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Degree of shock
Mild Moderate Severe
Clinical manifestration
General appearance (color) Pale Pale Ashen to cyanotic
Skin temperature Cool Cool Cold
Circulation (response to pressure
Definite slowing Definite slowing Very sluggish

blanching)

Conscious

Thirst

Respiration

Blood pressure

Pulse rate

Pulse quality

Clear and distress

Normal
Normal
Normal to 20%
decrease

Slightly increase

Normal

Clear and some apathy
unless stimulated
Definite

Increased rate

Decrease 20 — 40%

Increase
Definite decrease in

volume

Apathy to comatose

Severe
Lobored
Decreased 40% to non-
recordable

Increase to imperceptible

Weak to imperceptible
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1. masnsgda luduusnmenndnilszialasduvtesiasias aneumailuuunialumsud lu

1szia Tagazdeasiamnsasnmudn ldnonds

] {o o a . . < v W 4 o
2. MIATIVINNY Gliﬁ%ﬁluigﬂﬂﬁﬁ1ﬂﬂluiﬂﬂﬂi$mu vital sign wWuduausn Lﬁ@@jﬁgﬂﬂﬂ’ﬂﬂ\l

< o ¥ o v Ao qyyy & ' a &
Euui\isll’f)\‘lclfﬂﬂ ﬂﬁgﬂﬂﬂ'nuzﬁﬂﬁj Llagﬂuﬁ']ﬁ']!?fﬂﬂvnalﬂEjﬂ?ﬂsﬁ@ﬂ FU UIALKRA DI1IAALYD

a8 MIATININMEeENazDens AT uAUT Y tazdszdudiendanssnm

[ Aa oA 1 1 4 o & 1 . .
3. ﬂﬁﬁ\i@ﬁ’)%“l/l']\‘lﬁjﬂﬂﬂgﬂﬁﬂﬁ deaasrumndutuluscozusn wu Hematocrit, arterial blood gas
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(ABG) 401510 2 11azaani1908199undIfy Modsziiumsnianuueiaisnznaininsnun

g

(A7 191 liver function, test, BUN, Creatinine etc..

ad v

= v da = v
M9 2 saasmnAadnan ﬂW‘]Jcl‘l—!Q‘lJ’JEJ shock

Measurement Typical normal values Typical values in severe shock
Hematocrit 35-45% T or »L
Arterial blood

pH 7.4 73

pO, 95 mmHg 85 mmHg

pCO, 40 mmHg <30 mmHg

HCO, 23 -25 mEq/L <23 mEq/L

Lactic acid 12 mg/100 ml >20 mg mg/100 ml
Urine

sp. gi 1.015-1.025 >1.025

Osmiolality 300 — 400 mOsm/kg water > 700 mOsm/kg water

madhsz 3alugihe shock (Monitor)

Tudihesen suiludesthszSudiheednlndsa mzdihevziimanlasunlasedi

E4
v A

< o
779137 L’ﬁﬂ%’ilﬁﬁmmﬁu

1.
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@ Y v . o Y o Y1 o Aa 1Y
ITAVNINIAI (conscious) 1“33ﬂglﬁﬂﬁgﬂﬂﬂaquzﬁaﬂlﬂq@ﬂjﬂ’ﬂgﬂ\jﬂﬂ@]@fﬁl UANTAITHTULLI

[ [

< A a = = ay ¥ o A
VDNYDAUNWNUY I%Jﬂ%ﬂ%ﬁhﬂizﬁﬂﬂ’izmﬂ K ﬁ]u’ﬂ\‘]ﬂllﬂﬁﬂllﬂ !‘Wﬁ’]gﬂg‘UUﬂ'ﬁlﬂaEJULL‘]_]aQGU@Q

=

o Yo R & A o o = < v
szauanumIadudidiAgazueniinnugusvesion
kY] A Q‘ d‘9} v A
szuuvhlatavviaeaden dendeauthss el
4
2.1 anusuwden desiates q uarianenNuRY systolic HAZANUAY diastolic w31z lug
520215 1aMeEFalsUA 1A (compensated) ANNAWADAILH lian 819AT9NLLA pulse
pressure (WAANTZHINANUA systolic HAZANUAN diastolic) tavawas ludieeins
Y] 9 L . Y o
11in©19A 0414 intraarterial canular 19139 1Ag959
= :/l [V 9] 9 Y]
2.2 ¥WIT NITRNNBAI (pulse rate), AIULLII (pulse volume) HAZIINITMIAUVEHI 1 Tu

91 <3 S < ° " v 9 . .
Qﬂaﬂﬂmﬂ%zmwmﬁ’Juazmmuﬂaﬂﬂﬂ onUlusZeZITNV0Y septic LQS neurogenic




shock NV H MDA
A o [ o 9 o 09}1 o
23 aauldilily  giwziezdasimsiduvesinle  wennimiudsenunsovuenaninves
@ 14 l Y dy o A Y dy @
wla'ld wu ndunilelanaidon nd e lame
2.4 Central venous pressure (CVP) Ananuduvedidlaviosuuv useanuduly superior
A . . & v o & VA A v Y o
1io inferior venacava FaugaeanNNaNNUssErudeni lvanauiilavay
o A = A o Qsll U a
ausssommvesiilaivzguaadeasnuiveenll a1 cvp Unddszanm 8 - 10 em.
H,0 81 CVP @1 udaainaen Tnanauiala (venous return) 8'liine CVP ga orunaainld
Y
wisodoaunnulyl  Wladud 18 16A  (heart failure) n3o1alagniiuia  (cardiac
tamponade) etc.
[~ 1 { '
2.5 Pulmonary capillary wedge pressure (PCWP) Wumslaaeaiunizenin Swan-ganz
9 (% [ d! = a A v =)
catheter 19111/3anuan1u pulmonary artery Faamsavendallszansnimveialadn
9 v
F1'18AN11 CVP 1IN UONIINUTUTIAINTON cardiac output 1A 1FlufileRTomaniin
szuuviely ganvazmaniglaazdniinmamela dnnuialndlusieoinmsmin wu el
. . Yy A
NoUIINA1IZNIA (acidosis) MelasmTenganiely
al A a A o 1 a Y] A a2 Y A J
garinlinme  ewnuguugilng niednilnalusiwermsminusewnd 19 usemilu
septic shock
v v E4
Ysmnadlaan: Psnailaanzlunaaz i lusszidsnnuiissnevesdoan liidedla Una
Usunailaanzilszuna 1 mikg/hr.
M3ATINADANRAIN1INHeITANS 19U hemotocrit, BUN, creatinine, clectrolyte, arterial

a o o 4 < a a @
blood gas W1santuilusie q i ivevenanuiuussvessenuazlsz@nsammssnm

Treatment of shock

@ o [ Y v .
Waﬂﬂ’liﬂjllﬂeu@\iﬂ’liiﬂy’l shock ﬂgﬂjgﬂﬂﬂﬂjﬂ NIINITUNE LASINYINUNE) (spemﬁc

treatment) W5ow 9 nul¥mssnulseAulszana (supportive treatment) liil¥giea1elneunay

Aua g 14 1303219195014 specific treatment LEAIHA

1.
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9 an A o a dy
- msldenlgFusietlesiumsaaie
1] k4
- mIkdaeRIIAa UMY INTAMTD
Y @ Y 1w . . . a . .
- M IEMIsnEIAe LazmMsmaalun1g myocardial ischemia ¥139 infarction
- msrdauioud 1v obstructive lesion 1% tension pneumothorax etc..

Y .
- M3 adrenocortical hormone replacement

MITNEINYEAANTHAINTOAUNAVDI mediator AN

R I [ A o 1% Y1 Y o
Supportive treatment (HJumsinyuiedszAvlszaowazinugilelvedluaazaugad

. ] 1 A o w 1 o 1 . A o
(homeostasis) umnﬂummﬂtymw g ﬂ‘UTﬁ’e)JﬂﬂﬂTl specific treatment ?fmﬁmillulﬁlﬂuﬁjﬂﬂ
4

f9'liidoanswannaves shock 1AeNN supportive treatment N9z H11# tissue perfusion AV
ufaedaluld specific treatment #nt3u shock NAAIN mechanical cause (¥ cardiac tamponade

%30 tension pneumothorax F¥ainez lineuauesae supportive treatment

e

A v A

13 supportive treatment AN € UANU

. A . & 1 1 L] =
Cardiovascular support 130 circulatory support ¥99znaine lledreaziden

. Y 1 ' Y . Y 1 v 2 A
Respiratory support 1dun msseludu Oxygenation laun ms ¥ supplement O,, HaNLAY
N1IE hypoxemia wagnenenune 1A% normal oxygen transport mechanism Iﬂﬂijﬁlﬁuﬁ\iﬂﬁ
optimum Hb or Hct wagld ventilatory support W3emstIenele

IS Y 1 @
Metabolic support 1J14M13152AV1/52A09 metabolic function Y84 cell laun Mud luuaziloaiuy
D . ' . . v

NI acidosis LLaEN1T0A cellular metabolic demand Y NITAA activity, AR anxiety, aa'l¥ uazan
MINUIITY (shivering)

H 4
Early diagnosis 418 treatment ANMTUNTNFOUNILIAAVY 13U A1IT acute renal failure

Circulatory support of shock

= A A qu | . as Y A o A Y
fﬂﬁﬂﬁgﬂﬂ\iﬂWillﬁﬁL'JEJHLa’E]ﬂLWfJGlW tissue perfusion AV ﬂzﬂmwumﬂauma”lummw

. 2 Yo A 'Yy A . o =
specific treatment L&D Lﬁn"lwuﬂﬂa”luﬁmg etiology 1139 pathogenesis UDN shock Tuseriu ) A3

o Y . . 1 = o Bld! 4 [ .
Mldlae physiologic treatment of shock NA1IND neneumse 3%eeenilszneuaia €] VDY tissue

perfusion aui lananudiliniive physiology of tissue perfusion LWiWLﬁ@Lﬁiﬁ”l tissue perfusion

a 2 yy(ay a o o9 Y & o s Qo
ﬂz&ﬂﬂmuqﬂﬂﬂﬂ@]@\iu@\iﬂﬂﬁgﬂ@ﬂ 1,2 1lag 3 ﬂ1§ﬂ11ﬁ@\1ﬂﬂ3$ﬂﬂ‘ﬂ 1, 2 1lae 3 uuamyjﬁﬂl NYDU



Y
v o (%

Y v
W1# tissue perfusion AU A59lUas ez aumguaiga AOTUHANNITVDA circulatory support of
v 9 7 aQ e < . . . . .
shock UHUBUAUEINTY shock NNYUA Tsidneeiilu hypovolemic, cardiogenic, septic, anaphylactic,
. . A <] 2 A o Y o dyd
neuriogenic ¥3® shock 1a ) NAY PIUNANNIT 3 UDAIUAD
4
1. ¥l BP qﬁumﬂﬂ’n critical perfusion pressure GIJENSEJJEJ’Jzé’HﬁJﬂJULa’EJﬂE)u (Restore perfusion
pressure to above critical value)
A . 4 [ Y . .
2. WY cardiac output ﬁui}mﬁmwaﬂumwmmmi (Increase cardiac output to meet the tissue’s
demand)
Y ' = . 9 A g ' 9 2 A o
3. 0111]@711113‘3?1"!% cardiac output "lﬂmﬂmmgﬂuag Gl‘l"iWEﬂEJHJﬂi$%1ﬁlﬂﬁhl1’iawﬂulﬂ@ﬂvlﬂﬂ\1

[

938z nd ﬁmu (Redistribute blood flow to vital organs)

Physiologic treatment of shock

1. Restore Perfusion Pressure
9 Y d' (] :JI =\ A =) 1 9 o
2131 2eMeg lun192 shock 11 I MAP < 60 mmHg %30 SBP < 80 mmHg 971920041
Y dzl Y A 1 s A 1 A
14 BP gaduauld MAP > 60 — 70 mmHg 30 SBP > 80 — 90 mmHg 081351015 Udenou 1o
o ] Y o W a . . o
Hloariu 119 vascular bed ¥o90 Yoz d19ay collapse liliagina vital organ failure 18 A uudoq
Y ] A 9 A d? [ :,' Y A . . .
ud luswmsedunselavuiueimsuansvaziiy il altered consciousness, cardiac arrhythmia,
. . a £y A 3 o
ischemic ECG change tnaU1A8A51#y BP Taeii 211 5 — 10 11i
A o k4 A A A . . aa s = ¥
NI3LNY BP VIWhlﬂTﬂEJLWlI CO M99INWU systemic vascular resistance (SVR) 153NN BP llﬂ
< ' ' §{ A ' A
Saazasudnaiueunely vasopressor (alpha-adrenergic drug) WoIly SVR d@2umsiiy BP g
A o o vy 21 A g ~ o v o 19 = .
iy co vy s laganaeleilunizi co Masdiegalenalnfe rate and rhythm disturbance
. ' Y P . . . :
30 hypovolemia 1% mg«lﬂwﬁ sinus bradycardia, supraventricular tachycardia (SVT) %30
4 I A g o ~
ventricular tachycardia (VT) tioutf 1411114 normal sinus rhythm 1143 CO NN UA WTlunsal
AP = . 9 Y A o
#1168 hypovolemia S1a1M150NALNY blood volume Uszunms 20% Talunan 10 - 15 widinazii
Y A )
191 SBP gaie 80-90 mmHg lamelusiaaniu aniulumelgiadienyiigile shock I SBP <
80 mmHg @41130NAI58U 197D heart rate and thythm S1AaUnATHRTAA 1 190 197 atropine Tu
. o . 9 ¥ | 1 3 .
N9 bradycardia W50 electrical countershock d1%5U SVT %38 VT Wudu  uad 1y sinus
. ¢ o . . . Y 1 o a 1 (I a
tachycardia ¥9dU physiologic compensation nludearies]ls Iwasaneeldininzinan

. [l ' o a . s .
hypovolemia YERRRY 5/1Uluﬁﬁaﬂ§1u9$uli%3uclﬁjﬂﬂﬁﬂ hypovolemia e vasopressor 41 drip Tag
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A 4 A 1 ) I kg U v a U ]
5uluaina alpha dose ey BP Tdgeniiandnga iWumsdenarl3nen  uadinanlywnied
[ T 1 & I
waﬂgmuummuﬂu hypovolemia ale expand intravascular volume A crystalloid 2-3 L EL)
' 1 a < o
colloid 1 — 1.5 L tiN@naLNU blood volume 15szunas 20% lunarlidhu 10-15 wii negsirl¥ sBp >
Yy 1= . . Y A = . . 1 o
80-90 mmHg 1887 1aidl continuing loss mmammﬂ:}ﬂu poor ventricular function 919 lienwsasy
S A Yz c,' o
volume 115 wmndalatl Al¥lY cve iy guideline Tagiin fluid challenge test uaglf volume
v 1 da N y y 2 p y
loading Tusasunialeezsu'ld lunsditiensdeald vasopressor drip 1oty BP iumsdonan
v ' 4 0
PBruiu sy BP Ty CO 9114 perfusion AUUAY 1ensiiiy BP Tag vasopressor 13 181
Y

] . 4 o w ' 4 {1 a Yq Y Y 3 A 2
IR overall perfusion AvUIAY F18ezudauios q mwnanmull asdanldldlalaesinga

vzanlFldomin co ladusa

2. Increase Cardiac Output

o w

A I aa A A o Y . o o £ A o ~
NISINY CO L‘]Ju’)ﬁmﬁl')‘ﬂ%g‘ﬂ'lﬁlﬁ perfusion 51]@\1’[’]’38'331@'03ﬂ?gﬂuﬂﬁiﬂﬂﬁ']ﬂﬂ'lﬂjzﬂﬂ'lﬁﬁ

loa/’ A 4 ] ] l [ 4 < v o {
aogriunuiuInelideslUutianTouds perfusion 19 neteazou deuilvtednayigalums

o

1A lun13g shock (m310lan MAP gﬁ’@’ﬂﬂ’h critical perfusion pressure)
A
T3 pathogenesis U84 shock U 9LINAN inadequate cardiac output, maldistribu-tion of
< A
cardiac output, microcirculatory failure H30 impaired cellular metabolic function NAINY NITINN CO i
2 A g ll o a3 o Y . A 4 12 1 a A £
mmmummgﬂuagmmzuu Aesomld tissue perfusion [WNUUDYA 1371 BP vznuAn iuiu
A I [y ' Y A dg, 1 A 42’ . =] ..
HIAADINAY ﬂilJu“rﬂ’ﬂi]ﬂmWM co Jumls aouIuNNIUIY perfusion IWSIW® clinicals U®
A A 3 A4 [l = A dgl Y Aa
shock Y118 UIDUWHIUNNAUAIVTINIGTY vl,iJﬂlG]leEJ\il,WiJ"lJu%uh],ﬂﬂWﬂﬂﬁ
- . o AA 1 Y 1
IU®3I91N cardiac output = stroke volume (SV) x heart rate Tagiladentnade sv laun
preload, contracitility, afterload tHo32ua2 Hadehiinase Co Jsdiog 4 Uszmsadenu o1l
v 9
Y931119910 mechanical cause a3 MIIAY cardiac output Unanms 4 Ysemsaatine
1. Rate and rhythm control
2. Optimize preload
3. Increase contracitility

4. Decrease afterload

17



Rate and Rhythm Control
I A A a X A Y M Yo
Heart rate (8¢ rhythm Wudausniaisaane lumsneneung CO LWi"I%ﬂThlﬂJhlﬂi‘]Jﬂ"li
o { J 1 [ Qs}l 4 U
udly vz ldmsun lvlesfilsznovaues stroke volume 1iilawa dariu iWonndile shock A231W
o - < . . Ao q¥a sy ¥
ANNAU 1IN rate and thythm UnoU S ERETRRISIAY pathogenetic mechanism M 1¥iAa shock n'lA
U { ] I 1
Glué’ﬂmﬁ rhythm 13d'18u51 sinus rhythm (%4 VT, SVT, Atrial fibrillation (AF) A33W&181W
I B 4 2
uA ¥ sinus rhythm IW312MTH atrial contraction 3219 SV tiindn lddszana 25%
1151 heart rate (HR) Iﬂﬁlﬁﬂﬂi'NmEJ% compensate AON1E shock 1@®d  sinus
. A Y d? A d d? ' . . A o 1 1
tachycardia el Cco FIVU IW51E HR n52vulusg physiologic range DB INAULA 60/min D4 120-
. A R . < :JI Y d? A o a ] .
160/min %5004 180/min  1WIANNITNIY i]gulﬂ CO gNuu 7egn HR mmu"lﬂ ¥ sinus
o o < 4
bradycardia, heart block 921111% CO d1 (Awgas CO = SV x HR) adsun lulisiu  Taeld
. a . A S Y = <
atropine 0.6 — 1.8 mg. IV #1730 isoprolerenol 1-10 [lg/min %39 pace maker WuAu A1eN HR 152
v ] 9
11N 1¥U SVT, AF with rapid ventricular response w1y SV @ife991n ventricular filling time du
Y A ] . o q ¥ 4 2 Y
BN ﬂ’J‘JLLﬂUl"lI NIDYNUDINWINIAA ventricular response €N vwwimlv co mmu”lﬂ

A1)28 shock 1] sinus tachycardia Do 1A0guAd lidewd v 144w lUdede lime

Optimize preload

a7l optimum preload 92 1% 18 SV gagalumsbudvesinle 1 adq & preload #1904 M3
LﬁﬂJ preload ﬁ]x!,‘ﬁll sv waz co lawn u@ﬂﬁ]”lﬂf:} preload i intrinsic mechanism Y0412 19104
31ty preload 1eglu optimum W14 o ituiuTnghidoaldndsnuiuiu samnmsgn
nN32@UAI0 inotrope

Tumal§iais liawnsoda preload 1dTasnse  3aldalsziiiunin left ventricular end
diastolic pressure (LVEDP) H30 pulmonary capillary wedge pressue (PCWP) UNU left ventricular
preload wagly right ventricular end diastolic pressure (RVEDP) 130 central venous pressure (CVP)
UMY right ventricular preload H1AZKH899INANMUFUITUTIZHI1 CVP 1Az PCWP foudnaayaeiily
Az 101n@sals CVP i left ventricular preload I8

°1uvjﬁﬁ hypovolemia Ul 18y cardiac function @  @131301W volume Ai571a8liine
pulmonary edema ugiaz 1ideq monitor Aimy eungalH isotonic crystalloid solution 1¢da 2-3 L Tu

na1 10-15 Wi ldaue LLﬁiiuéﬂjﬂﬁLﬁﬂﬁ (U I%j‘ﬂ?lfl heart disease, W30H ventricular filling pressure
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Il . < [ o %
q9041d2 72519 fluid challenge test 1HuLIM HanM3IAo 19 volume 11 TS maumnits udrgms
{ 1 { A -4 [ VA -4 I
nasuntlasves cve wie pcwp Juwdasuldunntleniioala dunuduliinanse luviuae o
Y [ ) 09: Y ~ kY A A I A < Y [ 1 3

1aAI1 1951 volume $uauiiu lduazivesnldldvua wemaeniiouaniiosdslaiiy venous

A 9 19y A A é’ 1w o 09: n Y A 9
space N9 14 AN CVP 1150 PCWP 1iuAunn uaai1111950 volume load i 1i1d nazimaodu

Y Y
BYIUNANINUYUDN venous space %114 venous pressure qﬁumﬂ aremsldvanmsil laid pcwp
;1 1< 1 1< 1 qg.: (B <3
w50 CVP asduaziluoils naunsanaassld volume load Idiaue Tasdsnsdugagnou n
{ o ] I 1 ~ ] . . . )

91992 load A28 volume 1Az rate N UoaTudy Tudilenlill acute myocardial infarction §151
W lUinazuuzily volume loading 9UN5¥39 PCWP 84 18 mmHg  1319ms1g 1A PCWP 18
] . qul [ Ao o 19 Y a S A 1q ¥
mmHg 119 optinum preload TUAIZ1Y 9 uansAsna PCWP luldinu 18 — 20 mmHg Auite 11+

IT89A0N154NA pulmonary edema

Increase Contractility

il contractility state N9 | mﬁﬁﬂﬁ’@;ﬂu optimum preload wihlild co qIgn LA

e o A e a 1 J @ =
apams i co gelinaniu A 1A Taeiy contractility UnAuds1emeszaognun1g shock Taell
. . d?’ £ o Y ey d? 1oy = [ A .
sympathetic activity YU FIM 14 contractility gUUBDYLLA me%agalumaw sympathetic
1 <} S o A . 1 as/'
discharge Y093 WMYFIGAUAINAW 15 INGIAWITONY contracitility 1HgalUniniulasn Taeld
exogenous drug 1/5£ANTANUBINTHN contractility TUmFIY SV 130 CO T limmin Tagmmz
Tuwmz? preload §3d10g  AsiuneUNaZlY inotropic drug smaslvulanounlald volume
= kY Y ] 1 ~ Y 1 . @ a2 R g 9 ] dy
therapy Ig9WaNa? 911111971 preload taaweud? 1 perfusion state 69118 JududotsFueans
A . 9 [ A e A . o Y o 9 9 [
W contractility Y9552 39 1UNITINY contractility A M5 contractility 111 ladeelonaeauy
&£ : 4 A a4 o  adoaguw R

VINUU (increased myocardial oxygen demand) HUNBIN gunuraaniilv coronary perfusion FWNUU

A A d? Y o 19 o o z = 9 A o g 9
1INMsA CO MU0 luquiy  AaiudIns 1% inotrope awiziioduilu Tasdo control
heart rate + rhythm (I8¢ optimize preload nou 1unsaif after load (R 919A09N91321A after load
nou

. A d‘d .. . . = 1 1 ]

Inotropic drugs A® 1N positive inotropic effect UBYHAYNQN (YU

A. Beta, adrenaergic agonist 13U dopamine, dobutamine

B. Digitalis glycoside 37 135191 shock

C. Phosphodiesterase inhibitor 1% amrinone
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TumaliiatiensuAle dopamine 1150 dobutamine tuUMIAIL IAHANABINT duNwd

1 { A o A 1 [
vinamuind Iwosan1de1d19use 195U phosphodiesterase inhibitor

Decrease Afterload

9
= v Y

v ) Y
Afterload fip 5adumsfiudivesialniues e afterload gau Walvazdiudmssiud

U
] 1

A P Y = A g A oo . o A = 4
oA 1359 sV lasanils un1Tetiesuni contractile state 091219 110 afterload ganegaANiL
Wlvztiuaaglilng sl sv anas Tu failing heart M350 afterload Tag1# vasodilator 1o

2 o Y Q' dgl Y 1 o Y [ 1 .
SVR 34il# sV uaz co i lasdiannn 11w BP lufesanas ualu nonfailing heart M3yan
] 09.1’ 1 o Y A dg, 1 o Y 9 A
afterload Tu391iue1 i1 SV uay co mudume uaveild BP anasld 910 SVR fianas
. ® adq y . . A .. v A q 9, .Y
afterload reduction 3959 1411 cardiegenic shock I® optimize preload a7 Haz/viio i inotropic 497

o g g v
§431A172 poor perfusion 1a¥ MAP > 70 mmHg iu¥019¥v09m35a afterload 81 MAP < 70
mmHg  13A2351% vasodilator 1WeaA afterload 919@0419350U  M31¥ vasodilator 08133

Aa a 1 I @
1/52@NTNIN A5 monitor CO 1Az SVR N50081908NAI5 A PCWP 18 wazi continuous direct BP

. A . 9 1 1 A 9 . Y 9 '
monitor AITLTY vasodilator UDY €] NOU ABY mnﬁazuaﬂ €] ATUWNGA monitor mllﬂwmzwmw

P4

cardiac output, O, consumption (481 perfusion state AY4 SVR anad lagh BP luaisanas ld

©

9

1 < 1 1 Y [ 1 1 o'
1187 BP drop 810031 10 mmHe n A lvee ) fatideanenemsnua pcwe PBedliidas

(Iﬂﬂﬁlﬁl volume tWoLLA 1V relative hypovolemia NNAIN vasodilatation)

v
1 a

v 9 9 v
agUimsan afterload Mnndawald co winAiuly shock 1u  lilynziinldlunnie

a

] [
A A

' 9y 3 9 a 1 A Y Y . o I
dluseninly Norwazdesiasanounsoniou 9] NV increase contractility nl

e
)
ee
Be
(a0}
Lo
—0
53

p8195zTAaTz 906119 BP anad

3. Redistribute Blood Flow to Vital Organs

A ] A dg’ =\ ) o o o Y o
Gl‘lJﬂﬁﬂ!‘VI CcO ull]ﬁ”lll']ﬁﬂﬂgw\liﬂlufﬂu perfusion INEINDA TN ITUNNDIYIL ﬂ']ﬁ'ﬂ']alﬁ'ﬂ'lﬂﬁzglﬂ

v

A

o & Yo . A dgl o Jya v . o A a A ]
mmx‘wm”lmu perfusion IWNUU ﬁ]g‘i/nllﬂﬂiﬂfl'ﬂTﬂLlN perfusion ¥191NVIYITDU  HIDNLTINI

3 1 k4 E4 ' P4
relistribution of cardiac output 11109 Av ¥11% co AT liwetinlideseTorzdrAganiiu uag'll

E4
[ Y 1A A

dy ] ~ 1 o I =\ dy q Y o o W 1 1 Y
mmmmzw‘lumﬂﬂguaﬂm UAIDU ‘IJ‘LJLWENﬂ13“]ﬁ’]L'JaTIINngﬂﬁﬂﬁgﬁTﬂﬂeJﬁnﬂllﬂﬂ@ulﬂ']1!1! ﬂ']islflf

Qe

4

9 4
i ldedvizdiulugvessumevia@enniu 1ia acidosis A mediator release UNVU

i CO, microcirculation 1162 metabolic function YDUFAA g gaugas lonamnaririmly %l
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Y v Ed
Nlugranail vzud lvaungues shock 18 tazi11d pathogenesis ¥04 shock el co minduld

. o <3 ] g v o ] . qﬂj} v [
1 perfusion Yoanneieznzaey 9 Ay uatdwd luauna 11 perfusion YoaaT19NIBILIE

N 9 Llazéjﬂﬂﬂﬂzlﬁﬂ multiple organ failure uazmﬂuﬁm

. . . o P4 an v 1 dy
Redistribution of blood flow 1111 Iag3Tn3asse 11
D] . A A A A g Y AN 1o W q ¥
1. 19 vasoconstrictor #30 vasopressor ieviavasaen lidese Joazi lud 2] 'l
Tumanadinlaun alpha — adrenergic drug e 1¥ina peripheral vasoconstriction
9 . A A A dy [ Ao o Aq Y aa S A
2. 5161)' vasodilator LWf]"UEHEJ'H’aﬂﬂlﬁ@ﬂﬂl’lﬂmﬂ\‘lﬂ?ﬂﬁgﬂﬁWﬂiy ‘Vlcl‘lfﬁlu‘ﬂNﬂﬁLlﬂ [EUYALN
dopaminergic dose UDY dopemine F91HNotNY renal blood flow &IU cerebral LY

A
coronary vessel TPt specific vasodilator Taaane

NMSAAVMUNNTIZ shock

v o S 2 . .
latianuweneuiasuunng shock semiunarsystianiy etiology, pathogenesis Qg

. d'dy v o IS 1 1 Y
hemodynamic pattern Tunilvzvetaduiun shock anilu 4 ﬂq&lch/iﬂlu ) 1@un

1.

Hypovolemic shock 11A 7172 shock N1H blood volume 130 plasma volume afdN 219NAVIN

a A A %
MIgayduidon 13 plasma n 14

. . = A o ] A o A Y 9 a
Cardiogenic shock  Hawngninmsnilaldaunsaduduield co Tdmmind  on
ioannnanuialn@anielu (intrinsic cause) ¥30ANUAALNAINNIBUON (extrinsic cause)
Neurogenic shock 1NANANURAYNATDY sympathetic nervous system N1925NY1 normal vascular
tone W14 o1viid 1A D10 spinal cord injury, severe head injury LL8S spinal anesthesia
Vasogenic shock wildnyazadig neurogenic shock N3 arteriolar 1182 venous vasomotor tone
' 1 Y = . | a ada

AADY  LALANAINNUATIN neurogenic shock L‘]JL!ﬂT]iJNW]Jﬂ@VIiJﬁWmﬂiﬂmﬂﬁ&"U‘Uﬂi%ﬁTﬂ
Tagnse 1@ vasogenic shock ZNAUNANINININMITHAIVOY endogenous 13O  exogenous
vasoactive mediator #1315 MUNOON IAKiANEYHA LU septic shock, anaphylaxis shock,

<
traumatic shock 111¥ hypoadrenal shock Wudu

Hypovolemic shock
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a 3 a
1. Acute hemorrhage 1NAvINIMIVIMR UIFBIROABENIINT L UL Inaiou Tatia
2. Water and electrolyte loss mﬂﬁ'auﬁﬂw%aﬁﬂuqmm W39910 third space loss (U
edema, cellulitis

o Y A 091 A 1
3. Burn M1 1¥1@01i1 tn@ous 1ag plasma

o PR 3 a ~ ~ Y o Y a A =
GL‘L!‘I/TNﬁafJﬁ'lﬁ'@]iG]f’fN‘]J'lﬂllazL!Mﬂcﬁﬁiﬁﬂ/\lﬂfﬂﬁ i]gl,ﬂﬁl'JGU’fNﬂ'Uﬂ'liW'l@]ﬂlmgﬂ'lﬂﬁme@ﬂI@ﬂ@]i\‘] (N

zvonaiuD hemorrhagic shock Taomme

ININATDINIILUAA

[ U i g 4 (R
anvuzvodi)ieMily  hemorrhage shock  AupghiuaNuULIWEIMsIHuEOn Ty

o I
American College of Surgeons Committee on Trauma 183 wun hemorrhage shock ooy 4 class

d' o dy
(M990 3) AU

1.
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Y v Y A 9 ' 91 A A

Class T laun Ej‘]J’JEJ‘i/m acute blood loss B8N 15% VB total blood volume l%j"]J’JEJ%mWfN
. N S A aAgy Y A . . . 2 a v

pulse LQ1% respiratory rate muvantesriseennan la i capillary filling time ¥1NVULANUDEY
Blood pressure Un@d dod1asunyludilenuiviaion, epitaxsis 39 minor fracture N35NHN
A 2/' nm vy o = 9 . I . . o 1 Y
Sudaua lideainez 15 audal¥ fluid replacement 1514 crystalloid solution MeAFIEIU 3 1 1 A
Ysinaudeanide’l)

Y1 S A = .
Class 11 fihadeidenilszuna 15 — 30% U84 total blood volume 321013 tachycardiac
tachypnea izl hypotension UMIaAaves CO UNMSINY peripheral vascular resistance agd

: <] o [ { ] [
pulse pressure 4AY  1NM3iaeuLlaIvea urine output 1Aty @IVEANY WU MIAAALI
¥UA, fracture VO pelvic 8¢ long bone, vascular injuries @% trauma A0 liver LAY spleen 13
[ . . o 1 [ 1 o o
Sl crystalloid solution Tuoas1dIu 3 : 1 AU blood loss blood product Taigianusuiluly
o Ay Y A v

smuummmmmma@ﬂ"lﬂ

Y a A A I 1 o
Class III pjﬂ’wmmam 30 — 40% Y9 total blood volume 1M ILEANUNOUTIU class IT TINAU
1iM3ana9ved urine output iazinsiasunasued mental states MITABUTUAY
crystalloid solution 7 199m3 14 blood transfusion
Class IV éjﬂﬂﬁllﬁ'ﬂlﬁ@ﬂﬂ'lﬂﬁﬁ 40 — 50% VBN total blood volume ’f]'lﬂ'li!Lf’fﬂ\ﬁ]ZW“UE]'lﬂ1i‘Vlﬂ’f]fh\‘l
YBIN1IY shock Lazazda vital sign thoulild w3e'liildme deel¥inmssnuuy physiologic

treatment of shock



Percent loss of circulating
Systolic Pulse Capillary
volume (Vol. lossfor 70 kg | Pulse rate Respiration CNS Urine output
pressure pressure refill
male)
<15% (<750 ml) Normal Normal Normal Normal Normal Normal Normal
Mild
15-30% (750-1500 ml) > 100 Normal Decreased Delayed Anxious 20-30cc /h
tachypnea
>120 Marked
30-40% (1500-2000 ml) Decreased Decreased Delayed Confused 20cc/h
Weak tachynea
>140 Marked Marked Marked
> 40% (>2000 ml) Absent Lethargic Negligible
nonpalpable decreased decreased tachypnea
d‘ [ ) .
MTNN 3 N1TIAVULUN hemorrhagic shock
w
NI1IINHI

1. M3y uRm1e 15a (Specific treatment)

Y J A Aa A A A '
lem'imuaz electrolyte m%mmu@mﬁﬂﬂ 11!3181/]Lﬁ8!@ﬂﬂﬂ"|ﬂﬂ’31 20% 494 blood
Y A [ 1 A Y 3’ A A 1 1
volume mﬂma@wmmu LWI?%‘WJNTE’]Lﬁ@ﬂﬂ’)ﬁﬁlﬁﬁ'liuWGb'u@@uulﬂﬂ@u 1% normal
Yy 9
saline Y30 balance salt solution 1J3mmuazé’mﬁmﬂﬁmiﬁﬁuagﬁ’ummquuﬁwm
shock A3 1% AUNI1 vital sign LD urine output wilnd

SR 1ENNAVDA shock 1FU HIRATINADA, Kwa burn, SnEND Y

2. MIsawIueINsuazlseaulizneg
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AuaITe9M311819 (maintenance of oxygenation & ventilation) TngIeandwuundile
1 1 o o (B 4 [
darevirele luwe oreduiludealane endotracheal tube taz l4n3 095810

Y

[ 4 1 1 . . 9
INHINNTAUAAYUDINTA — aralusrane (maintenance of acid — base balance) bluﬁj‘ﬂi]ﬁl

o d . .
YRR metabolic acidosis mmu,ﬂu&'amﬁ’"lm Iﬂ&liﬁ} Sodium bicarbonate

=h.

1 Y . o Y A = dgl
1IN vasopressor 1473513 11 hypovolemic shock t51zazi 1 Masa@eadUNINUY

o 91&3'
1

d' A a dgl 1 9 1 Al a d‘d
M1viloEeUIAReALazeaNFAUNINYY LAY TF UL 1Y 195U ﬁﬂ?ﬁlﬂﬂlﬂu‘ﬂhﬂ’ﬂh

'
A o

v ] b4
Auideadn 9 uazsAeImsiuANuauie Iidea lUidese Jorzdinniioane

Tugandiheda 185y volume replacement liiworivs wazlusiefvasld volume




~ 9 1 [ A [ ] a S A =) .
replacement ganauduaanuauaenada liUnd enteune Dopamine 0.5 — 20
luTasnSy / nn. 7 widi Tagvua 0.5 — 3 TuTasnsu / an. / i 92ns2Au dopamine
v 4 Y
receptor tiuden lides lavazildiiilaanzeenuniy vuna 1 - 10 lulasnsu /
= o Y o A v 3 2 A . A A =
an. / w1 v lni laudausmazis ¥ 1w cardiac output tagiinden liiaesla

Srnaninnar 10— 15 lulasnsu / an. /ui sz lvinaoadoana luaudn

Cardiogenic shock

a =\ a o = o Y A o A o ] o
mannmsgudaladavesialudell  dilddeansmwrasadeadt  maziwiale
o o o 1 < % { o 4 @ a
d1n  vaesdeadn lilag Tiluiulddaiine, cvp g, 1deaszncluilen e laguialatia
v . o A Y M) . o q ¥ Y A ™ o
9ONNTIBY cardiac output A1 WNAlHALINTHAY catecholamine donNIN M lTdudean: lUvad?
= dy [ dy A 1 9
wonvz e lrzuazitiodond o Ueead
aUNA : AN cardiogenic shock 019MY AN lawanToaunguoniale
Y 9 1
aunanilaes laun
9 dy @ [] 9 dy o = [ 9 di’ @ a .
1. nantlorialy wu angndunilerilameaRounay, nduilerialanins (cardiomyopathy),
Y dy @ .
ndwie1119gNnNAIA septic shock
9 v a a ] Qy Y] [ 1 Y] q'/
2. dunainlassaieveaidlaraing wu Tsnvesduinle, mivszrineiales
3. W laduiaing (arrhythmia)
aunMEUaNTIID
o A H A ' A 9 o . A A 9 o A
1. laTaunanindea, 11 nioaulugeusouiale (cardiac tamponade) 1399 1NBRHNTA 1IN
Y
HUIATY (constrictive pericarditis)
[+
2. deaiinensanmi i leiludensend1uld 19 pulmonary embolism, emphysema,
bronchopneumonia, pulmonary hypertension Ehﬁul,!,i N
Y
3. IiwmSedeaunmu

4. 728 9 Y8 hypovolemic shock

9IN1IUATDINILUAA
{1 < a y
fJWﬂW‘iLLﬂ$@1ﬂ13LLﬁﬂQi]%ﬂéﬁﬂ hypovolemic shock ﬂﬁ@]i’)%WUﬁ@lNiﬂﬂ%ﬂﬂ%uﬂﬁu 9 ﬁ’ﬂ L
= A o A 1 . 3 Y1 = < ]
nulviaoaaeasinne 114 (engorged neck vein) tiag CVP N u'aﬂfﬂmuu@ﬂa&lmwmmmmmu

9 9 dy @ A A @ a a =\ Y a o @ A
?im@ﬂmﬂﬂmmuawﬂ%mmmzmi}maﬂwumﬁmm%mﬂﬂﬁ, UMIAUAATIHIZY09Ha 1Y ®3e
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A A A a 9 1 <
GERIGEI N P SV ER LR RL
MNP
Y] [ < 1 A o a
1. mssnpuamelsa Taomssnelsanduauna wu 1We1 antiarrhythmic Tusiefialadudia
%]”amx, 19 diuretic 14319 fluid/blood overload, Fdaud 1 cardiac tamponade, T¥en coronary
A A v £ o
vasodilator Tus1ennauierialaaie
2. Msnwvemsuazlszavilszaes
A P} A Y o d Y} '
- quaseamsniele Taglveondnu uazdrsuiueianearieniels
- dagsumsinuvesialy Tagldenszdumsiianvesiale (inotropic drug) 13y
o . A . Y Aa . P, 9
digitalis, dopamine %39 dobutamine ms“lwﬂmmm‘ﬁ vasoconstrictor 194 11A8A1
v Y
5237A52 39 151292 Ty afterload 1992 ladeaviamiinunyuy
9 A A Y o o ] 43' 9 A
- aannuATUMIUYeIMasaeaLad e lhlaiiaudeve Tegldervensvasaaen

1%¥U Sodium nitroprusside, nitroglycerin

Septic shock
9
C% a a U ! . . . . <
FnAanTsaaaieuuaiissnsual 19U E. coli, Klebsiella, anaerobic bacteroides A1IE¥0A
. A A o Y Y
910 exotoxin YeUARGEASULINNY IAT0Y
Aa A a . J 9 o 9 A 1 < A =
WeTAII NGB septic shock ADUTNFUFDU (3UN 4)  UANENIINNITFoADU Inal
anvaz Nl systemic vascular resistant ¢ wazll cardiac output qﬂuizﬂzmﬂ MadenThnves
. dyw 1 ] 9 1A a ; . o Y
petipheral vascular #i84 lunswauvamivou hlaiunannasiyvousolsn (endotoxin) 11l
mynasansvaneyiialusiame  Fanhliviaea@eauensdd 19U histamine,  leukotrienes,
. L. A o A A o A 2 A o A
prostaglandins, kinins etc.. 1aoavzAIylunasainoarosiaznaoaaead INLIY HaoAapAR N
Y v
ani1a10921de  permeability ThlMiwazwarmnFuesnuenvasanen luszezusniilovzim
[ I~ [ 1 a
cardiac output uadniuunn cardiac output CAAN wazdanunlunng septic shock UM INAA
I Y 1
myocardial depressant factor #99zna1lalaoass wenNLiSalinINIzAUTZUY complement &97i
4
g ! . o a . . o . . . o J
1%1im39UnguYeY neutrophils $11%1AA microemboli lilganulu microcirculation l¥eadiay
o A d” o Yy 9 . .
a3uzviaden liides 019 1o ez vearanessuudnmiad (multisystem organ failure)
' { < . o 1 ' Y <3
dthenii Tomaazidu septic shock MnuuARiGensuay laun JileTsaduuds, iy,
< ' Y o
w159 uazfihenmaeaaz Tuw o fudu
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21MIUATIMINTA
1 < ' §
2INIUAZDINIILUTAIVDI septic shock TUTZBUTNIZANINTFOARE DY Ao TusZHzLIN
Arlhevzdiimidagu @vay 1nwaveIanAdonv1eA) (vasodilatation) conscious A urine output
a A . A 1 o A <3 [ A PR 2 Y a
2@ 11199910 cardiac output 1Y ADWITBZNAIDINMIIMTOUTEARE DU H1)28019% Td91nM3hAa

Y Y
L%auazmﬂwummmmmmm% 1YY WD, cellulitis

endotoxin

!

vasodilatiation
(early) l
Myocardial l afterload T HR capillary
deressant factor l permdability
T cardiac output
!

l cardiac (late) fluid leak
contractility progressive vasodilatation to interstitial

!

hypovolemia

!

shock
d‘ a A Aa .
g‘IJ‘YI 4 WIITATIINYIVD septic shock

MI3NE

1. Mssnpunmiglsa
- f‘iﬁﬂmmmmmﬁﬁmcﬁa U 11ZTLUIHUDN, Garfiomuoonlu cellulitis
- Mdenlgsue

2. MssnyveImsuazilszauilseneg
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- quasesnismely Taelieendiou wazdisuiuendestaeriels

- Snnmzavgadvesnsaaislusiane Taenngilieeziian1z metabolic acidosis 919
ﬁ‘hr‘fluéfamﬁ’”lm Taeld Sodium bicarbonate

-1 fluid Tdiiieane Taegean Cvp, PCWP uazalSinailaan:

- auasymsimauvearale Tagldonszdumsiiauveariale  (inotropes) 13U
dopamine, dobutamine

- e Vasopressors 1Y dopamine YU1AY adrenaline, noradrenaline

- I steroid YUIAFA (64 controversy)

1% immunotherapeutic Fasrduifufiaulediamn Taemsls? antibody @o endotoxin
Taemdn  endotoxin  Mnidosariiafuaziidnyazvenunandiety Ml

9 . Ao Q{ 1 . A A 1 a Y
TIWTDEIN antibody NUHNTLRWICAD endotoxin ﬂ?ﬂll‘].lﬂ“l/]!ﬁﬂﬂﬁ“]fuﬂulﬂ

Neurogenic shock

1< < A a = 4 [ wa A o
HlunmeFeannannmadeauaadvosszsuulizamon luianaIuaANMIveIAaT NI
@ A < YA @ A o A d? 1 v A v
nafvosnaoaen Wuwaldinmsvesaivoinasaaonatiaz vaoaaoaasILog Ui la
A o 1A A ° A ' o q Y a2 A v o 9
o linseghvaoameadwazasaaeauasdiulate slddSunanden lnandauilariosas
4 [ CZR o o @ 1 o .
uazmadeauaaduosszamonluidwzi i lududiasdis viowadwnaihld  cardiac
o o a <3
output 8AAY LAZANUAUIGEAanas TNz o
AR
a [ I A @ [ < A PR 9
1. aunaniale wu aAnuaullaniennunad, anuanla wu wiwaee, 1auiie
] A
2. @unadu 9 U 03oaznelulauAess U acute gastric dilatation, spinal cord injury, high
spinal/epidural anesthesia
91MSUATIMIUAAY
P VoA = £ a A e ' X

pIMIazeIMsiaasinutosne omsiluay Funanndealiifesauesline iy
A Y Aa o A Y & I A o a
LMY HAZHINITIAIINHAVOIHADAADATIIIAD FIANIINTFOANINAUHADY ANUAY Taiia

o = Yy v
9199ZA AT TNITIAUG
MI3NH

(% A o w Y o 4 1 1 A . . .
1. m3snpuamzlsa Ao Mvadunan i la wu 1d N-G wbe Tus100T acute gastric dilatation
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9
X o o

o w A o YY1 < A Y
nganesI0leIzmely nganmsinianamsinim lvdgihesulaniona?
2. masnwmuemsuazlszauilszaes
A ¥ A Y o & ¥ ’
- quaiseaniniely Taslvieandnn drdutluervaessienialy
gy Ad A ) o q
- 1uﬁjﬂ’3&lﬂ‘]§€)ﬂiﬂﬂ high spinal/epidural anesthesia #13® spinal cord injury A3 lasthld
Weane wazlvion Vasopressor U ephedrine 1350 aramine
U g § 1 4
- ludtheinduey asldueulufiomaoiomazain Tasueus1uengs V01010309
[ Y ~ 99y < < a @ 9 o Yy 9
Fasme  TauueuTuile IsAuemsaaumInie Ao on tuuuazu a1 ladus

o 9 Y . A A [ 9 %
110 913 ududoelv atropine ONNOAT MUV 19

Anaphylactic shock

a 9 A 9 v o Yo A a 4 4
inannmsunasudantasursounen TﬂEll%‘ﬁJ’JﬁliJﬂ!,ﬂ&lllﬂ‘iuﬁﬁﬂ‘if]81%uﬂun1ﬂﬂu 1o
Yo A I o Y a . . . o Yy 1 . a
llﬂ vannazilvina antigen — antibody reaction M11uN5Uane mediator Ha18¥HABDNNINN
1 4 4 b4
mast cell %Y histamine, serotonin etc.. Faasmartiaziliinae1nsai d YU H1eIMIINATY
< o YY1 < ~ ' . A 3
JUUTLATZTIALY 1/11114@1]’;8"]5@?1 138071 anaphylaxis ¥13® anaphylactic shock

a a 1

d' o Y Aa . 1 do‘/ e Y A
13 lviine anaphylactic shock iU HTY, WHY, WHHNAY, 81 1% penicillin azns 1viaon

U

HANGY

9INMIUATOINIIUAAY
v A dgl C= v Y v A @ ' J 9 Y= ~
’E'ﬂﬂ'li!l,ﬁgﬁﬂﬂWiLLﬁ'ﬂ\‘lllﬂlﬂﬂﬂlu‘ﬂuﬂﬂﬁﬂ‘lﬂ5U81W56ﬁ15ﬂ\3ﬂ'§ﬂ?} mewﬂﬂm 2 —-20 U
91 = ] Y ] A Y = a o & A o Y A o
Qﬂaﬂﬂmmmmuuwmaﬂmﬂ%"lmaﬂ, aau'ld, o1Rew, mymiTadluiudy, anudulaiad,

v 1

wluduss, iy dwdlylifuemmuadduazmeluiign exmsuazeimsudaaay
muuﬁﬁﬂﬁqﬁy
1. WINIY
- 193 (erythema, rash)
- DUNY (uticaria)
- mucous membrane mmawwﬁ (angioedema) U SURLIN A
2. sTuumaauniele
- NADIFENUIY (laryngeal edema)

<3
- YaeAaunALNIY (bronchospasm)
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E4
pmsnuszuviazihlidihelionmsdeasn lo wou melvdunn dudesoaldgu
= Y IS .
1789 wheezy autluannazi cyanosis
3. szuulvaniou
=)
- FWasnN
- ANNAUEDAAN
4. ITVUMIAUDINIG
A Yy _a
- aauld o1deu
- 1haies Noude
MITNIN
1. Mssnyuamzlsn
- wyavwazdwlanlasunun
2. mssnpnueImsuazlszAuilszaes
v [ v E4
- TWdiheuous1uiad (trendelenburg position) tveriuasa liidesauoa
4 o g 1 [l a
- quaseamimoely  enduiludesldvetienmels uazlieendiou 100% d101M3
JUUI
y o A o Ay o a < )
- Tensihmavasadeadt eud luanuauTarad waziiumalie
= . Y A o Y dy A 9Ja v 9 1%
- 9 adrenaline 1 : 1000 1 ¥a. WIWARAROAR, NAWTID HIBTARIMIY dianuaUan
A 9 o Y Y o .
mammiwqmmuiwm external cardiac massage
P 3 q Y . . 9 A o ¥ A Y
- DUMaoAaunAIN511%aa aminophylline 5 — 6 NN./NA. WIMADARDARIF 9] NI IHNY
g1V a0AAY
= g » N ! . . Y 4 dy A IJa 7
- 9# antihistamine %YW chlorpheniramine 10 1. Wina oo lanInils
- 2@ corticosteroid ¥ hydrocortisone 100 4. [WviaoadoAm Lﬁaaﬂmmquuﬁwm

k4 v
fﬂﬁ“]J']m%‘]J L!,EWﬂ']'iﬁ@‘]_lﬁu@ﬂﬁﬂﬂ"ﬁ‘]ﬂﬂl%ﬂﬂlﬂﬂlﬁﬂlﬁﬂ

Endocrine shock

wanmsngie liawnsonda  cortisol  eonuludFuannneduanudeinslums
Uszavlszaosnnuaudoalusnzilinnunion

lun1zln@siameassin1s1ad cortisol ®0nN 1USHA 20 N/ TuazATea Y A5
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3
[

1T o a dy A Yo wvAa o Y . dgl LY 1 =\
WIRR NITAALYD ma"lmuqmm@g M InNmMInas cortisol W1HUU T@ﬂmwwmsmmiwmw

[

M . = o Y Ao . A o v A
N1INAY cortisol UINDI 300 UN.AU  HUINTIAYUDY cortisol AolszAvdsznesnnuauaen lag
=y 9 . = . . A 1 Y . .
MILATUATN catecholamine 1agu norepinephrine AnouriuInladiu medulla 1¥hilu epinephrine
saziinanullumsneuaueved adrenergic receptors 1H9319mMelaiamNsaNas cortisol 14
Usinannnwediie9ziine1ns acute adrenal crisis
ayiea
Q
aunafienas cortisol lane
Y t:‘ P (% 9 . . o Y o'/ . 9 1 Lﬂy
1. @ﬂ?ﬂﬂ‘lﬂﬁﬂﬂﬁﬁﬂ‘ﬂ'lﬂ’lﬂ corticosteroid ¥MU1U M IATTVUMINAY cortisol anne EJ‘IJ’JEJL‘HﬁTLl
% < ]
1inaz 1den1uvina supraphysiologic dose 1IHITLELIAMIUNOTUAIT 1¥U 1A prednisolone 7.5
@ a [ s A . @ o L4 A
N/ Wnu 3 dlav e prednisolone 20 — 30 UN./IU UIU 1 ddai melunar 1 Uaru
=) . . o A A a 1
U178 corticosteroid AIDUNINYUIN
Y1 A g . . . a o 1 ' o
2. Ej‘ﬂ’JEJ‘VIL‘]Ju primary adrenal insufficiency mannmMsalevesonrnInla 1su 1niulsna
autoimmune disease
Y A d . . £ a =) .
3. Q‘]J’JEJ‘I/]L‘]J“L! secondary adrenal insufficiency ¥34919NAV1N hypothalamus 130 pituitary gland Tau
Many

Y g . . A .
4. Q‘]J’JEJ‘I/IL‘]JH Cushing’s disease 1150 Cushing’s syndrome

91NMIUATOINIIUAAY
Y1 = v A ° =2 a3 to o Jdo a2 A 1 v 1w
Ejﬂ’)ﬂ%%ﬂﬂ’ﬂﬂﬂulﬁﬂﬂﬁ'lfﬂuﬂ\isb'@ﬂ Tﬂﬂ"lmmmuﬁﬂumsLﬁma@mzmmmzwmmm
a A Y I A A = v W = a = Y =
NUATH  UBINUYUYR waama@ﬂ@mum"lﬂ UINITVUDITSUUNNAUDINIT  DUIYU NDUTY

v
a o

9 Y
uazguunlmMeaadTIuMsazoIMsmail luaeuduestoms IMmsihmiendAurasaion

QU

msileaiu : 14 corticosteroid ADU 32HINALHAINIAA
]
1. fidean
- TRSulsenu 15 - 2 whwesvnai ldegidumida d1sudsemulyldldialuvua
A A '
neum
- Aude TS ulszmuluvinady
2. Hdanang
- Tdsvlsemu 2 mhwesvnan laegdniusiida
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- 7@ hydrocortisone 25 . IMADAADARIABUAIAR 75 UR.VULHIAALAZ 50 M. WA
WA A
- anasaudsnnai 1@suegilsshimely 48 daTue i liiAalsaunsndeu  ag
wldewfueniinlsznu
3. faalng
- Wsudsgmn 2 hwesvinaii &S uedish Surda
- 9@ hydrocortisone 50 4. (N1 ADAADARABUNIAA 100 UA. TEHINKIAA LAL 100 A
00 8 $2 7w e 24 ¥1Tua
- aanssudaaildsulsssiely 48 — 72 daTue S1liiRalsaunsndeunas
wagwiueniulsznu
MITNH
1. mssnuunmzlsn
1% hydrocortisone 100 1n. e asadend awdae 300 un. Tuna 24 $1Tuaneadh

[ 1

A o Y < < v ad 4 g )
naoAaeAa1 1uenI 157 10 un /A Tue o1eImsavuIuaeu sy cortisone acetate 1
A A ~ = Y 9 dy o 09: J o
— 2 un/nn. wIoeduluvnameu darinauieuas 2 ASY HazAvY ¢ anadiuaz
= o A Yo
20% audeszAUng 135
2. mysnymnuemaazlizavilszang
A ) ~ Y Y ' o I ¥ '
- quaiseamimela Iaglieongiou Srdiheniels ineondududeweniesls
Y g’ A o
- Inensihmaviaeaend
- ¥ glucose MaviaadDA

9y Idd? Y A v A 1 . A . Y A o
- m“lumm THeununUAURDA 15U dopamine ¥15® dobutamine HYDALUVINADALDDARNT
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FHAUDITON Neck vein Skin perfusion Pulse | Urine output CVP
Hypovolemic | Flat Pale T J J
Cardiogenic Distended Pale T d T
Septic early Flat Pink T ™ J
Late Flat Pale ) J \!
Neurogenic Flat Pink J J J
Anaphylactic | Flat Pink T J J
Endocrine Flat Pale T \L \L
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Neurogenic Anaphylactic

Septic Endocrine Hypoyolemic
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Reduce circulatory blood volume
l
Compensatory vasoconstriction
Reduce peripheral blood flow
Reduce tissue perfusion
Anaerobic metabolism of cell
Lactic acidosis

Cell death

Organ failure
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