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From the data thus obtaiued hi
calculates that a man weighiný
seventy kilo, resting in bed, can re.
ceive and'utilize sîxty-three grams o]
glucose an hour without glycosuia
This represents an energy intake ol
252 calories an hour or 6,048 calorieE
a day. When the inýjection rate is in-
creased and hyperglyeemia main-
tained there are evidences that when
present in exeess in the blood, sugar
may exert toxic effeets. At least in
those with restricted tolérance a con-
tinued forcing of the sugar handling
machinery is found to, resuit in its
breakdown, with further lowering of
,tolérance. -Whether a persistent foré.
ingof the glycogenie powers niay lead
to a hreakdown in a healtliy person is
not known. It is stated that the in-.
ecase ini the use of sweets which has
followed the passage of the Volstead
aet is aeomnplishedl by an increased
nuinher of casesý of diahetes. If this is
true, it may be due to, the tendency of
those with lowered tolerance to be-
corne actual diabeties under sucli con-
ditions.

Expérimental glycosuria is of in-
terest because of the light it throws on
dialbetes. We may produce glycosuria
in the following way:

1. Alimentary, glycosiuria. - This
form of glycosuria is produced by
exceeding the assimilation lixnit as de-
scribed above. Its interest to clinicians
lies onlyv ini the testing of tolerance,
and in the possibility that its frequent
appearance may lead to fatigue and
the establishment of tolerance at stili
lower levels.

2. Phloridzi& glycoonria.-This fol-
lows the administration of phloridzin.
At least primarily, its action is Iimîtedl
te> the kidney which is stimulated to
exerete the Iblood sugar. This resuits
ini a lowering of the blood sug-ar, a
hypolycemia. The liver glycogen
supply is then drawn on, and by re-
peated doses of pbloridzin the animal

can be niade to excreté both the carbo-
rhydrate of the food and that which is

stored in the form of glycogen. The
sugar from protei4 sources is also in-

*volved and a coinpletely diabetic
dextrose nitrogen ratio obtains. Aci.

idosis secondarlly resuits and further
complicates the picture. Although
this type of glycosuria has been of
mucli expérimental value it is doubt.>fui if it has any relation to diabetes
except to the rather uncertain type of
renal diabetes.

3. Glycogenotytic glyoosxria.-Gly-
cosiiria mnay result from such pro.
cedures asq cause a sudden niobiliza-
tion of liver glycogen. Claude Ber.
nard's diabetie pu.ncture of the floor
of the fourth veutricle, the injection
of epinephrine, asphyxia, aneisthesia,
friglit, 4nd.acidosis ail produce gly-
cosuria by causing the liver to sud-
denly discharge its glycogen as
dextrose. Many consider that there
is a definite center in the 'nedulla
which coutrols the process of gly-
cogenolysis. It has been pointed out
that as normally operative it consti-
tutesor governs an adaptive mechan-
xsm through, which in time of stress
or sudden demand-for energy, the
liver niobilizes its reserves for the use
of the tissues. The above procédures
result in glycosuria if the lîver con-
tains glycogen but are ineffective in
its.absence. The glycosuria whieh fol.
lows such procedares is transient. Tt
apparentlyv finds its parallel in sucb
cases of diabetes as are associated
with some involvemnent of the nervous
system.

4. Pancrealio glycosura-The re.
nioval of the whole or the major part
of tlue pancreas causes a conidition
which most closely parallels dliabee
mellitus. We do not seem to be much
nearer a solion of the qutestion of
h.ow the pancreas fuinctions in this
respect than we were when Minkowski
diseovered the relation. It is général-


