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Significance of Activated Carbon Gastrointestinal Lavage
Treatment for Patients with Organophosphorus Poisoning on
Recovery of Liver Function

REN Ai - hong, YANG Yan
(Dept. of Nursing, Hanzhong Central Hospital, Hanzhong Shaanxi 723000, China)

[ Abstract] Objective To investigate the clinical efficacy of activated carbon gastrointestinal lavage on liver
damage of acute organophosphorus poisoning. Methods 128 patients suffered from liver damage of acute
organophosphorus poisoning were randomly divided into control and treatment groups, with 64 cases in each group.
The control group was given conventional treatment methods, and the treatment group was given activated carbon
adsorption combined with polyethylene glycol electrolyte bulk cathartic on the basis of conventional treatment. The
activities of liver function indicators including alanine aminotransferase ( ALT) , aspartate aminotransferase
(AST) , alkaline phosphatase (ALP) , total bilirubin (TBIL) and cholinesterase (ChE) were detected and
compared between the two groups. Results Compared with the control group, the liver functions of the treatment
group showed significant improvement with an apparent decline in aminotransferase, and the difference was
statistically significant (P<0.05) . Conclusion Activated carbon adsorption joint polyethylene glycol electrolyte
bulk cathartic could be used to treat the liver damage of acute organophosphorus poisoning, which was safe and
effective. After treatment, the liver functions of patients were improved significantly.
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Tab. 1 Comparison of the general information on the patients of two groups (X +s)

Lo () fRFF2E (n) kFEE iF& JIKkFE 5 ALT
4B ——— Fi ) y N o
B % WokE RE 1605 XfERME stigHbE () i (mL) (U/L)
YA 30 34 34+11.7 21 13 17 13 1.35+0.75 141+ 13 690.7 £ 129.5
VI 27 37 37+13.5 19 16 12 17 1.50 + 0.88 138+ 10 714.0 £ 152.1
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H. IRITARR R A FIRIRYT T A, I e
KGR G AR STE. SRR E
B, Bt 30 g iNA 35°CHAHiER/K 200 mL
RA), AEETEAEN. HEEMEEZENEY
B, EWARARNL, IEYE R AT LA S BE ey
filh, DI KRR EORSCEEY.  SR IS AR R I
AL IREE S /I A T A R U B fef s
B, #H3~7d ERHEDEENH 20%H #5250
mL 5. 20 min 54 B & AR L R
LS8, fR2~3K, #EH3~7d.
1.3 WEZEIEHR

BN (ALT), BFHEELEE (AST),
PERERRRE (ALP), MJHZIZE (TBIL), ZFEiAHAES
fig (ChE) 1% 7.
1.4 GitAiE

I FH SPSS BUESEF TG b, R ERIER
H (xxs) s, HRHECR K%, P<0.05
HEFBGIERE L.

2 R

2.1 BFUhEEREER

X HRAH SR TT AL E A . RIS . HhEERD
J. R, PEREEYIThRE kS 22
B 2R TEI2EE X (P>0.05) . [F—f§tn
TR AL AT R G 2R A EE L (P<
0.05) ; Z4H ALT. AST. ALP }% TBIL J&J7 584
PRI ERA G #E L (P<0.05), R4l ALT
XA AR ARIEE L (P<0.05); HITH
AST XA EZ R A GIF¥E L (P<0.05) . 2
HIRJTIGAE ALP, TBIL FXFH, ZF IG5
X (P>0.05), (HIRTTALEN A T REESE, W
% 2.
2.2 PR EEERETES T

2 ZH HBRIER RS MEAE IR T 5 BB TR K
2 (P<0.05), (HIGYT7 G 4L R IF 22 7 g1t
B (P>0.05), WK 1.

3 iTie

A PR P 2 R 3R R R 2k R R R 2
—, BRI LA I — RN AE. AL
W ATECERORNS, eSS NEd b, LU
PR B de . AOPP T SUH- 45 02 A WL b
Ja— B A PR FIERT, R EAL AOPP J5 i
INRE 0 AP S ol AT BLBEAE e, g Fl
Ak AT HLBE R BE A — ST EEERY . AR A5 £ Y
EEHLH GG PR A O, A LB R A AR



TEZLL, 5. VYN VIR YT XA HUBEh AR 8 TS REVR A h 3 X 157

®2 2ABITEIEATINRELLE (X+9)

Tab. 2 Comparison of the liver function between the two groups before and after treatment (X +5)

4 5 ALT (U/L) AST (U/L) ALP (U/L) TBIL (wmol/L)
okl

VRITHT 690.7 +129.5 374.1 +53.6 213.6+47.1 628 +21.4
NEvidE 176.1 + 37.8° 1263 +29.6" 942 +31.4 25.1+10.6"
TR

VRITHT 714.0 +152.1 359.1 £61.9 229.6 +34.0 59.7+18.7
NEvidE 94.5+21.3°2 574+ 13.6" 78.9 +20.3 22.6+8.1°

HEARIFATEE:, "P<0.05; SXTEEAIAIT R, 2P<0.05.
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Fig. 1 The cholinesterase activity of patients before
and after treatment
SIRITHTILEL, "P<0.05.
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