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Clinical Analysis of the Death Factors of Multiple Organ Dysfunction
Syndrome Caused by Acute Organophosphorus Pesticide Poisoning
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ABSTRACT Objective: To investigate the death factors of multiple organ dysfunction Syndrome (MODS) caused by acute
organophosphorus pesticide poisoning (AOPP). Methods: 78 patients of AOPP combined with MODS were selected and devided into
cured group(CG) and died group(DG) according to the outcome. The clinical data including the general information, treatment, complica-
tion, etc were analyzed and compared between two groups. Results: In cured group, 64.5% of patients were caused by low toxicity of po-
sison, while 50% patients of the died group were caused by highly toxic poison, and the toxic levels of posison were significantly differ-
ent between two groups(P<0.05). The time interval from poisoning to gastic lavage of died group was significantly longer than that of the
cured group (6.8% 4.1 vs 4.2+ 3.5h, P=0.038). The dosage of pralidoxime chloride in died group in 24 hours after admission was much
lower than the cured group (6.2% 3.8 vs 8.6+ 2.6, P=0.045). No significant difference was found in the total dosage of atropine total
dosage of atropine in 24 hours after admission between two groups (669.4+ 393.1 vs 427.9% 290.7, P=0.956). However, the daily dosage
of atropine of died group was significantly higher than that of cured group (120.2+ 96.31 vs 39.5% 62.0, P=0.042). On the st day after
admission, the PaO,/FiO,, MAP of died group were obviously lower than those of cured group, while the Scr, HR, CK-MB were signifi-
cantly higher (P<0.05). After 3 days' treatment, the MAP and AchE of died group were still lower, Scr, HR were still higher than those of
cured group(P<0.05). Conclusion: The toxic levels of posison, delayed application of sufficient quantities oximes agent, unproper dosage
of atropine and the lack of adequate early treatment of multiple organ support were the important reasons of high mortality of AOPP pa-
tients combined with MODS.

Key words: Acute organophosphorus pesticide poisoning (AOPP); Multiple organ dysfunction syndrome (MODS); Atropine; Prali-
doxime chloride

Chinese Library Classification(CLC): R595.4 Document code: A

Article ID: 1673-6273(2015)07-1317-04

soning, AOPP) & 22 R4 UL S fa T , o R 2 K64k, B
HERARR JRITERZ A TF B, 248k, 8 A8 AOPP
AN BB 24 7 (acute organophosphorus pesticide poi-  #E17 T AEAYHFSY , (A FE AOPP HIAET-RANERA T, £
BB 5 & Z2 A8 B I BEBR AR5 A1 (multiple organ dys-
function syndrome , MODS)%& Y] 4 3¢ , A1 5CHR 1 ik 7n MODS
Y %k 21.25% -40.5% | TiFRVEEAE 67.65% -75.30%
I, FLERIZ AOPP 5311 MODS | J sl i b A W i L finit

LIS

YEE TS B, 2, AR, FIR BRI, 225 S EiRUA
1% : 13816238117, E-mail; sunjojo_bb@qq.com
(Weks H#9:2014-07-26 3257 H #H:2014-08-16)



<1318 -

IREYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol1l5 NO.7 MAR.2015

ICU BT | FRARFI A HE 58 T A I R PR 2 %8 T I PR TAE
AOPP HATEH BB R Lo AWFFNERFRBE 2007 4E 3 H &
2011 4F 12 AR 78 i) AOPP S H WM IR VTR, BAERIS
AOPP %/t Z ¥ r DI RE R LR A AEAYBET N 3R

1 BREHE

11 IGRER

PEPER BE 228 2007 45 3 H = 2011 48 12 HURIARY 78
i) AOPP B35, 747 BRI A MLBS AR 282 sk, #1974 4F 5
A DA B CRAUBEAR 25 Th 3R 12 Wb i S Ak 385 ) )ik 47
325 R T EEN AOPP, BHERMEA ANFIRE M Z4E M
Yol iy , 756 MODS i WibsifE®, Hr B 34 i, 4 44 fl,
WY 19-67 % CFRAEIR(31.6% 13.5)% , RIS IFA L il
JF B S R B S ) R ASTEAIT 5 Y R A o ARAE T35 )
O MG B AAE T4, 43 AN 62 il 16 il % i
BE R PER] AER ABE 24 /N APACHE I %43 L4
G425 (P>0.05), W3k 1,

12 #isH=*

OHLEARKE A TEEUE, 22 A B EFR
B, HRERE MG, 4 5 6 /NFEE —Ik, ik 300 2
T, MR 1 S NSO, 31T 1 38 3 KA © R 2
T G RE, S BEE 0.5 3] 1.0 35, 4 1 /N — IR B4
6 /INBF—YK, WL TG, AR B 1 R 3-7 K5 @) 1A 1 H BT+
AR RFLE BTG A 1 @ Yo T a0 AR 3 S 0 s A 2R A 7 il
WHERIATT ; © — B P R S i 42 , PR FEIT W IE G , S )
S REIREE VI AU LA Bl S © SHRETRYT : IR
T 7K Pifr | R R B R A T RIR B KIAYY il AT
BIRMGIRIT A S AT R R RRYT s & P s O L
RAEG, R B T EFROIIRYTY , B U RO E B O LRSS
b IR TUAF G2 1) I B0 38 1M 25 2 3 24 A4 1oy FH i 48 0 1 24

Y5578 TH AL TE M I, S s g R RG AR 4 500 o 400 T b 1 43
1.3 WELIEHR

ABEJG % A B HEATVEAS , 8 e M5 4R L APACHE
1L PP 43 AREE S Wk B A T B R A 245583 P L Sl e S BT 4 o
5 TP M A R A BE IS R RS T RE T 0L, T e
YHEEE A 1K 5 3 KM IRGEERRF(AchE) ., 17 F1(Alb) L)
K AL S (WBC) B3 T/ AR (PaOy/FiO,) | i
JIBLLZR (TBIL) 4 P9 6 2l (ALT) R g B Wk / Wi i 1) K
FHEATIE T
14 GitES

K HH SPSS16.0 BRI 0] BT G st AT g -t R
RERFHBIEE drfEZE(t o) Rn, A Z 0] 7 257 M I H R
FHP ST REA t 258, J7 227K 57 SR Fl Mann-Whitney U 555
THECBERHA X LU SR x? K3 sk Fisher AF 84S 5 , L P<0.05 2
ERABG L

2 R

2.1 —fEiER

PR PR 2y eI AT IR 4L 64.5% K P i
Yy g FPRFEE, MIPET-41 S0%I B h M i FE R (L 1),
PHZH T R MG B LE b3 BEi T2 22 57 (p=0.045)
22 IEERFH

YT h RS 2k B BT R[] FE A A4 B AT Y2
LIRCHE (1 FH 2% SR 1O B P S 4 T L B T gt i
2F 22 5:(P>0.05), (HFET- A B3 ABLT 24 /NP S 9 H &=
BB/ FiR A, 2257 HA G225 X (P=0.045) ; 1 21 2 & BT
Feih I B 2 S 24 /N S B B LU R LB B AT T 2=
5, BUTCZH B BTHG S Y B X A B TR A4 (P=0.042),
W1,

*® | MAREN—RBERRIGERTRALER

Table 1 Comparion of the general information and clinical treatment between two groups

A-
Sex Age PACH PT DP DA
TL(h)  HP
E Il
M F ST HT MT LT T DD  24HD T DD  24Hd
311 285+ 424 456+  74x 8.6+ 4279+ 395+  40.5%
cG 30 32 220 30 10 23
105 208 35 273 33 26 2907 620 329
321+ 327+ 6.8+ 508+ 83 62+ 6694+ 1202+ 359+
DG 4 12 0 8 2 6 5
158 274 41 32.1 46 38 3931 963 268
0.82
0.827  0.141 0.045 0038 0496 0547 0231 0045 0956 0.042 0.741

5

Note(3E):CG:cured group(G& £ £H);DG: died group(FE T-%H);M:male;F: female; PT: pesticide Toxicity(4< Z5 &4 ); ST severe toxicity (Bl &) ;HT:
highly toxic (&2 ); MT : moderately toxic (135 ); LT :low toxicity({k & ); TL:time before taking poison lavage( Bk & j3 3% B BT 18] ) ; HP:hemoperfusion
(I 7% #37L) ; DP: dosage of Pralidoxime chloride (§1#%%E Fl&); DA :dosage of atropine (FIFESFE); T:total (Fi&);DD:daily dosage (XA E);
24HD:24 hours dosage(24 /Nt Fi &) ; Comparison between the two groups(# £ Eb %) *P<0.05.
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Table 2 Comparison of the organ function index levels in serum between two groups after admission

PaO,/FiO, Scr ALT TBIL MAP CK-MB WBC PLT AchE
e (mmHg) (umol/L) (U/L) (umol/L) (mmHg) R (U/L) (*10°L) (*10%L) (U/L)
CG Ist 245.1% 1052 85.8% 33.1 26.5+ 17.8 14.5% 8.6 85.2+ 14.1 112.0+ 30.4 443+ 294 14.8% 6.5 115.4+ 35.1 441.3% 250.8
1173.9+
3st 2723+ 1194  83.1% 185 29.4+ 16.8 19.4+ 14.7 88.4+ 152  90.7+ 15.6% 279+ 19.7* 10.8+ 4.3* 130.4+ 25.9 0545+
P 0.174 0.306 0.982 0.237 0.521 0.041 0.023 0.029 0.241 0.002
DG  Ist 1423+ 89.4* 125.1% 96.9* 45.1% 36.9 27.4% 16.5  80.2+ 19.5% 135.6% 29.5*% 72.3% 56.7* 16.6% 5.5 119.2+ 45.6  502.7+ 452.8
3st 178.5+ 120.7 117.4+ 50.4% 24.8% 13.1% 19.6% 13.7 72.6% 20.8* 120.4+ 42.1* 447+ 31.5 12.5+ 45 108.5+ 50.4 2]79675;
P 0.218 0.176 0.025 0.623 0.321 0.245 0.128 0.485 0.395 0.502

Note(iF): CG:curried group(;BE1£H); DG: died group; HD: hospitalised days; HZ: hospitalization({¥ Bz X £%);
*P<0.05 compared with CG group on the 1st day after admission, & P<0.05 compared with DG group on the Ist day after admission, # compared with CG

group on the 3st day after admission.
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