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/- . Insulin effect H 4361

I. |
RN ALRR3EX & B.URLIK: ' =B
. " Iffector ection of endogenous insulin upon the activity of the alkaline

ntosphutese of the Bloode, Lijed,viesn.,Zogredb, 1954, 76: 609«610(Transl,from
Sarbo-Croatizn by Clandius F,layer,M.D.,July 1959),
(Drom the Institute of Chemigtry of the Veterinary Faculty of the University
of Zazreb,and the Institute of Veterinarywsledical Zesearches,in Zagred). '
(*T00TI0TE: A voluminous paper on this investigation will de inm pring,it h?
cazounced, in a short time at another place),
| - =" ,

‘ - An observation of one of the authors that during the development of & per e
orslly provoked twice reneated and successive ~hyperg].ycmnu(1.0.. with the Staundbe
Traugott type of doudble glucose loading) will also change the concentration of the
anoi'ganic phogphate in the blood, has suggested to the authors that under the adbove
peptioned experimental conditions they should try to learn also the dshavior of the

o.lk:i_una phosphatase of the bdlood, In this respect, they were little or in no way

interested at first in the recognised relation between the activity of the mentioned
phosphatace on one band and the action of the insulin om the other hand, Taking ~
edvantage of the known fact that during the development of hmﬁorglycomin.provoked

iz the described ,physiological manner, insulin will also appear in the bdlood, they

have expected that the outlined relation would de explainable,psrhaps in the dest

w2y, precisely under the egdove mentioned experimental conditions, The investizations

i e e =

uore carried out on rabbits.The following wers estadlished: « during the transieat
kyperzlycenia (provoked by double successive physiological sprlication of the glue
cos0) the activity of the slkaline phosphatase of the dlood will also change, and
the changes occur at definite symmetrical relationshlp to the developzment of hyper.

- glycomia.’ The activity of slkaline phosphatase of the dlood changes several times
during the transient hyperglycemia, One of these changes, namely the weakening of
the cctivity 1s at wvhich the intervention of insulin begins. The analysis of the
deccrited aotion leads to the unquestionadle goaclusion that the i.n?un oontrols
beliies) the activity of the alkaline phosphatase of the dlood. During the develop-
pent of tho above mentioned hyperglycezia, the vellaknown sctivating function of

, the glucoss( the BACCARIAURIOCHIO .“mz) 1s aleo vell dletinguished, and percepe
tible 1s also the mild increase(slight imoresse) of the sotivity'ia the phase of
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akening of the insulin intervention( GAMBASSIMATARAZZO effect } and the obtained

]mlts are in eccordance with the obeervations according to wvhich the activity of
4

the alkaline phosphatase is also increased in alloxane diabetes. On the contrary,

5
obtained results are entirely contradictory to the observations of EIROSHI

stcording to which the insulin does not sot as an effector upon the activity of ala !
hruno phosphatone,The results of tha described h%nuznttonn allow the possidia j
lity that the chronically weakened activity of phosphatsse in the case of the Glerw
ke disease could be also in a certain relation :vith the‘ desgeridbed inhiditing action
og the insulin, And in such a cage,the above mentioned diseass could de character.

!
13ed as an "afermentosis®, and not only decanee of the weakening of the phosphatace

7
au insulinase which is rnponaiblo for the disappearance of the endogenous inmilia,

|
bi;t also above gll as an o.ffect of the deranged activity « of the adapun.. protea ’
|
LITFRATURE,
. 1% Unpudblighed,ee See in the yolu:no v.6;_(p.187, 1939) of Arch,intern,pharmdyn, thér,
th. article by A KF2EX and 8.0101-&3.
- 21 BACCART V.0, & G. AURICCEIOS 3011.303.11’.&1.1:101. mer.243441(1948) q;oted by Exce-p-
1’-‘ ned, .1949.3[2.1’. 867.- Boll, SOc.chi.n.uol. .318389(194°)!2}10ted by C.rend Acad.,
438 9098 a(1939) . Bou.Soc.ual dlol. sper, .23:1066(1947).Quted !.bid.. 423 5989 4
(}948).
3:: GAIBASST @.2 C.MATARAZZO, Minerva ngd. o443 198(1953) .« IDid,, 44: 204(1953).
4} LaSZ? 1. E,VCBZL.Fatare,158: 538(1946),

| .

5 BIEOSHI F.quot,by Ber,ges.Physicl,exp.Pharm,117: 291(1941).~5¢e slso BADR,H,
i 4

Zschr.fit, Borm, Fernentforsh,, 2: 507-595(1948/49),

i /
5. com °. TQ ‘m .may LGthre '. ‘.ria "‘Y. (“‘a.’”.') .1944.?. 145.mt.b’ WELMTD

0.13 ;llmwcchr. 03238 385-392(_1954).
' 7. BUSCEEAUS 0.4& E.XRETSCEMER & 0.HALL, Ferment chemical -tudin to the clinical

" aad con-tuutioul correlation nuarch.aorl..1941.?.141. - See uho GAMBASSI 0.4
OIOIOIO I.Kinerva med,, 443 209(1953).

. : (Translation of German sumnary)

The authors utilised the formation of the endogenous insulin,during hyperelve

c;m. vaich vas produced "by the double glucoss losd according to StaudeTrsugott,
for the explanation of the intepaction detw-en imsulin and alkaline phosphatase,

2adbits wvere useld as erverimental animals, It wes shown that the activity of the Al
{ ! )
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kalifnc vPosphotase changed several tizes during the course of the exverimentally
prod-;uced hyperzlycemia, One of these changes,namsly the weakening of the activity,
cor;upondn regularly to the forration phase of t'he hyperglycenia at which the ef-
fect of the insulin beglns to show, The explanation of this action leads to the wae
questionable conclusion that insulin i{nhibite the activity of the alkaline phosphae
tasé. Tke z2uthors still point out that the weakened effect of the bloed phosphatase
in t:he Gierke dheasez/:; a certaln relation with the established inhiditory
afﬂ‘;ct of the insulin, ( b or——
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