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Targeted Temperature Management of Severe Lactic Acidosis in a

Patient with MELAS Syndrome after Cardiac Arrest
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Mitochondrial encephalomyopathy, lactic acidosis, and stroke-like episodes (MELAS) syndrome is known as a maternally

inherited mitochondrial disease with a m.3243A>G mutation in the MT-TL1 gene. Here, we report a case of targeted

temperature management in a MELAS patient who had a cardiac arrest and severe lactic acidosis after recurrent seizures.
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Figure. PR, BT, water temperature changes during TTM. TTM,; targeted temperature management, PR; pulse rate, BT; body temperature.

Table. Lactate, ABGA, NSE level pre and post TTM

(prI:—"?"l}M) (pols-g?l“}"M) HD2 HD 3 HD 4 HD 5 HD 6 HD 7 HD 8
Lactate®, 0.7-2.5 mmol/L >3] 8.2 4.9 4.7 8.6 9.5 4.6 2.1 2.8
pH, 7.38-7.46 <6.750 7.391 7.359 7315 7315 7.271 7.304 7.351 7.380
pCOy, 32-35 mmHg 58.4 16.5 322 41.0 34.8 42.7 39.8 36.6 334
HCOs3, 21-29 mmol/L - 9.8 17.8 20.4 17.3 19.2 19.3 20.4 19.3
NSE, 0-16.3 ng/mL 34.29 - 31.64 26.48 24.11 21.56 - 16.96 -

ABGA; arterial blood gas analysis, NSE; neuron specific enolase, TTM; targeted temperature management, HD; hospital day.
*Pre-TTM lactate measured by ABL90 FLEX PLUS (Radiometer, Brenshgj, Denmark), post-TTM lactate measured by VITROS (ORTHO).
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