Wi ei2a) c A6 A FE2E 2001

O Y azst ]

2%

Advietn o sofet uisetmal
ES I -~ |

$4+% (lactic acidosis) &89 744 Sa% 28
ol &3} tiAtd AtE F dhuleld, A4l Fl vl HA &
o) oF 19%7} 3¢ B B4t (lactic acid) 2 £
=32 F7|A oirbel HF AAEe|9, o #Ae miAY
Gl R4 A (lactic acid dehydrogenase, LDH)
9} NADH¢l ¢|8ls] s 2r4to] Ritog 7lgHog 5
D= A (19 1. AL AXAY A AA
o ojste] HFBAE (pyruvate)d NADH7F A€k
3714 A6 S fHAEE A Aol Sol7) o]ikst
gaol 22 MW ATPE AAsi NADHS
NAD & Avglgi, qhey 4bao] gube] A} 4 73S 3
ZA7]1R £3lAY, 22 E o848 4 fiT A 7B
AEe Aoz FUHUA NAD'E AAAN7|L ATP
g 449k NAD'7F AR 28 FR3e ALHA
FitEg HAAA 7 A "ok ATP?L 7heEslsd 4
dal Anjale] gAR Fdole] fEladt (29 2).

- m\

>

99 322 Ruz s Rl FrHE 3
£ AN AFE & F Ak AA, HFE
7tete g Aite] F7HE 5 Qith o] A 3L o
Hardde] v &S AYA R 1011 & FASH dck 1
FAde dEHor FvlEyE Aee TEY AH
To ogulzd AW o, a2 2FY dLEF T
o] gled e Frhe A &t 5 mmol/LE W&
¢& =80 E4, NADH/NAD™ ¥| &9} S7t= 3l
71 4 Ak o] A3 A o Heuald] ug
ol F7hE 5 Aok vhA e R AR EAAE F7}
I NADH/NAD' v &= Z7135he 495 23] 57t
Hole d wie 4% filss °“é3]'7ﬂ At
717 e e A3 Hige] d3dl
F3)8t3, NADH/NAD' 9] o] &0 T 3 } e A AF
Hadoe] A&aHAl ke HBPED AY4HY EF
A2 FEE g 1 mmol/Lol® HFEAE FEY 4
wjoll A 10 wile) 2k} R4 71 (FE 7ot 4%
A FrEo] olitsidtie Br AstHAY FEOE
oAl AgEch whef Abe] 9] FollA AAY
+ A=R FAusiA AEA o] A Ho {AF
o wAEA "vh AHWHoz AL dFef 150

[=]
5
/‘\l_

b
&

ook

o

P,!'J_o,_,oﬁ
o[}l_{

il

Figure 2. Glucose metabolism
in the presence or relative
absence of cellular oxygen.
Under anaerobic conditions,
pyruvic acid can not enter the
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{pyruvate) (lactate)
[Lactate] = Keq x [Pyruvate] x [[Nh:‘%r:: x [H*]
Figure 1. Lactate production mmol A% Alitdr)
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Krebs cycle in the mitochondria
and is shunted to lactate in the

1Glu+ 2 ADP + 2 PI—
— 2 lact + 2 ATP

1Glu+ 60,+ 38 ADP + 38 P —>
- 6 CO, + 6 H,0 + 38 ATP

cytoplasm, creating fewer
high-energy phosphate bonds
per mole of glucose metabolized.
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Table 1. Causes of lactic acidosis (Cohen and Wood's
classification)

Type A (clinical evidence of tissue hypoxia)
Shock (cardiogenic, septic, hypovolemic)
Regional hypoperfusion (limb, mesenteric ischemnia)
Severe hypoxemia
Severe anemia
Carbon monoxide poisening
Severe asthma

Type B (no clinical evidence of tissue hypoxia)
Bl (LA ocawrring in association with an underlying disease)

Diabetes mellitus
Liver disease
Malignancy
Sepsis
Pheochromocytoma
Thiamine deficiency
B2 (LA due to drugs/toxins)
Biguanides
Ethano!
Methanol
Ethylene glycol
Fructose
Sorbitol
Xylitol
Salicylates
Acetaminophen
Epinephrine
Ritodrine
Terbutaline
Cyanide
Nitroprusside
Isoniazide
Propylene glycol
B3 (LA due to inbom errors of metabolism)
Glucose-6-phosphatase deficiency (von Gierke's
disease)
Fructose-1, 6-diphosphatase deficiency
Pyruvate carboxylase deficiency
Pyruvate decarboxylase deficiency
Oxidative phosphorylation defects
Miscellanecus
D-LA
Hypoglycemia

LA: lactic acidosis, D-LA; dextrorotatory isomer-
lactic acidosis.
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Table 2. Laboratory findings typically associated
with lactic acidosis

Elevated anion gap
Hyperuricerma
Hyperphosphatemia
Leukocytosis
Normakalemia
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