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A Case of Treatment of Methanol Poisoning by Hemodialysis
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Bl dged, LRSS, BLEE, SE D OB
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RERE-S EulE i (Gonda et al., 1978; Me Martin et
al., 1980).
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BRI b 12/@e] 9o}

A#e 2RMNeE Rk ddx BILKHE =
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BEMRR | E2E =394 e Fiis 18 6gm/dlo]
9, FlEkE 8, 000/mmPol glx /M B L FREFe
T ARKE Bl gt (8 1 R =),

BRG] pHe 7.236, OHRESEE (HCO)E 16.0
mEq/l, ik 435mg/dl, &% (Na*) 137mEq/l, Zel 4%
(K*) 4.9mEq/l, 2ol =(Cl") 102mEq/le] g =,
M osmolality 409mOsm/kg, anion gap 19mEg/!,
osmolar gap 104mOsm/kg& v}ebo gl o).
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Table j§. Laboratory ﬁndmgs

CBC 18, 6-53-8, 000
Urinalysis: pH 6, Albumin —, Glucose 4, Ketone-
LFT: SGOT/SGPT; 21/14 1U/¢

Protein/Albumin; 6.1/3.7 gm/dl

Calcium /Phosphorus; 8.1/3.0 mg/dl
BUN/Creatinine: 5.0/1. Img/dl
Blood Glucose; 435mg/dl
Blood Ketone: negative
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Table 2. Summary of clinical and laboratory data

Time after Ingestion

Arterial Blood

Consciousness  RR* —— . e .
pH pCO(mmHg3 pOo(mmHg) HCO;~ (mEq/D)

12 hours semicoma 12 7. 236 34.7 b7.1 16.0

24 hours semicoma 16 7.159 24.0 54.9 8.6

32 hours stupor 24 7.177 18.9 104. 6 6.8

36 hours semicoma 24 G. 981 20.5 53.0 4.8

38 hours coma 24 6. 887 17. 1 2068.6 3.2

42 hours semicoma 22 7. 366 18.9 65. 3 10.5

46 hours drowsy 24 7. 408 20.2 89.9 12.6

48 hours clear 25 7.377 21.0 68.0 14.1

56 hours clear 20 7,346 34.7 129.2 19. 4
Time after Ingestion Na Sc;{um ol B(lifg/lg()l(l)lr‘;ﬁie Anion gap (zlsnng)slfnr/f;)p Start of therapy

(mEq/D) - S

12 hours 137-4.9-102 435 19.0 104

24 hours 170 Bicarbonate

32 hours 145-4. 7-110 21.9 126 Ethanol

36 hours 130-4.0-110 3507%% 25.2 Hemodialysis

38 hours 131-2.7- 96 3507** 33.9 139

42 hours 140-4. 2-106 3501** 23.5 104

46 hours 135-2.5-101 3507** 21. 1 73

48 hours 142-3. 2-106 240 21.9

56 hours 137-2. 8-102 200 14.6 3

* RR: respiratory rate

** Blood glucose was measured with Reflomat® whose upper limit of measurement is 360mg/dL

ABE 294, F Biphig 6RRIKY] BEREY: 4
¥ 130mEq/!l, £} 4 4.0mEq/l, ¥ R ele] = 110mEq/],
IM#{E 7 470mg/dl, BUNe] 5.0mg/dle| gl er, Bk
el pH7t 6.984, ERFEME 4.8mEq/l, PaCO:7)
20. 5mmHg® anion gap 25.2mEq/l2] A3 {GH M
fES e MMHENE KTt

FRHRT 28, pH 7.366, EIRMBEMES] 10.5
mEq/l, anion gap 23.5mEg/l, osmolar gap2 104
mOsm/kge] 9 51, & 1685 = pH 7. 346, RERE
Bt 19.4mEq/!l, anion gap 14.6mEg/l, osmolar
gap 3 mOsm/kgs fFlie MRS AAHULFHENE
MHER thAfEsl ERARRTRS bt FeEe 2.

AR X A

Hpeth o, deAgikFer AR A EAR

wel g od, Wbk 0 g4 F@e) Hid
o] A A vleHERTGE oloprldtel ZAdte] A
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e o HIRARER, of el g i, BYHE
GG RE ARERe] A x| MEEE KTt
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Py farste) ADUERS RifrelwlA  MEEST& AT
gz, EEEES 21RM-] 24 #8 720mEq7 £iER
=Helow, oelEL HuESE FH AR 20gmE, L
#% 7.5gm* 4 2BER7E o2 HESIEY 2185l
7ZAA EEE @R 65gme| A (HBHE FE pl,
HEEEEE 2 osmolar gapel W3t FiEe 2th).
B e MEEER SEfdH# B@el 523 mifS =,
HAERE dger ARER BEEdd RESEE
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pH | HCO3 Osmolar
(mEq/L) [ Ethanal 65 gm | (g:gsm/kg)
| NaHCO3 720 mEq |

140
7.4 1 120
7.3 124 100
7.2 120 b 80
7.1116 60
7.0 12 40
691 & 20
681 4 et Osmolar gap o

28 86

Time after ingestion(hours)

Fig. 1. Blood pH, HCO4~ & osmolar gap change bcfore, during & after treatment.
(HD=Hemodialysis; NaHCOs=sodium bicarbonate)
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%} (Bennett et al.,, 1953; Goodman and Gilman,
1980).

o B AR AR S vl e o] BEpgel Whlkd F ol
#eo] Zber 25 okv) ¢l = (formaldchyde) &b 2l ¢ fife &
fR@sl el o] & R#@tERe] Brivd BHEA 5 FAE
ezl Ee R A4z 9l ed, RS ERS
dlebise]l {NlMEYE L& 99 = (formaldehyde)d
Rl & e FAHA & sz, (R
PEFBIES A vTie] EAERHC e oA 444

aL %D}(Goodman and Gilman, 1980; McMartin et
, 1980).
Osmolar gapel & AA
7ol A AkgE osmolalityA}e] 9]

BUN (mg/dl) 4 Glucose(mg/dl)
18

Mg el AL, ik, RFE(urea), ¥ Nadit
o] osmolalityell ¢ %4 F 9 9+ EITFEY HH
] A fEEE 2 e A %‘-ﬂ?ﬂﬂr Anion gap?
= osmolar gaps] Hing Fukslo (RBHEEELES
W e} 7} ethylene glycol Wie] &4 1 o i A
2] 9l o] HiFEefAY osmolar gape] Einw ol s
7415 } (Robert and Laurence, 1981).
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7 e QAo 30mlel FERoE A7H w9
t}(Gonda et al., 1978).
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BRifiEA = 154mg/kg/hrE #EEEH 2 9 F(McCoy et
al., 1979).
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1961; Cowen, 1964; Gonda et al., 1978).
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—ABSTRACT—

A Case of Treatment of Methanol
Poisoning by Hemodialysis

Dae Seog Heo, Ha Young Oh,
Suhnggwon Kim, and Jung Sang Lee

Department of Internal Medicine, College of
Medicine, Seoul National University

Methanol poisoning has been reported as a cause
of death and blindness. But recently cases of succe-
ssful treatment of methanol poisoning have been
reported since advent of dialysis.

Here we describe a case of treatment of methanol
poisoning with severe metabolic acidosis without
complications using ethanol, sodium bicarbonate and

hemodialysis.
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