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The Study on Bee Venom Related to Arthritis in PubMed.

Tae-Woo, Kim - Hyung-Kyun, Koh - Dong-Seok, Park - Jae-Dong, Lee
Department of Acupuncture & Moxibustion, College of Oriental Medicine in Kyung-Hee University

Objective : To research the trends of the study related to bee venom and arthritis, and to establish
the bereafter direction of the study on bee venom herval acupuncture.

Method : We searched in PubMed, with bee venom and arthritis (with abstract).

Results : 1. We searchedl5 Papers, and the pattern of the was as fallows: Experimental study(13
Papers), Epidemiologic study(2), Review study(l).

2. The type of the experimental studies(12 Papers) was as follows: In vivo(6 Paper), In vitro(6). And
the involved components of bee venom were as follows: Bee venom itself(6 Papers), Melittin(3),
PLAP(1), PLAP & Melittin(1), Adolapin(1).

3. Among the experimental studies(I2 Papers), the mechanism of inflammation was 10 papers
(Inhibition 7, Inducer 3), and the effect of bee venom herbal acupuncture therapy were 2 papers.

Key words : bee venom, arthritis, melittin
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I.A &

BHYL YA AF A He BEE
HElE ZE 9F5E dFE 93 4ol E
| Aol dgAHo|R, o] 49
A B, 284 B B34 3HY F9)
o & HyA4 gEdor HEEH F
2 x97le FE AHFo|

Aol uhslel #Ad dAFwe] FAHA

“
B4 B2Y o

Hlo] wER| ) oL ApAEA] 7HoR A4
A Aol ol A A9 0.
5~38%¢ A @49 0.15~1.3%E H& HEE
goln, ojAo] AR o 3uf 7} FEsh 50
A o) FofE Ao wE BTE vkt AHE %
70%7} 200helA 30th AbolE vlmA FHE FoAA
s9stn Yo, o]g NE2E NSAIDs, DMARD
(disease modifying antirheumatic drug) 5% %
EAE9 £¢, AgHE BHA Uon, 1 9
of T o8 gEe] AlzHoA R AT, Ut
Aog vy AP fPAE LEd AANY 1 A
HE 7 WA A= Agoln, e EalolA
otz o) FRE Hole Zlo] YwrFo|t}
¥ %44 (Bee venom Herbal acupuncture)©|@
B Edo] Sol%le ¥5E F2 7HEE 4
Wil s 29 @ [fio) FUTOEN FE E
79 BEY A3EH EolEAo| e wAE
ozl Zg4-& FAlY o]&% HEMixd dFo=
2000 ARE uztede iz 4F FF A8
o) S50 . FYQNE ¢ Bd 5 AT
Y EZ U BE JTFE o Esto, ojn] 209 ¥

r
q,
2
e

.

ole] BE #FY@ &=Fo] Ul gloH, JFHE
o2, 23 Aol 47, 54, 204, 184 F
o Z7jelM EEo] digt AF7t 83| o]F
AR Ax, Y A2 YNAHCE 4% $AG B
o] 451 Y= Ao P,

olo] E =M, #AF o B3 B
¥ =52 vF FYIHFEMBANNLM, National
Library of Medicine) Medline Databaseg! Pu -
bMedE ol &sle] AN, EA% ¥ 359 3G
g Byl ogt AE71AE Fopsle, gozy
e FA3D, §F 55 oY A7 B
o] H3z}t .

0.2 <

PubMed®lA bee venom{bee venom therapy,
apitoxin, apitherapy, bee sting, bee sting
therapy) AND arthritis®] Z¥o]& with abstract
9 limitE Fol AA% A7 F 16F9 Journaldl
A 2089 =go] AAEHA of F B59 B2
9 Ag% FHH 2 5L AYY 1689 =FL
th&3 2

No. 1%
Bee both an
antinociceptive and anti—inflammatory effect on

venom pretreatment has

carrageenan—induced inflammation. (%% AAA]
= carrageenan FE¢ BAE FFEH AF
o a%E 7pAt)

Abstract
E FAR= 559 B5NE 9oy B2
Holx fAw TH g5 ¥5¥H 895 5%
7b duE 2egE E3A4E7 Aot o] el
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PubMed H4& 0|88 TN P13 BF X0l Cjt H

HY RulelA @A e Y €5 28 Jgd
TFE AN A8 FUgeE AgAe
2 BEo] AMEHA gtk o] =FS A4 Adlel
Me 850 349 35E dosAn 243 9%
AeelMe FEFAH €58 FdE AvE F
= ks 7MEE ARE) 8 naERi o A
¥& carrageenan #E8), F4HY Lo HF
do| FHtHE B4 diF 3= dAe &
I3 B A8 gAY At 22 4
Fol o8 e A5 Fos expressiono] %3
22 BYEQY. A FEAME AvkEd $58
B3 Fsh= Rol, AAE BE FFo] A& W9
AEH F4HR Qlol, A4 Fos expression?] %
o F7b7F 2ASAE Wl carrageenan T
Ao 5 AAYE & AL carrageenan T
g8 e e FF go] Furd FAAY B
& A Al 29 559 W v e
Ao M9 Fos positive neuron?] ZH Alolo] o
g3 AggArt ook 23eg 359 AxYe
carrageenan Fx8 €F4 T FEFL ¥4
39 £34E stk F@o| Uit W dFA4
Ag #FHo] Sl FEFH FF X5 =
Aol §4% AL REGE AL o] FAE A
83 gict.

No. 2%
Bee venom injection into an acupuncture

point reduces arthritis associated edema and
nociceptive responses.(Z¥9 FE5FYL £F
B FE2E il #EEE FAAUY)

Abstract

B5E AR or FYYdeM FolElA @3
5 e 9454 AL B FHE A
Fled AHEsolA g RRY ZAREO] $59

166

s
FEFT AUE HUBPIe AW B5Y 954
5Ol dg ¥FF A ofd zAEA gk
Ad T2 gl oAy =EL2, #2F g ¥
59 Az A FoE Al gEddn AL
g FAY A2 §74 el o =E2 WA
#dge 2 EQe Aol SFE A
4l 85& FY® A7 HA3E Ao 9
# Ao §FF AHE viady] As dAd =Y
o A fdel % 2o £EE SohubEaA
#Fol F7] 98 A7l kgF ¥5 1mgd s
FU9 A&7t PR,

25 A8t EE 9299 F% 390147
a3 o] e FAANY FF AME F94
QA ZFEARD olHE 59 FFEX ¥IF
g B35 AR ¥ 1293 2194 AA #3E
A Ity 85 Aae d94 FYeE £
8 259 3 Fos F4E FY F 35 Ao &9
A YA GAEAY. 23 HFE FoolE 85 F
q3 vlasted, ks BE Ao 5 F
P, Fradd QA BEEY FFl 2 B¥Y £
£ UehiaT

of dTE oM Aoz fud dEP
Nl Fezke ¥ 858 FYUske Aol
FETH FEFY 23 JEhddE AL BAE
o olei ¥ AL Fulels #EEY 23 7139 A
RE 8 $5°] FFE dAYEe] g F o=
FedE BAED

No. 3"
Beekeeper' arthropathy. (24 2te #HF)

Abstract

HE © FEUAAA Y¥E FE Y @A
9 A4y, B3, g1 YAAEE 538 7]
£37] 4%,
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W BT d¥E F ) BEYY E4E
H7ka7) At BF 93 424/(16~664) 9 34%
AHAA2, FA 32)9 JldsHE dF. ZE $AE
< Fuenlabrada de losMontes (13004 3%1) gh=
Z& vhgelA d3td Az gled, 2EL 180
HY FedaEel ot YA drE 18
9 50% oldel & AF A7 89 Fok & ¥
Y& 71 A ¥o] dtn Byt

A 4 BAEYo] 108AAA A=
gREe FeelA 53 U, B2 259 o
o] ARt HE FEFo| 28R AN A3
ot AL 16 At Usln, g9 FAYA
o] 12 A%, BAY &54 Ado] 8 #$, W £
Fo] 15 A%, ¥4 7180 138 olA AN}, W
APAEA AT T2 B ARz BF w g
2%, 299, W] §Y, 438 $F, geodes, F
=, #3 P43 E BoFg.

e FEdAe Jgs] WAy FEs @A
AEE 7T o) g Aot 71AA Abx,
FAE, 7Y, 281 IR 249 gddo] o &
39 Wl 4%E Fdu A=A QA E
o fele YR #3235 4HE Y 2
Zo| AdWolgtn Azt

No. 4%

Venoms, copper, and zinc in the treatment
of arthritis.(#2%E A&l 9ol &, T8 28ln
o}d)

Abstract

o] & WHFY A5 Y 53 Fg, o
AH-E B8R ARk 54, ARd 59 o
Atk B3E, §9FY AEelAM olH# AREo|
gl 4 AL 29E £ UE NE AR
A8 zARRACL FEls) ofde dTFE Y

o}52 ATY A REAY, FEY ABAA o
A 228 AAF gl dE dud YA
sk

No. 5%

Melittin binds to secretory phospholipase A
and inhibits its enzymatic activity.(Melittin& ¥
H]Ad PLAz(secretory phospholipase Az sPLAj)
of st 19 FaN 84 A S

Abstract

4 melittin® sPLAz(secretory phosphol -
ipase A2)9] EaY 84 A=, PLAE
FER 0=, 49 A%, WYl (eg, [14C)-ph-
osphatidylcholine or phosphatidylethanclamine
vesicles and[3H] —oleic acid—labeled E.coli)®
Aagel FuleA #EE @xe AL ¥l
B d3HeM PR, Lineweaver—Burk 4]
oA 29 melittin® %% PLA29 w}ZARH oA
A% edl, o] 200 to 50 units/min/mg] wHO
ZHE Vmaxd #8E 7HART Kme ¥3lE3)
%9t}H0.75 nmole).

melittin 30:19} W& (melittin: enzyme) o} A]
AAE 859 PLA; §4¢ ¥ 50%8 A8
o Z4 F¥&o] PLA;-melitting] 43248 U
By F& Z0)7] W&o, melittin—sepharose 3
89 7]%o] At ¥H Y PLAE FAsh=d A
453tk A7t biotinylated melittin®] &R
ELISA plates®t avidin—peroxidase® A3}
AETAA dAAeM2] PLA; 84& AR
At 2 Wi 4o ALHU olE uF
< PLA:S #ei9} 3FE s HF 7|xE A
T8 B U o} FAF g9 FL4¢ 714
T QUth

No. 6"
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PubMed ZM#& 0188 LYH Y BF AP0l Oift 0¥

Phospholipase Az—activating protein induces
the synthesis of IL-1 and TNF in human
monocytes.(PLA2 843} ©¥ (phospholipase Az
activating protein: PLAP)< IL~1(interleuk -
in—1)%} human monocytes¥ TNF(tumour ne -
crosis factor) ¥4& FL3rh)

Abstract

PLAP (phospholipase Az activating protein) &
eicosanoid #§4de] F2& dizfzte|t}. £33 PLAP
£ FrlEls BAY #29 294 FE FEE
474" 5 9, FE #3o PLAPE FABI &
o] 29} vl @Fo] Uehdth PLA; E49 &
A3t9l eicosanocid®] A§AF Aol TNF-alpha$}
IL-1 beta® PLAP A& #AFdces 7E £
B Ao BeFAt @F ubgelA Hopxe 714
£ o A7 8 $ElE QY gAY &
#79 TNF$ interleukin—-12 £u]& #Zdh=
PLAPY 5¥& ZAMSS{th TNF& IL-1 D99
F#& ELISAZ AT, IL-1 mRNAE
Northern blotting® 2 ZA=%ich. PLAPS PLAP
peptide, 181 PLAPS} 454 E59 PLA:
A melitting BF- Al7he} oo &t 4
o2 IL-13 TNF A¥& Z/MRT 92 ¥4
¥ PLAPS ¥AEY @¥Ql actin® ojejd &%
g uehiied Assigich. PLAPY TNF¢ IL-1
9 23, arachidonic ¥& linoleic acid &<
free fatty acids® 7F A3XEY Axs &4
Z71 4 itk ol#d Fz: PLAPY #4o]
cytokinesel & A=E & Sites RE yepd
® o ohJal, PLAP7} cytokined ¥42 B3}
o] Ao} A PEE & & Ax ZEY
' RE Uit

No. 7™

168

Modulation of alpha
(AGP)
venom- to adjuvant arthritic
(AA) rats; possible role of AGP on AA
development. (H23 #A4E A9 €Y 85 &
oo wE+ alpha 1-acid glycoprotein{AGP)
gene 59 24, 223 AAR LM AGP
9 7bsd 48)

1-acid glycoprotein
gene induction following honey bee
administration

Abstract
AR f2 @

it

BEGe 259 FYL AdM &
A4 e BEEY AAS AW 27| el
7ve] A A9l alpha 1-acid glycoprotein
(AGP) #3a #2949 #9949 e JAE 7HA%
o 99F f2 #AGe AGPY §4& BAY
AP A&ae e 7t o AR Y FotE
7bAsct. IL-1, IL-6, tumour necrosis
factor (TNF), 1282 glucocorticoidst £2& %
E oj7)e] AGP #F3A] 74 g Hglo] Aot
o2 A, YA fL #EEH BE A5
A9A s FHolM AGPS EHo] oy 717 24
o] A5a4E Py, T AGPE 993 fi
BAG] Mee] oE ¥ ddan ks A

o

No. 8"”

Human rheumatoid synovial cell stimulation
by the membrane attack complex and other
pore—forming toxins in vitro: the role of
calcium in cell activation. (% #3 E#A(MAC)
g = g8 T Y48 544 98, AA 9]
A QIzte] {etEolE g9 AE A AR 84
xe] Zgd 98)

Abstract
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Hjorg Qlzhe] FulelA gAY HE(HRSC)A
sy BAPAY %9 ook THE e
g9 a3yt ZAMESA

A5y wAe o FFF uxPEA ¢9
melittin, perforin, ionomycin ¥+ Q79 FHrv}
gA g A¥X2RE k%9 prostaglandin
E2(PGE2) , A& 1A47 A8 27 #ulg), 7
AR 47 T F o & A AAS 244 F
ot AHe Aotk wXHE FHY ZE e
A, Ax9el Zad AAE PGEE Ut
800ng/10(6) 14 <¢F 300ng/10(6)8] HEZHH
o S3AEEA(MAC) Y HXHAQ gz i
g 5 oA A Bole G-dd g49 23R
ZAEL HAEE 59 MACE 8 2443
ol HRSCEHHE I[L-6(interleukin—-6)¢ #H|E
Fagedl, 200ng/10(6) HES FFM 7jE
3} vl@sl] 550ng/10(6) AZol 24217t T2
dhe EoE HAoh AP A da 2 FA
g AHRE [L-1 o9 JAE % Ful& o=
T QAT o] AEE FrbelA BEEH B
A3l gE3E A¥s €5& fide 2719 o
AAEA 98¢ ks A 7P + ok

NO. 913)

Rheumatoid arthritis synovial fluid pho -
spholipase Az activating protein(PLAP) st -
imulates human neutrophil degranulation and
superoxide ion production, (FrlEl2 #EE £
9] phospholipase A2 activating protein (PLAP)
& A7 FAT B Ad AFE 020D
e S8

Abstract
FulglA #BAEL YA eicosanoidd] AL
2 EA AYA 2 phospholipase AAT eico-

sanoid $gelM GAE M@= vl &ojth $2le
oju] FulelA #EY BA9 MHE/} PLA;
48 At 2E 2R AT FuiEga
gotdlol X PLAPZH: &4 ¢¥dE R o
AN2E A7te] AL §52] phospholipase &
A dEAQ melittin® 3R oz JYPFoz
fAHdol Ut melittine] $47+Y ¥ 0 ¥
Ag fidcn RaHolA7] wie], EF ly-
sosome &% 0.9 % e}t Fulels #3
ol Hee] #AH7| Wi, e F479 7
& o=t PLAPY 9l di# 2Askgich

No. 10"

Bee venom, adjuvant induced disease and
interleukin production. (%%, HZeez f¥d
AW interleukin A4H)

Abstract

BE A58 Ho) AT B FAHE
d £2 927 interleukin AAto] tZTH vlw
gt s ZAEHAT Aol o] wjoke]
IL-1(interleukin—1)&-& IL-29] A7t AN &
5t 718 Y. oy # Fde A e
A BE gy daAEe s FPFem
IL-19] At 98 Fohe 7Hol Ut 35
9 NEE fEE A#Y APl hAEY JlF
L wage g, 18y ovix APHT TEE
FT e WAHQA dolg 2y 4E Heges
A FEL v

No. 11%

Bee venom melittin blocks neutrophil Oz
production. (85 melittin& F479 0. 44t
€ =)

Abstract
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PubMed Zi4§ OI88 HEH Y 8% Hol st af

50l BHYY XNEE Y HAY gog A}
480 2R RulEls A@ FE mdoM
459 &HE s Yt $EE superoxide
(027) & hydrogen peroxide?] <lztel 9o} 4
T Al g B 38 dFRn, FA4
o] ou E4o| glu &3 ulsh= YAt A4
g fde A& Yol B59 F4E me-
littin(50~70%) & calmodulin®] ¥& ¥ 1B
¥}, astrifluoperazine@ calmodulin® A
e GBS AT FAT d& 0 W
ot ol® o]fZ <QIte] TxYAe WYL
gt 0" Akl it melittinol vt 859 o
peptided] EHE FAHYTE L& $=o)M &%
7b e o AR vadte melittine] 4 &
FAT ZF 079 A4 dAgT: 2g dopd
o Ax7|g 9% AERREY 189 FEAVL
HF T A 23 &g dEUA It o
A Ao FHHA G 7jdstzm,
iz} vlgdHo], B4, i 7lEke A& of
Utk $8E melittin®] 2L, cationicd, amp -
hipathicg], calmodulinel® AgAel, oo A9,
0" A4 oAl Hepol=g] g¥oz Agdity
7FY = R, radical production®} A oA T
AQe] o] 9¥E FFE ¢ U= HEo=Y 2
4& 44 + Yo

£49)

No. 12'°

Effect of honeybee(Apis mellifera) venom
on the course of adjuvant—induced arthritis
and depression of drug metabolism in the rat.
FelM A4 {y dEFH FEUAY FA
of % & 59 &3

Abstract

Mycobacterium butyricum®® +4¥ #AY

170

n

£ QAB: B89 59| Lewis oM dA7H
ot 82 kgF 5 Zmgd FH$ Sy 2F: 7
A F4E T8 dal oA 4% i A4 A
ok GlolAle ¥9tE, heme thAlel BE fug @
AT T3 ZAHE

oy Bxeke 7ke] § ~aminolevulinic acid
9] syntase(&4), porphyrin 88, & fe-
rrochelatase ¥ %o At 28y g9
@M E cytochrome P-4503 ethylmorphine
N-demethylase$} benzolalpyrene hydroxylase
o #A A4 gY0ME dASA dA=HU. o]
ge d2AeE E EFY XEE hepatic mi-
crosomal heme oxygenase 49 %718 714%
O 358 22 22 ABE AE ol WA &
o] AEFE FoFE W FRHE: A vz
& 3719 heme thAlelAe] W3E BAFT.

52 4R HAM #REY © Hol B2
02 fid FEAL dAsE AL BAFUAR,
heme thAtel] oME 4R, F30] H&RT &
Zoluf Bxoke] o) o|Eo)A heme thAtolM T
Z¢g W3H= hepatic microsomal enzymes?) 3}
& ke "YAAY F29 FedE AEHA
A Apgttt,

No. 13"

Adolapin——a newly isolated analgetic and
anti—inflammatory polypeptide from bee ve-
nom. (Adolapin--8E22RE Ago] EIYE &
F%, ¥9% polypeptide)

Abstract

Adolapin® ¥ 7} #A3og Rl Gel
A%} CM cellulosedlA|e] ¥FE4Y. SD A7
FEHol o8 TAE polypeptided BEAZL
g 115003 11092¢ch Adolaping 2%¥ HA



The Joumnal of Korean Acupuncture & Moxibustion Society Vol 18. No. 5. Oct. 2001.

E(ED50~0,016mg/kg) &+ Randall—Sellito' test
(ED50~0,013mg/kg) el o8 A§2 a3rt B
k. carrageenan, prostaglandin® HHE H¢
g #9 298 29 FFF g #EAd
adolapin®] ¥¥%F 80| AR} Adolaping
EFE ool &3 whgdte BAAA 7ddke
A Zd, £4 7142 adolapin® 2E 4o £
xgde A 2o

No. 14"
Anti—arthritic effect of bee venom.(2%£9] &
#AdE 29

Abstract

BEo H3 F¢& carrageenan F59 29
233 433 @dE S8 HY #HYY Ay
£ GAANZT AT A {FL B FAL F
J A¢ £ 1d, gz $5¢ & 43 A8y
€ 9 ohdy AR AP aYFeF A
At ol2fd AA AP £Fo] AAgf wet A
AHog L&A 5 A% 1 g4 7Y
g A AolA FARe woduiel) A £
A Aoz uyHd. HxdA ¢F 4FUy

< Fdo] A4 fi E39 FApg g4 At
glo] FAlshs Reo] #EFY AYE goitt FE
2 Aok F 71X Y 7]Ho} B59 TEF A
EgEE AL M (1) oilE gdAA 9
g waddo A (2) corticosteroidtt of2 ZE&
old 7|dd % TEF W3

No. 15'
A descriptive clinical study of a type of
arthritis in beekeepers of the Badajoz area of

La Siberia Extremena.(La Siberia Extremena$

Badajoz A ¥ 34zt #EY MY A&

49 98 @)

Abstract

WA o Rzl A gdEE Ao s,
Siberia Extremadura (Spain) */%2] %841z}
AX BEY] UYehhe 447t AU, o] 2
< a3 2399 A 53¢ Jiestn gl

WY, gAY B BoEhy, Ay
a2y weed By @A & &5 3 Fie
YA 2ALE TEsHE 440 £YPY of
Ao FAHAQU AFZHE 60%o| T2 A
=tk

Ay @ o] E AT FAYo] #YE FHOY
I 2H EEE 2 A7 FAHE F Lol ol
ERAY A 7P £ PAMSAHA AL &%
Soizt @A g, A3, 132 geode’} U= A
oy, ¥AAoZE eosinophilia, ¥ BEAAY
ol4, 131 ¥4 ALPY F7loltt.

22 dg BE2s Y AN 92 @
ol 7lgHEd, ot HYFLE &o FEE
F1, FE77h Ao gl v FEAAtelAA
dAgt A% 238 @3 2435 479 #32 v
MEE U £ e Y T4 RS ¥
L=

=]
3
ol

m = %

PubMedE B3 ZA€ 1599 L& =% %,
ME @A Y AL AB/AA 128 24

=% 1% 2¢ in vivod A¥=E2E, BEF A
fd4cz fid AY FEP o 35T F4
o2 1 a#HE A =¥t Y Ao,
12 carrageenan®, 2+ Mycobacterium but -
yricumE Fo FYs Aoz EF5E HEE

m



PubMed ZM & O|B8H 1PY TP &8 S0 Cipt IF

|
ol GET, ¥ 1& wes] 259 FUUN BT BEde] PRUASY AYY 3 Wl
goglol B399 B3} 248 ¢ A U, 26 o A8 HolET
259 29 9AE Fioe A% AL Bln 48 £ES AN BEE 23 B

3, B¢ BEY 53 dF
ofe] B5 F¢ol o &% %
ZHA £=EelA &
Z paw volume&
ke
hyperalgesia test, mechenical hyperalgesia
test (Randall-Sellito' test) & ARS8 £33
+9 FLI neuron(Fos—like immunoreactive
neuron)S &A34+Ed, FLI neurond NSAIDs
g8 z:lTJ FLI neurono] #A#ths R17L
oli, %8 adjuvant injection ¥ 33| FLI
neurone] F7HcHe Buv} JoEE ¥EF, ¥
25 Age BT B 5 7] Wy,

33} 15¥9] =88 AARAEAM, =& U8
AA Slol BARY RE Y, FAHR
Asig oz 3H =Folle Fuenlabrada de
losMontes#te vh&9] 1809 FEdAE F, B
7 A3 424(16~66A)2 3482, FA
32)8 o g & Aoz, 1589 =& Siberia
Extremadura (Spain) 2|99 484 F 729
2 604E F23o Aungit AEHoE ¥EF

$ who] ohyzt 3¥
Tt ol =

A5 A%E wEske A2

24351, F5ed AnE ¢

Ao R ankle flexion test, thermal

Eicosanoid2l 4&4%

that X gol E =F8L reviewd RLoZE o3z}
A dxEE d8437 2254 ¢etn FEA
2ok a3y 4 =8 WA FE &
Az thet 7hsAdel dis) dFst o

58 =582 in vitroZ, ¥4 melittin®] sPLA:
(secretory phospholipase Az) ¢} B§&te] sPLA:
o 4% ool ¥F& AR RAd, melittin
< BEY AE F /M gL FEE AAEe
peptide component®] 1, sPLA, £ F5¢ &
go] Q& enzymeso] i,

AZWE L eicosancid®} #Ao] H2H, ec-
osanoids CHE-E3pAHte] AFSMER, arachidonic
acidolq) F& AR I, prostaglandins, leuk -

otrienes, thromboxanes 5°] o0, ol #F

& do7]+ FoUAolth Eicosanoid7l #4dE 7

98)A= WA arachidonic acid”} phospholipase
Ay(PLAD S 28 1(EE T oD Y AYRda
Ao ¢ = Qx4 (phospholipid: PL)ZFE
g & o]FHojo} it} PLA¢E A3 PLA:
(cardiac PLA2: cPLAz), AEAY PLAx(cyt -
osolic PLA2), ¥u]¥ PLAu(secretory PLAu:

Dhospfllolipid(PL)

phospholipase A2(PLA2)

Ca, calmodulin0i|
o8} E&t

arachidonic acid

glucocorticoidd|
A8 Ax|
|
NSAIDsOl cyclooxygen
sl A ase

/

prostaglandin(PG)

172

lipoxygenase

\

leukotriene(LT)
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sPLA2) § AolE A 7HA9) $77} EA8,

o] =Eo|AM¥E, arachidonic aciddld ¥%9Y F
A0 AAEE|, o|#§ arachidonic acid7}
PLERE AAsEE A& 437IE sPLAE,
melittino} AHPozN 1 A4 "o} E5& o
Ao Aot o] =F Foe vy =&
o] gl&=d], ol& in vivolld & F/He PLAE
A3eT e Ao 4Zdvn F2dn’.

6L in vitro =F22, PLA; §43 v

(PLAP)Z melittin®], ¥%9 wi7/iAd IL-13%
TNFY #4& Rl 45& doUgdes R
123

AFS &3 A dA, & F4 ¥F 99 #3g,
T dFoE FRED 84 952 A&
7] wgoltt, 4 ¥5L autacoidd ¥l 9
8 wisiE T oy ‘3;951 dhgoz o] A A W
Aoy, HagkeS WA oR AE AX7} gF

egolt 39 Fe U4 IFUSN w98
g4 42 8 4BUNL 9 olpth &

A4 ol Bewse 39 T42E 24 3o 7
38 B4 492 4 gou gHozE o B

OIS (0l, BOIEIA BEY) 07k (mediaton?”

Bhgo] 71&Y #H2 ¢ FP9 &#E glo] ¢ BF
& Y5 #H2¢ FHE QY F Sl WA
A5 34 B3N FRA g B WAES
53 dojdt). o9 U¥+= ol HelA He
F2 otk o3 Mg " AEEANA 7t
A Fa% 1@ st Folela gAddes
A dFol Wl AFY FEH FAE Bao J@
AQE 2Y3tn AN gz 9 @F¢ 2
A 5 A,

W =B in vivoR #5°] AGP(«-—acid
glycoprotein) & A3t} AAAA | HAse] ¢

& gAstE Ao,

AGP( @ —acid glycoprotein)& drelgeMd LPS
(lipopolysaccharide), FCA(Freund's complete
adjuvant), cytokine(IL-1, IL-6, TNF&) ] 23
f£uEl= Q9% APP(acute phase protein) @
AAMA g Bo] . o]+ LT granulocyte,
monocyte B XHe| &3k, macrophage?]
gejglol AFaE-g Walsty, €2 T 9=+ 7|
5% A 9AsD, T T AL F7H4
ey

oRZAA

EH] ME

PEEE]

Interleukins 1, 2, 3

TEER,
GM~CSF+

BHM| Z (fibroblast)
TNF— @ »« A ME
nterferons DIAME, SRUTAE,

erero T EE?
4 b

PDGF**« EH‘JMIE. ‘ELHEIMLEI

O 41 M Z (Macrophage),
T 3I3{T lymphocyte)

YO (endotherial cell), M|

HMRUME, Yol

BED s
Prostaglandin B4

CHAM o Wy §ys

Prostagladin BHd

ciget s

HRME HFY BY

»  GM~-CSF(Granulocyte~macrophage—stimulating factor)

*+ TNF-a (Tumor necrosis factor alpha)
»++ PDGF(Platelet—derived growth factor)
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PubMed Z4 % OIS DY PP XS BT Cipt 2y

a2¥A% IL-1, IL-6, TNF Zz& &2 AGP
Zae) dg "L A’ = o7l dAw
cytokineEo] ¥F3 #o| YunE AP,
Eg 50| IL-68 F7MUGE AW, 44
EEE AGPel it G%o] 7] Hio) AHH
o2¢ 4%9 9AE JYehiF A,

889 =&(in vitro)lA¥E melittin®] ko R
PGE:9] #7HE 7lA&tE 7228 AgedE ofF
¥/ PGE:9] #ulE 7HAL 1, UFe] tha] 7ty
3718 7RG Aot &, ol 719 4FE
s g Eolg 4+ Qi

PGE:# PGS 4@ PGY #4g Ay
3 2.

@Prostaglandin (PG) 2 42%

L. 3 47378 221734

9-PGE1%} PGE.&= &3] H4 oz %oy
A$ ALE AFAUY. $dAR (pyrogens) &
interleukin—1&  #H]A|7]H,
PGE:8] 4/ #u]& 21t

AZ3Ag- PGE AQY EHEL A EE
ARELZHE norepinephrine §& A3
o}, NSAIDE A A#AM norepinephrine
21§ F7HA700. ol& prostaglandine] AZAEE
A9 EuigelA ey 48g 938 & s
£ AR,

interleukin—1-&

2. ¥ A}~ EFF 24| prostaglandine] E4-38
A EAsted, o8 MEAEY A ZHAH L
A ALt} Prostaglanding o] i F2 Al
U 282 wo] RAE F7H7e Rolt. & #e
P45 44 F/MADG EF 4502 A% W
9 Hglx FAo| Y= RoR A

3. 4884~ PGE, PGFel o3 ZxAgo} 7
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—n

A5HY, AdEFo] FriHo] mA¥Be F3Ao
F7HE2 F48F3 o] Jehdt

4, 49— Y279 7l5¢ JAse WY 5L
ogteict. PGE:& Foistd B-JZ 7y T-¢=3
€ Mgt A4 A W3 T B opy
2} lymphokine?] #-2]8 A%,

5. 744 A3AS 4 $F- PGEY PGLt 3
%3 ZL2 VAR AF A it FU4 A7
Te AR EE T4 A 94X g RE

6. A9~ PGE:8} PGL& corticosteroidd @
NPT WM T Axe F4of Heg vjAt) o
prostaglandinf+ interleukin—-13 2& A3z
BAAE £ O FU-BA4TN 2H5E
class—II #49 & ZANFHLEAN T AR
FEGHE gAY E5o9 42 g4 Ax
49 272 B YETY F47 AT
38 frrdhed o® 4L AAE IgMY
AAAHE 2t Frlgs FEGANE 9y
ETA7L g @de] Hiso] AFNkgo| oplH
£H, eicosanoide ©] FFEE FEAL. ¥
79 dAHEE g 235 dygYFe F
2 g 8o Yehdrh A AL A
£ cyclooxygenase ¥4 €% PGEx7} 9HEol3t,

9 =&(in vitro)& PLAP7} $479 £alg
09 e AF¥e AR, F4T(neu-
trophi) & MEg 2AFL ALeM FAY Kl

g},
Superoxide anion{O2")& molecular oxygen2
e A BAHH=d olRo| hydrogen pe -
roxide®} hydroxyl radical ¥ £ 9& W4
€74 (reactive molecule)d] JiE A3E F 3l

o}, arachidonic acid$} o] £4¢ 454L 3

(oxygen—derived free radicalE&
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& FA4 239 4L 2H9% 4F3AHE A&
N7IA . F, of =RolME PLAPT 47
9 Eg 0,79 g A, o|Ro] HEFE
A&ANFE 2471 € 4 Utk Aejth

ol& 11¥(n vitro) ¥ =¥ H|siRd, HE
ARt d3etn & 4 vk PLAPE melittin®
TAHE 232 11H =&d4e 479 044t
£ d4A%dy R3usn gk olyE Aele
PLAPS} melittin®] xo|2% & 4 AL, = 8
e calmodulin® @3k 4Eo] 0,79 AAke
Falst=d'?, melittin ol Edoln ¢ I
Pold BoiAF  calmodulin®} Z#Helol calm -
odulino] PLA:E B48* s 3¢ dAse &
Fol Atk 474 & Qi

108 &=E(in vitro)JM & ¥5F 87 A9 »
AdM T AEel 24 ZF4Ae FATE, A
¥o 9%g Fo IL-1(interleukin-1)¢] #AE
2¥stn, AR T AXY Fgse L-29
AAE 298, & HYAAE & ¥59 ¥
F a3 4F3hs Rolgk sk

128 =%(n vivo)& ¥%5°| cytochrome
P-4508 n|@4slsld 25 dFE JAdT: A
° 2, cytochrome P—-450F heme protein®.& 4t
3 W-go] HF QA AsAE Fished, 9
A4 HEEY wEE FoAo Fide gz
#H2o)= arachidonic acid?} cytochrome P-450
€ 7T U &L g dirlHd EFH
d OAES AAETHE AMde]l gEA 9o,
E§ $50] hepatic monooxygenase®] &7} 9
1, phospholipase’} monooxygenase® A|3}1,
cytochrome P-4508 Bj#dslste EAEAS
AANHE w17} glenz!) BEo] ojd] &
o] IeXg A¥rY, e F5°] cytochrome
P-4508 Hl@43ste] 3 4% 2 JA%d: A
o2 AP

139 =8(in vivo) & §52 4¥< adolaping
% AvE Rer, $9FY HAZE paw
edema® ZHEAUL, FFFY FzE FRY
test, Randall-Sellito' test® AM3l] 1 EdE
AF3AT FFY 7|ALZE prostaglandin sy -
nthase system® AJAE F3 434 & UL
AT A

149 =&(n vivo) & 35§ H3Fslo] paw
edema® F4E 474 FAFY £d4E U5 &
AN, EF 9F ¥4 Zo| FYRE o 245t
M & RE B, ¥ AA g% Wi 7)A
2% 9y Y.

olg F¥ Heldrd £ 158 3, AYEFo
12¥0]9 31, J8tzAL 28, FA4o| 1#Ho|c). o]
F QAL 2UE GEPAte] BEY Ao B
20191, F4 198 IR $5] AAHAE A
BE o] BE review =Fo|gich

Ag=E 128 F, in vivo’} 68, in vitro7} 6
Ho|glod, degd A%t otz ol 44
¢ AETEH d2EY Aol FE Aol & o7t
g2 Sty AzEnh 4ol o)]4E 59 4%
oz 2= A7t 6HoR M BT, melittin
o] 3W, PLAP7} 18, PLAP & melittino] 1%,
adolapin®] 1¥°]3t}. _
ygdoe vd 108 7|AE 88 2ol
2¥ L 859 g5 5% A% A5
=8t 1089 71A & =F Fole ¢
£ YA 7jdo] TRLE oA, 9F5E
g AT 38 9T

do o 1 K

A%< JA¥de =2ds,

1. 50} AGP(a-acid glycoprotein}® YA
Fo2A, HMA FAdY FFE JAsE= A
(AGP+ granulocyte, monocyte, lymphocyte®
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PubMed Z4& 0|88 BN LM BF Aol Lt 2@

ggde] Ak RAeE 9F HHR #™HJ

1w
)

2. BE=o| U4AH X (macrophage)el & 43te]
IL-1& #2A73, Aoz T Axe 248
o [L-28 ZANA 4%E dAske A aL-1,
IL-2= 5+ A9 miAA Y,

3, 2Eo] cytochrome P-450% A3}
arachidonic acid’} 8% ARFES A= A&
o= A (Cytochrome P-4508 743 &ad 9

& arachidonic acid® EF9 tAMMES AAF
22))

4 $50] g4 A BeAAA Bosld @
¢ GANUTE FEd (2R 9r 22 34
3 349 gejz AdAAY dF8ee A,

5. Melittin®] PLAz(phospholipase Az) 9% 2%
3ol PLA:¢) 8488 ¥ ozA 4% Al
ATZ2Q arachidonic acidd] ¥4& =ethe A
(% wiAAS) ATEAQ arachidonic acidE
PLA%l 93] phospholipideld +5012%),

6. Melittino] 479 0;°9 WAHE Apdsiod
4zg JANE 2V (E4TAN A8 O
e BAO g AFE ol ¥F9 AT
E44l arachidonic acid® Az &435tq 5L A
£A)77),

7. Adolapin®] prostaglandin ¥4 713 44
sl gazs &5FY &¥o] o= Rojd
(prostaglandin® arachidonic acidol* &€ &
Z9 gaprEgd®).
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HF5E doiithe =iolE,

1. Melittin® PLAP(phospholipase activating
protein) 7} @E w744 ¢! TNF- @ (tumor necrosis
factor— @) 8 IL-1(nterleukin—1)°] 43 a&&
FHO% Aol m (o] melittin? PLAP 2t2+& A
e Zolz, olutt HZY =FdMe 859 4
£l melittino] PLA:%F ZEstod PLAS] E5T
B& ghethe ol 98Y),

9. Melittino] %4802 PGE, 288 74L&t
Y= A(PGEE= ¥F AMIEE, B35 79 ¥
48A17F Sk HFo] stk HIE Y1P, o
wE 3 JEuke] AHES,

3. PLAP?} neutrophil degranulation® Oy A4t
& A2aP= Holdh(Melittino] PLAPS #A}
g FzEVe A& A48, ot A9 64
g AtsEe R, o] T3 244 89 A¥
olzt: A3}, melittin®} 2 £3AL calmodulin®
A% & s 242, PLAY BAE EEQ
caimodulin® 2 Agsel 1 715 ARE e
2 25 4% 94 AL olf 7).

AZ7A) AsE Ay 85 X5 dis] Abgel
AR ALA7 AL AT, AE AL FE EF
J1Ae dg ReleH, e =§o] & HE
oM 23t ATk doB Al A AgH
Ib=Fo] Hes Reg AzHY, 12 & J1A
of JEME oS L ATV YR AoE AR
g

o

V.2 &

PubMed®|A] bee venom(bee venom therapy,

apitoxin, apitherapy, bee sting, bee sting
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therapy) AND arthritis® #A4% A3 oL 7
< FEE Aot

1. % 15%0] ZAM=, of T Y =
12802 iRl z, HEzAP} 28, F4Ho| 1
Hol At

.‘L.‘E‘:o]

2. A8 =% Z in vivo’} 68, in vitro7} 6%
o]gln, AYe] o]4H E5Y HRo2E 5 7
A7t 6HOE 74 WA, melittino] 3%¥, PLAP
7} 1¥, PLAP & melittin®] 13, adolapin®] 1#
ojgith.
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