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Abstract : Castor gourd is produced by crushing castor seeds in an expeller to extract
the oil. Castor gourd is one of the most versatile natural manures. It is a truly
organic manure that improves soil fertility without causing damage or rot. Castor flour
contains Ricinus communis, a substance that is toxic to humans, animals and insects.
One of the major toxic proteins is 'ricin', which has been reported to cause
abdominal pain, vomiting, diarrhea, dehydration, depression and death. In this case
report, 15 dogs who received veterinary treatment after eating castor gourd in
Gyeongsangnam-do were classified into a group that survived during the treatment
period and a group that did not, and compared the differences in clinical features,
CBC, chemical, and electrolyte tests. Be careful not to allow pets access to fertilizers

containing ricin, and administration of monensin is recommended as a treatment.
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2. Case Reports

202095 E 202297HA] FAEE AFA]
24 A9 Hdol Wl & &
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Al 359 S48 9 gk wsel dis] &
ofESITE 15719 AR T A= T AT
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107(67%)°1 0. AHget 399k A&
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1-79382 105 5 85(80%) AJ=a+9om,
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A 25Q20%)= EF AE5IAHTable 1).
ZAS At & 155 Fol AEE2 67%,

AGES 33%S HERHA

Table 1. Signalment of patients

Survival Death
=10 (=5

Case

Male 4 2

Sex
Female

N | W | W

Age 1-7 years old

6
less than 1 year old 0
8
2

7 years or older

n = Head.

2 4% 7152 AEES et BUNS £
ofulet Y52E0%) st B
27 9 BAskeHAA 23 At vlwst

e wmo Al 4%, K+o sk,

CRP9] Z7}= 3olst9tH(Table 2).

Table 2. Comparison of blood counter and
serum chemistry of patients

Death
(n=5)

Survival

Description ( = 10)

Incre Decre Incre Decre

In-/decreased  ased ased ased ased
) CO R € DAY
WBC 2 2 2
RBC 2
CBC
PCV 1 2 2
PLT 1
Glucose 2 1
TG 1 1
Cholesterol 1
LDH 5 5
AST 7 5
ALT 7 5
Serum  CPK 2 4
chemistry BUN 1 3
Creatinine 1
Lipase 1
CRP 6 4
Na* 3 1
K* 5 5
cr

t: Higher than normal, }: Lower than normal,
n = Head.
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Table 3. Clinical sign of patients

Survival Death

Clinical sign (0 = 10) (n =5

Vomiting 9 5
Vomiting with bleeding 2
Diarrhea 3
Diarrhea with bleeding 0
Salivation 2

9

8

Depression

AV ARNRV 2 B SN (S VS N S

Anorexia

n = Head.

AEI AFFTolA G RIAF E5l8
(ALKP; Alkaline phosphatase)?] 2
AHEE JAE s 22 7 159 1
FAS AQsta e 85 AFYE 45

A Zb B2 278.63+45.929F 827.50+

B

=)
0

95.148 APgto] AEto] Hlste] 2.97Hj
2 A9 3ujo] gty {Fo4S UEr
(p€0.005). &4 HAL Hao £
L Z+7F 99 U/L, 521 U/Lelw, ApdtoflA]
At A9 A= 47 662 U/L, 1058
U/LE Yehstth. SA g SPSS 22& ]
&oto] HH|woM SHHEE T FFOR
45 tH(Table 4).

Table 4. Comparison of ALKP levels in survival
and death groups

Description Groups
Survival Death 7 value
(8 heads) (4 heads)
ALKP (U/L) 278.63 827.50
14592 +95.14 OO0

Reference range of ALKP, 10~150 U/L, #;
Standard error, p<0.05, “p<0.01, “p<0.001.

3. 1 &

nuz} FHEH(Castor meal)> Tupxte] &
oA 78S AL G2 AAV|Z APHA;
HE 922 AR HE F¥EQ RO

th o2 wE Azo] s 71zl Agstu
Ax 5 AR WPUE £or GolE o)z
e 7182 ¢HA gk 2u 24l
L E4Bdo] gaEel ol weld, w¥
o] opEEe] WA Padst Hck
Fuplas A Folsh e AdoH ®
F= ANES} GASte] Jjg LFolst ol
HASHE A7 W,

AL, dw, F, v, o, Hetd 5
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ootz fHE Hlg8E AHESe A7 F 4l
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3= o] ofddt Atgo] A S 10
mg/Kg ©Jst= 1“16}1 Art. U=
20179 10¢¥ 13¥¢ =&45% Hl=34
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