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Acute Toxicity of Kami-Okchun-San in ICR-Mice

Byoung-Seob Ko, Min Jung Park, So Min Park, Won Kyung Jeon, Jin Mi Chun, Pil Mun Joung,
Sunmin Park', Soo Bong Choi?, Myung Sook Oh®, Mun Seog Chang®, Seong Kyu Park™

Korea Institute of Oriental Medicine, 1. Food and Nutrition, Hoseo University,
2:School of Medicine, Kon Kuk University, 3. College of Oriental Medicine, Kyung Hee University

Kami-Okchun-San(OCS) is known as an effective herbal medicine on Type 2 diabetes. We performed to
investigate acute toxicity of OCS on ICR mice. ICR mice in acute toxicity experiment were administered orally with
dosages of 3,200mg/kg (low dosage group), 4,000mg/kg (middle dosage group), 5,000mg/kg (high dosage group) per
single time, respectively. Body weights, clinical signs, motalities and histopathological finding were observed daily for
14 days according to the Regulation of Korean Food and Drug Administration(1999. 12. 22). Single oral administration
of OCS with different dosages, no animals died of the test drug. Autopsy of animal revealed no abnormal gross
findings. Therefore, LD50 value of OCS for ICR mice was more than 5,000mg/kg on oral route. Normally increasing
changes were observed in body weight, drinking water and food intake in every dosage group. Hematological
parameters were also observed normally in all animals. No histopathological lesions were observed in both control and
treated animals. Above data suggest that no toxic dose level of OCS in ICR mice is considered to be more than
5,000mg/kg. Therefore, it was concluded that OCS have no effect on acute toxicity and side effect in ICR mice.
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Alg e ghardlojet el SEAEIIN, B Hol
AIEE S22 (F)ERE dEsEdA SIUE SPHERY
A Bl ICRA Q] 4578 E 274 njelrolm EFAE 1922 ¢
0|t B} AlE(Samyang Co., Korea)= AIFE7 HEE 3
Aom, 17 ol A8 B (2L 23+3C, &5 555%, ull7]
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3. EA Hg]

A FE9 Halo] thst SASE 242 one-way analysis of
variance testANOVA) 7AZd ol R AIEEH Fol
€ H)IF} 1, LD50X] = Pharmacologic Calculating SystemE:
0]85l Litchfield-Wilcoxontol] Q15k] 95% A1F] g7 WollA]
AEsTh

2

1. HALg

opRAo) it AR Al T B 7WISEL 3200,
4000, 5000 mg/kg FoiwollA] AIFEE ol & 14 FE 147t
A Alg H717He Edto] S olls TERE A UTHTable 1).

Table 1. Mortality of ICR mice treated intragastrically with OCS

Sex Dose Days after treatment Final
(ma/kg) 00123456 78910 11 12 13 14 Mortaliy
5000 000000000000 0 0 O 0/5
male 400 00000000000 0 0 O O 0/5
320 00000000000 0 0 0 O 0/5
0 00000000 0GC0C0 0 0 0 O 0/5

2. A EH3)}

DE AEFAA B F 1ED| A E0] U6l o, 9
A 3,200mg/kg, 4,000mg/kg FoiTolA] 2F7io) xﬂsé‘ig E
RoLt th] BaAEOZ FrlBIgt Fol & 128, 13LA)
3,200mg/kg, 4,000mg/kg, 5000mg/kg Tl H T/HZEEM]H of
790 ABZAE BYoL) Ul BF el MEE7t
7t #EEACH

n}e~o) thek 71N SF 41 37) YO E FTRAE woll A
R Tol Higld FAEUE AO1E VEMA] Ut ot £
ST Alole] AEFHSHE SBEHE LERNA 2UTHTable
2, Fig 1.).
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Fig 1. Effects of OCS and vehicle on body weight in ICR mice.
There is a tendency to increase in body weight from day 1 to 14 in vehicle and OCS
treated group. A: 5000me/keg of OCS orally treated group, B: 4000me/kg of OCS orally
treated group, C: 3200me/ke of OCS orally ireated group, Dt vehicle orally treated group

Table 2. Body weights of ICR mice treated intragastrically with OCS

Dose  No. of Days after treatment

{(mg/kg) animals 0 2 4 6 8 0 12 14
5000 5 2642 2700 2856 2984 3136 3178 3302 3292
’ 076 096 +£113 +136 +145 120 120 +136

4000 5 2654 2102 2822 2928 3064 3070 3150 31.74
' 052 *068 =075 *085 *071 115 £114 +09%0

Sex

Male 3900 5 2640 2724 2858 2992 3150 3160 3228 3266
' 1074 +084 *#1.10 120 +124 122 +129 +166
0 5 2668 27.14 2830 2920 3066 3144 .18 3264
055 +0.75 #125 +153 #0838 +131 143 +119
(Mean+SD: g)

opR2o] het 724k —‘?‘—04 ol l IS AMREE
(Table 3).

Table 3. Hematological values of ICR mice treated intragastrically
with OCS examined at 2weeks

Dose  No. of "
98X (ma/kg) animals WBCT  LYM MO GR  RBC PLT
55 6836 1344 182 692 844

S000 5 4y +i445 455 1030 072 4146
w5 3B W97 a4 T4 1i0s
v £079 +583 +188 573 <051 +B9i
s 5 2% 6672 82 2506 65 196
* £141 +1035 *366 +1227 <088 #2776
. s 38 714 1264 1612 606 804

268  £397 34 717 #1115 +1803

1) WBC: White blood call (leukocyte), LYM: Lymphocytes, MO: Mononuclear cell, GR:
Granulocytes, RBC: Red blood cell (erythrocyte), PLT: Platelet (thrombocyte)

2x9 7508 FHH e, A7) HEOZ AT s
8 Mol ERHO) T kR0 FEXE HETIH BIERE

50l Q= Glolalg sl FHE Agolcy.

2 ATo] AISE ABEC /ST 99 T4 ok
2 2% =5l E2NE MANES ABCH WEAEY
HehE RASY] Y5l BATLEE S8 HOE B Y 4

g uiga 22 o)L YN LY gl A8s] 98
AT SUS AES YT BB ¢

delol AIE3IRITE AE
EZ o]0 4o %jgot:% Fe 54908 AMAGH {15k
HME ARRE o 4elaldE s (Isotonic SOD. Chloride)= (F)th
@@%gﬁoﬂ/ﬁ Sto} A& HEdle AMSSI N, AlEY
7]% 2B neas SHAE
EAIgol def AFBEAL Tt 2
S Al 71 & A7 EHE0] QlolAd,
*1047%/}—4 4t B Hot Ao olidt AIRE &85k Aol &
olsict. FmjsH ALY RS AE o] 251 db/db Wi
/\Oﬂi\ﬂ 200mg/kegS) BHg 27U Q& Fodlo} f4¢ EY
AsErgo] lgo] B HUCh AIEEA! 7mISHLE Tt
Xﬁiﬁ “QJorEE EMAIET|E ol A8 tigh 71&0]
7] W Tl TR Q% HHE AP Hsid ICR
njS ol 717h TEZT(E,000me/kg), E7HELHE(4,000mg/kg),
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