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Case conference

Glyphosate
m Initial presentation : minutes after ingestion
= a non-cholinergic oral burning sensation , laryngeal pain, oral
> 41% - isopropylamine salted glyphosate ulcer, N/V , abdominal pain, diarthea—>
» 15% - anionic surfactant(polyoxyethyleneamine) respiratory tract injury, hypotention,
- pH = 4.8 dyspnea, cyanosis

m Mechanism : unclear, may related to its anionic =
surfactant and acidity corrosiveness

m Management Paraquat— higher mortality

> Oxygen, hydration, electrolyte supplement

: = Me ism :
> Decrease absorption : Mechanism

NADPH

poor absorbability to activated charcoal, gastric PO ADFH sytochrome o reductass

S Not fCC(’)lllHlCﬂdCd

~ Avoid laxatives oxidative destruction, recruitment

> No antidote of inflammatory cells leads to late

p . . . and irreversible pulmonary fibrosis
> Increase excretion : hemodialysis may use in H0»

Lﬁupcmxidﬂ dismutase

patient with poor renal function Renal excreation may lead to
ATN-> Renal failure

catalase




m Initial management

m Direct local toxicity and systemic toxicity

> ABC, avoid oxygen (oxygen facilitates
> GI : burning sensation =2 N/V, diarthea 2> lung fibrosis)

ulcer > Remove clothes , wash skin & eyes

skin : rash, cracked nails > Decrease absorption : GI removal by gas
lung : hemoptysis 2 lung edema = ARDS-> avage with Fuller’s earth/Bentonite/activated
fevenhie s chatcoal ~ laxatives
eye : cotneal ulcer = fibrosis - No antidote
> Renal failure, metabolic acidosis ~ Increase excretion :

. X . oV . Foreced diut n effective
m [Lab evaluation : urine sodium dithionite

test

— Blood removal by hemopetfusion > continuous AV
hemofiltration in youner patient or ingestion less than

3~4 hts

Organophosphate and carbamate Parasympatheti Sympathetic Somatic -
m oarlic-like odor J\ L J\ J\
. . g o . . Preganlionic
m cholinesterase inhibitors= cholinergic nerves AcH ACH  ACH  ACH  ACH ACH
toxicity following cutaneous exposure, l l l l l l
inhalation, or ingestion
& Ganglia . Epi NMJ Neurotransmission
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Carbamate is a transient cholinesterase J\ : | |
1 1hito+ e ~tyr 1@ Tt rACAYOPRY 1Q Post | | |
inhibitor, toxicity is less severe, recovery is pa S AT" "TH i “:E : :
faster, avoid PAM use e |
) ' LA I | '
m Lab : RBC cholinesterase , plasma cholinesterase Endorgan  Bradycardia  Diaphoresis  Mydriasis  Fasciculations  Agitation
) ) effects Bronchoconstriction Tachycardia Weakness Confusion
(not correlate with severity) Miosis Hypertension Coma
7 Smooth muscle Bronchodilation Seizures
contraction Respiratory depression

Vital Signs
m Management

succinylcholine in RSI, fluid
resuscitation
> Remove clothes, seal the bottles
® Muscarinic (DUMBLES)

m Atropine challenge if diagnosis is in doubt
= Diatrhea )

Nicotinic (MTWThF)
Mydriasis . . e e ) -
Miosis AR (tachycatdia, 11.1ydr¥z suggests organophosphate or
Weakness carbamate poisoning
THypertension,Hyperglycemia
Fasciculations

Urination

> 1 mg IV, absence of anticholinergic signs

Lactimation

Salivation, Secretion,
Sweating




Atropine : anti-muscarinic
m Therapeutic goals : keeping HR 80~120/min
until bilateral BS clear
m adjust the dosage by the amount of
bronchial secretion (not by heart rate or
pupil size)
m atropine IV q2h prn(bolus) Z{HEHR> 1501 &
VT, VE
m atropine 5mg in N/S 500 cc IVD trun 5-10
cc/min (continuous dripping)ii: 225l LaHk
" SR GE )

Pralidoxime :
anti-muscarinic and anti- nicotinic
m atropine does not bind to nicotinic receptors, it

is ineffective in treating neuromuscular
dysfunction

m PAM is a cholinesterase reactivating agents

m should not be administered without concurrent

atropine, to ptevent worsening symptoms due to

transient oxime-induced acetylcholinesterase
inhibition

m atropine 0.5mg qlh~q6h inhalationRl[{5 FF
CaBRR TR (EIRIR 25 55 T R 2o

m Initial bolus : 2 g IV over 30 minutes based on
severity of symptoms
Slow administration prevents the muscle
weakness that results from the transient
inhibition of acetylcholinesterase
Then, continuous infusion at 8 mg/kg/hour in
adults

m Avoid PAM in catbamate poisoning

PAM did not combine to catbamate

PAM has been reported to potentiate the toxic effects of
carbamate




