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Purpose: Glufosinate ammonium (GA; phosphinothricin) can induce neurological complications such as altered

mental status, amnesia, and convulsions. This study was conducted to evaluate whether blood lipid profiles can

help predict convulsions in patients with GA poisoning.

Methods: This study was a retrospective review of data acquired at a tertiary academic university hospital from
March 2014 to July 2016. Independent t-test, Mann-Whitney test and Analysis of covariance (ANCOVA) of demo-

graphic and laboratory findings of 50 patients with GA poisoning were performed to identify correlations of general

characteristics and laboratory findings, including blood lipid profiles of GA-poisoned patients between with and with-

out convulsions.

Results: Convulsion as a GA complication showed a significant association with poison volume, age, white blood

cell count, and creatine phosphokinase (CK), albumin, lactate dehydrogenase (LDH), low-density lipoprotein (LDL),

and high-density lipoprotein (HDL) content in blood according to an independent t-test and Mann-Whitney test.

However, ANCOVA demonstrated significant association with LDL and triglyceride.

Conclusion: Blood lipid profiles, especially serum LDL and triglyceride, were useful in predicting convulsions in

patients with GA poisoning.
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Fig. 1. Patients flow chart. This chart present the enrolled and excluded patients.
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Table 1. Comparison of the characteristics of patients with convulsion and non-convulsion in patients with glufosinate ammonium intoxication

) Convulsion Non-convulsion
Variable (N=27) (N=23) p-vaue
Basic characteristics
Male 18 (36.0) 14 (28.0) 0.670
Poison volume (mL) 277.8+154.0 111.7£83.0 <0.001
Age(yrs) 70.3+£10.5 56.2+15.2 <0.001
GCS 12.2+4.0 13.6+15 0.117
Gastric lavage after 22+16 18+1.2 0.405
GA ingestion (hours) T T '
Laboratory characteristics
pH 7.3+0.1 7.4+0.1 0.182
CK (U/L) 310.6297.2 138.8+57.0 0.009
LDH (U/L) 629.8+317.1 354.4+210.2 0.001
Albumin (g/dL) 3.9+0.6 4.3£05 0.009
PT (sec) 11.5+1.2 11.1+2.2 0.466
WBC (/uL) 145+6.5 9.9+34 0.004
AST (U/L) 49.5+61.7 119.4+303.3 0.247
ALT (U/L) 24.0+18.9 50.7+98.6 0.173
Lipid profile
TG (mg/dL) 126.8+100.9 160.7+59.4 0.163
HDL (mg/dL) 30.5+7.8 37.9+85 0.002
LDL (mg/dL) 117.7+30.6 82.1+34.6 <0.001

* Values are presented as N (%) or mean= standard deviation

" GCS: Glasgow Coma Scale, GA: glufosinate ammonium, CK: creatine kinase, LDH: lactic dehydrogenase, PT: prothrombin time,
WBC: white blood cell, AST: aspartate aminotransferase, ALT: aanine aminotransferase, TG: triglyceride, HDL: high density lipopro-

tein, LDL: low density lipoprotein
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Table 2. The mean+standard deviation of variables adjusted age and poison volume in patients with glufosinate ammonium poisoning

(Analysis of Covariance)

Convulsion

Non-convulsion

Variable (N=27) (N=23) p-value
Laboratory characteristics
pH 74+0.0 74+0.0 0.601
LDH (U/L) 644.5+63.1 337.1£70.1 0.151
Albumin (g/dL) 4.0£0.1 42+0.1 0.451
PT (sec) 11.1+04 11.5+04 0.542
AST (U/L) 28.0+48.1 445+53.4 0.161
ALT (U/L) 17.9+156 57.8+17.3 0.133
Lipid profile
TG (mg/dL) 127.6+19.4 159.8+21.6 0.020
HDL (mg/dL) 31.6+1.8 36.6+2.0 0.120
LDL (mg/dL) 112.3+£7.3 88.4+8.1 0.042

* Values are presented as N (%) or mean= standard deviation
" Covariate 1: age, Covariate 2: poison volume

" LDH: lactic dehydrogenase, PT: prothrombin time, AST: aspartate aminotransferase, ALT: alanine aminotransferase, TG: triglyceride,

HDL: high density lipoprotein, LDL: low density lipoprotein
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