
treated with dialysis plus antidote (N¼ 28, Group A) with cases who received only anti-
dote plus supportive therapy (N¼ 28, Group B). Setting Cooperative study between
regional hospitals, a university hospital, and a poison information centre. Patients and
participants Survival review of all cases with confirmed ethylene glycol intoxication
between January 2012- October 2017. Intervention Time to dialysis, dialysis dose and
use of dialysis intervention were evaluated as prognostic factors for survival.
Measurements Clinical data at admission and blood chemistry from admission until
discharge were extracted from charts.

RESULTS: 16 of 56 patients (28%) died; 28 of 56 patients whose charts were reviewed
were treated with dialysis. 8 patients died in the dialysis group and 8 patients died in the
non-dialysis treated group. All 56 patients had a creatinine greater than 1.0 mg/dL and
an alkaline reserve less than 22mmol/L, on arrival. Neither delay to admission, dialysis
use, HCO3 or alcohol ingested volume was related to outcome. At admission, more
patients who subsequently died had seizures, were comatose, severely acidotic (pH
7.05) and with compromised renal function, than those who survived; ethylene glycol
levels for patients who died or survived were not different.Dialysis treated patients pre-
sented with a higher blood ethylene glycol level and were significantly later addressed to
the emergency room. In Group A evolution was favorable for 18 patients (without renal
disease at hospital discharge). Two patients develop chronic kidney disease (CKD) pre-
dialysis stage. No patients with renal disease was found in the in non-dialysis group.
Patients treated with dialysis were more symptomatic at admission.

CONCLUSIONS: In patients with severe ethylene glycol intoxication, severe acidosis,
seizures, and coma at admission carry a dismal prognosis. Non dialysis antidote and
hemodialysis should be started early and continued until acidosis is corrected.

FP004 METFORMIN ASSOCIATED LACTIC ACIDOSIS

Axel Ibalanky Lufungula1, Wided Tabbi3, Xavier Belenfant3, Vincent Das2

1Nephrology, CHU HASSAN II, FES, Morocco, 2Intensive Care, Intermunicipal Hospital
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INTRODUCTION AND AIMS: One risk associated with the use of metformin is the
rare development of lactic acidosis, a potentially lethal condition. The objective of this
study was to describe the clinical characteristics and the management of type 2 diabetes
patients who have lactic acidosis caused by Metformin, as well as to determine the life
threatening factors from a recent historical series.

METHODS: The intermunicipal hospital of Andre Gregoire in Montreuil, France cov-
ers a population of approximately 400,000 inhabitants. We report the results of a retro-
spective single-centre study conducted in its multipurpose intensive care unit. This
study concerned 18 years and older patients with type 2 diabetes treated with metfor-
min, and showing signs of lactic acidosis, between January 1st 2011 and December 31st
2016.

RESULTS: Twenty-four cases of lactic acidosis directly associated with metformin were
identified. The average age of patients was 73 years, with a sex ratio of 0.5 for women. 4
patients had a pre-existing renal failure, no hepatic impairment and 5 patients had
developed sepsis. More than half of the patients (53.1%) had digestive disorders. While
37.5% had a diuresis maintained during admission where renal failure was often associ-
ated with a median creatinine of 605.5 lmol/l. The median Ph was 7.22 with a median
lactate rate of 11.6 mmol/l. 18 of the patients resorted to kidney replacement therapy
with an average initiation period of 2 hours. 2 patients have died, making 8.3% of esti-
mated mortality rate.

CONCLUSIONS: Lactic acidosis is rare but remains a significant complication result-
ing from the use of metformin and carries a high risk of morbidity. In regard to the
undeniable benefits of this treatment and to the importance of its prescription, health
professionals must be aware of its limits and routine precautions in order to avoid the
occurrence of this serious complication.
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INTRODUCTION AND AIMS: Sjögren’s syndrome is an autoimmune disease with
glandular and extraglandular manifestations. Tubulointerstitial nephritis (TIN) is the

main renal involvement associated with primary Sjögren syndrome (pSS). TIN can
manifest as distal renal tubular acidosis (RTA), nephrogenic diabetes insipidus, proxi-
mal tubular dysfunction, and others [1], of which RTA is the main clinical presentation
[2]. RTA has been reported in 4.3 to 9% of pSS patients; it is more common in middle-
aged women, and two-thirds of them will develop symptoms [2, 3].

METHODS: In the present report, we aimed to present a 42-year-old female patient
admitted with paralysis to hypokalemia, who was later diagnosed with distal type 1
renal tubular acidosis (RTA) secondary to Sjogren’s syndrome (SS).

RESULTS: Case reportWe report a 42-year-old woman who presented with chronic
paralysis in the upper and lower extremities, dryness and redness in the eyes, dry
mouth, severe hypokalemia. She has severe intermittent fatigue and muscle weakness
for the past 1 year. Detailed history revealed that she has been complaining of dry eye
and mouth for the last 6 months, 11 months ago was diagnosed Guillain-Barre syn-
drome and hypokaliemia (1.2 mmol/l) The patient was sent to our clinic for diagnosis
and further treatment. On physical examination, BP was 110/70 mm Hg, pulse was 76/
min and rhythmic. Laboratory tests revealed severe hypokalaemia (2.1mmol/l), hyper-
chloremic metabolic acidosis with compensatory hyperventilation (arterial pH 7.2; Cl-
118 mEq/L, PCO2 49.9 mmHg), normocytic normochromic anaemia (Hb 10.5 g/dL,
MCV 84 fL), and BUN 4.58 mmol/l, creatinine levels 85 mmol/l, (GFR 72.8 ml/min/
1.73 m2 CKD-Epi). The tubular defect was accompanied by mild hypocalcemia (total
calcium of 1.10 mmol/l, ionized calcium of 1.22 mmoL/L; normal 1.15-1.32 mM/L).
On subsequent days, sustained hypokalemia (< 3.5 mEq/L), with metabolic acidosis
and alkaline blood pH (> 7.5) suggested RTA1. The pSS diagnostic findings included
positive antibodies to the ribonucleoprotein antigen La (SS-B) and Ro (SS-A), antinu-
clear antibody (ANA) 1:342 with granulated pattern, and negative results for rheuma-
toid arthritis (RA) test, anti-dsDNA, anti-Sm, anti-SCL70 and anti-centromerase
antibodies. With all lab results, a distal RTA (dRTA) diagnosis due to pSS was made.
Hypokalemia and metabolic acidosis were treated with intravenous sodium bicarbon-
ate, asparcam 2 tablets 3 times a day - under the control of electrolytes in the blood.The
patient was discharged and we will follow her up in our clinic every six months.

CONCLUSIONS: Sodium bicarbonate may be equally effective for the therapy of
RTA1, however, it is associated with side effects such as gas formation of CO2 in the
stomach. Nonetheless, treatment should be aimed at the immunological disease and
work to decrease the lymphocytic infiltration of the exocrine glands and extra-glandu-
lar tissues, at least, partially to correct the acidification defect, improve bone metabo-
lism and improve overall length and quality of life of primary SS patients.
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INTRODUCTION AND AIMS: The increase of UA serum level is observed after exer-
cise due to enhanced purine metabolism. The fractional excretion of UA (FeUA) was
studied only after short exercise and was decreased. The several factors can influence
UA reabsorption in renal tubules; UA serum level, dehydration, activation of renin-
angiotensin-aldosterone system (RAAS), vasopressin, organic anions (eg. lactate, beta-
hydroxybutyrate) and some drugs The aim of this study was to investigate changes in
UA levels and FeUA after marathon and ultramarathon in healthy man.

METHODS: Two groups of amateur runners were studied. The first group (17 males,
mean age 40,18 6 4,57y) completed 100 km run; the second group (24 males, mean age
46,21 6 6,92y) completed marathon run (42,195 m). During the study electrolytes, cre-
atinine and uric acid were measured in serum and urine.

RESULTS: The creatinine level rose after marathon from 0,94 6 011 to 1,17 6 0,19
mg/dl (p< 0.05) and after 100 km run from 0,886 0,11 to 1,10 6 0,20 (p< 0.05).
The serum UA level rose from 5,12 6 1,02 to 5,80 6 1,02 mg/dl (p< 0,05) after mara-
thon and from 5,15 6 0,87 to 5,94 6 1,50 (p<0.05) after 100km run. The FeUA
decreased after marathon from 5,80 6 1,86 to 4,1761,92% (p< 0,01), but during
and after 100 km run increased without statistical significance from 5,3461,51 to
6,0962,34%.

CONCLUSIONS: In presented study the decrease of FeUA after marathon was
found, and probably was related to activation of RAAS. Otherwise during and after
ultramarathon FEUA was slightly increased. The possible factors inhibiting UA reab-
sorption during exercise are vasopressin and organic anions. The decreased UA reab-
sorption during very long physical activity can protect organism from acute
hyperuricemia.
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