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Abstract

The comparisons and analysis between the survivor and
the dead patients in organophosphate insecticide

poisoning

Lee Dong Hyeon
Advisor : Prof. Cho Soo-hyung M.D
Department of Medicine,

Graauate School of Chosun University

Background : The oranophosphate insecticide poisoning is going to be
common and can be fatal. We compared the survivor and the dead patient

in poisoning, and hope to be more helpful about a patient treatment.

Methods : 68 patients admitted to the hospital with acute
organophosphate insecticide poisoning. We made a work sheet about the
patient's ingestion time, amount, cause, vital sign, laboratory
finding, antidote medication time, duration, and amount. Collected
data were analysed and compared on the survivors and the dead peoples.

Results : There were statistically significance between the survivors and
dead patients in mean age, alcohol intake state, typically expressed
symptoms. And the dead patients had lower blood pressure,
tachycardia, lower GCS score than the survivors. In blood gas analysis,
dead patients were more acidemic and lowered saturations. Increased
serum amylase level were found in dead patients. The survivors' initial
and after 6-8 days followed serum cholinesterase activity were more



significantly higher than the dead patients. And total amount of atropine
which injected to patient were smaller in the survivors than the dead
patients.

Conclusion: These results suggest that old patient who expressed
typically intoxicated symptoms, lower GCS and blood pressure, shown
acidosis in gas analysis, and low serum cholinesterase activity may be
useful as a prognostic indicator in patients with organophosphate
poisoning.

Key words :0Organophosphate, cholinesterase, intoxication



. A

7}
KJ

RO
RO

<

or

—_

=

0}
ol

>l
Ec

0l

1o

0

I

i
ok

<

or

=

Ulo

a

n0

kio
Ho
o)
oF
ol
<
20
)

H

3

JlHstet T

ol
&l
A

| —
o

5t

or
o1

ol
ulo

Ty

ol
H0

ilo]

Ok

oI
0

10]

S

]
[E

1O S0A

K0
=
JJ
=
K0
=

ol

Ok

ol
E
Kio0

o]

ol
Rl
H

ol

io)

Rr

S=0
A MK =
S5

aSHe

5104 LIEFCCH 2,

SIIoH
Hi2tAl (chol inesterase) 2l

I'(acetylcholine)Ol

—

AL Ol I

ES

SOICt.
O
2

=
=

=

3

o
=

OlA OtAIE

o|

S
=

¢

2
[=]

A
—

o4

t

o}

=
S

I

X
A

®r

—_

oJ

TH
Ju
Ol

<0
KIO

hay

<J

KIO

o
0
0
|

Ol LIEtE = ULH.

ulo

At

3

)

oF

ol

o

Ol

ulJ

= MOl T

=

ok

I

KIO

rt
KiJ

Ko

oy

O+

S0 UK

0%
iy
S
o
IH

i
o

4
Ko

0
o0

of

K0
0
s

=

%0
ol



il
10

ol

-

20

AL

- O

2007¢

[0

D
E

ior
0

&

2

0l
4
Ko

aSH

=II121A

1258 20099 6E Al

===
[l

10ILE A2 &K

fu)

o
FIEL=Z

|0t pralidoxime(PAM) 2l At A

o
[

FACE.

o}

2|

=

LH 2

FXIEE JEIBIOIEHIZ 2 A X HLE &
f= HYUA HE
d
It OtE=Z

2ol 42, Uol,

—/

S=2 I HE
2+

&)
Rl
i00
ok
&)

)
70
Kl

i
H
Ly
It

o)
Hr
Kto

o)

r

ol
ulo

2HC

chol inesterase

oF

1 A2 Ol

A LHE
HO]

otALtH.

o0

i

ok

<

all
K

o

83
9]
RO
KIr

i

&t cholinesterase 4%

5
.

°|2lo

20l

Ab DI

a
=]

ol

EN

Wi

220 ZBAME 2 AlIGHRUL.

o x
[==] A

o
T

5

2

]

o0
H

oll
ok

toll @&

F

& 22140l

SHES ZEGIHSM, pralidoxime(PAM)
x~

=]

W

1= (%) 2

—

=]
chi-square test

HA =
al

0

t-test

—

|=&2| p 2t0l 0.05 DIEtel B S

== == SPSS A 12.0

=2 gtoll Ch
Hl

O



)

Bl

ur

o)

M &=

L gd=E2 20l

1580IA2H,
zZLI0l= 2f55.4AI01H,

At =20l

&0l 20822 40l o

=)

oF
LS

A& 940l 489,

o)

o o

=2
M2 AFZ2ol LHOIDt 910U & A CHp=0.003).

AH
(=]

Z 12A101

O
rH
Uk
J

Ok

Hr
0l0

53
&3

1

i

KiJ

562

o)

0l0

Rr

Ju

il

Ju

o
Kl
=

JU
<

M
a0

FAl

e}
ol

Ok

ot

A0l B

CH(p=0.041) (Table 1,2).

Ve

=
=

2 A

2. U

Rl
1Ho
K
J)J
o3
<+
ioll
20

<,

ol

110
ol

ur
Ko
=
K0
N

oJ
ok
m:

KIo

4
Ko

1,
i

o

Ie]

I

)
[
ol
3

=

ki

nl

ak

It

80

rH
Ju
3

g 340

g ¥

ol

JF 382 (55.9%)

o

o)

AL E

S40

o
32

gl 2l

=
O—|HI

Al

JIEF

(p=0,028),



3. A2 =T HAF 20 HE "l

Ao 282 & )€ MEZ0| 130.94+ 30.96mmHg, At 0l
97.33+ 25.76 mmHg2 MY =0l %Rt (p=0.001), OI2D| S L& MEZ0I
78.30+ 18.26mmHg, AF2Z0l 62.00+ 18.59mHgE At Z0IA ==2J1 & Ol =2*
Jl €20l SASHHA LACHP=0.003). AMLZOA W0l O =D, X0l
O AL Rods (AL

2 X & (Glasgow Coma Scale, GCS)= MZE=Z0| 11.26+ 3.92&

6.07+ 3.882Ct 20IUH =UCHp=

2 5 SHEIAZAHA0A

288+ 0.1722 AL Z0IAM 4301 &otRA M, Ol&kst
36.66+ 8.40mmHg, At =2 43.80+ 17.59mmHgE

UCH. L&t MAESENME MEZO0l 94.32+ 7.42%, AL 0|

88.60+ 9.67%2 AIRTO| MAZSITIF CI0IUN WULH BaA L L
SR MBISIAAUNA EE 24 A L IHOEIY LI F2A 0|
O SO, OFLRHH +XE MEZOIM 127.15+ 124.83IU/LE HA4E0)

AL, AIRZ20IAE 403.06+ 468.08I1U/L2 AMZ20IA S20tH =H LIE
CHp=0.001)(Table 4).

4. EZ SRONAHCZHH 28T L A2 M A0 T2 Hlw

HY = = AgE @& SUoAHCHH HHT= MEZ0A 1944.0+
2838.6% 0, AMUZE 391+ 8507.52 MEIZONA KASHH =UASH
(p=0.040), L& 3-5Y Z=0l= MZ=Z0| AIZZ0 HIotH EHEZIF g2
[958t X0l SUUCH. A 6-82 Z0l= MEZ0| 1366.5+ 1328.62 ALY
29 111.3+ 74.2 2CF 20IUA A6 CHp=0.03)

SS £ H OIEZE AIZRAIZI2 MZEZ0IA 8.09+ 19.75A12t0] 22

=oet X0l 20X ALK, T OEZE A
+

157.89Mg2 2@ AFZRO| 211.07+ 200.54mg0il HI5H0 2I0IUH = ACH
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2ol BHRol 2&
HEZ A= 2l pat
g4 ga (%)  39(57.4) 9(13.2) 48(70.6) 0.308
e (%)  14(20.6) 6(8.8) 20(29.4)
AP (B + 30) 556.4+ 16.3 70.0+ 15.8 59.1+ 17.9 0.003

* SD: Standard deviation
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H

. B Xel J|1=Hel 3
Eas AE(53) APE(157) A pk
S5 AR 0-6 3(4.4%) 2(2.9%) 5(7.35%)
6-12 15(22.0%)  2(2.9%) 17(25%)
0.926
12-18 19(27.9%)  6(8.9%) 25(36.76%)
18-24 16(23.5%)  5(7.4%) 21(30.88%)
R
] 13(19.1%)  5(7.4%) 18(26.47%)
50mL 17(25.0%)  5(7.4%) 22(32.35%)
50mL-100mL  7(10.3%)  1(1.5%) 8(11.76%) 0.739
100mL-150mL  6(8.9%) 0 6(8.82%)
150mLe] A 10(14.7%)  4(5.9%) 14.(20.59%)
AR
ks 5(7.4%)  1(1.5%) 6(8.82%) 0.084
A}k 43(63.2%)  13(19.1%) 56(82.35%) '
A= 5(7.4%) 1(1.5%) 6(8.82%)
AR ARy
ST 23(33.8%)  4(5.9%) 27(39.7%)
T 6(8.9%) 1(1.5%) 7(10.3%)
=Ry 7(10.3%)  3(4.4%) 10(14.7%)
238 2(2.9%) 0 2(2.9%) 0.359
dEFT= 6(8.9%) 1(1.5%) 7(10.3%)
7 1(1.5%) 2(2.9%) 3(4.4%)
Fa9EE 8(11.8%)  4(5.9%) 12(17.6%)
T o -
=T 30(44.1%)  4(5.9%) 34(50%)
0.041
H] & 23(33.8%) 11(16.2%) 34(50%)
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H 3. W Al SSs32 2
= sa HE AHZE Al pat
== = 26(38.2%) 12(17.6%) 38(55.9%) 0.033
< 27(39.7%) 3(4.4%) 30(44.1%)
=N; = 15(22.1%) 9(13.2%) 24(35.3%) 0.028
T 38(55.9%) 6(8.8%) 44(64.7%)
&=l T 19(27.9%) 10(14.7%) 29(42.6%) 0.033
T 34(50%) 5(7.4%) 39(57.4%)
X o= = 29(42.6%) 13(19.1%) 42(61.8%) 0.025
= 24(35.3%) 2(2.9%) 26(38.2%)
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H

4. MEZI AFZZ AOIS] =D ZAF 212 HlW

20 (EAF+ SD)
SAE= HEL A= p et
&2 (mmHg) == 130.94+ 30.96 97.33+ 25.76 0.001

0l=2tD| 78.30+ 18.26 62.00+ 18.59 0.003

wer = (3/2) 90.02+ 21.31 103.87+ 29.09 0.045
se=x=(a/2) 20.40+ 6.96 13.93+ 12.06 0.01
He2(T) 36.13+ 0.81 35.80+ 1.01 0.19
=ctANR g AT 11.26+ 3.92 6.07+ 3.88 0.001
SWEIAZEA pH 7.341+ 0.11 7.288+ 0.17 0.177

p02(mmHg) 96.94+ 35.48 123.33+ 76.28 0.06
pC02(mmHg) 36.66+ 8.40 43.80%+ 17.59 0.03
hCO3(mEq/L) 22.03+ 9.04 17.74+ 6.81 0.093

sp02(%) 94.32+ 7.42 88.60x 9.67 0.017

M A (g/dL) 19.177+ 36.99 13.68+ 1.66 0.57
M (x 10°) 14.65+ 66.45 14.86+ 48.89 0.914

Ot etdl ==XI(U/L) 127.15+ 124.83 403.06+ 468.08 0.001
2o @4 HA(mg/dl) 14.88+ 6.61 17.47+ 6.55 0.184
3eOtEIE (mg/dL) 1.79+ 5.63 1.47+ 0.53 0.826

* SD: Standard deviation
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o5 =X ZLUNAHA BAC 2 X2H A0 02 2=
2 (BEZ+ D)

MER Atz p 2t

=k e = = 1944 0+ 2838.6 391+ 8507.5 0.04

ECUESE IS 3-52 = 683.7+ 1274.3 163.6+ 79.6 0.504

a4d5=(u/L) 6-82 = 1366.5+ 1328.6 111.3+ 74.2 0.03

OlEZm S= 5 H E0(A2Y) 8.09+ 19.75 19.00+ 42.05 0.158

= =0 J12HY) 3.38+ 7.37 447+ 4.88 0.943

£ £0{ 2(mg) 98.51+ 157.89 211.07+ 200.54 0.025

Pralidoxime(PAM) 25 & X S04(AI2}) 5.7+ 10.12 8.6+ 17.69 0.416

= 0§ J12HY) 3.09+ 1.92 3.13+ 1.55 0.943

£ =0{ 2(mg) 2347+ 2510 20.13+ 12.77 0.622

* SD: Standard deviation
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