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, 22399 20uCig) *SrCLE FAHE ¥ 10¥,
308, R 1M BARE v 2ARoE FoA
¥Ag 3. 4488 F2 histopaque
1119(Sigma) 4ml€ W3, histopaque 1077(Si-
gma) 4nlE& 2 ¥ EP Yd 4mig 2 9o
A3 8t &g DEQTD. o] FHE 1,000
922 2087 94828 ¥4, lymphocyte, er-
ythrocyte® 2 Fujo] we} 3ot ¥
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Fig.1. Distribution of %Sr in the tissues of rats.

Wistar rats were intravenously injected with®Sr Cl.(1uCi/rat)and the remaining radioactivity of

the various organs were measured.
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Fig.2.%Sr retention in the bones of rats,
Legends are the same as Fig. 1.

Table 1. Distribution of Sr in the blood of rats.

Percent Distribution

time (min)

10 30 60

Erythrocytes W 3.2 13 29
C 0.03 0.02 0.03
Lymphocytes W 305 408 336
o 0.06 0.06 0.07

Granulocyte W 25 21 24
Cc 0.03 0.03 0.04

Plasma 63.6 55.6 . 612

Wistar rats were intravenously injected with

855rCl,(20uCi/rat)and the blaad was separated

with plasma, lymphocyte, granulocyte and erythrocyte by the density gredient of histopaque.
The radioactivities releasing from the cells washed with saline, three times{W) and the ratioactiv-
ties remaining in the cells(C) were measured and shown as percent distripution, The data repre-

sent the means of triplicated assays.
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Fig.3. Disappearance of Sr in blood plasma and
cells of rats.

Wistar rats were intravenously injected
with ®°SrCl,(20uCi/rat). The blood was
. collected at each time interval, separated
with plasma(—) and cells
(e e Jand the remaining radioac-

tivity were measured.
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NiH 373 fibroblasts were cultivated in

Fig.4.

25 cm? tissue culture flask.
When the cultures were 60—70% conf-
luent, ®SrCl,(10uCi/flask) was added.
And the celis were collected at variods
time intervals, washed with PBS, three
times, measured the remaining radioac-
tivity.
T 4 dov] A f7143F 59 citric acid 9}
o] o F7IRT E2BE citrateE AHE-
Bt SrolAbE Z=E3I . Ratoll sodium cit-
rateE 10m93,/ kgBW FAg 6AI1L Foll ¥ e
FASS e 3 A £¥E FIA
156% 7t vid=o] =T ving o & A77}
191 cH(Table 2). Ratsll ZFESHE Sroll A § cit-
rate®] G- AL vt A2 F ol XM Fo 5L
F9438 Sro] 65%, 20¥8 e 55%7F JEF A
sodium citrate® FAF FolrMe Fo 1¥] 55
%7}, 208 AR 20%% ZEBY citrate?t
Sr thAlol & FF¢e FE A& ¢ F IR (Fig
5.
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Table 2. The influence of citrate on the excretion of

BEHSB R EEE | 155 25k 1990F

Sr in rats.

Percent Distribution

Treatment Urine Whole body
Control 21 97.9
Citrate 156 844

Rats were intravenously injected with sodium citrate (10mg.“kg BW), saline (control) and
30 minutes later, injected with ®*SrClz(20uCi,/rat). The radioactivities of the whole body and
the urine of rats were counted, 6 hours after injection. The data represent the means of triplicated

assays, shown as percent distribution.

*Sr(% absorbed dose)

5 10 15 20
Days after Injection
Influence of citrate on Sr retention in

rats.

' Sodium citrate (¢——¥), saline (9—@)
and Sr was injected in rats as the legend
of the table 2. The radioactivities of the
whole body were measured.

Fig.5.

APt AT UG £ AT AAE Sr 2 Ro)
7Fed FH3A 2 {7138 BA¥E of €3
gz ¥ Sr¥e WAslE QY
(Table 3). Na,;EDTA, Na,EGTA, CaNa,DTPA.
Na citrate ¥ Na; oxalate® 10mg/ k3 BW £-%
o2 Fof ¢ 0¥ ¥ %SiCLE mAY FALE
gt 308 23 F ¥4g AT ultrafiltra-
tionoll &dte] ¥AF 10000013 @9 ¥H

s}, 10,0000]8t8] AEA EF Y22 UF9
s AP, ARPAME 57%7F BF
gl de) ZEE Q. EDTA, EGTA R DTPAS
Eoid 7AedE 26-33%7F €F ende) A
8Ath. oxalate R citrate S FAY ZolME 47
0%, 1922 A¥sHe g #2389

Table 3. The influence of ‘SSrF-complexing
agents on the binding to plasma pro-

tein of rats.
Treatment Percentage binding

Control 56.9
EDTA 332
EGTA 266
DTPA 278
Citrate 19.2
Oxalate 40.2

Rats were intravenously injected with EDTA,
EGTA, DTPA, citrate and oxalate (10mg/
kgBW) and 30 minutes later, injected with ®
SrC1,(20uCi/rat). After 30 minutes, the pla-
sma was ultrafiltrated (M.W. =10, 000) and
the radioactivities remaining in the ultrafilters
were measured, the data represent the means
of tripicated assays.
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- ABSTRACTS

8SrCl, was injected to the tail vein of Wistar rats and investigated its distribution and clearance
in the tissues and blood. We also measured the changes in Sr binding to the blood plasma protein
by administrating chelating agents and organic acids. For the blood, 60% of the Sr occurred in
the plasma and 40% on the cell membrane. Fifty percent of Sr in the blood plasma was bound
to plasma protein. Sr on the cell membrane seemed to be bound loosely. The binding in the lymphocyte
was higher than in the erythrocyte and granulocyte. Within one hour Sr was quickly disappeared
from the blood stream, to be accumulated in the bone. Twenty four hours after the injection, Sr
decreased rapidly in the organs of soft tissue, but slowly in the bone. The binding of Sr to plasma
protien decreased from 57% of the control to 27-33% in the group treated with chelating agents,

EDTA. EGTA and DTPA and to 19% and 40% in the groups treated with organic acids. citrate
and oxalate, respectively.



