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Abstract. This brief review examines the quantitative aspects concerning the inadequate
dietary intake of magnesium in the modern-day world. The importance of magnesium is
discussed in relation to myocardial seizures and urolithiasis, along with intake of magnesium
from drinking water and other forms of oral magnesium supplementation.

The importance of magnesium in the
modern-day world has been the subject of
previous reviews by the present author [52—
55]. The following paragraphs present a brief
summarization of some aspects that seem to
require particular emphasis or elaboration,
especially with regard to recent develop-
ments in the magnesium field.

Magnesium Status

Mankind’s ever-increasing reliance on re-
fined food staples has meant a gradually de-
Creasing intake of magnesium in the modern-
day world [54]. Thus, instead of the
410 mg/day intake estimated for the year
1910, the current intake of magnesium now

porary situation is illustrated in table I,
which presents a compendium of recent sur-
veys conducted in Britain, Canada, France,
West Germany, and the USA. Note that,
when expressed in relation to the ‘Recom-
mended Dietary Allowance’ (RDA) proposed
by the US National Academy of Sciences
[59], the contemporary magnesium intake
ranges all the way from minimal adequacy to
as low as 50% suboptimal.

Aside from the data shown in table I, it
has recently been reported that magnesium
intake among young women in the Seattle
region averages ‘less than 2/3 of the RDA’
[67]. Also, an identical trend prevails among

%both men and women in central Kentucky,
| where ‘the wide distribution of low magne-
{ sium intakes ... should be recognized by nu-

averages less than 300 mg/day. This contem- i tritionists’ [48]. It is therefore not surprising



Table I Surveys of dietary magnesium intake in the modern-day world

Reference Locality Subjects Age Magnesium, mg/day ;2‘3}“
years
intake RDA  shortfall RDA
Leverton central 30 women 19-24 av. =279 300 21 93.0
et al,, 1961 [50] USA low =174 300 126 54.0
Schroeder USA
et al., 1969 institutions men - av. = 220 350 130 62.7
[70} hospitals men - av. = 198 350 152 56.6
Brown et al., Boston 955 men 20->60 av. = 262 350 88 74.9
1970 [10]
Holtmeier and FRG 1,852 adults - av. = 235 325 90 72.3
Kuhn, 1972 [40]
Hamilton and UK adults - av. = 250 325 75 76.9
Minski, 1972/3
(32]
Greger, 1977 Indiana 34 women >70 av. = 283 300 17 94.3
[29] institutions low = 162 300 138 54.0
31 men >70  av.=251 350 99 71.7
low = 190 350 160 54.3
Fodor et al., Newfoundland 105 women - av. = 143 300 157 47.7
1978 {27] 83 men - av.= 189 350 161 53.4
Srivastava Montreal 15 women  students av. = 224 300 76 74.7
etal., 1978 [75] 15 men students av. = 247 350 103 70.6
Seelig, 1978 USA pregnant ~ av. = 204 450 246 45.3
[73] women
Ashe et al., USA pregnant 19-29  av.=270 450 180 60.0
1979 [6] women
Greger et al., Indiana 11 girls 12-14  av. =270 300 30 90.0
1979a {30]
Greger et al,, Ind. 1976 80 girls 12-14  av.=238 300 62 79.3
1979b [31] Ind. 1977 76 girls 12-14  av. =231 300 69 71.0
25 girls 12-14  av.= <200 300 >100 < 66.0
:/;9 gn;z’sLove, Bclfast_ 90 women > 64 av. = 169 300 131 56.3
78] institutions 36 men > 64 av. = 198 350 152 56.6
1119148175? :i}al., Tennessee 60 girls 9-11 white = 200-300 300 upto 100 66-100 .
black = lower 300 lower
Durlach et al. France adults -~ 260-325
’ 3
1980 [23] (5 surveys) 5 uplo6s  80-100




Magnesium Status

that recent allusion has been made to ‘mag-
nesium malnutrition’ in the modem-day
world [21, 57].

It could be argued that the currently re-
ported dietary magnesium inadequacy is illu-
sory because the RDA [59] was set too high.
However, as discussed in a previous review
[53], even though metabolic balance studies
have indicated that humans can maintain a
positive magnesium balance at intakes repre-

senting only 60% of the currently proposed
RDA, such low magnesium intakes probably |
represent a mere ‘subsistence’ level. It must -
not be forgotten that metabolic balance stud- :
ies are conducted under conditions of relative
serenity which do not represent the stresses

or excesses of contemporary life. The impor-

tance of the stress factor has been revealed in |
studies with various animal species. Thus, in -

studies with pigs, magnesium supplementa-
tion increased cardiac function and survival
during hemorrhagic stress [20] and also in-
creased survival during ‘transportation
stress’ {62]. Also, after a long-term study with
cold-stressed rats, it was concluded that: ‘Al-
lhough chronic suboptimal intake of magne-
Slum may not result in overt signs of magne-
Slum deficiency, it severely reduces stress re-
Sistance’ [38].

A previous calculation [see pp. 80-82 in
ref. 54] had indicated that 170 mg/day of
Supplementary magnesium would probably
alleviate magnesium insufficiency in a mod-
em-day population. This is corroborated in
the ‘shortfall’ column of table I, where it can
be seen that a 170 mg/day magnesium sup-
Plement would indeed rectify any inadequacy
In dietary intake (with the sole exception of
Pregnancy cases, for whom the RDA is con-
Siderably higher than normal). Also, Durlach
[22] has reported that, for patients with a
Suboptimal magnesium status, an oral mag-

nesium supplement of at least 150 mg/day
(as Mg) is required to alleviate the symptoms
of intracellular magnesium deficiency.

Here, it must be emphasized that the sub-
optimal intakes listed in table I do not neces-
sarily lead to acute magnesium deficiency
(involving hypomagnesemia and obvious
clinical symptoms), but rather, represent a
more subtle form of what might be termed

* ‘long-term marginal magnesium insufficien-

cy’ [53, 54] with the attendant risk of in-
creased vulnerability to several disease pro-
cesses [8, 12, 22, 26, 45, 47]. It is also impor-
tant to remember that body stores of magne-
sium can be depleted by chronic digitalis
usage or long-term diuretic therapy, as men-
tioned in recent reports (8, 26, 66]. More-
over, it has long been known that habitual
alcohol intake can lead to magnesium deple-
tion [26]. Therefore, when these various fac-
tors are superimposed on the pattern of sub-
optimal magnesium intake listed in table I,
they reinforce the concern that was expressed
by Seelig [71] as long ago as 1964.

Some Metabolic Considerations

One of the ongoing problems concerning a
suboptimal magnesium status is that it can
easily elude diagnosis. The fact that depletion
of intracellular magnesium can occur without
detectable change in serum magnesium con-
centration has been previously reviewed [53,
54] and has received emphasis in recent re-
ports (8, 47]. Also, Caddell [12] has com-
mented on the shortcomings of the magne-
sium loading test, which ‘serves as a guide to\;
the adequacy of the magnesium stores in ai
patient, but does not quantitate the deficien-
cy’. Recently, it has been suggested [47] that
electrocardiographic monitoring might pro-
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vide an accurate index of intracellular cardiac
magnesium status.
The emphasis on intracellular myocardial

| magnesium is understandable when it is real-

ized that the heart can become selectively
depleted of magnesium, whereas the magne-
sium content of other muscles remains un-
changed [2, 4, 7, 37, 72]. In consequence, it
has been suggested that myocardial magne-
sium loss is a factor that could predispose
such hearts to fatal arrhythmias, calcifica-
tion, necrosis, and infarction [5, 11, 37, 39,
49, 72, 76].

Table II illustrates the extent of myocar-
dial magnesium depletion in humans who
have succumbed to a fatal cardiac seizure.
Note that there is a 42-50% loss of myocar-
dial magnesium in necrosed tissue, but only a
19-27% loss in ‘non necrosed’ tissue of the |
same hearts. It can be seen that the latter
range is close to the 12-22% magnesium loss |
found in non necrosed myocardial tissue of |

cardiac-ischemia fatalities and sudden death
cardiac cases.

Elwood and Beasley [25] have recently
discussed the pitfalls of using postmortem
tissue to interpret an in vivo status, and one
of the factors they emphasize is that variable
myocardial magnesium loss can occur in ‘lin-
gering’ or chronic heart disease fatalities, 1.4
the apparent magnesium loss can range from
17% [24] all the way down to 2% [7]. It s
therefore likely that the data listed in table Il
represents ‘uncomplicated’ heart seizures of
the ‘sudden death’ type. In the longer term
cardiac fatalities, it is possible that the
‘chronic stress’ nature of the trauma has in-
duced a depletion of myocardial ATP [see
Discussion in ref. 36]. Because myocardial

' ATP (in the form of a Mg:ATP complex) is

vital for cardiac energetics, it can be sug-
gested that future studies of the myocardial

. magnesium status should include concomi-

tant analysis of the myocardial ATP status.

Table I1. Myocardial magnesium loss in humans with fatal heart seizures

Type of situation

: % depletion of Country Reported by
studied myocardial Mg
(vs. controls)
Infarcted hearts o
Necrosed tissue 42 Canada Heggtveit et al., 1969 [37]
. 50 France Speich et al., 1979 [74]
Non necrosed tissue 19 Canada Heggtveit et al., 1969 [37]
20-27 France Speich et al., 1979 [74]
Cardiac-ischemia
fatalities 22 Canada Anderson et al., 1975 [4]
g 12 USA Johnson et al., 1979 [43]
Sudden death
cardi i
ardiac cases 16 England Chipperfield and Chipperfield, 1973 [13)
12 England Behr and Burton, 1973 [7]
12 England
and Wales Elwood et al., 1980 [24)
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Heart

Magnesium content, proportional to controls

Fig.1. Magnesium flux s
5 - . O - : /

during myocardial infarction 0 i Iz ; .la ' I5 : ';i ; 24
(plotted from the data in Time, h (postcardiac) '

ref. 2).

Here, it is relevant to note that an adequate
(or supernormal) dietary magnesium intake
prevents the fall of soft tissue ATP that
E)J}lerwise occurs in phosphate-deficient rats

The interpretation of what myocardial
magnesium loss actually means, especially in
non necrosed tissue, poses a dilemma, i.e., 1S
magl}esium loss merely a consequence of in-
farction, or can prior magnesium depletion
predispose the heart to a subsequent infarctus
process? Lehr [49] has recently presented a
cOfr'lprehensive treatise on the various mag-
- nesium-related mechanisms involved iIn
myocardial necrosis; among the points dis-
Cussed are: (1) in cardiac trauma, loss of myo-
Ca'lrdial magnesium is the earliest electrolyte
disturbance to occur; (2) loss of myocardial
Magnesium can occur in normal-appearing
Ce_lls, and does not necessarily require ob-
Vious morphological lesions that can be seen
under the light microscope; (3) myocardial
Mmagnesium loss represents an early prene-

Crotic stage of aberrant intracellular pro-<

Cesses.

Thus, the initial loss of myocardial mag-
nesium is a pre-necrotic phenomenon, al-
though magnesium leakage is a continuing
process that can extend into the necrotic
stage of cardiac infarction; this is fully com-
patible with the data presented in table II.

A visual representation of the magnesium
flux during cardiac infarction is shown in fig-
ure 1. Note the precipitous drop in myocar-
dial magnesium which becomes obvious
within minutes. Also, note that the efflux of
myocardial magnesium is reflected by a tran-
sient increase in serum magnesium which
peaks at about 1h postinfarct, but which
then subsides until the serum magnesium
level is about 10% subnormal after 24 h.

The experimentally derived pattern
shown in figure 1 helps to explain a seeming
anomaly concerning the magnesium status of
postinfarct patients. As discussed in a pre-
vious review [54], the serum magnesium in
cardiac patients is about 10% lower than nor-
mal on hospital admission and also on the
first postinfarct day; this phenomenon has
also been reported in recent publications [28,
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51, 66]. Because of the well-established efflux
of myocardial magnesium during infarction,
researchers had expected to find an elevated
serum magnesium level in postinfarct pa-
tients; however, the low serum levels led to
the question ‘Where does the magnesium
go? [54]. The cause of the postpeak abate-
ment in serum magnesium level is attributed
to renal excretion during the hours imme-
diately following infarction [2, 54, 63], and
this explains why serum magnesium concen-
trations are about 10% low on hospital ad-
mission and remain low during the first post-
infarct day. As indicated in figure 1, the tran-
sient serum magnesium peak evolves very
rapidly during the infarction process. The ra-
pidity of this pattern had been anticipated by
Lehr {49): ‘It is conceivable that ... initial
hypermagnesemia is not routinely detected
because patients do not usually come to the
attention of clinical investigators during the
very early phase of infarctation.’

In a discussion of cardiac arrhythmias,
Bigg and Chia (8] have sounded a more som-
ber note: ‘The magnesium-depleted (pa-
tients) may be less likely to reach hospital.’

It must be added that the lower than nor-
mal serum magnesium levels (i.e., seen on
admission and on the first postinfarct day)
tend to return to normal during subsequent
days [54]. The rapidity with which normal
magnesium levels are restored is thought to
be a function of the magnesium intake pro-
vided by the patients’ food-beverage chain
[66, 77).

One final comment can be made about the
reciprocal trends shown in figure 1. From the
original data {2], it can be calculated that the
maximum myocardial magnesium loss was
19.6 mg/100 g tissue (note: the entire heart
was analyzed); in serum, the maximum mag-
nesium increase was .2 mg/100 g. Thus, the

“heart loss/serum gain’ ratio is 16.3, whichi
very close to the 17.3 ratio reported for tht
heart/serum concentration gradient of mag
nesium [36, 64]. Therefore, the early max:
mal peak in serum magnesium appears to b
an accurate reflection of myocardial magne
sium efflux at the time of infarctation; how
ever, if sampled at subsequent postinfar
intervals, serum magnesium is less likely t
mirror the myocardial magnesium efflux.
In view of the several aforementioned
considerations, it is not surprising that sev-
eral reviewers have recommended tha
greater attention should be devoted to the
need for an adequate dietary magnesium sta-
tus, as a means of lessening the likelihood of
cardiac arrhythmias and/or infarction [3, 5,
8,15, 43, 45,47, 49]. In particular, it appears
likely that an adequate dietary magnesium
status could serve as a safeguard agains!

stress-induced efflux of myocardial magne-
stum,

Drinking Water

Although this aspect has been previousl
reviewed [52-55], a few factors seem to war
rant additional emphasis [see ref. 33, 56]
Many studies of the so-called ‘water factor
have only considered the softness-hardness
distinction between drinking waters and havt
therefore assessed the epidemiological conse
quences solely on a ‘total hardness’ basis.
This can only be done if there is a consisten!
Ca vs. Mg proportionality in the various w&
ters being intercompared; however, the dats
in table III illustrates that waters of very sin-:
ilar total hardness can differ enormously i

their respective calcium and magnesium con
tents. !
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In the extreme right-hand column of table
III, note that magnesium can account for as
little as 10% — and as much as 89% — of the
total hardness designation (note: this, of
course, means that a reciprocal pattern ap-
plies for waterborne calcium). Also, note that
the data in table III is compartmentalized
into 4 distinct total hardness ranges, but that
the variation in magnesium proportionality
applies throughout. Therefore, to quote from
a 1979 US National Academy of Sciences
report [60]: ‘Additional attention should be
directed toward the relation between the con-
centration of individual chemical constitu-
ents in water... rather than considering
“lumped” parameters such as Hardness.’

The probable importance of waterborne
magnesium was demonstrated by Anderson
et al. [4], who showed that the hearts of ‘con-
trol’ fatalities (i.e., noncardiac deaths) in soft
water regions contained about 6% less mag-
nesium than similar controls from hard water
localities; furthermore, the same 6% debit in
myocardial magnesium content was seen in
nonnecrosed heart tissue of cardiac fatalities
from the same comparison of soft vs. hard

water districts. It must be emphasized that:

the 6% debit in myocardial magnesium of
soft water residents is a significant propor-
tion of the 12-27% range found in non ne-
crosed tissue of cardiac fatalities (as pre-
viously shown in table II).

Table I11. Illustration of how total hardness of drinking water can be an unreliable index of waterborne

magnesium content (adapted from Marier et al. [54])

Reference Region Total Ca Mg Mg intake % of total
hardness mg/1 meg/l via hardness

2 liters attributable
water to Mg
mg/day

Schroeder, USA 118 311 9.75 19.5 34

1960 [68] (163 cities)

Schroeder, USA 125 22.5 16.5 33.0 55

1966 [69] (25 cities)

Crawford et al., UK 295 102.0 9.25 18.5 13

1968 [17) (6 localities)

Hankin et al., California 312 58.8 40.0 80.0 53

1970 [34) (18 localities)

Anderson et al., Ontario 421 119.4 29.4 58.8 29

1975 (4] (3 cities)

Dawson et al,, Texas 470 21.0 100.0 200.0 89

1978 (18] (1 locality)

DeFulvio and Ojori, France 661 238.0 16.0 32.0 10

1975 [19) (1 city)

DeFulvio and Olori,  Ttaly 676 133.9 79.1 158.2 49

1975 [19) (1 city)
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In the study by Anderson et al. [4], the
waterborne magnesium concentration aver-
aged 29.4 mg/1 in the hard water regions, and
2.8 mg/!l in the soft water localities. The dif-
ference is therefore 26.6 mg/l. Assuming a
daily ingestion of 2 liters of drinking water in
all forms (e.g., coffee, tea, soups, reconsti-
tuted beverages, etc.), residents in these hard
water regions would thereby receive about
53 mg/day of additional magnesium, in
comparison with soft water residents. The
possibility that this amount of supplemen-
tary magnesium can make a 6% difference in
the magnesium status of the heart is some-
thing that warrants serious consideration
[see also ref. 60]. However, it must be stipu-
lated that, although these results illustrate
that waterborne magnesium can indeed have
a demonstrable effect on the myocardial
magnesium status, this can only be demon-
strated when the hard water magnesium con-
centration is sufficient to provide a signifi-
cant proportion of the daily magnesium re-
quirement.

In the case of the study by Anderson et al.
[4], it can be calculated that waterborne mag-
nesium provided about 18% of the daily
magnesium requirement in hard water re-
gions, but only about one-tenth as much in
soft water localities. Hankin et al. [34] have
reported that California hard waters provide
from 9 to 27% of the daily magnesium re-
quirement. In contrast, British hard waters
are preponderantly calcic and can contain no
more than 5 mg/l of magnesium, whereas the
soft waters contain about 2 mg/l of magne-
sium [14]; therefore, intake of magnesium
from these British waters would account for
only 3 and 1%, respectively, of the daily
magnesium requirement. It is therefore not
surprising that British researchers have en-
countered difficulties in their efforts to con-

1
‘ﬁrm an association between myocardial sta-
tus and waterborne magnesium [15].
In table I, it was shown that the shortfall
in contemporary magnesium intake can .
range from 17 to 161 mg/day (not including :
pregnancy cases). In table III, the second col- !
umn from the right shows that some very |
hard waters would provide barely enough
magnesium to rectify only the lowest end of
the shortfall range; similarly, very few hard |
waters can provide sufficient magnesium to
compensate for the highest end of the short-
fall range. Overall, this illustrates the fact that !
the suitability of a particular hard water can
only be assessed if there is knowledge con-
cerning the dietary magnesium among the
region’s inhabitants. As stated by Neri and i
Hewitt [61]: ‘Eventually, the water story will |
have 10 be understood in the context of a
more general food and drink story.’ F

b

Supplementation

As emphasized by Durlach [22), it is diffi- |
cult to supplement the magnesium intake by
recourse to currently available dietary staples
because very few modern-day food items!
contain high levels of magnesium [see also !
ref. 54, 55]. Furthermore, high magnesium'g
substances such as nuts and chocolate do not I
lend themselves to incorporation into a long- ‘
term dletary regimen. It has been reporteds
that vegetarian diets provide more magne- '
sium than refined food regimens[1], and that
the magnesium content of typical vegetanan
diets is ‘adequate’ [46], although no quarmta—

tive data was included with these com- .,

ments. i

In view of the suboptimal dietary magne-
sium intake in the modern-day world (table '
I), and considering the fact that the magne:
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sium content of drinking water may not al-
ways be sufficient to compensate for the mag-
nesium shortfall (table I1I), it is not surprising
that alternate means of magnesium supple-
mentation have been sought. Thus, the addi-
tion of magnesium to bread is being consid-
ered in the USA [65]. Magnesium supple-
mentation has already begun in Finland,
wl.lere a specially formulated table salt con-
tams 65% sodium, 25% potassium, and 10%
magnesium [44). This ‘new salt> has the dou-
blfa purpose of increasing magnesium intake
with a concomitant reduction in sodium in-
take. Ingestion of 10 g of this salt per day
would provide 100 mg of supplementary
magnesium.
longgzle magHCSil‘lm supplementation has
& been used to increase the urinary Mg/Ca
Z?:r?e-j%nd .thereby prevent urolithiasis in
rming patients [cf. 54]. For this pur-
?e(::d r;agnesium oxidg has been the pre-
. f(:lrlm of magnesium supplement, and
- 'rejsults have been obtained at dos-
Siumfdawdmg from 120 to 250 mg magne-
o Wi&;. It has l?een reported that, in con-
s carb magnesium oxu‘ie, neither magne-
ive o lI)enate or m’agneswl.n citrate is effec-
58] Parag prevention of kidney stones fcf.
have shon xically, recent studies with horses
bonae anc? [35] lhz}t both magnesium car-
2bsorbeg magnesl}lm sulfate are as well
Mrevious] a; magnesium oxide (which had
suCCCSSfu]y een u§ed as a supplement for the
e lesjOm‘p-reventlon (?f myocardial and aor-
The SUCcessi"El nll.ag_nesxum-deﬁcient horses).
droide s V:teémca] use of magnesium hy-
Viewed 42y § en' has rgcently been re-
inhibiteg b, ormation of kidney stones was
Vided 40, Y an oral §upplement that pro-
is aboy twlzg.magnesmm/day. This dosage
Vious g times gr.eater than used in pre-
Ceessful urolithiasis therapy, but is

very close to the 450-500 mg/day oral sup-
plement recommended for magnesium-de-
pleted patients [26]. In the latter case, the oral
magnesium supplement can be given as mag-
nesium hydroxide or magnesium acetate.

Durlach [22] has stated that any form of
readily absorbable magnesium salt can be
used for oral supplementation; aside from the
chloride and other forms of inorganic salt,
these include organo-forms such as acetate,
ascorbate, lactate, etc. In assessing the effec-
tiveness of various orally administered mag-
nesium salts, Classen et al. [16] have made a
distinction between deficiency and nondefi-
ciency status. Thus, in magnesium deficien-
cy, the chloride, aspartate, aspartate hydro-
chloride, and sulfate salts of magnesium were
all effective for the prevention of experimen-
tally induced adrenergic cardiopathy. How-
ever, in the absence of magnesium deficien-
cy, only the chloride-containing magnesium
salts were maximally effective, with aspartate
hydrochloride being less toxic than the chlo-
ride form at high dosages. Lehr [49] has
recently discussed what he terms ‘the benefi-
cial magnesium-sparing and sodium-deplet-
ing effect of the chloride ion’ in the pre-
vention of myocardial necrosis.

It would therefore seem that, for oral sup-
plementation, a chloride-containing magne-
sium salt may provide maximum cardiopro-
tection; in comparison, either the oxide or
hydroxide forms appear adequate for the pre-
vention of urolithiasis. It is possible that the
cardiac-related importance of the chloride
factor is due to the fact that cardioprotec-
tion involves an intraceltular phenomenon, -
whereas prevention of uroliths is mediated
by increasing the Mg/Ca ratio in urine. Here,
it is interesting to note that Lehr [49] has
recently reviewed the role of magnesium as a
‘calcium antagonist’; this role of magnesium
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would be meaningful, not only at the cardiac
site, but also with regard to nephrocalcinosis
[54]. Both Lehr [49] and Altura [3] have
emphasized the Mg:Ca competition at mem-
branal sites, and how an adequate magne-
sium status prevents excessive influx of cal-
cium; therefore, in this mechanism, magne-
sium adequacy is essential to maintain the
functional integrity of cells and tissues.

One final comment can be made regarding
oral magnesium supplementation, and this
involves what can be termed ‘the bulk fac-
tor’. Table IV illustrates that magnesium ox-
ide is the most ‘compact’ form of oral supple-
mentation, because it contains 60% as mag-
nesium. In comparison, oral intake of other
magnesium salts requires the ingestion of
larger amounts to provide the same magne-
sium dosage.

In chinical practice, intravenous infusion
of magnesium (as the sulfate) has long been
used to stabilize cardiac arrhythmias and to
treat various snydromes associated with

Table IV. Some physical characteristics of various

magnesium salts that might be used for supplementa-
tion

Magnesium salt % Mg Approx. mg
salt needed
to supply
100 mg
magnesium

MeO 60.3 165

Mg(OH), 41.5 240

MgCl, 255 390

MgCO;-CaCOj (dolomite)  13.2 760

Mgfacetate); - 4H,0 11.3 900

MgSO,4+7H,0 9.9 1,000

Mg aspartate- HCI- 3H,0 9.9 1,000

Mg(lactate);- 3H,0 9.5 1,050

Mg(aspartate),- 3H,0 8.4 1,200

magnesium depletion [cf. 26, 54]. Recently,
there is evidence that prompt postinfarct re-
course to magnesium infusion can reduce in-
farct size [58], and this provides substantia-’
tion for a statement made by Lekr [49]: ‘In
the early phases of myocardial infarction ...
the judicious administration of magnesium
... may be the decisive factor in the survival
of critically injured myocardial cells.” How-
ever, the various aspects summarized in the:_
present review suggest the possible need for‘l
an earlier ‘preventive’ use of magnesium, in
the form of daily oral supplementation. i

Résumé

Cette bréve revue examine les aspects quantitatif
de I'apport alimentaire insuffisant en magnésium dan’
le monde moderne. L’importance du magnésium e
discutée en relation avec les attaques myocardiques ﬂ»‘
la formation de calculs urinaires, I’apport de magné‘\'
sium par I’eau de boisson et les autres formes de sup
plémentation en magnésium du régime. ‘
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