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Study on the Toxicity of Hangam-dan(HAD) in Mice

Byung-Lyul Choi, Hee-Cheol Kim, Ki-Cheol Song, Hwa-Seung Yoo,
Jung-Hyo Cho, Yeon-Weol Lee, Chang-Kyu Son, Chong-Kwan Cho, Yong-Gu Lee*

Department of East-West Cancer, College of Oriental Medicine, Dacjeon University,
Department of Internal Medicine, Hye-Hwa Hospital, Dagjeon University*

This study was carried out to investigate the oral toxicity of HAD in mice. The results were

summarized as follows:

. HAD did not induced any toxicological effect in the body weight changes of mice.

. HAD(2.5g/kg, 0.25g/kg) treated group were increased as compared with control group in the
hematological vatues of mice.

. ALT, AST, BUN, creatinine, CPK were not increased in HAD(2.5g/kg, 0.25g/kg) treated group as
compared with control group in the serological values of mice.

. Brain, Heart, Liver, Spleen, Kidney’s weight were not increased in HAD(2.5g/kg, 0.25g/kg) treated
group as compared with control group in the organ’s weight of mice.

- HAD(2.5g/kg, 0.25g/kg) treated group did not induced any toxicological effect in the gross findings
in mice’s any organs.

. HAD(10g/kg, S5g/kg, 2.5g/kg, 1.25g/kg) treated group did not induced any toxicological effect in the
histopathological findings in mice’s any organs.

- HAD(2.5g/kg, 0.25g/kg) treated group did not induced any toxicological effect in the

histopathological findings in mice’s any organs.
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From above results, HAD has not toxicological effects to mice.
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Table 1. Prescription of Hangam-dan(HAD: $i3#%#%)

Ligd ] o) 4%
4+ 8 Bovis Calculus 4
® %%  Margaita 4
BE Moschus 4
BHE Coicis Semen 60
=+ #  Pseudoginseng Radix 20
5 Hippocampus
XHHE®E  Cordiceps Sinensis
] ¥ %%  Santsigu Tuber 6
A Ginseng Radix 6

Total amount 116

16 FE5] e A2 31, 149
W& £3e g3 2o} (Table 1)
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Fig. 1. Changes of body weight in ICR mouse
after HAD treatment.
— ®— Control : Normat saline treated group.
---O--- Sample I: Administration of HAD(2.5g/kg)
was oral feeding for 15days.
— W — Sample H: Administration of HAD(0.25g/kg)
was oral feeding for 15days.
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3. E¥YsEN HAaA

B8 JALA QolN n43F
AF, AL FFAT LFAA hx Pl H8lo
ALT, AST, BUN, creatinine, CPK 2.5 §29}4]
o] ¢I)lth(Table 2).

8

1

-}

B
ek

WBC value(10°uL)

8

w

v + v
SALINE 259k BW 0.25¢/kg BW

Fig. 2. White blood cell value in ICR mouse after
HAD treament.

Control : Normal saline treated group.

Sample I: Administration of HAD(2.5g/kg) was oral
~ feeding for 15days.

Sample II: Administration of HAD(0.25g/kg) was

oral feeding for 15days.

The value represents the mean + S.D.(n=14)

Significant differences as compared with control : ##

P<0.01. '
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Fig. 3. Red blood cell value in ICR mouse after
HAD treament.

Control : Normal saline treated group.

Sample I: Administration of HAD(2.5g/kg) was oral
feeding for 15days.

Sample II: Administration of HAD(0.25g/kg) was
oral feeding for 15days.

The value represents the mean=+S.D.(n=14)

Significant differences as compared with control : ##

P<0.01.
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Fig. 4. Hemoglobin value in ICR mouse after
HAD treament.

Control : Normal saline treated group.

Sample I: Administration of HAD(2.5g/kg) was oral
feeding for 15days.

Sample II: Administration of HAD(0.25g/kg) was
oral feeding for 15days.

The value represents the mean + S.D.(n=14)

Significant differences as compared with control : ##

P<0.01.
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Fig. 5. Hematocrit value in ICR mouse after
HAD treament.

Control :  Normal saline treated group.
Sample I: Administration of HAD(2.5g/kg) was oral
feeding for 15days.
Sample II: Administration of HAD(0.25g/kg) was
oral feeding for 15days.
~ The value represents the mean + S.D.(n=14)
Significant differences as compared with control : ##
P<0.01.
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Fig. 6. Platelet value in ICR mouse after HAD
treament.

Control : Normal saline treated group.

Sample I: Administration of HAD(2.5g/kg) was oral
feeding for 15days.

Sample II: Administration of HAD(0.25g/kg) was
oral feeding for 15days.

The value represents the mean + S.D.(n=14)
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Table 2. Serum biochemistry values in ICR mouse after HAD treatment

ALT AST BUN creatinine CPK
Control 19.18+3.80 53.18+11.38 16.72+3.18 0.27+0.05 84.17+33.75
Sample [ 20.30+7.02 54.27+14.18 15.12£2.75 0.26+0.07 78.0+32.09
Sample 11 21.23+565 54.21+10.84 13.65+2.32 0.23+0.05 71.17x47.15

Control : Normal saline treated group. ]

Sample 1 : Administration of HAD(2.5g/kg) was oral feeding for 15days.
Sample [I : Administration of HAD(0.25g/kg) was oral feeding for I5days.
The values represents the mean + S.D.(n=14)

4. =Y 5 73daA

Ad - 3AGI5F HAL AN ndF FAR o2 FARQ 287 AFeA e
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U H(Table 3, 4.). 9] 37l Rl = JoG Foqo) 71 &
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Table 3. Absolute organs weight in ICR mouse after HAD treatment

organs Brain Heart Liver Spleen Kidney(L) Kidney(R)
Contro} 0.49710.025 0.1641+0.018 1.489+0.498 0.171+0.088 0.195+0.011 0.197+0.013
Sample 1 0.484+0.039 0.156+0.014 1.438+0.203 0.196+0.100 0.184:+0.017 0.188+0.021
Sample 11 0.477+0.035 0.156+0.010 1.504+0.169 0.147+0.032 0.20510.017 0.203+0.016

dose

Control: Normal saline treated group.

Sample I: Administration of HAD(2.5g/kg) was oral feeding for 15days.
Sample II: Administration of HAD(0.25g/kg) was oral feeding for 15days.
The values represents the mean + S.D.(n=14)

Table 4. Relative organs weight in ICR mouse after HAD treatment

organs Brain Heart Liver Spleen Kidney(L) Kidney(R)

dose
Control 1.5724+0.126 0.520+0.071 4.733+1.589 0.538+0.267 0.619+0.065 0.624+0.064
Sample I 1.593+0.098 0.515+0.072 4.729+0.537 0.6401+0.287 0.607+0.082 0.62130.089
Sample 11 1.535+0.158 0.501+0.037 4.830+0.593 0.472+0.097 0.659+0.055 0.651+0.058

Control :  Normal saline treated group.

Sample 1 : Administration of HAD(2.5g/kg) was oral feeding for 15days.
Sample II : Administration of HAD(0.25g/kg) was oral feeding for 15days.
The values represents the mean + S.D.(n=14)
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6. HalXXsF HAlaH

19 18] 1547 A d4E FAg Oz
399 24 FFALE, UG AL BRAL
d iAo, A4, #A%, %, A%, A%, &
3171, 44719 W22 FAtel glolA
ojm g Kol gt Wiz FFHR| Ysict

13| 5o E4AH SlojA HaE=(10g/
kg), LE=(Sg/kg), TFEQ25g/kg) 221 A vty :
FE(1.25gkg)e] o= ol YoM E o, A3 Photo 3. Lung of female ICR mouse treated

H&, 714, 8lA, AF, 435)7], A7) o] oAt orally with HAD(2.5g/kg) for 15 days.
A7o] B#aF R %gkth.(Photo 1~18.) Hematoxylin & Eosin. X 200.

Photo 4. Liver of female ICR mouse treated
orally with HAD(2.5g/kg) for 15 days.
Hematoxylin & Eosin. X 200.

Photo 1. Brain of female ICR mouse treated
orally with HAD(2.5g/kg) for 15 days.
Hematoxylin & Eosin. X200.

Photo 2. Heart of female ICR mouse treated Photo 5. Kidney of female ICR mouse treated
orally with HAD(2.5g/kg) for 15 days. orally with HAD(2.5g/kg) for 15 days.
Hematoxylin & Eosin. X 200. Hematoxylin & Eosin. X 200.
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Photo 6. Stomach(pyloric part) of female ICR Photo 9. Uterus of female ICR mouse treated
mouse treated orally with HAD(2.5g/kg) orally with HAD(2.5g/kg) for 15 days.
for 15 days. Hematoxylin & Eosin. X 200. Hematoxylin & Eosin. X200.

Photo 7. Stomach(cardiac part) of female ICR Photo 10. Brain of female ICR mouse treated
mouse treated orally with HAD(2.5g/kg) orally with HAD(10g/kg) once before
for 1S days. Hematoxylin & Eosin. x200. 15 days. Hematoxylin & Eosin. X 200.

Photo 8. Spleen of female ICR mouse treated Photo 11. Heart of female ICR mouse treated
orally with HAD(2.5g/kg) for 15 days. orally with HAD(10g/kg) once before
Hematoxylin & Eosin. X 200. 15 days. Hematoxylin & Eosin. X 200.
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: S R G Photo 15. Stomach(pylbric part) of fem‘a-lev ICR
Photo 12. Lung of female ICR mouse treated mouse treated orally with HAD(10g/

orally with HAD(10g/kg) once before kg) once before 15 days. Hematoxylin
15 days. Hematoxylin & Eosin. % 200. & Eosin. X200.

Photo 16. Stomach(cardiac part) of female ICR
Photo 13. Liver of female ICR mouse treated mouse treated orally with HAD(10g/
orally with HAD(10g/kg) once before kg) once before 15 days. Hematoxylin

15 days. Hematoxylin & Eosin. X 200. & Eosin. X200.

Photo 14. Kidney of female ICR mouse treated Photo 17. Spleen of female ICR mouse treated
orally with HAD(10g/kg) once before orally with HAD(10g/kg) once before
15 days. Hematoxylin & Eosin. x200. 15 days. Hematoxylin & Eosin. X 200.
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Photo 18. Uterus of female ICR mouse treated
orally with HAD(10g/kg) once before
15 days. Hematoxylin & Eosin. X200.

V.3 I

Fgold 249 A¢AA HY4 4goln
A& AA datel ezt gAY ol §A
%e 2od PPz e AHA A
s, M2 94, A&4 4% AW Z 39
oo} &4 R Holg 2 FHo2 FTI,

A2 4AL F o A oA 71 &
S MEE B AL Agoln hgoz A7
A% B AL, FHR A RLY eA8 Y
BE ed, o 3 dAe dA 2o A
#olu, e AFANL, A, HPLEL
2 Bg@ch a2 9, AA R de e
FA0 slew o, del e F43 St
T ke Aol '

%ol Agol QoiA 53] Haye 4z
ol 9%, 244, 43, A%, A 5ol
A4 $344 2 54 2ANZ £ Jew,
serayae) £z AP FAXS AT 2
FHAl AW 2 PEFo2 Ad) 2zl o
252 WEA A QY AR AR
¥ AgHA D e,

A2 SggdAe At oo g

3 A5 A A7 et §ithol
BERif Ao dgad € GAGA dg &
TE, £'9& HASHS a2 A
A3 AGA AFE, VL 2ANELY &
B B 4PH AFE, FH9L HAM99
tHAol] B AYH AFE FHA 444
4303 AHgA 3 ATEAE 2 #RE2
FEEA] ofydhe Aoz Hastdrt

g JLa %, §Yslof, A4, &
ZA %59 %50 Je FE2 T4 dedH
A} 9] 9oL H - ol¢5 - AM], 4t
2 218202232 Fo] - AY - 42F, &
l7,18,l9,2[)% %% . {5“%’ %_]Zrl_%ZO.ZS)% 5}% . ﬂ
A -5, AN 8y . A4E - A F -
A, o048 A - £F, FFF2
l7,18,20,23)% zlg . 5},% . i;ﬂ’ )‘\1.1}31_17-20)‘15_
2F -84 - AY - HE, QAN g
f718td o) Hol & AR AHggt.
oy, ggdde SA46 g ofg A
7t A gstn 9de] &880 98 Ay
o & AFol L=

oloff Azt getdel A S AFE] 9
st THEY FAATADNA AH g oo
F 59 5A4A 87 S A mouseE of
dog AFHs, 89 - g %H s, 37
%9 W3, 24 ¢ yelzgy dse @
Zg vt FolAo] e 2HE A7 Ba
8t vlojr}.

A FWste] glolN nLFE T ALY
o F 27l Hstd A FF7F A U
ehtou folAde el thFig. D).

goAgta HALACNA FLG 14 FFA
o HEF, AP, AL HYFLH L R
F 2Tl vatd {2 4P<0.01) e F7F
7t AR HRA oY, A EFRA Fo glojA &

9 Ao RAATh(Fig. 2~6).

o
T

- 32—



YR8 QAL ol n&FF
o] #& ALT 20.30+7.02 U/L, AST 5427+
14.18 U/L, BUN 15.12+2.75mg/d!, creatinine
0.26+0.07mg/d!, CPK 78.0+32.09 U/L, &%
o F#& ALT 21.23+5.65 U/L, AST 5421+
10.84 U/L, BUN 13.65+2.32mg/dl, creatinine
0.23+0.05 ng/d!, CPK 71.17+47.15 ULZ 1}
Z79 ALT 19.18+3.80 U/L, AST 54.21%
10.84 U/L, BUN 13.65+2.32ng/d!, creatinine
0.23+0.05mg/dl, CPK 71.17+47.15 U/Lo] 3}
of BF {240l gl ch(Table 2).

ARG ZF A Sloid e FFAT
o] Z+ A7 F % braind 0.48410.039g,
heart= 0.156+0.014g, liverv 1.438+0.203g,
spleen & 0.196+0.100g, left kidney= 0.184+
0.017g, right kidney¥ 0.188+0.021g, A & %5
G 4 A7NE FFLE braind 0477+
0.035g, hearty= 0.156+0.010g, liver= 1.504+
0.169g, spleene 0.147+0.032g, left kidneye
0.205+0.017g, right kidney+= 0.203 +0.016g2
2 ) 229 brain 0.497+0.025g, heart 0.164 &
0.018g, liver 1.489+0.498¢g, spleen 0.171 %
0.088g, left kidney 0.195+0.011g, right kidney
0.197+0.013g5} Wl @A o, A%, 4, ¥,
A% BF Fo4do] YATH(Table 3, 4.).

AR5 A QA R EFFAT
o] z} 718 ¥ &L brain 1.593+0.098%,
heart 0.515+0.072%, liver 4.733+1.589%,
spleen 0.538+0.267%, left kidney 0.619+0.065
%, right kidney 0.624+0.064%, A& 3%
o] zt A71¥ u]& & brain 1.535+£0.158%,
heart 0.501+0.037%, liver 4.8301+0.593%,
spleen 0.4721+0.097% left kidney 0.659+0.055,
right kidney 0.651+0.058% 2.2 thZ 79 brain
1.57240.126%, heart 0.520+£0.071%, liver
4,733+ 1.589%, spleen 0.538+0.267%, left

kidney 0.619+0.065%, right kidney 0.624+
0064% s} wimAl &, A%, 4, 93, A% 2
F frelgdo] YA TH(Table 3, 4.
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