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In vitro Immunomodulating Effects of PALMIWON
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Abstract—PALMIWON is composed of 8 oriental herbs which has been known to show some phar-
macological effects in kidney, blood vessels and immune systems, and used for the treatment of kid-
ney disease. hypertension, nervous disease and diabetic mellitus in the Orient for a long time. Based
on our previous report that PALMIWON showed different effects on immune cells and B—cells, the im-
munoreactivity of ICSA (Islet Cell Surface Antibody) with B-cell (RINm5F) and the cell proliferation and
function of interleukin-1p damaged B-cells in the presence of PALMIWON were examined. It was ob-
served that PALMIWON significantly inhibited the immunoreactivity of ICSA with B—cell, and markedly
increased cell proliferation and insulin release of interleukin-1p damaged B-cells.
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Fig. 1 — Morphological appearance of ICSA-reactive
RINmM5F cells by inverted microscope
(magnification X 40
A control group B: ICSA-reactive group



686 olelg - ololn
Table I— ICSA assay by *Cr release
Mean
S 1 J
ample cpm Lysis udgement
1 1274 3.14 normatl
2 1472 6.72 normal
3 1341 4.34 normal
5 1273 311 normal
6 4510 61.9 ICSA positive
7 2987 34.24 ICSA positive

Mean(cpm) of maximum release and spontaneous release were 6598 and 1102.
The specific lysis was calculated as follows and expressed as percent lysis.

cpm of experiment —cpm of spontaneous release

specific lysis =

ICSA positive cut off point was (6.21+5x3.16=22%]
ICSA : Islet Cell Surface Antibody
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Table H— Immunoreactivity between ICSA and B-cell
by *'Cr release

PALMIW
(ng/m I)ON LYSIS (%) Significance
0 57.66+1.29™ control
100 54.45+0.709 *
1000 54.15+0.430 **

-Significant differences (* p¢0.05, ** p(0.01) between
control and PALMIWN treated group.
***: Values are meanzstandard deviation

A E AT F ke AME UFE T sle
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o} e FEolAlE HEM T B40] 23l8 Tt
Ao (REE YERIA] %), 50 w/mls=olME
Nz Aol Y3 848 AL, 50 u/mi °o1/d<]
Foll A& HERIE A 8] M EFAo] FUEHATH
IL-1B sidel o9& Mg 79(Table III.
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V, VDESF HletA ¥ &y Eujo} HEZHo] &
oo g FrEIH 53] Uded Hulo dn= IL-
18l o8] A& Fo] W2 F(1000 u/ml IL-1p X&)
ol g FA e Z(100 w/mi [L-1pA2F) R
oo & 02 Frkete] FAA(IL-189 v S A
#atA ) e f7219H8.56£0.16 ng/ml)
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Table III— Preventive effects of PALMIWON on the cell proliferation by *H-thymidine uptake in the IL-1 in-
duced prediabetic model of RINm5F Cell

3 ‘g
IL-1B PAL H-thymidine uptake Sienificance
(uw/mD) (ng/ml) cpm % of control g
50 0 3220+86.1*** 100 Cotrol
50 100 4823+131.0 150 *
50 1000 52811135 164 b
100 0 2365+54.6 100 Control
100 100 4299+110.5 181 **
100 1000 4640+74.1 196 *
1000 0 1551+65.1 100 Control
1000 100 1984:+100.9 128 **
1000 1000 2424+86.9 156 i

-Significant differences (* p<0.05, **p<0.01) between control and PALMIWON treated group.
~-PAL : PALMIWON, IL-1B : interleukin-18
***: Values are meanzstandard deviation

Table IV — Preventive effects of PALMIWON on the Insulin Release by RIA in the IL-1P induced prediabetic
model of RINm5F Cell

IL-1B PAL Insulin Release Semificance
(u/mi) (ug/ml) ng/mi % of control &
50 0 8.49+0.07*" 100 Control
50 100 9.40%+0.14 111 -
50 1000 10.4+0.43 122 *
100 0 8.13+0.14 100 Control
100 100 8.60+0.19 106 *
100 1000 9.80+0.16 121 =
1000 0 5.63+0.19 100 , Control
1000 100 7.83%0.14 139 **
1000 1000 8.10+0.13 144 -

~Significant differences (*p(0.05. **p<0.01) between control and PALMIWON treated group.
-RIA : radioimmunoassay, PAL : PALMIWON, IL-1p : interleukin-1B
*** . Values are mean-+tstandard deviation

Table V — Recovery effects of PALMIWON on the cell proliferation by *H-thymidine uptake in the IL-1B induced
prediabetic model of RINm5F cell

IL-1B PAL *H-thymidine uptake o
(u/ml) (pg/ml) cpm % of control Significance
50 Q 3298-+84.9** 100 control
50 100 5359+119.0 162 **
50 1000 5827+84.8 176 -
100 0 2465+55.2 100 control
100 100 4702+97.5 178 >
100 100 5192+87.0 196 >
1000 0 1767+68.1 100 control
1000 100 23961+100.3 136 -
1000 1000 2731+59.6 154 >

-Significant differences (*p<0.05, **p<0.01) between control and PALMIWON treated group.
-PAL : PALMIWON, IL-f : interleukin-1B
*** . Values are mean+standard deviation
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Table VI— Recovery effects of PALMIWON on the Insulin Release by RIA in the IL-1p induced prediabetic model

of RINmS5F cell

1L-1B PAL Insulin Release o

(u/ml) (ng/mp) g/l % of control Significance
50 0 8.61+0.09"* 00 control
50 100 9.55+0.11 111 h
50 1000 10.9+0.28 127 **
100 0 8.26+0.21 100 control
100 100 8.75+0.26 106 **
100 1000 9.83+0.26 119 **
1000 0 6.00+0.16 100 control
1000 100 8.10+0.17 135 **
1000 1000 8.37+0.13 140 **

-Significant differences (*p<0.05. **p<0.01) between control and PALMINON treated group.
-RIA : radioimmunoassay, PAL : PALMIWON. 1L-1B : interleukin-1B

*** . Values are mean=+standard deviation
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