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sive PAF release from activated leukocyles
and platelets might initiate microcirculatory
disturbances and induce anaphylactic shock.
The mesenteric microvascular dilation
may be a direct action of PAF on vasculature
mediaied by PAF receptor as the reflex re-
sponse to systemic hypotension is
vasoconstriction,  If the most of peripheral
microvasculature response to PAF challenge in
the way of mesenteric microcirculation, the
dilation of microvessels will play a parl in
PAF—induced systemic hypotension besides
the decrcased contractability of the heart!®
and the reduced blood volume after iv PAF!,
Systemic inflammation induces the forma-
tion of "white thromboli” in microcirculation
because of platelet aggregation. Tn the pres-
en! study, “*white thromboli” was not observed
in the mesenteric microvasculature after PAF
administration in rats, indicating that PAF
would not! activale rat platelets irn vivo.
These results are comparable with those of the

previous study in vitra®.
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Imhibltory effec: of dauricine on platelet activatimg fac-
tor reieased from calcimycin—induced mouse peritoneal
macrephages
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ABSTRACT The cffects of dauricine (Dau) on th:
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release of platelet activating factor (PAF) from mouvse
peritoneal macrophages stimulated by calcimycin
{A=23187) was studied. The method of sodium [*H]
acetate incorporating into macrophages to synthesize
PAF was set up for the first time. Calcimycin (0.2
pmol /L) significantly induced mouse pcritoneal
macrophages to utilize sodium [PH] acetate to
synthesize PAF,  PAF released from macrophages
medjum fluid increased as the concentration of sodium
[’H] acetate increased. The maximal amount of PAF
relcased from macrophages was attained by incubating
macrophages with sodium [*H] acetate (250 pmol / L)
ané calcimycin {2 pmol /L) over 30 min.  Exiractcd
by CHCl,. CH,OH : H0(2: 2: 1.8), scpcrated by "
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layer chromatography (TLC) and determined by lig-
uid scintitlation counting, PAF released was inhibited
significantly by Dau both in time {030 min) and
dose (I-1030 pmol /L) dependent manners. The
ICy of Dau for the formation of PAF was 2.5
mmot /L. On the same condition PAF release was
also significantly inhibited by quinacrine =2t 500
pmol /L. The results indicat: that Dau is a potent
inhibitor of PAF synthesis in mouse peritoncal
macrophages.

EEY WORDS plateler activating factor; dauricine;
isoquinolines; quinscrine; A—231R7 {calcimycin);
macrophzages
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MATERIALS AND METHODS
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pH7.4 #1 D—Hanks M ZEREFEE. Qui
L FEHHREAME, GBWH
D—Hanks #& AT &% Bf % ¥ B . sodium[*H]
acetate B 5 Bz FE-F BT F B, MBIEEM
% 7.36 GRq/ mmol. PAF tR¥EAd I+ P
Hoffmann—La Roche 4} Bl P Hadvary {§-+
B, AXKIEEER 1 ug/ ul, —20C 155
A BB HE(BSAYY L AW B SO AR
&= M. F T B R (calcimycin, Cal)}
RPMI-1640 % Sigma £+ A= &. FEBEA
DMSO EE 0.2 mmol / L, W5 BT & &5
o Eag i
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Ve BB OV G TLE, MAE 10%
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mm BEIEMAP (1 m1/ M), B CO, BB AR
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ERIEREE R, N A 1 ml 1640—BSA ¥
#EE Y, BH 20 min /5, T1A 250
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umol / L # Cal, #E2BF 30 min, B 50u1 35
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PAF PIRE. HEMSME EWHFMN
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Flg 1. Thin leyer chromatography of platelet actlvating
factor relessed from mouse peritonen! macrophages.
The standard PAF was co—chromatographed with sam-
ples and was visualised by I, wapor. (O origin, SF sol
vent (roat, P standard PAF.

TRERD X +SD &R, BEHRA &
BRWE.

RESULTS

Sodium [*Hlacetate g7l %t 08 4R MR A& &
PAFMI® M MARRA sodium[’Haceiate
ZAEWHM, PAF MAERASHIMWER
X E M #F sodium [PH] acetate ¥ EEAY 18 /m,
PAF R ARt hn. AL FRR R MEN
B B P (10 ymol / L ~ 250 ymol / L )i
4 PAF B & &M sodiuin ['H] acetate ¥ 1
250 ymol / L.
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Fig 2. Calcimyclu—induced sodium [*H} acetate Incorpo-
ration Imto and PAF release from mouse macrophnges
imcubnted with sodium [*H] acetate. {O) PAF release,
() H] incorporation, n=3, ¥ = SD,

BE, SR Tab ). ¥RA Cal #@p, B
WEHAR 4 PAF R, (AN G <4
K PAF B 1 /4. Dau 7F 1-1000 ymol / L
¥ A P 1 A8 B 530 6 ) B B S R
4 PAF.S{EM S HEE 2R BEEXR IC,,
3 2.5umol /L. ERIBERREF T, Qui % 500
pumol / L i th g8 B 2 30 6 /) bl 16 JE 5 W 50 AR
4 PAF.

Tab 1. Effects of dauricine {Drau) on the release of PAF
from sodlwmn [’H} acetate lsbeled mouse macrophages

challenged with calcimycin. “**'P<0.01 vs calcimycin
growp.

Group n. PAF (dpm) Inhibition{%)
Control 3 ! 831+ 44j
Calcimycin 7 T 022+ 786
Calcimycin + Dau (umol / L)
! 7 31 9273 431" 44.1
10 7 2 955+ 786" 579
100 7 2 5964 851" 63.0
1000 7 2 1351265 °" 69.6
Calcimycin + Qui (umol /L)
500 3 47944290 " 31.7
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Fg 3. Effects of daurlelne on ealeimyelu—induced PAF
release by mousc peritoneal macrophages Incubated
with sodium (*FH} acetate, (O) control, (@) 10 ymol / L,
(%) 100 pmoel /L. n=4, x +8D, ""°F <0.0] vs con-
trol.

DISCUSSION
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Effects of galanin on electrical activity of pancreatic isict cells

FU Xiao—Wen, QIAN Zi-Wen, ZHANG Jing-Ru
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ABSTRACT Intraccllular micreelectrode technique
was used 1o investigate the effect of galanin on the
clectrical activity of 8 cells of Langerhans islcts of
mice. Galanin 0.15 and 03 amol/L in the
perfusion medium inhibited the basic electtical activity
induced by glucose 5.5, 11.1 and 20 mmol /L in de
creasing the frequency and amplitude of the spikes.
In some cells, during galanin inhibition there was &
hyperpolarization after the spike.  Verapamil! { 30, 60
and 90 uymol / L), a blocker of voltage— dependent Ca
channels, blocked dosc—dependently the electrical ac-
tvity induced by glucose and attenuated the
depolarization induced by KCl 50 mmecl/ L.
Galanin {3 pmol/L alsc atenuated the
depolarization induced by Kl 50 mmol /L, similar
to the effect of verapamil. The results suggest that
the effect of galanio on inhibition of the electrical ac-
uvity of 8 cell might be due to blocking of voltage—de-
pendent Ca** channels.

KEY WORDS microelectrodes; galanin; verapamil;
islands of Langerhans; peptides

Qur previous study reported thal galanin
inhibited insulin secretion from culiured rat
istets™. Peplidec hormones or neurotrans—
mitters are capable of modulating the activity
of & variely of ionic channels, For example,
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ﬁ—ﬁdfem:rgic agonisis acivaie Ca®t channcls
in myocardial cells ?, somatostatin inhibits
Ca® current in pituitary cell lines”™, and
GABA induces inhibition of voltage—depcn-
dent Ca®" channcls in chicken dorsal root
ganglion cells . Insulin sccretion is clearly
related to the electrical activity generated by
the insulin—secreling cell and voltase—depen-
dent Ca®* channels which play a key role in
this electrical acuvily.

This study was Lo dctermine the effect of
galanin on the electrical activity of mouse #
cells, and to study which type of channel regu-
lated by Lhis peplide known to alter insulin se-

cretion,
MATERIALS AND METHOCDS

Prepargtion  Wice, 9, &, weighing 22.1
* 5D 28 z werc anesthelized with ip urethane
1 g/ kg,. A picee of pancreas was excised
and fized t¢ & 1 em? bhlack rubber in the
perfusion chamber. The pancreatic mem-
brane and some acinar tissues covering lhe
islcts were then removed, so as to let the islets
exposed. The preparation , usually took
about 15 min and was perfused with
glucose—coniaining Krebs solution al 37 T,
The volume of the charmber was 1.8 ml, and
the perfusion flow rate was 4—5 ml / min,

Selutien: Krebs sclut.on was conti—
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