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AU 33 U alidundawminvays
9n15dARy : Auengimg (@sidndane) neusnlsmeiuia 1 9lus

Uszindaguu: 1 Plwsneu wWhlafinAndiansidaivialurinduniony Jamduaudiluuszuna
A3 nasnudionsrduld aldeu Judsue

Y d’l a o0 W @w oA a IS aa L 1'% 1
fUles18ll Auansiidaduiiveiale? Juummenisitadeldediels?

fawinlwisanaiediansidnisiivwanssin wivdaiioinazyinbiian s duiefisuwss auea
@eainlauu laun wisimen (paraquat), Inaluian (glyphosate), Aaslsiuand (chlorophenoxy %3
2,4 D) uaz Aaslseviwnzillan (chloroacetanilide) 1w lwswaila (propanil) az Ginpaes
(butachlor) eglsfnu wisiarendnduriiaiifivieusunnigalunguil lneddnsudedin
Uszanasdevas 40 drrlndudnsmsdedindfissdovas 1-2 Wil TumsfuiRdsasdewsnnniziu
AYIINNI5IAIBN BaNIINTUABUABULEND Dakila1sMAInTVRYINGLaINTaNBAANDINTTEAIELABS
AoszuUMAAueImIs nliAneiniseauldendeulavianan uinguiviliAauiadu (injury) Aessuy
MUFUIMTETULIILALA WTAen waglnalwiandang 2 yiausniulaandvewandue lagns

Ao A Y = 3 a | & aM M 1= o O & aa a a o ¢ Y
mon liddynduiintu dwlnalmandudlalndahmansilidesndnauaslulundndon uazd
finsiinans endsusiuiie axtulseinnuindunsaende Auasidndafividuresvadd
IS 14 A 901 a v a a a v ! dya a v 1 A v
Wenduvisedu vaanuiiendeu lngensasnuddinaniinnusuluin luniaesin venuda
AUaela

AUreidlonnfiaviesanidu ensiiupewintiu
M32395°9N18INSU BP 140/90 mmHg, PR 100/min, RR 18/min, T 37 °C
WuATUARLIUINASURUINLAzB el n919319n18aUUNG

Y aa Y o/ ay v 1 =
QU':smnqus']mawmﬂmun'ﬁinmmamuama‘ls IISLRUTHU?
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Awannisintenuualadu fuvanieh wasfiunaseuu (systemic toxicity) lneNfiunaszuuiin

1%

Fuayliiinadoanewarinlalaenss azlugtheniumnsatenuninlg Jadnlinuanuraunives

(% IS

doyyraudn (vital sign) WagseAuni33dnsa (consciousness) FounsUssfiuesdu (primary survey)
JuilinunnuRnUsnivesmademelauarszuuidlanasvasaidon uarhideusdvosndiauuigie
Fsonafnnaidounfineluszovsennld masnuiddniigataausn Jadunsasiinamsmeyily
sruumaiuesliinniiaauaziiiiian lngldaeaiunszinizaims (gastric tube) oensseiings s
T udThnsanszmnyeTms (gastric lavage) methazen suluaglinuasmsmen aniu
mushensliansgadumsmenynaansaunszizensiui Ssldiansaufusiug (activated

charcoal) ¥u1@ 100 n$u dnsAnwiludmiveassmuitansgadunassyiinduszavsnnlnglAesiu




Avaldsunssnwismensldaaeaunsamizenms vawsnliluveanad@desdiuaulinnn wiswn
Tuldlmaguiuiug 100 n3u waglglviwndels
N13939aNeIURURNIHINFU
CBC: Hct 50%
WBC 11,300/cumm; PMN 65%, LYM 25%,
EOS 2%, MONO 8%
Chemistry:  BUN/Cr 16/1.5 mg%
LFT: AST/ALT 30/37 1U/L
ALP 97 IU/L
TB/DB 1.4/0.2 mg%
TP/Alb 74/40 ¢/L
wanniupawdIfUaglifionnisle

fildnanudrinfiwanmsmonuusldiiu fwanzd (local effect) FuAnaniBeydudady
yn51men Ssdinuandiiduamsinngou ufnensfuiindediheiifunsavieis nandeiiulinae
naudun veenRaLiionn A meladunidesniinisuinvessruumaiumeladudu
FenaviliiAnnisgaduvesmaiumeladiusiuld (upper airway obstruction)

drunsilufiusaszuu (systemic toxicity) SfrAatudn Iuiwﬁt,‘f]umasLﬂuﬁwqumamu
nans dnasfinnglanedeundu (acute renal failure) Tuussanasfufianumd i uaznuneiusniay
(toxic hepatitis) Tutaneduaviusn Giamﬂﬁ?uﬁﬂ’mﬁ]3ﬁmmimaiwa°u flosaniinneg interstitial
lung injury Tulussezusni ann1snsaasmelnenisitalenenalinuonnisisunilale

TunspuagUaedufivanmsmeniugag 2 - 3 Juusn Fadeathseiaiesnnelanedeundy
Inefnm intake/output, urine analysis Wazszayu BUN/Cr NN

A duiiviinlusJoigiaiuaansamels lnswnizanglanedsundunasdusniausin
meduundle drunnelonsnauiy TugissnagyiliAnnsmundauues interstitium vilinng
waniagueenaulatesas gUhedainnizeendiau ludenm (hypoxia) ddlvejinasnusentivil
lilduazdedinmngdUisanunsonunnziilasendinlugeil Yenasnanedu“lung fibrosis” fuaesinas

dy v a % 1 al [ a v oA gj v
melaneunu Mnssdvesloninnudn Hvuiausaidnas (lung volume) wazdlisinlulonyivan a2

dnsugtheniinsduiivedaguusann (fulminant toxicity) agnuigUiedniinn1izduiiy
fosyuvegesInsInigly 1 - 2 Juusn flhenguiasiinnniglnieg melaveumiiesuasdetinedn
I3




ﬂﬂ’salﬁé’ums%’ﬂmﬁ’mmﬁialﬂﬁ
« cyclophosphamide 120 mg i.v. g 8 hrs (5 mg/kg/day)
+ dexamethasone 10 mgi.v. q 8 hrs

vitamin E (400 i.u.) 2 tabs p.o. gid

« NSS autuln

« lidocain viscous 81NBUBINIS

« omeprazole 20 mg i.v.
Fuaeflenmsiduun wagnduemslition nsramedulni Jaanizeenldd lednsinniunisnse
mqﬁmﬂg‘jﬂ’amﬂﬁud BUN/Cr, LFT WJuszee AUAST 1

Jud 4 asanungthemelasuluunass deswenund
e SsEvenund
inagUlgasidedinnnmsaten

M15199 1 N5ARRINNIIATIINNRU URN Y09 U

DAY 1 6 7 10 13 17
BUN/Cr 16/1.5 30/2 31/1.8 25/1.3 - 18/1.0
(mg%)

AST/ALT - 12/26 24/33 - - 44/69
(IU/L)

ALP - 60 76 - - -
(1u/L)

TB/DB - 1.2/0.3 1.3/0.4 - - 1.0/0.6
(mg%)

O2sat - - 86 - 91 82-88
(%)

TunepdiindezlsinenazdienensallsavasgUlisdnguusanesla?

Uagtull nsnsadaszaunsimenluden Weiwiisuiunsvuesnissendia fednduns
v/ a wva Aaa = d' ! <@ 1 «
nyamMaiesUfiRnsnanaatunisuanfanensallsa (U7 1) egnslsinig Tssmeunadiulnglu
Uszmelneg dnlilanunsansininsedunisatenle
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SEMUTEY WO IATAVILAWATEHA
(prgfimly
5.5.]
5.0
WendwsuamlanAfszsaniin
4.0 - \
3.0 -
E.C'—' \
1.0 \ \ 3;;0%___‘_ TT—
oy 50% X —— -
‘ﬁq, 70‘“’4___'_ B — ———
- T L] .'l
o 4 8 12 16 20 24 o8
rinmFaengilasfinnsiaten (Filus)
Hart, 1B, @f il [195d)

JUN 1 anuduiusseninseaumsatenludeniudnsinissentin

1 1 A a 1 « - . . 9 Id [ <
N13953908198MsENI “dithionite test” WWunisasamnsatentutaaie dadunis
A o v dl' = o < £4 = a o £ v Y

n3ailade Wewindyensiaduiagy waglinariuil Judunisasianmsihunldlszneuiuteya
NaAaInle Han1sMTIAREI5 “dithionite test” Tiluuuu “semiquatative” namAeminilnisimleiu
Uaanizunn nmsvagevazbidindudy Faduduadleedon 1itieinngldsumaaenlutsnui
110 Fadimsiarenduesnyalaanizannauliiie warileniafinnisivgulsegs uenanidiseny
wangn1sanyImusEaudindanuluden (white blood cell count) Tigetusinduiusiuneinsallsa
Mlaifiguiu

oehdlsfifasfiuiinisnnaneiesufifinsfinanudamadunisuenis “lemafiasndu’
voaffthewihiu Tunmad fifdunsihdinneimauarenisuansmesiheandufuenneinsalss
fiffian mndtheiAnoinisuansosnnundufivisaussuunuildnantisiuud fzuenfaneinsal
Tsaitlaid asstudnumnszernafizuinnnadufiveeseToiadnag lnsameamedufiviiven
finfiwensallsadiangi

Ateseifennisneuds lutuiudesennnizdunenailiveuls wu anzdvhuden
(pulmonary edema) ana1zlannedeunau (acute renal failure) B3anMzUsASNLEUAINAITAEN
(aspiration pneumonitis) #5e ANztdunsaluiden (metabolic acidosis with respiratory
compensation) Ald WlansaveieauJuinig uaznmanessd lunuauiaunfdinaniuds Adesasdy

! 1 a a [ a = Aa £ g [ o & = Mo
7 ghesuinmsluivresenainmisiaten Fnsiintuss Wudagiensssinginsallsailus
laganzanlilasunissnm
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Deconramination
Hemaoperfision

PQ .

Lung Acenmulation |

/ A} Fa DF

Lipid Peroxidation . Lir_, I OH

£

e ——— GSH  NAC  GSSG

I )
s Immimcsuppression |

Fibrosis

Proenmocytes Cell Death

5UN 2 nalnnisifinfivainansnisiaien

[

Iasimnunereusnwgtie lnefiansanaunalnnisiiafiwresnsiatenaiugun 2 uwi asulassl

1. Humau Decontamination udunaufidrdny11 mslfansgady 1wy Fuller's earth uazng
dnuiugdug iazlavsyloviuagaisvin

2. fumau Increase Elimination $18n13%1 hemoperfusion naitladlaidaiaufiazasUly 3ad
Faffusiuazliuusitliviegidlsfom mavi hemoperfusion azldusslemifesduvinnelulaii
%’ﬂmwé’qmﬂéﬂwlﬁwwi’mwLLé’awhﬁ?u13—15 Tulszwelne n15vi1 hemoperfusion fiAilganauin
desnunuitldfisaumns uazvlden Safnlidemsilutiagdu dmnisi hemodialysis lailst
Uselendlunisdunsienevesnainiiesnia azfinnsanyiuiiedu renal replacement therapy e
fuedamglanewiniiy

3. M3 Antidote TidAalaun

Immunosuppressive drugs

Antioxidant LU vitamin C lag vitamin E 59U N-acetylcysteine

Desferoxamine

luus31 antidote %3 3 ngy N1519ans immunosuppressive drugs lngane

. = (% a (% Ls d‘ A dyl IS L !
cyclophosphamide lagdexamethasone %waﬂgmmﬂsmﬂwmawqmwmmwm%zmﬂidwmm
wnnzlugUasmsaenilildnguindufivguuss (fulminate toxicity)20-22 naa1nnsAnsInuIn N3
Shwimeenguilenavganunsaandns Madetinla dmsvandunweiwuimenisinwmneansnagudl
lonad Tainuisnssnulaenisli methyl prednisolone wu1nas wag cyclophosphamide tlu
53839 52AUNSIA dexamethasone Failsngauinauisaiiusnsinssendinlauiniy eg1slsna
nsAnwEungslianunsaasulainnissnwaesuiivselesias

dm3un135n¥IAILas antioxidant wag desferoxamine Wualngjudiiivanguaiuayuly
sziudnivnaes wiesenudiUae (case report) Winti wazdinasdunisinusiuiunissnudue

(Y a v 6

lngaguenana1landalafdissnulagnindng udssdnuiagtudulsslevivainissnule
A ¢ a

\ae Litelon1aveeU s UUiugIuT AN IUAUENwIne 15115 UR FelaliAuzinnissnwing

Y
[

cyclophosphamide uaz dexamethasone \Jundn uazlviengu antioxidant w@du lneniainine1as
IndselevdiugUaeing
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fhesiafnaon uonanemadulinuds fenavilesutuvensnndu lasametaetuil 7 feiud
16 nandiAanssuzmiles Jaanizund sty BUN/Cr Bunduaniduunfinuddy guaedsaslesums
$nwisneengnsiAn n5aa CBC ladmwuindl WBC s Fsenaasidunnzduliifisuszasdainnisly
cyclophosphamide ansviauvesiihetu lingagdnulutuil 21 waggennssedstuil 26 fihed
pIMamiesveuldniiosnanisnsaaniesviesufoRnisund warldsunssminendutiu

azdaanuliliianiaziduiwainwisialen lasgisls?

ueildsufivanmamen dnivgiinannsiuasmnnmeon fdnnutosmnndilssuie
Mnduiamsiiavils fihefitumsnaaonduiiianngiRmelditla wu flhesetuasduisiindaiu
msmonifterhirenues Ssuindudnilugvesiiaeimun wnsnisnisesiuiumnseiuni
wAtfavesnslisuasiiy nguiuangiRivasinwuinshasnsmen luldluavuziiussg
iwseshuvhlrEaedlafn danludin ffnannslivasnnmenlutinuivnzauuaziings
nstlostufidrfndadunsuusilviinsdaivluifimuean wndhddden waglinslifinisde
ansfwwanililunvugdu mnddudealdsuionsusimsiinisiaaainviethe dWovenlidu
yswinduaseslsdmiunisfiuansiiviemnudale annsatestuldennnii Ussmelnonisfiuansi
dieviheaes wuidudusiuass seanmsynae wazansiidesldfoasidadagiin Wuansidausas
nqueainilunleanasa (organophosphorus compound) A15UNLUA (carbamates) wagHITIATEN 7
ihaulafte flhednlvgininnudadayuinnniidaruddaiediessie nistestuilenaaylduaie
msldlioddsasivnaildng wu umeuivssgansmanililuiiinda vauldendelf
fueiinangnAnieufiazyhironued
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VeetigaldlunmsngUagliisenues (self poisoning) winuingUientasuivainmisiareniuiisns
MeEIRaUTEIM 50% Veaiienivan WisiAenlin iyl swarlons Msdetings fUieiu

a a 1% % gj o Y aa Y = o b4
PI5IABNUSUILNES 10-20 1A, VDINISIAIDNMINTY 20% U1V lMEsTInla F9rnrualinisne
JenildanzAodileonliu wazdedldansnszaulnenleu iedestunisgadudususniigUleiu
NISIAIDN

1. Toxicokinetic

TngunAmsmentugafuriuioifsndldtes insgliararsluliu widesnnmisemen
tuflqudtiandeu ddumngihefignummennnsauinuiaviuda livinisdiseen wismenagih
TAnuRaTUT MM efieiunaiuinammiinammdulaiay msmenduriuiimdadn
girnelfararahlifefivanmsmenls nsdudansaonannisneladiluduilenariil
Anfiwies Wesneiediofinunsnsldlunmsiuenidnufiviu sHliinaresmosivualngiiu
nfasdrlugmadumeladinald Soiliensssaodesamemadumeladusumiibu fiae
Alsuivanmaeendiulngduinannsiu ndaniu W151AIDNALYNAATUN UM UAUDIMNTLA
0619390152 Tnesedumsmeasiingnssuaidangean (peak concentration) ety 1 Falusudaaini
Au wmendudulusiuluidend ndsnidngnssuadenaznszanglldnsimesiinigegimnid
Hosnmnmenduilassadundeduarsngy polyamine xnszeiemnsamendiglan lng
a1 p-glycoprotein @y transporter UYBIEINAY polyamine ﬁqﬂam (alveoli) TnawuinszauTey
mameniieglugiasiuganinidonnn ssfummmevlugsauasnugeaavdanniitumnmenluud
6 s mMengnIILUBATITeIN azgniusenansrsmemsladundn Tnenwuinnnnin 90%
yosmmenigiheiuszgniveenmalanigly 24 Hlususnlufirefinsinuvedaveaduund
ogslsAnumsmentiuselavilinsinuvedaiianas dedsdinvesnsdueenvesnsiaen
(terminal elimination half-life) Tuautiuuszana 80 #2lua vilwenanmanumsmeviluilaanyldly
fuhefisendinvdsanduasAunsimenluwdilduiuie 30 Yu lurusissdummamenludoniunsa
wuABNAndsnAuUsEIn 2 $u




2. Toxicodynamic

s

wismenilgrdianseu (corrosive) vilition1sszmeifies uasuaviouuinuidudalasnss
(local toxicity) Wugfthefifumnmenaziennsszmeides senuauieulutnluae maduemis i
o msrauldondeu mnvnsauinnRmtesiionnseenuauieuiinavids lrAaunaiunuims
16 faeiignmnsmenvinsam shliiAne nisseaeidossn mldAamsniay uaziiausaiingzanaild

nsAeninfiwiesanelaensvilviineuyadasy (reactive oxygen species) duaviang
lipid membrane vaad viliiAnwadneludian Lﬁamiwmawﬁﬂdﬁm?}a@m 9 Tus19n1e WA
18N9¥gN oxidized Ty paraquat radical 1ng paraquat radical 9¥gN reduced Tnatoulad
diaphorase 73 NADPH 18w cofactor lsdu parent paraquat compound &g superoxide radical
Fadu reactive oxygen species nszUIUNNIAINA1NTENT redox cycling é’agﬂﬁ 1 ndaentiusnenie
AHNTTUIUNTANEA superoxide radical Tuadlasvuiunisnng ¢ Tusisneigu glutathione,
superoxide dismutase Wag catalase pg9lsAnumndl reactive oxygen species 31UIULINIINAY
YDINIFIAIDN ?jw‘iﬂﬁmmumié’aﬂénLﬁmﬁ?’j’ummﬁam INVUIUNIIAIAA reactive oxygen species
ﬁ?u@'ﬂﬁﬂﬁlﬁﬂ reactive oxygen species A 9 AUNYU hydroxyl radical, peroxynitrite & reactive
oxygen species Tilufiusioiad (cytotoxicity) TnsmsviiliAnwadae (cell necrosis) wazvilaiinig
\ins1uIuTes neutrophils way macrophages WlAnnsmevauseseneienIssnaurliAn
fibrosis a1 Yamdueteedildsunansenuannalnnsinfivvesnsiaen viliiin acute
pneumonitis ka¥ hemorrhage ﬂ’]iLﬂWU‘U’JUﬂ’ﬁ@ﬂLﬁ‘U‘I/lU@GWl’ﬂ,Wﬂﬂ lung fibrosis mumﬂwam et
nsleandiudailiiin reactive oxygen species 1nnu faiina I luudatrsduimnsiaaen if uum
Jueonmaladuman wﬂwwmzmummwmumawmmawﬂmqwqﬂ stwmawmﬂmﬂﬂwwahﬂlﬂu
WUV acute tubular necrosis uenanniuddiifivsesy vHlwAasusniauuuy centrilobular
hepatocellular necrosis

Intracellular space NO
NADIPH
0, = — ONOO =m,
Redox OH-
cycling i
Oxidative siress
Lipid peroxidation
NADP? PQ** Drirect cytotoxicity
Extracellular space
P — CELLNECROSIS ]
WER RS INFLAMMATION  dems . INFLUX OF
Lo INFLAMMATORY
Na F]BRUS]S CELL

JUN 1 uansnalnnisiinfiwves paraquat




3. 81N19LLAaEdINTLEANY

Wesnngthenlasuivannmsarendiulvgfinannsiu aziuaznad1dfieensuarainsuans
waangUheiumsalensiniu Insuuseeniu 3 sz

zee?l 1 iAndunevdnigUlsiumsiateniiui iesanuiselenilaisnsedulenigy
waefignsianseu vilidUaedionnisaduldenieu inennsiduuiniduae senuauseuuinamiien
waglavios dewmaieudenaaniniiny glhenfennisgussionadionnisanadwdenls

dl a ‘;{ U v dl v a ¥ = %4
szeedl 2 \indudsenna 2-4 JundsniigUlsiumsiaien auldasiionnstaaizeentiosas
Anannsvinuvedeafiugas uaziinlaneluian sauiuliennsdiusnau (hepatitis) uazdiiaindosny
= . . v av o v aX v W Y
wWiiowm 1w (jaundice) lugtreiilisunsstivanunsafvuananglaneuwazdudniauilla

szoedl 3 ntulszanandsaniudl 5 fiffreAumsmen aulfezBuiionnisvesnmmiauves
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5.1 Basic life support
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Suspected Paraquat Poisoning

Basic life support

l

Immediate life
threatening

condition

Y

Assess severity by amount, systemic
involvement, laboratory (see text)
Urine paraquat if available

Blood paraquat if available

Gastric lavage (B)

A 4

Administer oral adsorbent (A)

Arrive within 1 hour

Supportive care

v

Consider
hemoperfusion if

available (C)

Mild severity

Yes

Arrive within 12 hours

\4

Refer to a well-equipped hospital

\ 4

F/U renal function, liver enzymes, chest x-ray, oxygenation

Avoid oxygen therapy unless severe hypoxemia occurs




