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ABSTRACT

Effect of Api~-Toxin Therapy on Depression of Immune

Response in Mice

Kang Seung-Bum, Koh Hyuhg-Kyun and Kim Chang-Hwan

In order to investigate the effects of api-toxin therapy on depression of immune response,
mice were exposed to cold stress (-20C) in 30 minutes twice a day and api-toxin(Bee Venom
from Korea and U.S.A.) therapy was treated to the Kihae‘ (CVe) locus of human body every
two days with 4 sessions of treatment for 8 days. The mice were sensitized i.v. with 5x10°
sheep red blood cells (SRBC) on the 4th day and challenged id. with 2x10° SRBC 4 days
later.

Immune Response for delayed type hypersensitivity (DTH), lympocyte transformation(LTT),

hemolysin titer(HL), plaque forming cells (PFC) were measured.
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M. 5% #&
I BEY BETEO O MR

ELER BERIES HKSAY v EERS
0.28+0.09mm, #HEEH-2 0.16+0.09mmo]} o™
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Bl X HEM e £RE 291, BEEFR
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stanol Jabo] WElE U EEE KEEN
Mol N AEH S ERS HL BHEEN
B Mol Aol 99tk (Tablell)

Table 1. Effects of Api-Toxin Therapy on Delayed

Type Hypersensitivity (DTH) in  Mice
Exposed to Cold Stress.
No. of M=+ SD Duncan
Group . .
animals {mm) grouping
Normal 8 0.28+0.09 a”
Control 8 0.16£0.09 b
S1 8 0.35%x0.15 a
S2 8 0.321+0.13 a
F-value 417 *

1) Means with the same letter are not significantly
different
at d=0.05 level by Duncan test.
M=SD. : Mean standard deviation of 8 mice.
Control The group treated with 0.1ml

injection to Kihae(CV6) locus every two

saline

days with 4 sessions of treatment during
exposed to cold stress for 8 days.

S 1 : The group treated with api-toxin(Bee Venom
from Korea) therapy to Kihae(CV6) locus
every two days with 4 sessions of treatment
during exposed to cold stress for 8 days.

: The group treated with api-toxin(Bee Venom

- from U.S.A) therapy to Kihae (CV6) locus

every two days with 4 sessions of treatment

during exposed to cold stress for 8 days.

Statistically significant value compared with the
control data of each group.(P<0.05)

dto] S ok BR ol

Table I. Effects of Api-Toxin Therapy on L.T.T. in
Mice Exposed to Cold Stress.

No. of M*x SD Duncan
Group . .
animals (mm) grouping
Normal 8 241£57.9 a"
Control 8 152+558 b
S1 8 2601588 a
S2 8 228587 a
F-value 538 *

1) Means with the same letter are not significantly
different
at d=0.05 level by Duncan test.
M=S.D. : Mean standard deviation of 8 mice.
Control : The group treated with 0.lml saline
injection to Kihae(CV6) locus every two
days with 4 sessions of treatment during
exposed to cold stress for 8 days.

S 1 : The group treated with api-toxin(Bee Venom
from Korea) therapy to Kihae(CV6) locus
every two days with 4 sessions of treatment
during exposed to cold stress for 8 days.

S 2 @ The group treated with api-toxin(Bee Venom
from US.A) therapy to Kihae (CV6) locus
every two days with 4 sessions of treatment

during exposed to cold stress for 8 days.

* Statistically significant value compared with the
control data of each group.(P<0.05)

3. FRMPK ;AMFEMRO Heh BR

MIEARMmERS] hE HiMBAEREMRS LLESH7] £
B HMERES WESHY
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H Hb RS 49122, WS 29111 loge

titero] 100 THEREMHEAUE R EEER
HHEBN AN E 45514, 44714 loge titer

2 WAl et mE mmstaon 2 g
B Mol HES 2R/ AestE wEss] 9
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0.05)2 ko] A=A

Duncan Dol @ {EH Hizel gloiMe
HEpel tesbel @mEE L EWE BHERAR
Bl A HRE e 2RI NI, BBERR
fF [Holl = HEMEl filth.(Tablell)

4. MBSELEME Kol #Heh MR

MEEARILERS)  HHRE HiRePEA AL
forming cells)E WiHEslna #&A2 40 %
Bhd W EHBES 214+42
HHIANES 142436 /10° spleen cellsol Q.o ##
Bt e TGN R ERE MmHReRd A
B 284%75, 222%62/10° spleen cells® ¥R
st 25 Hstdon, 248 HER
RS LRI JeTE mEstyl fskd
P S S A5, F-valuexe 8.71(P<0.05)=
ol s A
Duncan Fiikol o€ g tigol lejxe
U AEol thaho] WERpE E EEEE M T BRI
A Lk Ade RS BT, MR
lWel = 44 sdko] $1ATh.(TablelV)
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Table . Effects of Api-Toxin Therapy on Hemolysin
Titer in Mice Exposed to Cold Stress.

No. of Mz SD Duncan
Group . .

animals (mm) grouping
Normal 8 49+22 a"
Control 8 29*1.1 b
S1 8 4514 ab
S2 8 44*14 ab

F-value 2.49 *

1) Means with the same letter are not significantly
different
at d=0.05 level by Duncan test.
M=S.D. : Mean standard deviation of 8 mice.
Control @ The group treated with 0.lml saline
injection to Kihae(CV6) locus every two
days with 4 sessions of treatment during
exposed to cold stress for 8 days.
S 1 : The group treated with api-toxin(Bee Venom
from Korea) therapy to Kihae (CV6) locus
with 4

treatment during exposed to cold stress for 8

every two days sessions of
days.

S 2 : The group treated with api-toxin(Bee Venom

from US.A) therapy to Kihae (CV6) locus

every two days with 4 sessions of treatment

during exposed to cold stress for 8 days.

* Statistically significant value compared with the

control data of each group.(P<0.05)

Table IV. Effects of Api-Toxin Therapy on P.F.C. in
Mice Exposed to Cold Stress.

No. of M* SD Duncan
Group . .

animals (mm) grouping
Normal 8 214142 a"
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Control 8 14.2+36 b
S1 8 28.4+75 C
S 2 8 222+62 a
F-value 8.71 *

1) Means with the same letter are not significantly
different
at d=0.05 level by Duncan test.
M£SD. :
: The group treated with 0.1ml

Mean standard deviation of 8 mice.

Control saline
injection to Kihae(CV6) locus every two
days with 4 sessions of treatment during
exposed to cold stress for 8 days.

S 1 : The group treated with api-toxin(Bee Venom
from Korea) therapy to Kihae (CV6) locus
every two days with 4 sessions of treatment
during exposed to cold stress for 8 days.

S 2 : The group treated with api-toxin(Bee Venom

from U.S.A) therapy to Kihae (CV6) locus

every two days with 4 sessions of treatment
during exposed to cold stress for 8 days.

* Statistically significant value compared with the

control data of each group.(P<0.05)
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