalemia H91U3d891911015

W3BUIABUSENIN Ringer's lactate Lay saline WUl B71lASU saline 98l potassium concentrations

Y

>6 mEg/L 4agAoIsunIshAby hyperkalemia 110095 ALATU Ringer's lactate ag1afitadfigy
dyeldl Yo . v a . . . 1 1 a o o w a 1% = <
uaﬂmﬂuwlmu saline 89419 metabolic acidosis 11NNINBYNUULFIAYBNAIY FIB19LLUULNIE

USuues ClL Aidagunnlu saline vinlmAnnisuanideusendng CLiu K vl K esnuiuenigadun

[
=

ga7u
TuUsziiuueInsiasu Ringer's lactate wale199wyilAn lactic acidosis Wutduaanugnlan

e TaeunAs1an1eazasng lactic acid JunmSounulusneu dumslsznaulumisdruidu base buffer

'
1 a

(Lactate) Audmuimdulusneu (H+) vilidanandunsa sl Lactate fiaglu Ringer's lactate finnuaud®
uane mszdiusdruiiu base buffer 8nmaian Lactate tunlulusranmenazgnivdsudunglaai
U 9zfadld Hr Jeeglusrameionasiuasuliidunglaa fsdu Ringer's lactate Felaivirliiiin lactic

. . Y @& o ¥ < A a v | PR PP % 1 . ' 1
acidosis uagwihlinnudunsaluidenanasdnme Tudiuveswienillsadu wuli Ringer's lactate 1l

VI acidosis JuusanTu wilwdludUaelsadudsusnguiuniadunguindnsiunisideves SMART uaz

A Y

SALT-ED trial Tnefl SMART trial aguensusuly appendix TilgUaelsadunszateegluniaeInguns

Y

nAaawyin 9 Ay du SALT-ED trial Ldlduandruiuvesgimiulsadu wivenidusovas (11.3% vs

'
av A o

11.6%) wona1NUHIRIUITENTIIN1917 lactate, base excess wag pH 1 UTBULNBUTZNING Ringer's

0O Y @ Aa 1

lactate Lag saline WuU31 Ringer's lactate 98l lactate LANTUDENATIF1AYATI WA pH AU base

o

PN
excess AN

P i . , o Y a Yy A 1 a a = PN
1519971191 Ringer's lactate 1aviliAn coagulopathy ¢ WWeiuAnanUSuuvesLAaLdeni

Y

aglu Ringer's lactate Tullagiuiimsfnwisnadvayuuazdndu Fadsliideasululsznui

9819l3AM 10 SMART uag SALT-ED trial aveygnliunmdidnvesldidenld 0.9%NsS leiile K
1NN 5 mEg/L w5edl brain injury lnglifngUiuaanainniside dude Ringer's lactate wilagyinlyt K
Tudenifinduldunnd199n 0.9%NSS uafio1aviliiadymlugae AK Aldf urine output nSed#dl

A11g hyperkalemia 8gUa7 AMNHAN1TINYIANUUTEANTAINYD Ringer's lactate 1ilalUTauiiiguiu

0.9%NSS §alaifl impact u1ninLazdnsIn1sdedinndenslaiuandresiy Wediuan NNT agwuandu
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Puuiireutee Aedessnulagld Ringer's lactate lUwi 94 AU Favzanunsaannaansvan (hospital
mortality, new RRT, serum Cr=200%) lanflsau sadulunisidonldansuidenisiaennuainuniigas

vosxUwusiarse 1w Tunsal Dehydration, Metabolic acidosis, DKA wugtliild Ringer's lactate 16

Management of hypovolemic shock
msteniiinanUSunamesdenanas vilieloasdrfyrndeniiagliibes Wieeterzfivhndg
ne@nauna gl Uieided3n 910 Frank-Starling Curve 43gl9ins1ud1an preload 1y cardiac

output LN AIUNSLAN preload Fsanansaludieseasenisienls

veanarlusmevUsznausie tinaviden Insdiuvendeniianansadelusunniidensensng
q azAndu 5-7% BW vSaUsyane 5 ans ﬂ%mmﬁamﬁgfgl,?mmrm%ﬁaEJ%LLama’mﬁﬁmemﬁ’u"LU
L Lﬁaﬁﬂ’ligfgﬁmaammﬂ ausulafinazsn urine output anas A1 Glasgow coma score anad &
wInaauide >40% (Vad 5-7%BW) ’e]’]ﬂ’]i’w]%?’]lau%’]ﬁi‘!l,lﬁﬂﬁi’]Lﬂuﬁadlﬁ%}UﬂzﬂLgaﬂLLaSﬁﬁﬂizﬂaUgu 5 Tu
N133nw1 wsengds <15% szifisuihfunsusaadennisnfuaslneialdlivanennis uagl

o < 4 Y U
Tududeslasunissam

nangtheeglunisiduien ddeswihfelvnisaunudundslusiuiuneanisideiion Tu
dIUDIENTUIMARNY WHLANAZITRI colloid arunsafnililunaendenladnii crystalloid wilaguu

nuwdIIlwanaiulioainnisgade EGL Tudtheings

- Starch filuanalug) awnsoeglunasadenliunuudnauiiinadiafisasnnnii wu dWiunsuinduile

Wun159i RRT Tnegluwdvesuszdndnmagliuanansiuansuiviia crystalloid

- Gelatin TUkANA19P 1 UUTEEANT AT ULALITU wANUIY LA AAN ISR LINLaZ 1R 19 LAR

coagulopathy

- Albumin WlawSguliiufiu saline wuildunnardluaiunisideding 28 Ju uaviilonUsssningueos
WUIETH traumatic brain injury wagldsu albumin Agdedinunnitnguntasu saline

v ¢

- Hypertonic saline solution fin1snaassluseAudninaass WUIRUIEANSANG AU LEad AN

willaveaesinluuywdudaldliunnsnsedsfiteddny

- Isotonic solution iawFeuifisuiuedlungy wuii saline Asivaidsarnnistasu Cl unniuluaui

TiiAn AKI 11nA91@151U7 isotonic @aue TnedisiSsuifisuussansamnuinnisidetinliuanmeiu
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A

Tngagudeliinazdu colloid w3e crystalloid dUszaniamlaunnsneiu Ined colloid waneqfiazd
WAt aLAgAedltag1eTedingeds diulungy crystalloid wudn Ringer’s latate 8193Usgleviunndn
saline

a

& & v A Aaa A a o &
La@(ﬂL‘U‘UﬁnLa@ﬂﬂﬂwq@IUﬂquﬂLqu preload Wq@LaﬂlU%qﬂﬂqﬂgLaaﬂaaﬂ LLANINITLAUY

NaN1SSNE Aeaunsadnlunanule Aesldianuiu wwnddainliansuineu saudunsilaannawnu

Tunenaa

Feailsilugtng anunsautsdeseonifunatsyszian uazidenldldmuaiusesnis lngly
Hagtiuaglsiroeiinnsld whole blood udaflesnndudos insefihediulngasdesnisfiead RBC
fiflenldiufie Pack red cells doidofnazdosiinisnga ABO compatibility wazfhqadenazldansfiuyn
55% Gaazlurlviszansnmlunsiuesndiaurendnidenunsanas dufunisliidengduiuinni
deaiiuliuiug e1guesnadendo Ao 21-42 Yu PRC fnadhalAsaiunisiin anaphylactic, Acute
hemolytic transfusion reactions, Febrile nonhemolytic transfusion reactions, transfusion related
acute lung injury (TRALI), Hyperkalemia/ Hypocalcemia — hypothermia daum%ﬁm%ammﬁam‘ﬁl

195 Tudagdunuinintdosuin

Wvuneed Hb 81989310 TRICC study BavintugUag trauma wudndwianegves Ho lunisi
donlddalan tesanleTouliausenang liberal 70-90 ¢/L way restrictive group 100-120 g/L
nunlduanseiulusunsdedianazedoazdumad selulinadmuned 7-9 o/dL waglmaenaunin

wnganzidensantd TuvueigUie UGB nulnguitaadmanglininiy (7 ¢/dL) asvihliinasld

q
(%
|

Wenatsuniuwagyiniinratadesisauldieeniinguinsdmungligen 9 ¢/dL

q

lunsel torso penetrating injuries ¥3eKgNUBILMANLNAULNILFLEDR WUINTIFRNLY
viudl avviliaudulaingstu winludu clot Neanswaiivinluiibiidensenuinniniy Jafinuidy
S — a ) . . v oy o A ) a 9 VW
MSguiisunssneuuy immediate (Widenaviufiivenesainuiulaiinio1ld) uazwuu delayed (s
AUrslyTunisiudeniilsaneruianeudesliidenludiunvin) nuiddlieildsunissnwiwuy

delayed 9803115580 INgaNI

Y v a

Vasoactive agents Aog1fiiinanaviaoniden 14U Norepinephrine Hagnenn1sidaiianls 1of
YoseInguilfe anUsua s ideslasy ililidenluidesaussntukazansseziaiten oluae
IzAANITAUMAIaNaY 913YevuLaeAlugATliuIauNalaaINN15an splanchnic blood flow wazan

vasoplegia (nMazilatifivaiu Feazglinouauesse catecholamine daiunisiienssiunisiudiae
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< a8 A a

aunsabutielugiuiilanie) winistdennaside@efawiiy 02 demand #5ae13vin e Teagm18aINNTg

[
v =€

adanllidsatoaingnivavasaidon AsuienisidenlilugdUie Life threatening hypotension

ey Impaired myocardial function

Traumatic coagulopathy ﬁam’azﬁLﬁmﬁulﬁai’wmamm%uLLazwmqumLﬁam edinsmas
clotting factor snunswauALiieldlunsiden uiiile clotting factor ianiloanuniefunie
acidosis hypothermia %ﬂLﬁ(ﬂﬁ]’lﬂﬂ’l’J%%aﬂﬁ]’lﬂﬂﬂﬁQwLﬁﬂLaaﬂmaﬂfﬂﬂﬂﬁa il clotting factor gnyinane
Timeluiwes uilud clinical coagulopathy bleeding ﬁﬂﬁﬂiﬂ@ﬂ?ﬂﬁﬁﬂﬂ&?ﬁLﬁ@ﬂmﬂﬂ 9198 dud

AzRedlasudiulsynoudugveudonusnuiloanidndeoninssie

91nN15AN®1 PROPPR study LUSguLigun1stiaensening 1:1:1 (6 U FFP: 6 U PC: 6 U PRC)
fU 1:1:2 (3 U FFP: 0 U PC: 6 U PRQ) Wiaguszavsninvesnisliidensiufudiuuszneudusueaiden
WU gas 1:1:1 Andluniflannigidensenguuss vy anatomical hemostasis ualsiupnnaiuly

v a aa
ATUNTTAYYIN

Massive transfusion protocol AenszuIuN1sINUINiuesNEInyLialiUIeniliFenssn
1nlesUaILUSENUYRLARA lUNTS N TN US U LN D195 IaLIINEEd (> 10 PRCs in 24 hours,
Replacement of >1 blood volume in 24 hours, >50% of blood volume in 4 hours) @4WU11354

aunsaannsidediale lulagduddinsusenmeldsusuumssnuillunate o lsmeiua

nN134iA hemostasis Usenaume factor naneda fanulunsveadendsiesdinislaisuseneu
Mirdesiunsudesinvetdontiisdiu 9101135398 PAMPER trialwudnilely fibrinogen 2 gaungiag

trauma fieuiaggnindmNAdlsmeIUIa aunTaaandeTIng 24 Gilusuas 30 TuldegrelitdudAny

Fresh frozen plasma wn¢e4n13 fibrinogen 2 g azsiasld FFP &1 4 g3 virbigUaglasuindiluidu
UM wazn1sTUees 919V llAR transfusion related acute lung injury 1 uenaniineuld
FFP azfawin ABO compatibility waziiloazanounds azuwdiduiulaua 24 42lus FFP & plasma protein

way antibody tJuduiuinnsdeaseTansud

Cryoprecipritate tu fluid of choice lasa1nd fibrin agluguunnnda vilidetluldudesd

NATNLALIINNNITUBAUAATULBENIN
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v = A wva

Fibrinogen concentrate Huntasunnuazlifaavin cross-matching flanudalinaaudfiniiondn

fibrinogen NALNUAIDUY WaanuITeaiia RCT dilunuuszlestainnisld JsdessentsAnwiiia@u
Aol

Platelets 9¢¥1819#1An hemostasis Tnamsauazly activate clotting factor §28u 9 lu
N3¥UIUNTBNT Platelets 1 dose iU 6 unit B9ayilof plt iisFuUszana 30000 luilagtuliaesd

donor 9819 plt uavdesdudeaduvsinamnielila plt nigs Fuinazviaweay

Prothrombin complex concentrate Avanevin WU 3-Factors, activated PCC, recombinant
factor Vila @sdulugjaglvilundugteniin1ienses coagulation factor fanaiuinninagldlunissnw

a

amedeiden Wesndeldlludilugtheunfdnasing clot muundenaludunseld

Antifibrinolytic agent: Tranexamic acid 91nn15AN®1 CRASH-2 FatUSeuLfisunis i
Tranexamic acid 1 g iufikag 1 g yn 8 93lua iU Placebo wudniluselevigegailolinieluaudalug

waannsuiniduwazlugtiedeanguuse Tnefldfinsiiaduwes vascular occlusion aeadiled1fty us

a111508aANsANYLaN NNT=65

Antithrombotic agents LaonldiilegUaeiinngidenseninun@itinaingl 19y warfarin-
vitamin K, Idarucizumab for dabigatran, Andexanet alfa for direct Xa inhibitors, heparin-protamine
sulfate Tudruvose1ngu antiplt. urazdaidinisdialimiifuuazdrulvgfinalanuy ireversible
inhibition dagfasldinan 7-10 Fulumsadns Platelets Sualyal TsagnduAudan i fifies ticagrelor

ANAYINIULUU reversible

19



WU UR lun15iANID191 58 TnaikLIUNNTIANTTAINS

1. 3al¥liszuuanasadntdasantddsuilszdunisal imatian19dan
A1sdsziiutnAneinaunisdaunlunazingda

2. 91159 d0WIaavsuafUs1adsziiudiAagyAuatasdlulluusas

vindia concept s1aazidanndifay wazdssiaunisuaudIugnuaae
Al TiAun&nun
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