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Abstract Hyponatremia is defined as a plasma sodium con-
centration less than 135 or 130mEq/L (or mmol/L) and may be
responsible for life threatening symptoms that can be observed
in a variety of medical conditions. Cases of fatal hyponatremia
have been reported in both clinical and forensic literature in
situations of water intoxication due to psychogenic polydipsia,
amphetamine derivative drug intake, high-endurance exercise,
iatrogenic causes, and exceptional cases of child abuse by
forced water intoxication. Vitreous sodium levels have been
determined to be relatively stable during the early postmortem
period and similar to levels found in normal serum of living
subjects. Nevertheless, there are relatively few cases of fatal
hyponatremia described in literature that underwent exhaustive
postmortem biochemical investigations. A case of fatal water
intoxication in a psychiatric patient who underwent medicole-
gal investigations, including postmortem biochemistry, was
chosen as a starting point to a literature review of deaths by
hyponatremia that may be encountered in the forensic setting.
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Introduction

Hyponatremia, one of the most common electrolyte abnormal-
ities encountered by physicians in the hospital setting, is gen-
erally defined as a decrease in plasma sodium concentration to
<135 or 130 mEq/L (or mM or mmol/L) [1–4].

In the living, plasma sodium concentration reflects ex-
changeable total body sodium relative to water content. In
the clinical setting, most cases of hyponatremia imply a rela-
tive excess of total body water relative to extracellular sodium
and can be considered the result of water balance disorders
rather than sodium imbalance [4–7].

Hyponatremia may be the cause of mild (and difficult to
detect) to life-threatening symptoms that can be observed in a
variety of medical conditions. These include congestive heart
failure, liver disease, inappropriate antidiuretic hormone syn-
drome, and medication use (e.g., thiazide diuretics, psychotro-
pic agents, and chemotherapeutic agents) [2, 6].

Both clinical and forensic literature have reported cases of
fatal hyponatremia in situations of water intoxication due to
psychogenic polydipsia, amphetamine derivative drug intake,
high-endurance exercise, iatrogenic causes, and exceptional
cases of child abuse by forced water intoxication [8, 9].

Though postmortem assessment of electrolyte imbalances
(such as sodium and chloride) is considered difficult to per-
form for a myriad of reasons, there is a broad consensus re-
garding the reliability of vitreous sodium levels to estimate
antemortem serum sodium concentrations [8–12].

A case of fatal water intoxication in a psychiatric patient who
underwent medicolegal investigations was chosen as a starting
point to a literature review of deaths by hyponatremia that may
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be encountered in the forensic setting. The results of postmortem
biochemical analyses that can support this diagnostic hypothesis
were also examined.

Case history

The security staff of the psychiatric unit of a metropolitan prison
was warned by two inmates that a third one was convulsing and
Bvomiting a transparent fluid.^ Despite rapid medical interven-
tion and resuscitation attempts, the patient did not survive.

The deceased inmate, a 54-year-old Caucasian, tobacco
addicted, diabetic, schizophrenic man treated with insulin,
paliperidone, aripiprazole, and venlafaxine, was seen compul-
sively drinking water by two other inmates during the 3 hours
preceding his death. The amount of water intake was retro-
spectively estimated at 5 L.

Macroscopic external examination of the corpse at the death
scene revealed the presence of clear, watery vomit on and around
the corpse. No blood or wounds were observed at any site. A
medicolegal autopsy was ordered by the public prosecutor due to
the circumstances of death (death in custody). External examina-
tion performed at the medicolegal center (postmortem interval
33 h) did not reveal anything remarkable. Rigor mortis was pres-
ent in the major and minor joints. Reddish purple postmortem
lividity was present on the back and dependent body parts in the
supine position and matched corpse position.

At autopsy, the pericardial sac was unremarkable and
contained 50 ml of clear fluid. Examination of the pleural
cavities showed bilateral effusion (approximately 180 ml on
each side). Upper and lower respiratory airways contained a
whitish, foamy liquid. The lungs (left lung 800 g, right lung
1150 g) were edematous. On cut section, both edematous
lungs exuded frothy pink-white fluid. There was no evidence
of a bronchial tumor. The heart weighed 420 g and did not
reveal any hypertrophy. The coronary arteries had a normal
anatomic course and revealed mild atheromatous disease
without significant stenosis. The stomach contained an esti-
mated 200 ml of watery fluid. No identifiable pill components
or fragments were found in the stomach contents or upper
gastrointestinal tract. The intra-abdominal organs appeared
generally wet. The urinary bladder contained 250 ml of pale
yellow urine. The spleen, kidneys, and adrenal glands did not
show any significant, macroscopic changes. The omentum
and small bowel did not show any abnormalities. No other
macroscopic changes were noticed elsewhere in the body.

The brain weighed 1430 g and displayed edema with flat-
tening of the gyri and narrowing of the sulci throughout the
convexity as well as uncal and mild cerebellar tonsillar groov-
ing. The pituitary gland was normal. The cerebral arteries had
a normal anatomic course.

Histological examinations revealed acute generalized visceral
congestion as well as cerebral and pulmonary edema.

Microscopically, the heart revealed no evidence of contraction
band necrosis, subendocardial hemorrhage, or acute myocardial
ischemia.

Toxicology (systematic toxicological analysis based on the
use of chromatographic techniques and mass spectrometry)
revealed the presence of paliperidone, aripiprazole, and
venlafaxine within therapeutic blood ranges.

Due to the unavailability of postmortem femoral blood se-
rum samples, biochemical investigations were performed ex-
clusively in the vitreous humor, which was collected 33 h after
death. These revealed a sodium concentration of 117 mmol/L
and a chloride concentration of 95 mmol/L. Vitreous potassi-
um, urea, ketones, and glucose were all within serum refer-
ence ranges. Though lower values of vitreous sodium might
be partially explained by the elapsed postmortem interval, the
cause of death was given as hyponatremia resulting from acute
water intoxication on the basis of the results obtained from all
investigations and the absence of pathological findings at au-
topsy and toxicology.

Discussion

Sodium is the principal osmole, essential for maintaining extra-
cellular fluid volume as well as regulating blood pressure and
osmotic equilibrium. Average plasma sodium concentrations are
normally 140 mEq/L or 140 mmol/L. Extracellular fluid sodium
is maintained by the action of Na+/K+-ATPase. Unlike water that
freely crosses cell membranes to maintain isotonicity between
intracellular and extracellular fluid, sodium cannot freely cross
the cell membrane and requires energy-dependent pumps to be
transported. Tonicity, or effective osmolality, of a solution refers
to its cell shrinking or swelling properties obtained throughwater
loss or gain respectively, by cells therein suspended. The water
transfers are driven by differences in osmotic pressure between
intracellular and textracellular compartments. Hypertonic solu-
tions cause water exit from cells, hypotonic solutions causewater
entry into cells, and isotonic solutions do not cause any net water
movement whatsoever [2, 5].

Plasma sodium level is determined by the relationship of ex-
changeable total body sodium and potassium to total body water.
Changes in plasma sodium are typically inversely proportional to
total body water. Hyponatremia is defined as a plasma sodium
concentration less than 135 or 130 mEq/L (or mmol/L) and may
develop following primary sodium deficit, primary potassium
deficit, primary water excess, or a combination of these condi-
tions. In most cases, hyponatremia is the result of higher water
retention in relation to sodium and potassium with a possible
concurrent abnormality in sodium balance [4, 5].

On the basis of plasma osmolality, hyponatremia can be cat-
egorized as hypertonic (occurring with an excess of extracellular
solutes, other than sodium, that encounter difficulties entering
into cells and therefore cause intracellular water to shift into the
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extracellular compartment), isotonic (possibly produced follow-
ing the use of isotonic, non-conductive irrigant solutions, for
example during transurethral resection of the prostate, bladder
irrigation or laparoscopic, and hysteroscopy procedures in wom-
en), or hypotonic. Since sodium is the predominant extracellular
osmole, most cases of hyponatremia are hypotonic and can be
further classified based on volume status, such as hyponatremia
with contracted extracellular fluid volume (hypovolemic-hypo-
tonic hyponatremia), hyponatremia with expanded extracellular
fluid volume (hypervolemic-hypotonic hyponatremia), or
hyponatremia with normal extracellular fluid volume
(euvolemic-hypotonic hyponatremia) [2–5, 13].

Euvolemic-hypotonic hyponatremia is a syndrome feature
of inappropriate antidiuretic hormone secretion and increased
fluid intake observed in primary psychogenic polydipsia, beer
potomania, and amphetamine derivative use. It has also been
observed in athletes engaging in high-endurance sports (tri-
athlon, marathon, and iron man events) [5, 14–19].

Though hyponatremia is defined as plasma sodium levels
below 135 or 130 mmol/L, symptoms such as lethargy, rest-
lessness, and disorientation generally occur once plasma
levels drop to 115–120 mmol/L. Clinical manifestations of
hyponatremia are rarely observed unless individuals continue
to drink excessive amounts of water (or other fluids) after
urine dilution by the kidneys has been maximized and
antidiuretic hormone secretion fully suppressed. When com-
pensatory kidney capacity for exaggerated water or fluid in-
take is exceeded (or in situations of renal dysfunction or re-
duced renal water excretion), dilutional hypotonic
hyperhydration with hyponatremia results [2, 3, 20, 21].

Polydipsia and water intoxication are relatively frequent
among schizophrenic patients, particularly in institutional set-
ting. Treatments with lithium or diuretics, as well as the exis-
tence of endocrine disorders such as diabetes mellitus, may be
causes of polyuria, frequently observed among psychiatric
inpatients. In all these polyuric conditions, the primary abnor-
mal mechanism is polyuria with compensatory or
Bsecondary^ polydipsia. However, typical, primary, psycho-
genic polydipsia that induces secondary polyuria may be ob-
served in more than 20% of chronic, psychiatric inpatients. In
primary, psychogenic polydipsia, the origin of the water-
seeking behavior remains unknown. In almost all cases of
polydipsia with water intoxication, there is a combination of
polydipsia, impaired free water excretion, and increased
release/inappropriate secretion of antidiuretic hormone.
Polydipsia in schizophrenic patients is often related to acute
positive symptoms, adverse effects of certain neuroleptics (dry
mouth or effects resembling inappropriate antidiuretic hor-
mone secretion syndrome), and tobacco dependence (link be-
tween nicotine system and inappropriate antidiuretic hormone
secretion syndrome). In some polydipsic patients, the kidney
fails to excrete all excess fluid. Renal dysfunction is often
related to inappropriate antidiuretic hormone secretion

syndrome, for which several factors have been involved (psy-
chosis, stress, and the aforementioned adverse effects of cer-
tain neuroleptics and tobacco). Alternatively, psychiatric pa-
tients without polydipsia may develop a syndrome of inappro-
priate antidiuretic hormone secretion induced by drugs such as
certain neuroleptics, thiazide diuretics, or sulfonylureas.
Lastly, hyponatremia in psychiatric patients may further be
precipitated by other factors that may decrease free water ex-
cretion by the kidneys, such as hypothyroidism [20, 22–31].

Cases of fatal and non-fatal hyponatremia following fluid
overconsumption have been frequently described in both clin-
ical and medicolegal literature in recreational amphetamine
derivative users, subjects suffering from schizophrenia or an-
orexia nervosa, individuals receiving simultaneous adminis-
tration of several psychotropic drugs, athletes, and military
recruits (exercise associated hyponatremia) as well as in situ-
ations of forced water intake as a form of child abuse. Cases of
fatal hyponatremia in healthy individuals with normal renal
function have been exceptionally observed following exces-
sive water intake in subjects suffering from common gastro-
enteritis or simple urinary tract infections. Though cases of
non-fatal water intoxication due to perioperative and postop-
erative excessive fluid infusion, after urologic and gynecolog-
ic interventions, or excessive fluid intake over a very short
period of time for ultrasonography procedures have been oc-
casionally described in the clinical setting, we found only one
forensic case of death caused by iatrogenic water intoxication
during gastric lavage [32–75].

Several factors have been postulated to contribute to am-
phetamine derivative use-associated hyponatremia, including
excessive fluid intake in response to central polydipsia, poly-
dipsia as a result of perspiration during rigorous physical ac-
tivity (e.g., dancing), and perspiration reduction or inhibition.
Profuse sweating at a Brave party^ can lead to excessive water
intake. Up to two liters of perspiration can be lost per hour in a
hot environment, especially during intense physical activity
such as dancing. If amphetamine derivatives in some way also
inhibit perspiration, hyponatremia can occur. One of the main
complaints of ecstasy users is dry mouth.Mood-altering drugs
such as amphetamine derivatives may also stimulate thirst and
cause primary polydipsia irrespective of perspiration or ambi-
ent temperature. Moreover, partygoers are usually encouraged
to drink large volumes of fluids to avoid dehydration.
Inappropriate secretion of antidiuretic hormones following
amphetamine derivative use has been also suggested [32, 34,
41–44].

Until recently, the incidence of hyponatremia during endur-
ance exercise (exercise-associated hyponatremia) was un-
known and thought to be relatively uncommon. The results
obtained from studies performed in the last years have shown
that it is not uncommon for endurance athletes to develop
hyponatremia at the end of a race, usually in the absence of
clear central nervous system symptoms. There have been at
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least eight reported deaths from exercise-associated
hyponatremia up to 2007. Many of these reports related to a
series of fatalities in the military between 1989 and 1996. At
least four other deaths have been attributed to exercise-
associated hyponatremia in the USA. It is interesting that
two of these deaths occurred in doctors [59–67].

Despite the relative wide number of fatal cases of
hyponatremia caused by excessive water intake that have been
observed in the realm of both the clinical setting and forensic
pathology, there have been relatively few cases of fatal
hyponatremia described in literature that underwent exhaus-
tive postmortem biochemical investigations (Table 1) [12,
49–53]. This might be due to the fact that most cases of water
intoxication (irrespective of the cause) were admitted to hos-
pital before death was formally pronounced, with consequent
diagnoses of hyponatremia reached by antemortem laboratory
analyses and clinical findings.

On the other hand, numerous reports in forensic literature
have evaluated the usefulness of performing sodium determi-
nation in vitreous humor for both diagnostic purposes and
postmortem interval estimation [9, 11, 76–81].

This could raise the question of whether circumstantial ev-
idence and clinical investigations provide the greatest diag-
nostic contribution in situations of suspected fatal
hyponatremia compared to postmortem biochemical results.

The postmortem changes in vitreous sodium concentra-
tions have been investigated extensively in the past and in

recent years in the forensic setting. Though some authors con-
cluded that vitreous sodium levels seem to be relatively stable
during the early postmortem period and similar to levels found
in normal serum of living subjects, it still remains difficult to
affirm that a real consensus actually exist about the predict-
ability of postmortem changes pertaining to vitreous sodium
levels in the early postmortem period [9, 81].

Zilg et al. [9] recently demonstrated that postmortem vitre-
ous sodium (and chloride) levels slowly decreased with the
postmortem interval (approximately 2.2 mmol/l per day after
death), and that postmortem vitreous sodium levels correlated
well with antemortem serum sodium levels. According to
these authors, the reason for the postmortem decrease in vit-
reous sodium and chloride concentrations ismost probably the
diffusion of these electrolytes from the vitreous into the sur-
rounding retinal and choroidal cells, whereas, the potassium
diffusion in the opposite direction would be responsible for
the postmortem increase in vitreous potassium. Zilg et al. [9]
observed, indeed, that comparisons between decreases in vit-
reous sodium and increases in vitreous potassium lead to con-
stant sums of electrolyte concentrations at any postmortem
interval, with vitreous electrolyte concentration possibly oc-
curring at extreme postmortem intervals when very small
amounts of vitreous may be found. Based on their results, they
emphasized that vitreous sodium levels should always be
evaluated together with either the postmortem interval or the
vitreous potassium concentration.

Table 1 Summarizes the reported cases of fatal hyponatremia caused by excessive fluid intake that underwent postmortem biochemical investigations.
MEq/l or mmol/l have been reported according to the description of the authors of the quoted article

Performed analysis Patient characteristics Vitreous sodium (and chloride)
concentration

Serum sodium
(and chloride) concentration

Postmortem
intervalReported case

Farrell and Bower [12] 64-year-old man 92 mmol/l sodium 6 h

Compulsive water intake

Chen and Huang [47] 21-year-old female 112 mEq/l sodium (left ventricle serum) 43 h

Acute iatrogenic water
intoxication (gastric lavage)

74 mEq/l chloride (left ventricle serum)

Radojevic et al. [48] 38-year-old man 112 mmol/l sodium 12 h

Compulsive water intake

Schizophrenia

Nagasawa et al. [49] Man in his 20s 111 mEq/l sodium
left vitreous

83 mEq/l sodium 4 days

Compulsive water intake 113 mEq/l sodium
right vitreous

55 mEq/l chloride

Schizophrenia 83 mEq/l chloride
left vitreous
85 mEq/l chloride
right vitreous

Hayashi et al. [50] 69-year-old man 92 mEq/l sodium 2 days

Compulsive water intake 65 mEq/l chloride

Schizophrenia

DiMaio and DiMaio [51] 54-year-old female 115 mEq/l sodium Not indicated

Compulsive water intake 105 mEq/l chloride
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On the other hand, Coe and Apple [82] found significant
variation in vitreous sodium values obtained using a variety of
instruments and different procedures. According to these au-
thors, the variation in vitreous sodium values between the
different procedures might indeed pose real problems in
attempting to determine after death the presence of disorders
of sodium balance.

Moreover, according to Madea and Lachenmeier [81], be-
fore vitreous humor values can be confidently used as a mirror
of antemortem serum values, several conceptual problems
have to be solved, among others, the distribution of postmor-
tem vitreous values in comparison to serum values in vivo.

Though Chen and Huang [49], Nagasawa et al. [51], and
Hayashi et al. [52] reported sodium and chloride concentra-
tions in postmortem serum in three cases of water intoxication,
postmortem blood and postmortem serum samples are gener-
ally considered unsuitable for sodium determination and, thus,
for the postmortem diagnosis of antemortem sodium imbal-
ances [9, 12].

The analysis of the works on this topic found in the forensic
literature allows concluding that it is neither advisable nor
recommended to attribute the cause of death to disorders of
sodium equilibrium exclusively on the basis of vitreous sodi-
um values alone, without the support of complementary data
further corroborating this hypothesis. These must include
scene investigation elements, morphological findings, and
toxicological/biochemical results as well as medical and social
histories of the deceased when available. Having said that, the
postmortem diagnosis of hyponatremia in situations of water
intoxication can be made and partly based on the postmortem
biochemical profile of vitreous humor, especially if discrimi-
nating values have been calculated after thorough and exten-
sive investigations involving a great number of cases [9, 81].

Compliance with ethical standards

Fundings This study was not financially supported.

Conflict of interest The authors declare that they have no conflict of
interest.

References

1. Hoorn EJ, Zietse R (2013) Hyponatremia and mortality: moving
beyond associations. Am J Kidney Dis 62(1):139–149

2. Rondon-Berrios H, Agaba EI, Tzamaloukas AH (2014)
Hyponatremia: pathophysiology, classification, manifestations
and management. Int Urol Nephrol 46(11):2153–2165

3. Ball SG, Iqbal Z (2016) Diagnosis and treatment of hyponatraemia.
Best Pract Res Clin Endocrinol Metab 30(2):161–173

4. Buffington MA, Abreo K (2016) Hyponatremia: a review. J
Intensive Care Med 31(4):223–236

5. Reddy P, Mooradian AD (2009) Diagnosis and management of
hyponatraemia in hospitalised patients. Int J Clin Pract 63(10):
1494–1508

6. Waikar SS, Mount DB, Curhan GC (2009) Mortality after hospital-
ization with mild, moderate, and severe hyponatremia. Am J Med
122(9):857–865

7. Ingham AI, Byard RW (2009) The potential significance of elevat-
ed vitreous sodium levels at autopsy. J Forensic Legal Med 16(8):
437–440

8. Byramji A, Cains G, Gilbert JD, Byard RW (2008) Hyponatremia
at autopsy: an analysis of etiologic mechanisms and their possible
significance. Forensic Sci Med Pathol 4(3):149–152

9. Zilg B, Alkass K, Berg S, Druid H (2016) Interpretation of post-
mortem vitreous concentrations of sodium and chloride. Forensic
Sci Int 263:107–113

10. Palmiere C, Mangin P (2012) Postmortem chemistry update part I.
Int J of Legal Med 126(2):187–198

11. Coe JI (1993) Postmortem chemistry update. Emphasis on forensic
application. Am J Forensic Med Pathol 14(2):91–117

12. Farrell DJ, Bower L (2003) Fatal water intoxication. J Clin Pathol
56(10):803–804

13. Adrogué HJ, Madias NE (2012) The challenge of hyponatremia. J
Am Soc Nephrol 23(7):1140–1148

14. Lien Y-HH, Shapiro JI (2007) Hyponatremia: clinical diagnosis and
management. Am J Med 120(8):653–658

15. Sanchez LD, Corwell B, Berkoff D (2006) Medical problems of
marathon runners. Am J Emerg Med 24(5):608–615

16. Upadhyay A, Jaber BL, Madias NE (2006) Incidence and preva-
lence of hyponatremia. Am J Med 119(7 Suppl 1):S30–S35

17. Surgenor S, Uphold RE (1994) Acute hyponatremia in ultra-
endurance athletes. Am J Emerg Med 12(4):441–444

18. Davis DP, Videen JS, Marino A, Vilke GM, Dunford JV, Van Camp
SP, Maharam LG (2001) Exercise-associated hyponatremia in mar-
athon runners: a two-year experience. J Emerg Med 21(1):47–57

19. Rosner MH (2009) Exercise-associated hyponatremia. Semin
Nephrol 29(3):271–281

20. Gill M, McCauley M (2015) Psychogenic polydipsia: the result, or
cause of, deteriorating psychotic symptoms? A case report of the
consequences of water intoxication. Case Rep Psychiatry 2015:
846459

21. Lee LC, Noronha M (2016) When plenty is too much: water intox-
ication in a patient with simple urinary tract infection. BMJ Case
Rep. doi:10.1136/bcr-2016-216882

22. de Leon J, Dadvand M, Canuso C, Odom-White A, Stanilla J,
Simpson GM (1996) Polydipsia and water intoxication in a long-
term psychiatric hospital. Biol Psychiatry 40(1):28–34

23. Goldman MB (2009) The mechanism of life-threatening water im-
balance in schizophrenia and its relationship to the underlying psy-
chiatric illness. Brain Res Rev 61(2):210–220

24. Poirier S, Legris G, Tremblay P, Michea R, Viau-Guay L, Merette
C, Bouchard RH, Maziade M, Roy MA (2010) Schizophrenia pa-
tients with polydipsia and water intoxication are characterized by
greater severity of psychotic illness and a more frequent history of
alcohol abuse. Schizophr Research 118(1–3):285–291

25. Yang HJ, Cheng WJ (2017) Antipsychotic use is a risk factor for
hyponatremia in patients with schizophrenia: a 15-year follow-up
study. Psychopharmacology. doi:10.1007/s00213-017-4525-9

26. Mercier-Guidez E, Loas G (2000) Polydipsia andwater intoxication
in 353 psychiatric inpatients: an epidemiological and psychopatho-
logical study. Eur Psychiatry 15(5):306–311

27. Bralet MC, Ton T, Falissard B (2007) Schizophrenic patients with
polydipsia and water intoxication more often have a form of schizo-
phrenia first described by Kraepelin. Psychiatry Res 152(2–3):267–
271

28. Gebel F, Meng H, Michot F, Truniger B (1989) Psychogenic water
intoxication. Schweiz Med Wochenschr 119(6):169–177

Int J Legal Med

http://dx.doi.org/10.1136/bcr-2016-216882
http://dx.doi.org/10.1007/s00213-017-4525-9


29. Umansky L, Sella A (2000) Psychogenic polydipsia leading to
water intoxication. Harefuah 138(1):9–12 87

30. de Leon J, Tracy J, McCann E, McGrory A (2002) Polydipsia and
schizophrenia in a psychiatric hospital: a replication study.
Schizophr Res 57(2–3):293–301

31. Gonzalez I, Perez N, Penas LEM, A LL, Gonzalez I, de la Rubia A
(2008) High risk of polydipsia andwater intoxication in schizophre-
nia patients. Schizophr Res 99(1–3):377–378

32. Kalantar-Zadeh K, Nguyen MK, Chang R, Kurtz I (2006) Fatal
hyponatremia in a young woman after ecstasy ingestion. Nat Clin
Pract Nephrol 2(5):283–288

33. Traub SJ, Hoffman RS, Nelson LS (2002) The Becstasy^ hangover:
hyponatremia due to 3,4-methylenedioxymethamphetamine. J
Urbal Health 79(4):549–555

34. Milroy CM (1999) Ten years of ‘ecstasy’. J R SocMed 92(2):68–71
35. Balmelli C, Kupferschmidt H, Rentsch K, Schneemann M (2001)

Fatal brain edema after ingestion of ecstasy and benzylpiperazine.
Dtsch Med Wochenschr 126(28–29):809–811

36. Milroy CM, Clark JC, Forrest AR (1996) Pathology of deaths as-
sociated with Becstasy^ and Beve^misuse. J Clin Pathol 49(2):149–
153

37. Refstad S (2003) Paramethoxyamphetamine (PMA) poisoning; a
‘party drug’ with lethal effects. Acta Anaesthesiol Scand 47(10):
1298–1299

38. Brand HS, Dun SN, Nieuw Amerongen AV (2008) Ecstasy
(MDMA) and oral health. Br Dent J 204(2):77–81

39. Niemeijer ND, van Guldener C, van Wijngaarden P (2009)
Symptomatic hyponatremia after ecstasy use. Ned Tijdschr
Geneeskd 153(12):568–570

40. Braback L, Humble M (2001) Young woman dies of water intoxi-
cation after taking one tablet of ecstasy. Today’s drug panorama
calls for increased vigilance in health care. Lakartidningen 98(8):
817–819

41. Milroy CM (2011) BEcstasy^ associated deaths: what is a fatal
concentration ? Analysis of a case series. Forensic Sci Med Pathol
7(3):248–252

42. Hall AP (1997) Hyponatraemia, water intoxication and ‘ecstasy’.
Intensive Care Med 23(12):1289

43. Parr MJ, Low HM, Botterill P (1997) Hyponatraemia and death
after Becstasy^ ingestion. Med J Aust 166(3):136–137

44. O'Connor A, Cluroe A, Couch R, Galler L, Lawrence J, Synek B
(1999) Death from hyponatraemia induced cerebral oedema asso-
ciated with MDMA (Becstasy^) use. N Z Med 112(1091):255–256

45. Kushnir M, Schattner A, Ezri T, Konichezky S (1990)
Schizophrenia and fatal self-induced water intoxication with
appropriately-diluted urine. Am J Med Sci 300(6):385–387

46. Raskind M (1974) Psychosis, polydipsia, and water intoxication.
Report of a fatal case. Arch Gen Psychiatry 30(1):112–114

47. Rendell M, McGrane D, Cuesta M (1978) Fatal compulsive water
drinking. JAMA 240(23):2557–2559

48. Jacquin P, Ouvry O, Alvin P (1992) Fatal water intoxication in a
young patient with anorexia nervosa. J Adolesc Health 13(7):631–
633

49. Chen X, Huang G (1995) Autopsy case report of a rare acute iatro-
genic water intoxication with a review of the literature. Forensic Sci
Int 76(1):27–34

50. Radojevic N, Bjelogrlic B, Aleksic V, Rancic N, Samardzic M,
Petkovic S, Savic S (2012) Forensic aspects of water intoxication:
four case reports and review of relevant literature. Forensic Sci Int
220(1–3):1–5

51. Nagasawa S, Yajima D, Torimitsu S, Abe H, Iwase H (2014) Fatal
water intoxication during olanzapine treatment: a case report. Leg
Med (Tokyo) 16(2):89–91

52. Hayashi T, Ishida Y, Miyashita T, Kiyokawa H, Kimura A, Kondo
T (2005) Fatal water intoxication in a schizophrenic patient—an
autopsy case. J Clin Forensic Med 12(3):157–159

53. DiMaio VJ, DiMaio SJ (1980) Fatal water intoxication in a case of
psychogenic polydipsia. J Forensci Sci 25(2):332–335

54. Musham CK, Jarathi A, Pedraza G (2010) A rare case of fatal
hyponatremia due to a combination of psychotropic polypharmacy
and hypothyroidism. Prim Care Companion J Clin Psychiatry
12(4). doi:10.4088/PCC.09l00897gre

55. Vucicevic Z, Degoricija V, Alfirevic Z, Vukicevic-Badouin D
(2007) Fatal hyponatremia and other metabolic disturbances asso-
ciated with psychotropic drug polypharmacy. Int J Clin Pharmacol
Ther 45(5):289–292

56. Boetzkes S, Van Hoeck K, VerbruggheW, Ramet J,Wojciechowski
M, Jorens PG (2010) Two unusual pediatric cases of dilutional
hyponatremia. Pediatr Emerg Care 26(7):503–505

57. JooMA, Kim EY (2013) Hyponatremia caused by excessive intake
of water as a form of child abuse. Ann Pediatr Endocrinol Metab
18(2):95–98

58. Arieff AI, Kronlund BA (1999) Fatal child abuse by forced water
intoxication. Pediatrics 103(6 Pt 1):1292–1295

59. O'Brien KK, Montain SJ, Corr WP, Sawka MN, Knapik JJ, Craig
SC (2001) Hyponatremia associated with overhydration in U.S.
Army trainees. Mil Med 166(5):405–410

60. Gutmann FD, Gardner JW (2002) Fatal water intoxication of an
Army trainee during urine drug testing. Mil Med 167(5):435–437

61. Gardner JW (2002) Death by water intoxication. Mil Med 167(5):
432–434

62. Garigan TP, Ristedt DE (1999) Death from hyponatremia as a result
of acute water intoxication in an Army basic trainee. Mil Med
164(3):234–238

63. Hew TD, Chorley JN, Cianca JC, Divine JG (2003) The incidence,
risk factors, and clinical manifestations of hyponatremia in mara-
thon runners. Clin J Sport Med 13(1):41–47

64. Noakes TD (2003) Overconsumption of fluids by athletes. BMJ
327(7407):113–114

65. Ayus JC, Varon J, Arieff AI (2000) Hyponatremia, cerebral edema,
and noncardiogenic pulmonary edema in marathon runners. Ann
Intern Med 132(9):711–714

66. Noakes TD, Speedy DB (2006) Case proven: exercise associated
hyponatraemia is due to overdrinking. So why did it take 20 years
before the original evidence was accepted? Br J Sports Med 40(7):
567–572

67. Rosner MH, Kirven J (2007) Exercise-associated hyponatremia.
Clin J Am Soc Nephrol 2(1):151–161

68. Sjøblom E, Højer J, Ludwigs U, Pirskanen R (1997) Fatal
hyponatraemic brain oedema due to common gastroenteritis with
accidental water intoxication. Intensive Care Med 23(3):348–350

69. Camkurt MA, Coskun F, Aksu NM, Akpinar E, Ay D (2010)
Iatrogenic water intoxication after pelvic ultrasonography imaging.
Am J Emerg Med 28(3):385.e381–385.e383

70. Olson ND (1974) Water intoxication and psychosis. Ann Intern
Med 80(2):279–282

71. Hariprasad MK, Eisinger RP, Nadler IM, Padmanabhan CS, Nidus
BD (1980) Hyponatremia in psychogenic polydipsia. Arch Intern
Med 140(12):1639–1642

72. Blotcky MJ, Grossman I, Looney JG (1980) Psychogenic water
intoxication: a fatality. Tex Med 76(1):58–59

73. Vogel H, Myhr SO, Uhlendorf B, Jager K, Muller HA, Gottesleben
A (1984) Brain death and pulmonary edema caused by oral water
intoxication in a paranoid-hallucinatory psychosis. Dtsch Med
Wochenschr 109(21):845–847

74. Vieweg WV, David JJ, Rowe WT, Wampler GJ, Burns WJ,
Spradlin WW (1985) Death from self-induced water intoxication
among patients with schizophrenic disorders. J Nerv Ment Dis
173(3):161–165

75. Peh LH, Devan GS, Low BL (1990) A fatal case of water intoxica-
tion in a schizophrenic patient. Br J Psychiatry 156:891–894

Int J Legal Med

http://dx.doi.org/10.4088/PCC.09l00897gre


76. Swift PGF, Worthy E, Emery JL (1974) Biochemical state of the vit-
reous humour of infants at necropsy. Arch Dis Child 49(9):680–685

77. Naumann HN (1959) Postmortem chemistry of the vitreous body in
man. Arch Ophtalmol 62:356–363

78. Thierauf A,Musshoff F, Madea B (2009) Post-mortem biochemical
investigations of vitreous humor. Forensic Sci Int 192(1–3):78–82

79. Chandrakanth HV, Kanchan T, Balaraj BM, Virupaksha HS,
Chandrashekar TN (2013) Postmortem vitreous chemistry—an
evaluation of sodium, potassium and chloride levels in estimation

of time since death (during the first 36 h after death). J Forensic
Legal Med 20(4):211–216

80. Devgun MS, Dunbar JA (1986) Biochemical investigation of
vitreus: applications in forensic medicine, especially in relation to
alcohol. Forensic Sci Int 31(1):27–34

81. Madea B, Lachenmeier DW (2005) Postmortem diagnosis of hy-
pertonic dehydration. Forensic Sci Int 155(1):1–6

82. Coe JI, Apple FS (1985) Variations in vitreous humor chemical
values as a result of instrumentation. J Forensic Sci 30(3):828–835

Int J Legal Med


	Postmortem diagnosis of hyponatremia: case report and literature review
	Abstract
	Introduction
	Case history
	Discussion
	References


