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Table 1. Common Electrolyte Disturbances in
Glue Sniffing

Volume depletion
Hypokalemia
Hypophosphatemia
Hyperchloremia
Hypobicarbonatermia
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W44 g/dl, &Y 28 g/dL, #¥E 56 mg/dl, §)
0.3 mg/dLl., CK 1,140 U/L, LDH 125 U/L, Tropo-
nin-1 003 ng/mLAvh. FHE7l28A A pH
7.44, pCO: 250 mmHg, pO: 135 mmHg, HCO;
16.3 mmol/L¥ ) ol'd 274 w1 1.010. pH 6.0,
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Table 2. Results of NaHCOQO; Loading Test
Basal HCOj3; -Loaded

Venous blood
pH 7.35 7.44
pCO; (mmHg) 455 49.1
HCOz (mmol/L.) 24.6 32.4
Na (mmol/L) 144 147
K (mmol/L) 4.0 3.7
Cl (mmol/L) 111 107
Urine
pH 6.88 7.83
pCO. (mmHg) 29.1 61.3
HCO; (mmol/L) 5.5 1035
Na (mmol/L) 148 233
K (mmol/L) 31 25
Cl (mmol/L) 180 174
(U—B) pCO: (mmHg) 12.2
FE HCOs (%) 6.8

The HCOjs; -loaded data were obtained dfter 3
hours’ intravenous infusion with 2.8% NaHCOj;
solution at a rate of 180 mL/hr

(U-B) pCO» urine minus blood pCQO- gradient;
FE HCO;s , fractional excretion of bicarbonate

YEE 143 mmol/L, ZF 42 mmol/L, 94 112
mmol/L, Folitsterd 246 mmol/L. % 81 mg/
di, ¢l 29 mg/dL, BUN 14 mg/dL, Zdeleld 05
mg/dLE B4 27§ Ha gt 99 7%
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Table 3. Serial Laboratory Findings in the In-
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Table 4. Pathophysiology of the Metabolic Ac-

dex Case idosis in Glue Sniffing
HD HD HD HD 1. High rate of production of organic acids  (hip-
1 2 4 / puric and benzoic acids) in the presence of nor-
Serum mal renal function.
Na (mmol/L) 131 155 147 145 Usually hyperchloremic acidosis
K (mmol/L) 1.0 39 38 47 Wide anion gap if production exceeds excre-
Cl (mmol/L) 107 129 121 116 tion of theses anions
CO:» {(mmol/L) 66 161 199 225 2. High rate of production of organic acids with the
BUN (mg/dL) ] 3 5 presence of a degree of impairment in the rate
Creatinine (mg/dL) 19 08 08 of NHy" excretion.
Ca (mg/dL) 56 79 6.9 Production of hippuric and benzoic acids as
P (mg/dL) 03 11. 21 above
Protein (g/dL) 4.4 Low rate of NHs" excretion
Albumin (g/dL) 28 Reduced renal ammoniagenesis in cortex
K (U/L) 122 1140 818 % (usually a low GFR)
LDH (U/L) 139 125 233 305 Low transfer of NHs' in renal medulla
Osm (mOsm/kg H:0) 271 200 Low secretion of H' in connecting tubule and
ABGA collecting duct
pH 717 744 742 739 3. Proximal tubular dysfunction
pCO2 (mmHg) 12.0 25.0 285 327 Modified from Reference 6
HCO3;" (mmol/L) 42 163 179 191
Urine )
pH 60 60 7.0 kel wAn g v Ao 28y Car
Na (mmol/L) 13 145 lisle £0] 58 123 npo] w® Bo B9 9
& mmalt) = e A WA 590 HAEE T 13490 A8 ol
1; (mmo. ) . .
Creatinine (mg/dL) 60 46 LAt Z7betda, 1 E 10clolME dY ol
Osm (mOsm/kg Hz0) 72 334 7F 20 mmol/L oldelfich £ Fu 2 vhE B
o1 BH ol At 27H 27 B diAA

Abbreviations - HD, hospital day, BUN, blood urea
nitrogen; CK, creatine kinase, LDH, lactate dehy-
drogenase; Osm, osmolality;, ABGA, arterial blood
gas analysis
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