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Clinical Outcome for High-dose Pralidoxime in
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Purpose: The optimal dose of oximes for use in the treatment of organophosphorus pesticide poisoning has not
been conclusively established. In this retrospective study, we assessed the effectiveness of the use of high-dose
pralidoxime infusion in treating organophosphorus pesticide poisoning.

Methods: From January 1998 to December 2009, 71 patients visited the hospital Emergency Department (ED) as a
result of organophosphate pesticide intoxication. All of these patients received an initial bolus of 2 g of pralidoxime
as the first step of treatment. Patients who then received continuous infusion of pralidoxime at a dose of 500 mg/hr
were entered into study group 1 (low dose), and those treated by continuous infusion of pralidoxime at a dose of
1000 mg/hr were entered into study group 2 (high-dose). Plasma cholinesterase activities for each patient were
evaluated at ED arrival and re-evaluated 24 hours after pralidoxime infusion. The effectiveness of the two treatment
modalities was gauged by comparing the required duration of mechanical ventilation, time spent in the intensive
care unit (ICU) and total time spent in the hospital.

Results: The mean duration of mechanical ventilation was 9.98+6.47 days for group 1 and 4.39+6.44 days for
group 2. The respective mean duration of time spent in ICU and the total number of days in the hospital were 16.38
+18.84 days and 21.87+20.16 days for group 1, and 7.83+9.99 days and 11.71+13.53 days for group 2. High-
dose pralidoxime treatment was associated with shorter required durations for mechanical ventilation, ICU and hos-
pital stay. In addition, plasma cholinesterase reactivation rates were higher for those patients receiving high-dose
pralidoxime treatment.

Conclusion: The results suggest that high-dose pralidoxime treatment has greater efficacy for patients suffering
from organophosphorus pesticide poisoning.
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Table 1. Characteristics of low dose pralidoxime use (12 g) and high dose paralidoxime use (24 g) in organophosphate poisoned patients

Pralidoxime 12 g/day

Pralidoxime 24 g/day

Characteristic p-value
(n=31) (n=40)
Age (years), mean+SD 55.26+13.26 49.95+1555 0.14
Male/Female, n (19/21) (26/14) 0.81
Timeinterval from poisoning to 165.03+121.60 153.16+168.22 0.17
hospital (minutes), mean+SD
Amount (ml), mean+SD 117.41+111.35 123.25+120.70 0.84
Lipid solubility of organophosphate? 3.29+1.58 2.75+1.53 0.16
SBP (mmHg), mean=SD 142.00+27.88 136.65+49.89 0.59
Laboratory result
WBC (/ul), mean=SD 13735.48+8253.18 14812.00+8682.91 0.59
Sugar (mg/dl), mean+SD 168.48+64.14 194.08+89.54 0.18
Amylase (IU/L), mean=SD 143.17+186.73 203.32+218.69 0.23
Initial SChE activity (mU/mL), 1236.53+1311.73 1342.40+1523.34 0.75
mean®SD
QTc (msec), mean=SD 447.13+33.57 453.18+27.85 0.43
GCS, mean+=SD 12.23+4.39 11.64+4.2 0.36
NOTE.

*Derived from log P = octanol/water coefficient
Statistical significance was defined as p value < 0.05
SBP: systolic blood pressure

SChE: serum cholinesterase

GCS: Glasgow Coma Scale

QTc: corrected QT interval

WBC: white blood cell

SD: standard deviation
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E X7 A7E= v|wstr] 98 pralidoxime Fa 24417
1% 87 cholinesterase AT Q¥ 337 X57)7h
2L A A 713E, pralidoxime AFEEF 717F & A
71%}, APACHE 11, A 3E2 &4, vl 25} A},

8% BATS ARE A48 olF BYRE Folilg)

Fo] 3o, pralidoximee %7] 2 g

Fohgk o] Z4zhe] g o 2 A&FY skt

T o] dukARl EAE, vol, AAY), 5%,
WaAZkA 2h A7, f719A %Y A AstE,
Glasgow Coma Scale (GCS), 4 A] AA| A3, 47
Al A3 WY %7] 83 cholinesterase FAE, AAE
AIH(QTc 1+4)& ¥l aLst ek,

A HFIAZE SPSS 12,0 WAL AMgslglon A3
W] HlE Chi-square testS AFE3 a9 W
9] H]WE= Student t-testS ARE8FA 00, pgko] 0.05 1]
7l 29 BAA ol 40] sl 2o s

-

a3 i
1. Ci&faiAte| LHNO1 S

At 8k} 719 S|4 group 10] 319, Group2 7} 40
ot} F 2] Hd AHL Group 10] 55.26%+13.26
Al, Group2 7} 49.95%15, 55*1] ojom, &5 o|F 4

A7HA] A- A2 S55-8 Group 19] 165.03+£121.60
B 11741411135 ml, Group 27} 253.03+368 223,
123.25+120.70 ml ©]it}. 27] 4 cholinesterase &

AT, AX=E A7(QTc 7+4)2 Group 19] 1236.53+
1311.73 mU, 447.13%33.57 msec, Group 27} 1342 .40
+1523.34 mU, 453.18£27.85 msec 0.8 F & Alo]d]|
SAA o2 o3 zbol= glUTH(Table 1).

2. A= Z1e| H|w

1 3571 AE 7172 Group 1914 9.98+6.47Y
Group 2 o|A 439+6.44U =2 Group 294 2] 3HA
gtom, S 2 F A 7IZbeA = group 194
16.381+18.84Y, 21.87%220.16Y4 Group 204 7.83*
9.999), 11.71+13.532 2 o] 9JA] 18 A1 43
Group 204 #-2J3HA &t 1 9] pralidoximeS A}
&3 dre FATHORE FostAl = GUAT L &FS
A& Group 264 25 &2 8-S B3k (Table 2).

WAAl 27] 4 cholinesterase AT FAFL
Group 19141 1236.53+1311.73 mU/mL ©]13L, Group
2% 1342.40+1523.34 mU/mL ©]1 2™ pralidoxime
Eo]T 24A]7F o]F A cholinesterase A x2o] Fot
ZFe Group 194 3643.114+1298.54 mU/mL ©|%laL,
Group 25 4732.51%+1353.18 mU/mL=Z Group 294
w2 35 A= & B rk(Fig. 1).
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Table 2. Clinical outcomes of low dose pralidoxime use (12 g/day) and high dose paralidoxime use (24 g/day) in organophosphate poi-

soned patients
Pralidoxime 12 g/day Pralidoxime 24 g/day p-value
(n=31) (n=40)

PAM duration (days), mean+SD 8.66+6.73 6.23+3.73 0.08
Mechanical ventilation duration (days), 9.98+6.47 4.39+6.44 0.05

mean+SD
ICU duration (days), mean=SD 16.38+18.84 7.83+9.99 0.03
Total admission duration (days), 21.87+20.16 11.71+1353 0.03

mean+SD
APACHEII score, mean+SD 16.19+8.23 1557+9.1 0.77
Mortality, n (survival/deceased) 7/33 7124 0.56

NOTE.

ICU: intensive care unit

PAM: pralidoxime

APACHE: Acute Physiology and Chronic Health Evaluation
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2 gle A8l g7 He dl o2& 54 (aging) o]zt
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7107w == A4 pralidoxime?] &=
Fold &Folut Tl uet thE Fo s AZEY
o}-2] 24135 WA A= UTt.

AV 85 T2 g EJ’L% B Sundwall”’& 319

o] &, Crook"52 /& 53 TEAE S vge = %
FE7)F HA 4 mg/Le Holof a9t 9 AR Bl
3l 91al, Thompson' 5-& pralidoxime2] Xﬂlﬂ A}
7} whel 500 mg/hre] A& FY& B3l Ha: FReed
4 mg/LE A & & dotar sto] A SOO mg/hr&

frAl §F o2 ARGl o} ghrhar &t gt

T AFoA Zheng? 5L F71¢A T4 F5 F
A TEL v £ 76 9] SAtol A 1812 g) F
w3 A7 6 g) T I EEH AMTES v 519
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A5 475 S 4 bl B 3t Singh” 52
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Fig. 1. Comparison of group 1 with group 2 for the change of mean cholinesterase level.
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