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The Effects of Aurothiomalate acupuncture on Type II
Collagen-induced Arthritis.

Kyeong-Min, Kim - Do-Young, Choi - Dong-Sukm, Park * Yun-Ho, Lee

Department of Acupuncture & Moxibustion, College of Oriental Medicine,
Kyung-Hee University

Objective : The purpose of this study was to investigate the effects of Aurothiomalate acupuncture
containing Sodium Aurothiomalate on Type II collagen-induced arthritic DBA/I mice.

Methods : The mice were divided into three groups, one control group and two test groups. The
control group was injected with saline on Choksamni(ST36) and the two test groups were injected
either with Aurothiomalate acupuncture into Choksamni(AT! group), or with Aurothiomalate
acupuncture into Hwando(G30, AT2 group).

We measured the incidence of arthritis, the mean index of arthritis, the number of arthritic limbs
for the clinical examination and evaluation. We also examined the changes in the level of TNF-«
and IL-13.

Results :

1. The incidence of arthritis in mice of the ATl and AT2 groups were significantly lower than
that of the control group.

2. The mean indices of arthritis in mice of the AT and AT2 groups were significantly lower than
that of the control group.

3. The mean number of arthritic limbs in mice of the AT! and AT2 groups were significantly
lower than that of the control group.
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that of the control group.

from that of the control group.
Conclusion :
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4. The levels of TNF-a of the mice in the AT1 and AT2 groups were significantly different from
5. The levels of IL-18 of the mice in the AT and AT2 groups were not significantly different
These results indicate that the treatment with Aurothiomalate acupuncture could improve the clinical
status of Arthritis by suppressing immune responses in the mice of Type II collagen-induced arthritic.
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Figure 1. Scheme of experiment.
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1. BAE % |AEEK(Arthritis Incidence)

BRERKR BAERS 7F Ao HEHE 100.%, &
ZR-SUHEREENS 90.0%, B - R
BES 80.0%02 ROl vls) Zasty) Aze)
o 8F Aol HWEHLS 100%, B Bk
FHE 70.0%, RE-SITHREFES 60.0%2
BAERE Ho], HER v 83 Ao +I4 4
T Z2(p<0.05)7F #2530t (Table 1, Fig. 2).

Table 1. Arthritis Incidence in AT1, AT2 and AC
Mice after Coliagen induced Arthritis

After Ist BnC II injection

Group

5 weeks 6 weeks 7 weeks 8 weeks
Control 62.5 873 100.0 100.0
AT1 50.0 90.0 90.0 70.0*
AT2 40.0 90.0 80.0 60.0*
AC : Group of Normal saline injection on
Choksamni

AT1 : Group of Aurothiomalate acupuncture on
Choksamni

AT2 . Group of Aurothiomalate acupuncture on
Hwando
* . P<0.05
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Figure 2. Arthritis Incidence in AT1, AT2 and AC
mice after collagen induced arthritis.

2. FHRRE% &M (Mean Articular Index)

Ty BREK fEBT SUFSTIREERA HiRE
Bty FHMEis fBEUE 9A S$EEAG B¢
FSHREFFANE 75 2 8F Aol 42 520 9
55007 Hiage vla) 194 Ue 24 (p<0.05)
7} 2= A} (Table 2, Fig. 3).

Table 2. Mean Articular Index in AT1, AT2 and
AC Mice after Collagen induced Arthritis.

After 1st BnCII injection

Group

5 weeks 6 weeks 7 weeks 8 weeks
Control 4.00 5.38 8.50 8.25
ATI 4.80 7.40 6.80 6.80
AT2 1.90 6.00 5.20% 5.50*
AC : Group of Normal saline injection on

Choksamni

AT1 : Group of Aurothiomalate acupuncture on
Choksamni

AT2 @ Group of Aurothiomalate acupuncture on
Hwando

* | P<0.05

weoks aher nection

Figure 3. Mean Articular Index in AT1, AT2 and
AC mice after collagen induced arthritis.

3. BAEIXOl M2l Ft5 Ct2| £(Number of
Arthritic Limb)

BREizco]l A7 Ha o] Fv B 4 -Siks
BN 9D R SIEHRERENAAN 73 Y 8F
Aol z+z 0.425 ¥ 0.3752 HEEH] vl
A4 e Za(p<0.05)7F &=tk (Table 3,
Fig. 4).

4. TNF-a 2| 44

TNF-ev R -E-SFHBEEH 2 B¢
SR EHRol 247 56.9716.26 pg/ml, 60.85%
6.19 pg/mlE HHHE 99.5216.59 pg/mlel wl3}
of 94 e A7t ARk T2 B UIE-%
ESREENY BN -SEHEEENTY FIA
U= Atole ##EA YdtH(Table 4, Fig. 5).

5. 1L-1589 M4

IL-18¢ R=9-@EHREREN U RE-2
SHEEEHRTC) 242k 30.0715.88 pg/ml, 26.15%
3.94 pg/mlZ HEH 26.38%1541 pg/mixt v¥]m
gl K4 e Aolrt BEEHA FUTH(Table
5, Fig. 6).
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Table 3. Number of Articular Limb in AT1, AT2
and AC Mice after Collagen induced Arthritis

After Ist BnC I injection

Group
5 weeks 6 weeks 7 weeks 8 weeks
Control 0.250 0243 0.875 0.750
ATl 0.375 0.600 0.425* 0.425*
AT2 0.125 0.450 0.375¢ 0.375%
AC : Group of Normal saline injection on

Choksamni.
AT1 . Group of Aurothiomalate acupuncture on
Choksamni.

AT2 : Group of Aurothiomalate acupuncture on
Hwando.

* . P<0.05
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Fig. 4. Number of Articular Limb in AT1, AT2 and
AC mice after collagen induced arthritis.

Table 4. The Production of TNF~a from serum
of AT1, AT2 and AC Mice after Collagen induced
Arthritis

Group TNF-a2 (pg/ml)  Duncan grouping
Control 99.52+65.59 a

ATI 56.97+6.26 b

AT2 60.85£6.19 b

Each value shows the mean*SE of ten ani—
mals examined

The means with same letter are not sig—
nificantly different(Duncan's
test, «=0.05).

multiple range

AC : Group of
Choksamni

AT1 : Group of Aurothiomalate acupuncture on
Choksamni.

Normal saline injection on

AT2 : Group of Aurothiomalate acupuncture on
Hwando.
TNF-sipha
(po/mi) R R
120,
100/ :
80 1 [maT
€ BAT2
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20
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Fig 5. The production of TNF—a from serum of
AT1, AT2 and AC mice after collagen induced
arthritis.

Table 5. The Production of IL-18 from serum of
AT1, AT2 and AC Mice after Collagen induced
Arthritis

Group IL-1 8 (pg/ml) Duncan grouping
Control 26.38+5.41 a

ATI1 30.07+5.88 3

AT2 26.15+3.94 a

Each value shows the mean*SE of ten ani-
mals examined.
The means with same letter are not sig—

nificantly different(Duncan's multiple range
test, «=0.05),
AC : Group of Normal saline injection on

Choksamni.

AT1 © Group of Aurothiomalate acupuncture on
Choksamni.

AT2 : Group of Aurothiomalate acupunciure on
Hwando.
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Fig 6. The production of IL-18 from serum of
AT1, AT2 and AC mice after collagen induced
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26.1513.94 pg/mlZ HIEH 26.38+541 pg/ml
3 vl@atd F24 e zpolst AEs R ekatel,
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£ EHFoE AN F IS BT &
3 EEES MmEelM TNF-«o, IL-188 &
3 A3 TNF-o& B -BE-&FshwsEps 2 5
- SRR A HigEd vastey FIA
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ol HHAS Yol BAF= cytokined] TNF-
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Au 25 Hde] oig HHEKE o] g8
R BRE AFE £ U AN2"e 738 £
Ae #og HEH
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B2 2 JAH}E F (Sodium  Aurothiomalate) &
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Y Fehos #Adol =¥ DBA/1 miceo] 2
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