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and hereditary/miscellaneous disorders. In comparison, type A
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presentation was felt to be most consistent with severe type B lac-
tic acidosis portending a poor prognosis.

sepsis after administration of vincristine/prednisone and was

noted to have changes in mental status characterized as increased
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months later, maintenance therapy (prednisone, mercaptopurine,
methotrexate, and vincristine) was initiated but patient subse-
quently developed double vision thought to be secondary to 6th
nerve palsy after about 3 months of treatment. Lumbar puncture
confirmed recurrence of malignant cells in the cerebrospinal fluid
despite treatment with intrathecal methotrexate prompting hydro-
cortisone to be added. Bone marrow biopsy done about 3 months
later confirmed systemic relapse and cerebrospinal fluid showed
persistence of malignant cells for which cranial radiation therapy
was started. The patient was then hospitalized 2 months later with

Profound lactic acidosis with gradually increasing anion gap in cor-
relation with increasing LDH was thought to be secondary to type B
lactic acidosis related to progressive ALL although the pathophysi-
ologic mechanism for this is unknown. It was felt that type A lactic
acidosis was clinically unlikely as patient remained withoutabdomi-
nal pain, hematochezia, signs or symptoms of ischemic disease, and
no acute elevation in lactate or acidemia. The gradual rise of lactate
and compensated pH as seen in this patient is not typical for type
A lactic acidosis. Drug-induced lactic acidosis was also considered

as patient reported compliance with metformin 500 mg by mouth
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daily although there was low suspicion that this may be the cause
of lactic acidosis given stable renal function (glomerular filtration
rate = 89). It was, however, discontinued at the time of discharge

in case it was contributing. As G6PD deficiency can also elicit type
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dehydrogenase, thiamine deficiency, and tumor lysis syndrome.
[7] Liver and kidney dysfunction whether they be from tumor in-
filtration, ischemic damage, or other causes are thought to be two
processes that contribute to the development of type B lactic aci-
dosis as lactate is the end product of anaerobic metabolism and is
converted to pyruvate and subsequently glucose by both the liver
(90%) and the kidneys (10%) [9] via glycolysis. However, many
patients with kidney and liver dysfunction do not develop severe

lactic acidosis which suggests that there is likely a more complex

A

process or processes responsible for the development of severe

lactic acidosis. [7]

Another proposed mechanism relates to tumor cell overexpression

This phenomenon has been reported in patients on total paren-
teral nutrition without vitamin supplementation although some of
these patients also had malignancy. The acidosis in this situation
was successfully reversed via addition of thiamine to the alimenta-
tion solution. [16] Furthermore, administration of methotrexate in
chemotherapy regimens can resultin the development type B lactic
acidosis because it competes with thiamine transport systems and

results in inhibition of pyruvate dehydrogenase and initiation of
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anaerobic metabolism as described above. [10 & 17] Nucleoside
reverse transcriptase inhibitors (NRTIs) used in the treatment of

HIV have also been associated with the development of type B lactic
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to remission. Thus, treatment of the primary condition (i.e., cancer-
directed therapy for leukemia/lymphoma) remains the mainstay of
therapy. [8] The resolution of lactic acidosis occurred in 6 out of 7
of the 29 cases that responded to chemotherapy when reviewed by
Chan et al. The lactic acidosis resolved in 5 of these 6 cases within
15 hours to 3 days and in the remaining case resolution was noted
weeks after chemotherapy was introduced but within 2 days after

salvage chemotherapy was initiated. [2]

Until chemotherapy takes effect to treat the underlying malignan-
cy, both intravenous bicarbonate and hemodialysis have been used

to control lactic acidosis although its use is controversial. Since

such extreme elevations in LDH and severe lactic acidosis. Rather,
he was started on salvage chemotherapy (vincristine and predni-
sone) to treat the underlying cause which was felt to be progres-
sion of his ALL. However, this was stopped after one cycle and goals
of care were shifted to comfort care within weeks after discharge

due to patient’s poor performance status.
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