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(renal failure in children)
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LNUNI59UafR8 acute kidney injury
sesupnaiiuluAeatuiuilasavanaatng 1o 81 (miwﬁ 1) WA H9A
nénanite naglnauins uaraugatilusne stduruefituludesasiigduie
mavhavaadaanadliinnninfasay 50 faunirendaaruaituludenifiasatng
Aenlumstsziiumsvinenuaada enaviliatasanioy AL lEduAull andesniai
AnsMMUAAIAIAnAN wazWauNnnIatady AK Tudilaaianlald pediatric
RIFLE criteria® 11l w.a. 2550 adldinausinisilasuutlasaessnsinsianesafiduean
q1N379N18 (estimated creatinine clearance) M3aLnaumntFunauilaanazlunisanuunaAny
quusaradlsalu 3 s2Au Ae risk (R), injury () Uag failure (F) wadldseazinanaeanisgny
@anisvinanuaealalunistsuenianaansuedlsa taun loss (L) wae end-stage kidney
disease () sanandlumnanei 22 saxrluil w.A. 2555 it kidney disease: improving
global outcomes (KDIGO)® laTienunnsiiiade AKI dranisusuinaeililsldingdu uas
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asnsaldlansluanuazdvg lngldanisinavaesssiuasueituluaen vianisan
asesFinndlaanns Tnaaiuunmnnguusared AK L 3 526U Ae T8AU 1, 2 uaT 3
(15197 39)
&rTunsatafsnay AKL Tlumsnusniia Amzyinau KDIGO Tutl w.a. 2558
IalfienNnN1siane AKI paanTANNTINTUI a9 LaUAT LR RUlILAeR (ANF199 49)
Ny ° v oa v o = Aa = . L. v i a6
Tnafdauwuzinns A B uAuaaszauAsLatuluaen (baseline creatinine) TAldAns
Ngpremen esinsraupsLentulumsnusniialudulsnismnernAsueaNtiveeus

nasanuuAAT ke NiUlAeAIRwNINATARY ] AARIUAUANYLIN

al o, A aa sL = sL @ ada v ac - )
AN 1. TALATLANUULLLADA "LALmﬂﬂﬂﬁmme’Jmﬁ enzymatic

anel szAUATuaNIUlULARA (NN./AA.)
0-14 U 0.32-0.92
15 MU-<2 1 0.10-0.36
2-<5 1 0.20-0.43
5-<12 1 0.31-0.61
12-<15 1 0.45-0.81
15-<19 1 Tugae 0.62-1.08
15-<19 1 Tugnes 0.49-0.84
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AN 2. NN9aRaas AKI Ingldinou pediatric RIFLE criteria®

Pediatric RIFLE criteria

STLALAINTUUSY *eCCl Usunmutlasnae

Risk eCCl anad Ta8ay 25 <0.5 NA/NN/TLNT UL 8 TN

Injury eCCl anad 388a 50 <0.5 NA/NN/T2MHE WK 16 Falal
eCCl ARAY TREHAY 75 %38 | <0.5 NA./NN./D2LHd UIU 24 F9lNg 1Fa

Failure - - .
<35 NA./UNT/1.73 9.4, lafTlaaay wn 12 dqlag

Loss maglpdavnauiuNInnin 4 &lent

End stage mMaglamdaauiusinnan 3 au

eCCl: estimated creatinine clearance
*eCCl ANUAUANN Schwartz equation formula ﬁ\‘i‘ﬁ
eCCl (N8./UNN/1.73 m9.4) = KL/SCr
k =0.413
L = Anaga nuaenfly au.
SCr: serum creatinine MuaeiLily an./ma. Inen139AAT SCr A2 enzymatic method

A15199 3. N9auaa AKl Iagldinne KDIGO criteria®

KDIGO criteria

FEAUAMNTUUSY 5¥AU creatinine lulaan Usunnuilasnae

1 WANTW 1.5-1.9 i1 nnelu 7 94 <0.5 18./NN./T2LN9 W1
130 AN >0.3 NN/, Nelu 48 Golad | 6-12 Gala

a X | o
2 WANTL 2-2.9 19N <0.5 NA./NN./F01N4
U >12 G318

3 VAT 3 111 %78 SCr >4 Wn./Aa. Y3 | <0.3 NA./NN./DNH
agil@sunissnetintdanaunuls vise WU >24 Fqlaq VT TuH
luwinengtioandn 18 UNHA1 eGFR a1z w1 >12 99l

<35 NA./UNN/1.73 AT.4.

KDIGO: Kidney Disease Improving Global Outcomes, SCr: serum creatinine, eGFR: estimated glomerular

filtration rate
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AN5197 4. N9anaas AKI lunisnusniialasldinom neonatal modified KDIGO criteria®®

KDIGO neonatal criteria

SEAUAIINTULS 5¥AU creatinine luLaan

1 LANTU 1.5-1.9 VN84 baseline SCr* ey 7 91 viTa

WANTW 0.3 4N./Aa. Nelu 48 Galug

2 LANTU 2-2.9 1111184 baseline SCr*

3 \WHA 3 1YIN184 baseline SCr* 1178
SCr >2.5 1n./AQ. %78

Yo Vo [ o o
Athalasunisinniintanaunuls

KDIGO: Kidney Disease Improving Global Outcomes, SCr: serum creatinine

. .. v i a6 oA
*Baseline serum creatinine Sl"ﬁm‘vmrngm

SLUNAINEN
o Ca L7 < ! e X o o a 5 o ! A o
aiEnn7ol AKI lugthenfnsiaosunnsiaiu auiumiiensmls ngdssansisnaii
= o a Al s A v o o °

nmsAneedsinaanigawTnilugihaiinnidiunisinenlulsanenunasiuou
2,644,263 7181 WugLIRANNI0L AKI 3.9 sesafieeaniiulilulsanening 1,000 e log
Tdinnumatiade AKI Ba pediatric RIFLE criteria Wag WL UANT0IGagm lUNgNLUTEaNIT10
BLIIUITBANLeNTN (african american) ERTIAENWLNINLUNgHTNUINAVILAZEL9E

s Ay van/ o v o o vL ®)

wnnradlasunisinmaenistintnnaunule

NN9AN® assessment of worldwide acute kidney injury, renal angina, and
epidemiology (AWARE) lugtlaeninniazingmdasens 3 thauie 25 U 79usandayaain
Uszmannuieds eeamsids glsl uazadnimile a1uau 4,638 318 wugIRNIIOIeY
AKI foray 26.9 lntldinumiatiady AKI A3 KDIGO criteria Waswy AKI gUusasziL 2

£ | A | oA o v A o £ o
Laz 3 ez 11.6 NENNN AKI TUwsa wuddansmefasas 11 waziansniagauiy
1.77 winleuwFauiisuiungs AKI Aildguusa®

dmiuguinisailudssmalng AnnisAnesi sW.aaIUATUNT $8UgLIR
nsaidtlaaLan AKI Aauau 0.5-9.9 saserUaadniiulilulsaneanuna 1,000 :e Ineld
nafinszauATuetuluaennInndt 2 an/aa. urescauAsweNHulAeARNTW 2 i

duinouilunisifiads AK avnaes AK Inutesiige Ae nsfnmelunszuaiaen”
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aun®
wasuvaudnlfidu 8 ngumndiwineaneinnaiifiaanadamaludesiy
(U7 1)
1. Prerenal AKI lARannnaeivinlsanouaasliidadlnanas (renal hypoperfusion)

wufluavnues AKL Iddeslugiaasn aungaeaniozil THun

n. BannsansinlussutlnaBauaenanad (hypovolemia) 1w nazanaLn
madeden andou gaanszias nmaldenduilasng rassslrllugviatrfauaon

q. mazﬁﬁmmmmmm effective intravascular volume LU NN9Z93LlAaNIUAR
mjumn’]iLuiW?aﬂ (nephrotic syndrome) RIS IIGIN, (cirrhosis)

A. m%ﬁﬁmmmmmm vascular resistance i1d N19% sepsis, anaphylaxis
nslATLENTENEVABALA DA

a. mﬂﬁffumﬁﬁw@ﬁi@ﬂ@"l,ﬂmamuamaﬂm (renal autoregulation) \Iiu €
sluﬂ@:zn non-steroidal anti-inflammatory drug (NSAID), angiotensin converting enzyme inhibitor,
angiotensin receptor blocker

2. Intrinsic renal AKI tRaannnaziidinisviandla vinliiAanasdavnase

Tseaireaadlasng o deil

n. Wm%@ﬂ’wwmﬂmz\lagﬁ@ (glomerular damage) mmaﬁlwu Toun nazlneniay
(glomerulonephritis) ANAWNRFAT ] (1Y maglasniannnandennsfiaiie (postinfectious
glomerulonephritis) naglasmausaniuannislussuuau 1 1y lealndniaugila
lsAnaaaldaATUIALANENLEL (IgA vasculitis nephritis) ﬂﬂﬂbﬂﬁﬂLﬂUﬁ;uLLN (rapidly
progressive glomerulonephritis, RPGN) A1 antineutrophil cytoplasmic antibody (ANCA)
positive glomerulonephritis WAL anti-glomerular basement membrane disease

9. WensaNWTvaaslanat (tubular damage) %@ acute tubular necrosis
mmaﬁwuﬁ@ﬂ T@un nsanadenluaaunu M9y sepsis M3lETUB BN I LTS
saln Ly aminoglycosides, amphotericin B, cis-platinum, radiocontrast media, myoglobin
RINN19E rhabdomyolysis, hemoglobin A1NN19E hemolysis, mm‘f;ﬁﬂmnmfaz tumor lysis
syndrome

A. Wm%ﬁmwﬁﬁmﬁ'@ interstitium (interstitial damage) lAun acute interstitial
nephritis mmammﬁmmnmiﬁmL%@M?mmm 11 ciprofloxacin, methicillin, ampicillin

wraenluNg: cephalosporin
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3. WINBANWANABALABALA (vascular damage) @LMALIAAINNIIANLALMTD
nrgasuresaanidaniuln lawn vasculis, disseminated intravascular coagulation,
hemolytic uremic syndrome, thrombotic thrombocytopenic purpura, malignant hypertension

3. Postrenal AKI {inaNNMaEiiNsaaMuaedsyLLmsiuilasazana sy
v |
Taun
nseatuaesiailasndz U posterior urethral valve, urethral stenosis

NN7RANUIBYIBLE 1 ureteropelvic junction obstruction 49 Aaulutdasvie

> = o

. neurogenic bladder

meganuluvialaNasaNKANTaIaIITaL K1 uric acid, acyclovir, indinavir

Lo

Acute kidney injury

h 4 h 4

Prerenal AKI Intrinsic renal AKI Postrenal AKI

v v A4 Y

Glomerular Tubular Interstitial Vascular

damage damage damage damage

A4 b

Ischemic ATN Nephrotoxic ATN

a = = o
gﬂv‘ 1. LL@GN’N’WL‘Vllf(]ﬂl’a\‘m’ﬁilﬂﬁlLNEI‘V]’]EIL@EUW@LL

AKI: acute kidney injury, ATN: acute tubular necrosis
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=\ o a
WENEATITINEN
Prerenal AKI laiinaznvnliidenlliaalnanasdanayinliensinisnsasaadls

(glomerular filtration rate, GFR) ansad 319n1eaziinisnavauadlatlinaln autoregulation
A tubuloglomerular feedback LA RNTVALNNUUL B prostaglandin TONNLNTAALAUBY
28I myogenic autoregulation mlvinaaniaan afferent arteriole 18189 IWNUTNUARA

1t = & K = QA' v v o<
auaeslannaw uanani nnslFannsansiilunaanidenianasasnssAuliinima
NN UTBY angiotensin |l WAV ARALRER efferent arteriole “ARY Nl glomerular
capillary hydrostatic pressure A Tavinlyt GFR ludni Tuweueiinaln tubuloglomerular
feedback YnmTnNUFuaNaa9 GFR waztFannsanstndullionigladeuilans (distal
nephron) lntinaanlarasaausiy (proximal renal tubule) ANM3ANALIIBILTLAENLAZUN
a X = v o L . a & o 6 ¥ a o
LN UAZHNITNIZAUNNTNAERTINY antidiuretic (ADH) LKW YINLRANNsAANALIID
Uninaenlnresdiutans (collecting tubule) vinlviFanauilaanizanas nag prerenal AKI
tinlafunsguainmetnauningan nevinureslafaznauniulndls usvnniog
prerenal AKI lulATUN195 N @i uviaeiananalimiia intrinsic renal AKI aNanls
(sU 2)
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Hypovolemia

ﬂ Mean arterial pressure

Baroreceptor

Osmoreceptor

{ Sympathetic nervous system ——»| Angiotensin Il [ Antidiuretic hormone J

A\
\
[ Norepinephrine
A

A 4

Proximal tubular Collecting tubular

Vasoconstriction )
{ sodium reabsorption water reabsorption

Y v v

[ ﬂ Efferent arteriolar resistance ] | Urine sodium | Urine volume

( Preserve GFR }

1 2. uARINENEATIINETBINEIALNARLLBIUNAULUY prerenal

GFR: glomerular filtration rate

Intrinsic renal AKI {AiRaINNNTRNeN3an I NAlR AvsAnules Ae acute tubular
necrosis (ATN) awvpdaulvnjaasniaziidnifinannniaznlemaimanunaiuiu (hypoxic/
ischemic ATN) vi3elasuansiiuiesaln (nephrotoxic ATN) MlAAAANNIEE VN ABLIAR

ayranaenladas Inoutialaiiu 4 szas®? A9t (g0 )
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A d X \ T

n. 3wl 1 initiation phase (XaldanN At lnanasaINavIias B ayRanaan

! v a = v 13 ] 3 =)
Iadaadouswianisilasunlainislaseaiieaedaas My @aaUIN NNTgoyLae
flamentous actin framework neluimaa ﬁmmqm@@ﬂmm brush border ﬁmﬁ?gfyl,aﬂ
polarity a8amaa bl FaNAUTNTLAREUNRUDT Nat/K+-ATPase Reliannmnuuuatni vinled
aaayRavaanladasdanihnll lusvosiasnuinisinnauresssiu BUN uazesuaiiiiy
ludenNNgeTy

a . [~1 1 = =S o v & a

1. 7¥89 2 extension phase (uszerAaiiiasannisaaen inlimadLEeyin
vaan lnHafia hypoxia LAZIAATLAWNNIANLAL NTEFBNITNAIATT inflammatory cytokines
uaz chemokines txau luszaztinadamereamsayrovaeaiden ulniunuimdiAny
TunsinliaasitiayravaenladesannaenatenellesdnainIiian s eIedaa
WULl necrosis ka2 apoptosis LALLAN1ZLSL04 corticomedullary junction ¥38L31904 outer
medullary LHasannuFiaathiluiwmiiieandiauniuaril metabolic activity g4 vl
Usniliiansunaidulaing nsvgasenaeaanamavinliiiansganuluvianaenls
dat wenanid nsaaseyiaaeslaneadousugadnlofannaulianss U5
lofunuazaaalsanlléy macula densa #nTu azlinszsu tubular glomerular feedback
o 6 v = o =1 °o 6 ¥ X o ~ 1 oA
ilivaeniaanuad afferent viafaxINUUW vinliszazildansdl GFR anadatinewmieiiog

A. 728E¥ 3 maintenance phase 7¥8ENFNNNNTTONUTN WAZNITLLNANIDAUTAR
\Hayranaenladan iNenaunudounagll szazilan GFR d3a3snagaai

4. 728¥N 4 recovery phase WIRANNILLAUNNT differentiation B8N9AaLilad Wie
Thaaadfulassaienauauganinuaznisvinuingledng IaavalilazEudngrvas

recovery TUTTEIZIIaN 7-21 U
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e Tight junction

Na/K*-ATPase A & 1 Ischemia
100 Vi
i Ado pdd
N ¥ T
@ =] Loss of brush border
; Cell injury » Redistnibution Na /K ™-ATPase
E..: Loss of cell-cell contact
=
g. Redifferentiation
GFR = ) ) - ) Repolarization
(%) & & ' o @
@ . q’- == cms o
g 3 i
\, =g e e phon
o Microvascular injury with obstruction, e
6.;. \‘\ coagulopathy & inflammation (i . <
"éo \ Proliferation -
% N @Sy
\ o
2 o
e i A L 3 A
Maintenance
0 2 4 6 8 10
Days

a a a a 1 o a
gﬂ‘i’l 3. WAANWENTATIINEUNTEUEANN ’H@QL%@@LH@QNQM@@@LLMD\'@EIIH acute tubular

Necrosis

Postrenal AKI nnazmaganumiaiuilaana: viliussiulunaanladasdousi
Aingadn ludausnaedniseaiy vaanden afferent arteriole 1818MIANNNNTWAS
prostaglandin Lﬁfam?'qm%uisﬂﬁ%lumﬁ?LLﬁJl‘iu%ﬁmwﬁL\i angiotensin Il e thromboxane
A, s ilfAesldndpanas faafuiBanszuaumedniaUL3ion interstiium n3zsu
Elﬁﬁmmz‘ﬁ@’ﬁ mediator WAL cytokine TawA nitric oxide, transformation growth factor-b
(TGF- b), tumor necrosis factor alpha (TNF-a) Lsﬁ@ﬁLﬁlfaqaqu@@m"lmN@mﬁm apoptosis LA
fafind interstitum danavitlifAnnsqodsresniaglauanialsalnGeiomann Whund
i g Imaﬁ'ﬂﬂmfazmi@mﬁzumqLﬁuﬂmm:ﬁLﬂuﬂﬂl,wmﬂ\mfmﬁm AKI ArsiAnuitle
yaansdne vidasdhadsdluneiiflsdaien luflhefiimazlnGesegan migaiu

yapuilaanznlaiestinasaafa n1sovinlmnn AK amun
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mazmrganunaiRulaaay ]

A4

o &
[ ursiuluneandetlngaau }

(1o )

Y

nwsnizaunﬂ1n rmechanic _,[ NITURIATT chemoatiractants ]

mMsEAAIT84 membrane l

Macrophage infiltration

/ Interstitial inflammation
v

VA4 vasoactive substances l

\Iu Ang I, TXA,

MANITUAY mediator WAY

cytokine L1 TGF-B, TNF-Q
Tubular atrophy \ Interstitial
l fibrosis

Ad

[ N‘EW;@ hemodynamic ﬁhlﬁ ]

-,-[ Acute kidney injury ]

‘ Nephron loss \

Irreversible renal scar

Chronic kidney disease

517 4. uapanensassInerasnnglaun Al uBsUNAUTBINIMTIIgAnuNNLALTasnaz

NANTzNUURY AKI Aaadaazay oq" 2

1192 AKI LAATUBNAEIRANTENUABNITVINNIUIBIATHIZAY ] ANALWNERATINIT

Yo a d? o v o a d? a v .
mqﬂiu@ﬂQﬂQﬂﬂquﬂ‘ﬂu N9z AKI YIANTELALNNTENLALLAATU NNT@TN cytokine LLag

chemokine N4 ] Lt IL-1, IL-6, TNF-a [raatdialaan1nimng il L Aolnsia macrophage

\IANN9E oxidative stress TU AINARBRAHAZAN 7 Kt N19ZUWIY NIRUend vascular

permeability LANTU NN13UAY proinflammatory cytokine WANTL @NBIVINNURALNGAIN

79 uremic encephalopathy N13¥1M4NULB9T AR NMAIRINANLUNAN LTAANAINLLES

@
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alalim apoptosis NNZLARAAILUAL & venous congestion N vascular permeability LW

U IARLIA apoptosis WA necrosis

AMNITLLAZAINIFTLARAY
£ o | a a v o v = v aa

BANTUATBINTUAATUNLANYA L Farlnuie Gnaswuda Tugiaendinig
anastadFnsasunlusaniy eansld Au Tudiheiiia ATN aanen aswuianly
| ¥ A v A a P o | DX | Aa 1 a
dasiesTenaunuIaviaiantialugilounguninicznisganuniaauiasnay
UANANT BNARDNITUAZANITLAANLTIUNAANNNT N UaadlaN A vl 1y annng

% a as = v = [R= =~

UIRAMNNEUINY ANNAuRengs Tasazeantasasialifiilasey daaaziidla
WWBALAY (gross M3B microscopic hematuria) WENANNY BIAWLAINIINNAIINNNE
WNINTaUIRS AKI 1T BINTBNALU LATANNIANALLAE LA uremic encephalopathy
27N19TA ViFelAeAeanann uremic platelet dysfunction @1n13Uandsey NewTiulaidn
BINNIENAINNIEANNAULADAG

aa o/
nsadaaalsn™
nednlszdR  MT9agI9NIe NNIATIANINTeIUTANNT LaZNITATIANINTIRINEN
19¢/l NI ARLVNANNATBINITNANIL AKI

o > % 1

ﬂq?‘ﬁﬂﬂ'ESQﬁLLﬂzﬁlﬁ")’Q?']Qﬂ']ﬂ

nag prerenal AKI AsdnisedRtTanmnsansunnlaTy wazannsansunfigoyids

| 1 = v a =< 1 Q" 1 1 Y
BONAINT NN LU @UALY Viods sontsTansasoglugasnanNinunn wbu fiae
d EUA Ay Yo o = H a L .
wnan vieUaenlafusnduilasnay megryi@sansunmniedy « L insensible water loss
Tudtlhendld videldinTasdaamela third space water loss lugtlaeniiunalwlug uanain
1 avrnndsedileaszansn 1wy nqueanisiulvsin leaiala wielsamulugtlaani
ansuzNdnlAnunIng effective intravascular volume anad NIsUsZ i UUNUTINARN
Wasuuwlagly
! v A Y % o o =~ v @

N7R9925139N8 Jaendn1nzaaasininwuinminaanad Twaseuge pnu

AULABART RINTR UTBLHBYLIN UAT capillary refil G1ad Lfinnsnenanunszyiaumtin

+ v

Uu guagenadeinisdaitiesainnisiaaiaen guaendniozansiiiiu will effective

intravascular volume AARINNATIANLBINITUINUATUIMUNAWNNTY HTlaaninaziala

NLRIANTIRNLNABALREAAINABLLNNES (engorged neck vein)

&
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N19% intrinsic renal AKI UszdRn17lasusn vidaansiilunenels UsedRaausu
WWBARIUIE shock UseaR trauma usatannannitiaananylu rhabdomyolysis UsedRuan
Tlaaoziiuaen Jassiuadunguihaladnay dnisedfinslaiuen vieansna
wesale 1y enljTouy aaumlondniau non steroidal anti inflammatory drug (NSAID),
proton pump inhibitor aNAUlY Au Uiede viFedseiRnisindeunsoiia

nsnzaas e grheninngladnauidaunauinassanuennisuas Wininga

~ X o A A = | = A
AU ANINAWABAG ATIANLAMNAAUNFALUTTLLEY ) iU unaluin AusFianduun
v = o o @ PP o a @ Aa v g A
wis in visansanauesdaluiheninaslndniauidaunauannisagiFnuniuiie tie
ALLEY
YV v Yar aa s ::

g postrenal AKI Hilag AKI nnssAassiaslaTuNMsitadousnisaninegany
mahutlagnziiduaiugane wasainnisuilaanaralnfaeanisganuniaau
tlaanazazdaslynisyinauaadlanauninay viaflulnils nnrszunailaainzaianile
AaeNTTlaaNeaquilaanae (transurethral catheterization) M38NNTHIARA urinary diversion
Uszinnpng 7 U vesicostomy, pyelostomy 38 nephrostomy KilaaNTN19zaANUNG

QU ]
uilaanzanalilsedfpuialnfaasnisoneilaging 1 a1n179m flagnazarnn
v 1 [ S [~ [~4 = = = e a dy %
ABNLLN ‘f]@@ﬂqﬂmm MIDLRLLIANTARANY Uaanaziiuaen sadNlsedImnsfemagiued
sLUUNNLALTAAN22 UsedRnTaan LA NRA LNl LT s LN AU Aa1 L AILALUATIAANN
NNIATIAARANTBITENIWNTFIATIARIARULALNAIINDIGY (Ultrasonogram)

\ DR PP 1 A ° vy A a £
nsRgaas N gilasndnnzeanuniahuilaanszetananlineunuinumein
ied dinantale vidansuinilaansiiawnalng AnsraUnfuenszanuazladunag

LU NNE myelomeningocele fﬂ’]ﬂﬂaﬁ\‘lqugmﬁuwmLauﬂﬂm%lﬁmmﬂ neurogenic bladder

nsdIngIan1evaslfinnig
1. Medengaanaiastgiinisivenisiiageniy AK IndldseauaTueiitiuly
aeANgay wavtlssidiu GFR latdanislignaAiuons Schwartz equation™ %3@m7AN

creatinine clearance AMNNITLALLAAN2E 24 F9lN4

Schwartz equation

Estimated GFR (8./Un¥1/1.73 BIT.3) = 0.413 x height (1i3l.)
PCr (3n./A4.)

PCr: pmsuantvluiden (n./aa.)

)
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Creatinine clearance

CrCl (N8./uN%/1.73 A3.4) = UCrx V x 1.73

PCr x BSA
ucCr: masuaniulutdaanos wn./aa.)
PCr: mAsuaniuluaan (un./nq.)

V: 1BanmstTaanaslu 24 d9lag (ia./und)

BSA: #iuiiome = [ danidn (NN.) x 89UEA (T.)

3600

2. MIENATIUNOMENMATBINTIE AKI™

n. gftlagl prerenal AKI azdinisvinmihiinewaasladesdaiulng uadlunagidl
nMsmaanasinafisngendu InfeauargFennntu fadu dnsdauszndng
BUN uazpsuafitiuluiaangatlszann 15: 1-20: 1 ARNONALNIZLAZDDALNLARFTEY
flaannzge daulnniAnnunaednizgandt 1.020 uazeaaaliuaffgandi 350 Haraadlug/
An.ain lndasluilaannyiiasndt 20 fadlua/a. A fractional excretion of sodium (FENa)
UaaNINFesay 1 AMIUNITNLINIAA A1 FENa 11Nz prerenal AKI taaniniaaay 2.5
Wasnnmavhanusemaasladessdsliauysol manmailasnzdandasaanssmiludias

prerenal AKI 81aWL hyaline cast 78 granular cast

zﬂmﬁ’]uqmmﬁﬂ fractional excretion of sodium

FENa (%) = Urine Na x Plasma creatinine
X 100

Plasma Na x Urine creatinine

@
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@ Ao 5 a =~ = o &

9. fulaefinnng ATN wasiiayRavaen lndasiannaudes ATiuANaINIeD
Tunsganauin TnRsuwargFaUNnTes AaTnUanIIdIuszndns BUN wazasueitiu
luimeantszanns 10: 1 AubsawIzLazeadlwaamaeddaaIazs A1 FENa uas
FEurea g9 Aauandlunsei 5'9 mensaailasazsaenaeiaanssAlieatany renal tubular
epithelial cell cast ¥7® muddy brown cast lugtlaefining ATN vizenuidnlaanuns
Tudtheninegladnay viienudiadenanaaiia eosinophil Tuitlae acute interstitial

. S (15 = a 1 a dﬂ ”I e'sL aa o
nephritis (113197 6"%) nismzradaandNyluInatUslonilunsidadeavnes
3AlANAULAEUNAY TeananuANEAlnRraIssAuABNNALNUA Hilaandnnay
post-streptococcal glomerulonephritis 81ANUTEAL antistreptolysin O (ASO) 78
anti-deoxyribonuclease B (anti-DNase B) 4471 t}j{ﬂf;ﬂiﬁﬂblmﬁﬂmmgﬂﬂﬁﬂwu antinuclear
antibody (ANA) uaz anti-double stranded DNA antibody (anti-dsDNA) Hlaeifidansnsy
NARBNENIANLANIY RPGN AR7LAsLUN1TATIA anti-neutrophil cytoplasmic antibody
(p-ANCA waz c-ANCA) YR anti-myeloperoxidase (MPO), anti-proteinase 3 (PR3) Way
anti-glomerular basement membrane antibody FANAUNNTEIATIANNENEINEINILA™
Y aa :; a s (=) o

A. Jiaendninzaanunaiuilaain: nanisasaaiaanzinlifdauainieg
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A9damsna Prerenal AKI ATN Postrenal AKI

1UnfA vi3any hyaline, | tubular epithelial cell, o A ,

nsagiailadnny Unk wige pyuria
granular cast muddy brown cast

AMNDNALNIT L a2 >1.020 <1.010 <1.010

aadluLadnuasildadne >350 <350 <350

lgnanlutlagoe <20 >40 >20

*FENa <1% >2% Tdanmng

*FEUrea <35% >50% <35%

BANTIRIUTTUINQETELAL

a  aa - 15:1 - 20:1 10:1 >20:1
AsLanduluaan

ATN: acute tubular necrosis, FENa: fractional excretion of sodium, FEUrea: fractional excretion of urea

A19199 6. NrasRTIailaannzinanisdiadsuanlsaiiduanvnesnieg AKIY

nsmgrailasnae AGN ATN AIN

granular cast, epithelial cell cast,

Urinalysis RBC cast granular cast
muddy brown cast

Protein ++ -/+ -/+

Red blood cell +++ -/+ -/+

White blood cell -/+ - +++ (eosinophil)

Urine Na BN g9 {9

AGN: acute glomerulonephritis, ATN: acute tubular necrosis, AIN: acute interstitial nephritis
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NI19ATAANNGIRANG

NIATIANNTIFEINeNeTatlunIsAliaganiay AKI NnsganuniuRuilasz

o ady Yy o o v ] A ea A

NIATIANNTENIayad1An wazdldetnawnsraranianTlilis e nsnsaassuy
mainilasazaonAddsanINnge (KUB ultrasonogram) @dldnuatinaunsvans vinls
Neuarinadnpsatios sansolsziiumuns U wazansnzaetale (gUN 5) ns
M3 voiding cystourethrogram (1% 6) ¥iT® radionuclide scan (gU# 7) lunstiinanis
MIIRGDLARLAENANNDGINUANNAALNFTasTULNaRuTlaanns AnaRaLnANwULias
Tugtlaeinfinngg AKI A9nn13m9aa KUB ultrasonogram e nnaznsqelalianes vie
nagvielalilenas (hydroureter) Fvanatiatiannazganuniaauilaansiiiuaivnnaes

postrenal AKI
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P Low
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gﬂ‘ﬂ 6. LAMINITATIA voiding cystourethrogram nupNAnUnAtasaslvadantevie
1ana 2 49
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5191 7. uamIN1IAI9A radionuclide scan WuAMNAAUNANIIzEANUMLALTasz
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NSASIANLNBANTINNIG LA
NN9AIATIATULEA LANIINEIBIN N NANTUNRIATIR LI UNTIINNNE AKI Anniagle
ANALITULIINLIL RPGN UA¥ acute interstitial nephritis Nan19nsaatuLilalnnianenganen

azdnellan1satasenuiueu wazdetaaduiuaniaunisinen LL@SﬂWﬁ‘WEﬂﬂﬁ‘Oﬁﬁ‘ﬂ

NTALATNENC

nsguasnEnilag AKI dsznaudeanisinmnaimgraaivaiviliianing Akl
LLazmﬁﬂmﬂﬁzﬁuﬂimmLﬁ@%ﬂm@m}@ﬁmmmamé iatlasiunnzunandeu osiu
Tallilademoanniu wazgualilanugn meguainenmay AK snflufasdimarzdu

LALAARINDINITLATANNTLARdNLLAsUL AdatNIlnATe

N195NENAUNITAINLUE 111 1171 pulse methylprednisolone Lugftlael RPGN

nsrAaluRaefiinnzenuassruumahullaany

mssneuuulszaulszaag
1. meinmangauilusenig enruaNiFumnsszuuvadsuaenuilng
= = v = a H | o ea v
waztaanliidadlalaisane nisdsziinannaunlusanie endaaindsedd deya
Uninen dyonodn TuindIaansundilazeaan nNIATIATINNNLLAZNARNTIANIY
el mnssantaunalaa nnnanefanswen Aansannisaasasuilaainziiie
H9ede uazdssidiudiinsannati
1.1 filasndnezaauiguuss anilusediasuninelidisansaeanlva
DUULNENNE AITLANTUNTNA isotonic crystalloid THanm 10-20 Na./NN. 8819996159
Tugogusn el lalaasonuaaliagniiu 60 Na/nn. Tunsaindinisgoidaiaenvse
=~ . . ¥ v v = ] a
#n19g hypoproteinemia Tiunlasasnislidsutlsznataesiaen wislaayiunaunu
AN ENTLAUNNTVARITBINANNILBUABALREA (vasopressor) TaNARElUNTIN
3n1ag vasomotor shock laeaaliniauasainnisliansnauddiunnsidanlnadau
ineanaunan nely 2-3 dalaethaasiidlaaiozeanuinnan 0.5 Na./nn./aalas dagtlas
gylifiilasnazaan Warsonlvenduilaanay furosemide Wasangiasenatinniog ATN
AINNNINHNTE prerenal AKI Llua11IU
1.2 otz uiin ANTULTITeIN1os AT AN AN UGy

RPNAIUALERTINITAETINTBIK U WUINERTINLLNTUTRLAY 3 ABN1TANTBLUNT
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Aufanar 177 I AnUiuansihfides s luwsaziu Tnaduaulddianns
TdiiuSamssauaes insensible water loss (300-500 a./m3.84./91) Usumstlasnisuas
ﬂ?mmmaﬁﬁﬂﬁqm@mmmqﬁu 1 1MUY AALY NBAUAE YAz 7] AnAUTNIW
NABlIALNWINAL 2-3 AAALNA/NN./TU kaznansan bignduilaanae furosemide NN
VRDALREAMILILNA 1-4 Jn./An./Ase videlendeiiiedluawin 0.1-0.4 un/nn./aalu
mlgenduilaanazenadaslasy oliguric AKI iy non oliguric AKI vinlwnnsinensae
nslansinazansainglddneiu achdlsfiany nsldenduilasnasldansnsoilesiunis
An AKI TERalWNN7aARNNTILTITRIN19E . AKI Msrusaedls sonddlalanansoan

#29 gogansouvganisidenduilaanazlunsaingalaineuauas

ARNTINITLALTIALA
Aatn ATLHNTEIINITteNdUTlaanz AUl UIAAAMNAUABARN TINTNNATI9LALN

Anslden 1y Wereyuaziesals

2. msinaNganaeuslusenie

2.1 naglamanmluaen dodluniidusasiaindannniiuluseanie
o & °o o ja % an ve e o =
panuafra T lasy lusanlieanismieszuudszamainszivlaifes
Twdean TiwAlusag 3% NaCl auanshuu

2.2 nmaglnuwnaiiangiluiaen pasiEszfanaznsaRianNszaLinwaimes
lwdeslngianiZlugienidlaatzeantias S1na 1M NEINMNATENGY ATNITIAIY
TunsfnemaunuseauAuuisadnnadsnluben waznanisnsaapaulniiila
neodnsziulnunadesludenganinnd 6.5 daalua/ans Livinnisasaanaulniliiala

a a d‘ s v s Vo1 1 U U
winnuanaRadnfrasadaulniniala avslinisinendiasetinsnaumauuonig
nsinsnslnunamsngdluaenlun1irgnian Auansmxasen 707

2.3 maziaanilunga (metabolic acidosis) (inanNNIsgrul@avtinnaedls
Tunsdunsauaznisganaulumfueiun santedinnsainansmisaulugiloaninieg
septic shock nisunlanaziaesfunsalugiasiaaauansresiuliluwsszssauiy
AxguLsaannzienilunsg lunsaingiaeliliaglunnsingpusaseau pH laim
a0 WiRasannsbisndlugtaeseniudseniu aseau pH Angn 7.2 Wasouilin 7.5%
NaHCO, 1-2 Hadlua/nn. nevaealdans viewnliAuimmIa bicarbonate defici
Taanaulilaifanluafueiuaacsuilaszauuaadasludenlvagluszaulniney
P 1 @ o 2 o . . . = ° v
\HeannsuiluniaznIneteraniiasyinlisyiy jonized caloium ludenmas Kilos

a7ALAAaINNTENLA NTlRANTAZANE 7.5% NaHCO, ANTUNNINANLRDA4NAY LTBI3N
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6N98ZANY 7.5% NaHCO_ AR NIuLa9lmLANNINNIY normal saline solution D4 6 LN

rlailaRanlulFanusnatavliiian1az i ule

a o ”I ] sl = sL o 247
ANTINN 7. LUINIWNNITINHINNIE WLL‘V]’&LGI]EISJQ\‘I UaBALUNTSRNIRN

oy & aa o
EI’Wﬂ‘li AUNALLASAIBTNIFTINE

nsfnEan s nLnEaanaNiiieala (stabilization of myocardial membrane)

10% Calcium gluconate 0.5-1 NA./NN.NNVARALEBAAT PN 5-10
U7

s lnunadasdnguras

Glucose Wag insulin Glucose 0.5 NTN/NN. NIVABALABAAT

$uAL insulin 0.2 gila/nFu 104 glucose ML
0.1-0.3 {N./NN. NAUNII nebulizer

Salbutamol 1 NAALNA/NN. NNUABALRBARN

7.5% sodium bicarbonate

NIRRT AT HNBDNANNFINE

Calcium/sodium polystyrene sulfonate 1 n3w/nn. Ieelisudsemunzeasunia
7NNTUNN

Furosemide 1-2 {N./NN. ‘V]']\']‘Vmﬂml,a@ﬂﬂoq

Hemodialysis

2.4 mazveaneiaguazupadonluidensn lunne Ak laldanansody
Waanaiaaanneilasazls neanefangauluaenazduiuuaaiasdunaliunades
TWReARNAY AINUNNITNENNZLAATENAN LA AIIA BT NANNNTI NENNz N aanaTa

= Yo o aAa a Vv | a o ¢
geluiden lnglaninensnddsulszneusesasvaiags laun unuasnaainmiann
un 00 Sy wTesan@dy i Inln Taan 3auAulesd phosphate binder Lsiun calcium
carbonate Fudsgmunianawnsinesuiunesnedaluatvis ldwuzrilild phosphate
binder 1laNAINABazgillaN Hasanyliiinnsanezgidonls Uiuauinen

. o & a [ = = o o Y aa
phosphate binder Nlnanaszaunaanaiauazwaadasluaen duiugiaeniainis

o = ° ' @ o o % o 12 .
AMNTEAULLARNLTEINAT LT Lﬂﬁ‘ﬂﬂﬁ‘ﬁﬁlﬂ AINITNRALU ﬂ’)ﬁ‘&LV]ﬂf]ﬁ‘ﬁ‘ﬂ‘]ﬂ'—Wﬂﬂ 10% Calcium
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gluconate 1 #A./NN. (LFTHDUGIEA 10 NA.) NEANWUABARBAAT AT 10-20 W11 §1N130
T lsnn 6 Gl

3. MIAILANANNAUADAGY NMzanNfuAenguiiunzunsndauiinglfies
Tugiog AKI anvsiinannuane < dasusaunu b M3fteNLazINAel LN
NINTLEUTTLL renin 11419 acute glomerulonephritis Frupaslinsinenlageaning 3o
vhuazinaelnion nsldanduilasas wasfiansonanananuduaenfiaangnaan
ﬂm;iuﬂ’ﬂumjm angiotensin converting enzyme inhibitors (ACEI) LLag angiotensin Il inhibitor
blocker (ARB) Lilegannenaviiliniay AKI a;uummnﬁu 1uﬂiﬁﬁp§ﬂqa§@qﬂqiﬂqﬂﬂQWu
AULABAGITUUI 1T hypertensive encephalopathy slﬁﬁmimﬁmﬁ@@ﬂqm‘éﬁqLLazMﬂmrﬂ'a
[flasmaaanidens W nicardipine AMsMANLAEN13lEen sodium nitroprusside LHeann

a ! a A . v aa 3
@easianIsinEAIN cyanide Tudilaeninisvinauaelnanas

4. nM3inENN9ran e aEnIazidaR e ALAILANAINALLTA 111 hemolytic

uremic syndrome, systemic lupus erythematosus MlAAaNzdals nannisine Ae
o g a o A @ ° @ v @ =

guainnaziiu wazinemilsanduaime mnandunadidiulsznauredaan Ags

TpneANszdingyds iasaneataiin oz iuguussnnau uazszauinunause sl

= dy v
LNDAGITUANIE

5. lnzuthin nazywlnaunisiduiladedAyseniadedamlugtlon AK giae
floglunazdnnafianudsigdaniaiinnesynlnsuinig fedudilon AKI aeslésy
Tnaunmsfifisae Wedasilunaunn mumuizi KDIGO 20129 il

n. ftloe AKI AaslaFuwdsany 20-30 Alauaaad/nn./Au Wauwinduiasay
100-130 294 basal energy expenditure nsdszneaumamflulawnss 3-5 n/nn. wazlusdu
0.8-1 n./nn.

1. wusbliladiu 0.8-1 n/nnsAu wazidanly 1415 n/nnsdu Tudlasd
1#5uN135nENR9e renal replacement therapy (RRT) LL@:LﬁﬂﬁQ%ﬁﬁﬁq 1.7 n/nn./au Tuglae
Adsunnasnengaanininianawnilaesneseiiias continuous renal replacement therapy,
CRRT) u’?‘@lurﬁﬂwﬁﬁqu hypercatabolism

A. AOTLBNYNINNIELLNALAUE I IAENsTUlssynurTanansdlienng

(enteral feeding) N1NNIIFBIVNTNINUABARBAAT HIBIAINEITEINNTNNIUNNTZULNN
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LAUBIUNTAZTIUENETNAM NI DU UBLEENIWLALEIMNT (gut integrity) aANTTHBRAY
28UEDUNNAAUBINNT AANITLARBUINETBILLATIE HaanANaTld (bacterial translocation)
WAZTREAAAINLALIABNITLAALNA MINLAUBIMNT (stress ulcer) TAINDUNNERATINITTOA

danaesRasingn®

6. naldenludilog AKI nsvinaveslafanainlinisednen vieansunemtn
AANANTINNIELAAA LANANATUATIIANNAEIDILN UFANTNTUNSLAANNAL A9t UAIT
PaNLasNTldevTaa N NAsAala UFuauinalazANtlun sl md GFR R994
a o = o o v Al Yo o Y ° vy o
Aamuszauenluden lunnanauiugdiaenlaiunisinmeny RRT a1aviiliainisadnen

| P ° M v o A a | o = P o
aanaINTNIANTU M rldlATEAUE TN EINaRaNITI N A9AT RN UL AL
LALAENITLTINT ANV ULl ALAzTtiaIad RRT

7. M3fnEAmanistntanawnule (renal replacement therapy, RRT) Usztnnaa
RRT ﬁ’lﬂﬁluﬁﬂwqu AKI Taun nnsaalaRIunnatesyiad (peritoneal dialysis, PD) N3
Wenideasaaieiaslafian (hemodialysis, HD) nnaiTanaunilaasnssiaiiias continuous
renal replacement therapy, CRRT) nnsAansaiaantilUssinnaas RRT Tufvanailade
¥un g eafifluaiun annazaasilhn saufeinannaesaniunennatiu fafes
N19¥1 HD Aa nsrindmihdauiu Uinannaindausuazanuiiiunaa-mdléida uddnuiu
daddasaruvaanden inTadlafion yaainsisilszaunisal uagitlhanasfidooio
Fnianaiiaznusenaidaliuneaieniiniuaas dafuesnnsvin PD e vildde lal
eaenn haifiaaneyaanag@amny dnfansansilumenusnifauazdnan dmiums
¥ CRRT witnzdwiugiaaiinisvinuialnfresmangadans nsvin CRRT anansn
fanreduazinduiveanainei 1 vildsruuluaBawaanafisanndaniayia HD

fativglunisvin RRT ludilaafifinnag Ak Sl

n. mazdifuiildrenausstenislianduilaaos

1. mMaglnunaidangdinaen nmazidaniunseiilineuauassanisinmsasen

A. ADINNTVRINNIE uremia (FZAL BUN 80-100 NNn./AA.)

1. filaeAngaRsinsviaudumantesmansaieng

TuflaqiufiuualinlumsGavin RRT Ealulaslaifasseliinsamadaiisd mads
v RRT Tunaiwmnzaslsagliseliifaninzunanden aztosandnsmelugilon AK

AIUU KDIGO 20129 LUzt lvinansainnisisum Wyl RRT anuang 7 Jasayianieanioy
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20971198 LUlHNIINAABn NINNINNAEFARUIINTTALIBY BUN UazseiuaTuaiiily
luiaanwvinu

o =

nsilasnunsiinnnag AKI

Athendiladedassanisiinnioy AKI Eu JUaefinisidulassunssausaslaiy

o DX ° o a @ = = & v = v
nmsinilunediasnaininings fileendnnzdenldiaeslates Insdamnaiaes
o . . v A L o I a [ o

2389ENANETEUL (Multisystem organ failure) Hilaenlsareivaginn laun lsavila loa
dan leasau lealn sondefihanlafusnviearsiinesieln filoamaiaoslaiunis
Uszidiu msaaRnmusravaTuefiuluaen uwasiisefaiffanuidaanzednddnatn 4o
wuzilunistlasiuniog AKI Aeil

o ¥
N9 bRA1ITUN
nstsziiunasinmuszuuluaiiauasn (hemodynamic monitoring) b LN 7L
LALSNENTHNATIVAN S ULARALNNI AN NN adlsunaTiuss ULl vaRauaNnnIgL&e
aen viran1azaeasinanaunsng o iuiladedeandiAnyenisiinniay AKI nng
Tn1sfnesnaa s Nmanzadlgviuinaiazdaslynisvinauraslanausnulngle
neaunaziinnIaz ATN auan aiseesssiinldluszazqniaulugilosndnisaaansu
AN M Y a P o va v v [ . . ! [
Aldlaiinanmadaden wuztliENsusaan17ld isotonic crystalloids NINNINNT L
A171NTHA colloids 11 albumin, starch aNnn1gANEN?? WuqN1Tl albumin 1xlax
UszAnsnaninlindinisli isotonic saline TaNDLHNLANNLANFANNIDIHNANDLAUAIN
17 Tuwdueanraa9lasUNIT N ENA28NTLNTANALNULA LAZTZaLIIAN1RIN1TYIN RRT A4
< v, . . o @ o = = o
1un3li isotonic saline faaailusnsgaunsinslsannsivatawaeslunisilesiu
a a v . aa v v H
N3NANN9E AKI lat@nanansnnnisiiansazans colloid lunsaifigtaeAainisansun
UFsnosunn visaluunangaetae 1w f1las cirrhosis 15019 spontaneous peritonitis 117

Tunilog burns

a A dl a @ a

ﬂqiﬂﬂﬂlﬂﬂﬂﬂqﬂﬁ‘ﬂﬂ"ﬁﬂLﬂuWEﬁlﬂ‘lﬁl

X e = ] a a A v  Aaa = v

@ﬂf}ﬁ‘wmﬂfmmL@ﬂdﬂ@ﬂ’]ﬁ‘mmﬂ’mz AKI ﬂQ?V@ﬂL@ﬂ\‘m’]{LﬁEWWNWHW 1[51 m@lﬁﬂﬁ
v o o ad o @ v v v A a X
mﬂmﬁmmm‘mﬂum‘mwmLﬂum@ﬂ‘ﬂLL@zm@mmmmmwﬂﬂfaﬁl

1. 84N aminoglycosides ATVANIALaNTIT lunsilinantluneddsn uusiln
a s z: v a 2; s IS a A o dy 1 1
UTVITENIUNSAT Tmﬂmﬂmmumm\i ﬂﬂﬂﬂﬂﬂigﬁ‘ﬂﬁﬂqv\ﬂuﬂ’]i‘ﬂq@’]ﬂlﬂjfﬂiﬁ‘ﬁlllll,l,mﬂmq\ﬂﬂ
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I TD9RNAANTANINATARUANERT (pharmacokinetic) LNATWaAN@RS (pharmacodynamic)
489 aminoglycosides ¥INLYENA postantibiotic effect WAZNTIALIUNTUNULLLIUAZATY
1 vV Aa a 1 IrL v 1 1 Vv ar o 3: (23) =l a o ar d‘ =
nelnANEAe ltasnNINIT LU LAz AN8ATI®Y ATinNTRTIRRARINTTALIELE DR
N1TUTMNTENUIUNIN 24-48 T3l
. . 4 A < y
2. 1ngu amphotericin B Llugnsawmasiaangnansauaguidalaning wunis
Nefemelalades wardNnusivauneNld? ninay AKI annAmuesenafainainanly
yansilelnlngnsavzerinliaesllideslnanas danalil GFR anad dauuztitnistleanu
nMafian19e AKE anen Iaensliansin isotonic saline Tvilieane nenanpanaews
AARINN1TYNeIuedln santesnansnasldanlugduuy lipid formulations 289
amphotericin B #aXAaMaLIunN®RA1IN31 conventional amphotericin B
3. Msldansiuied Aasvinnislszidiugilaenaiadeaiaaasanisiia contrast-
induced AKI (CI-AK)) lsiun nsvinusaslaunnsesagian visadl GFR taandn 60 Na./
= a % o a ' a Y vo Aaa | ' [ DXl a
W/1.73 Ag.3. Anazanaansun dyonndnlaiaed lausndnsselnsanson giaedn
P o & a oA [% ={ oAy Aanad an 1Yy A ={ o a
JladeAs A LA TTanaenIT Ian I NLTaaRRENIRIa a8t aun lufaeRnan T NuTA
= o | v v =S v a Y o Y o dy
mnaAMNanduRadldansNused Ndewustinisld fail
v |a =2 o o 1% ~ = 2 o oA a .
n. lilFanasnuidluruiatesngn Lazpasiaanasnuieanin iso-
osmolar %138 low-osmolar®®?”
1. A3TLIENTUN isotonic saline (0.9% NaCl) AaLlaINIaanaansi LAty
Tangun 6-12 d3laanauliasNuIg wazliAaLleaauiy 6-12 49lNaUaINITATIA Lag
At mangliidsumsilagnaeannnan 1-1.5 wa/nnsgqlae lisugtinliansuinaenis
P | a
ANUNNENDENALAED
a v . (28) X ! ar v K
A. W3l N-acetyloysteine (NAC)® FuUsemusaununisliansun
Tugtlheniiiladedeqgananisiia C-AK Iaglviauin 12 an./nn. vive 600 an. Futlszniu
AUAT 2 ATIUNINU 12 FalNUIUAaUNIINNTATR LAl ULTEN1UEN 2 ATINAINTATIA
atelafinu uddssng 1 Nnaadesiunanisileanu Cl-AKE aannslden NAC Tugilae
wan delaidideyandaay Amunisld NAC wWetleany AKI lugtaaian lfiansnianiy
lurtaeifindAui@eegesanisiin Cl-AKI
v o \ o = v .
nsldenlunstleaiu AKI i enduilaanay envenavaamann lawn dopamine,
fenoldopam, natriuretic peptide WLaz recombinant human IGF-1 @Wﬂw@mﬁﬁﬂmsluﬂ%gﬁu
wudn Seliideyaatiuayunaresnlunguiariilunislesiuniaiin Ak lugtaend

ANHLAEN AT ALLZLNAN KDIGO 20126 wuztindnliangldenianillunngtlasiuning AKI©
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NSWENSilsA

mMenennInllsAluiuaMATeINRANaE AKI SR naldsdislugilen AKI g
Plunguinidnensteandy 17 filaeiifiadaordumamansszuy §iidaadniunieinem
Tuvagiladngn viedilas AKI JuussFedldiunneinmsag RRT filagfivnaainang
AKI AifianuidasdanianifalsalnFess pnusmudengs viiasidulsaaudignioglanne
Fofasrazqaving (end stage renal disease, ESRD) futiunismsaadamugilaangaiiasd
ANNAIATY NTEnTETI@INTuaAILaINITAA CKD AW ANNNAUABAGY YTBRTIANY
Tsiuluilaanag iaszaenindenvadlausidu ) frlaaaisldfuninlsviiuaandes
semnialseladesinausananlamentng uasiuziilifnnsnaaafamad 3 Waune

NAIRINNIE AKI R (gUn 8°%)
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5191 8. WUININIIATINFARINKLIEN19E AKI NendeaanaInlsaneung®>

gihanaz AKI

Y

NSLATENAINAURBNAINTSINENLNA

/

- q . - & o
UszifiuAnnudganamsiialsalasass
msninanaunua JrnuaaUnfuesls
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