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The Review on the Study related to Anti-inflammatory Mechanism of
Bee Venom Therapy

Jung-Sik Choi, Jang-Woo Park, Min-Seok Oh
Dept. of Oriental Rehabihtation Medicine, College of Onental Medicine, Graduate school of Daejeon University

The obtaned results are summarized as follows

1. New findings are reporting year by year as for the study related to Anti—inflammatory mechamsm of Bee
Venom therapy.

2 The Anti—inflammatory effect of Bee Venom therapy 1s achieved through counterirritation, stimulations to
adrenal cortex, immuno—regulation, antioxidation, removal of free radicals, modulation of AGP gene induction

3 The chief components of Bee Venom related to Anti—inflammatory effect are Melittin, MCD peptide, Apanmun,
Adolapin etc,

4. Melittin binds to secretory phospholipase A2 and mhibits its enzymatic activity

5. Melitin blocks neutophil O2-production

6 MCD peptide(Peptide 401) stimulates the mast cell secrets histamine, Anti—inflammatory effect caused by
this 1s 'conterirritation'.

7. Melittin & Apamun have an anti—nflammatory effect by inducing cortisone secretion

8 MCD peptide & Apamin ncrease immunologic fuction by stimulating hypophysis & adrenal cortex and have an
anti—inflammatory effect by mhbiting synthesis of prostaglandin from arachidonic acid

9 Adolapin have an anti—inflammatory effect by mhibiting COX

10 Bee Venom have an anti—=inflammatory effect by supp ressing AGP (e —acid glycoprotein)

11 Bee Venom have an anti—inflammatory effect by imhibiting NO, 1INOS, PLA2, COX-2, TNF—«, IL—-1, NF—«
B, MAP kinase

Key words Bee Venom therapy, Anti—mnflammatory, Mrhittin, MCD peptide, PLA-2, COX—-2, NF—«B
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BEo] KEe 7157S BHol QLUARH BES
AR o]&PULS & T Atk

#EY AE2v AYE(Apis mellitera) T
dAnto] ti7f AFEH™ TP o|up 2Pl o3
et EEoIY B 5 o8 A3 S8
Bhd FRE &Es ez o,

W] MsE W, E T, BES HBERE,
LSS, WARE, WEEESY guE, waS,
SR,y T, e T, EIRILE, HE,
BEEENSEIERS et 3t 8 AE
& ¢ 409 7}AE peptide, enzymes, amines,
lipids, carbohydrates ¥ amino acids5 22 Y
oAXH, o] F Fa% JE & peptidex A
Z BE9 50~60%% AA 53, melittin (40~
50%), apamin(2~3%)3 adolapin(1%)°] ToE
TR FATEER, %&EFRI histamme W
fEAS so?,

#IE (inflammation) o] & F o] BE WA 7L
Fosde] did] JEUE AANSS dovE
RozZA, AR ou)g Agheo] ofu}t FEEE
RIEoIT), B FHEE QlojA HKiEeledt &
A, AAY FAG AFS wokg we] AR
<, EA, AFTEL AAFNAY 23 A7 3
g BEse $9AA o9, AR, mEoly T
(B84 W3, fEEES, Age BEERISEAY |
g So] & o]Fold BaHd Wiy,

FEY FK g g #H%Es Bilingham
Ho)Pel] o3 ALoE KEFY BRER + M
SAEFEAC] g ol HASZ/AE KESY 71A
o i3k HARZAe] v Ad wel EdstA
EggJ— M

olof] & 03?01]*1-?: MRS FIARE A
of thE 7]&9 W L AT HE Emd o
3 w2 EFES 9 AR v E #Es A
=

Oo. XK

2

1. &3 B
Az #E YR 98% ARE ov A

AT+ Fo AW F BE A4E2 phospholipase
A2, hyalurorudase, acid phospho monoesterase,

a -D-glucosidase, lyso phospholipase S°] $J
o}, HEE= AL melittin, melittin-F, apamin,
peptide 401(MCD peptide), secarpin, tertiapin,
protease mhibitor, procamme A B %°] 3t}
A EAF

noradrenaline 5°] Ut ©] % phospholipase

F714 %2  histamine, dopamine,

A2, hyaluronidase, melittin, apamin, peptide 401
Se 3 #® (EA g8 o= AE HEst
of glevt UulA 4EEL I fEfel tis) o}
e #art gasid?,

1) RS

(1) Phospholipase A2

Phospholipase A2v BE &Y dHF-E2 A
st Edolt). %% ulel Phospholipase A27}
ST Aol AL #EE AL 1B2do)gem?
2288 175000t ¥4 7 Z% Phospholipase
A2v AR A2 AN BaE o 4
A A9 &40 dojuviA] etk &5
% Phospholipase A2¢] LD50L AJFH A A=
FAZ FUE W 75meg/kegE vl Fo] ¢l
= Holy HAIFEEANA AMEE FEANFHE W
a2 71de £87 A oFr}?,

Phospholipase A29] F8 Z&02& AA 7
g3l HiK E < At Phospholipase A2+
gl FQ allergen®]”] Wo] 53] B A4
& wolgitl, £ Phospholipase A2E 7+ £
Hr2AY g F AT &3 SuiFgo] Utk
Phospholipase A2E AWe] 7148315 Fvjjstd]
lysophosphoglyceride®} R ¥AHS HAA] 7| o]
B2 73 184 EFAEA EE AX EHY
AA o]FZo] Z£E 4 9t} Phospholipase
A27} 7hEs A4S B3 AME HEAAM ¢
AR AL HFPA7|E 7 o] &Eo] AASA F3
Ao, olAL T Q1A "e] IR Ho e
29 Aoz RAG?,
F2 o] ah9 93 phosphoglyceride?} 3}3|
o AREE AZE AAH AETY ZA7 A
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oltth. Phospholipase A2 ©522 % AAF
g AL S ot B5egE e =
&5 A3 oW Ato] A"

Phospholipase A29} Melittin AtolollE Ae2Hg
o] gty o] B 77} E AZPL wo= o}FEH
FIE LA Bd HYTE o] Eo| ¥/ A4
850l HFT I} B5o AA 549 Ag ¥
T PH3¥ g3f=H8e] 31t Phospholipasest 3
A f3FLo] JE Melittin® FF2L Y&
Ao} 22 Phospholipase A2¢] £3)2&<
A7+e wo = Melittint 2] 45282 ol sjste
Aol Fa38t?. Phospholipase A2 tE 27}
Gol2el oM mAsA EAFEHAR 2
od gslxe angoz 4P, sfsEs
Z&& pH5~9, 15~65°ColA & 3 pH 80
oA 7P &gl Aoz dEA U

o

2

%)
Aot 23 AAHe] wAe A% 9
Bt 23 oM EFe FHIASFA A3t
Prostaglandin®] A7A ¢! Arachidonic acid®] ¥
Hj& 243024 Prostaglandin® AL =4
e 59 98 stz g

7199l Deregnaucourt C*P¢l) 23PA Phospholipase
A2e A A 74L& Fske HET9
plasmodium falciparum®] E3GAe] 438 A=A
AL 39101, Nethery DPo ojatw g7ut
9] mitochondria®] ROS(reactive oxygen species)
2] ¥ AL Phospholipase A29] &R sctm 319
3, Wu YLl oJdel TNF(Z %3 AR ¢
gk M3 9] Phospholipase A2¢9 @43l= IS
ALl ol2AGE AR AZE Bl F2%

(2) Hyaluronidase

Hyaluronidase(hyaluronoglucosaminmdase) =  #:
F9 Aot #Fo] FAIAI dokeE A
2 19540 A wAHY o o Falxr}
Hyaluronidaseth= A& YFo] B AT o3
Hyaluromidaset= ¢ A3 e AJ7kE<eh
100°Ce] dell= Z Adth 4°C, pH 3~12414 A

L

o
T

AAY -20°CE T2-3%F, TE-ZARAIIAGY
WAZAQ =HI{LAEEL (trichloroacetic acid)2 7}
= AsIoh BAE2 35,000 o) #ifeE
FY 2% AER 2% ol o,

7% o] Hyaluronidase:® HFHEE Z7F o] A
FA7le &8 ofvet s EEMgS 9
A7l A% A ¥oh. Hyaluronidase™
Phospholipase A2} &7 ¥®<2 F4 allergen
olty wEbx FNinkgz #FAI T FAHE P
o g,

i

2) Peptide A #

EAgo] 2,000~6,0000) ¥ F ] Peptide AE
< FAAX ¥E AFY oF 50%E A
3] Melittin, Apamin, MCD Peptide 5 I
55 Ay A4 W&o #3 Ao B4
A $&50] g

O gy m

(1) Melittin

Melittin® %59 T8 JEO2 HigEF
40~50%% A Fch 196430 A Bk 24
24 AL LAY 197294 FmiHS L34
71e Axg €4 AdZo] TAHTE Melitting
EAFS 2840013 26709 oluato 2 A e
polypeptideZX 13 04 F74x] Fe7} EA)3)
o gEdE B o Soldo. B 28400)
ARt Lo oS 1250002 A FHA
. olmtx AEEhs 593l Fgo) glen 7)
B AEs 37 $02 JAFNNE AL 5 7
£ & F Q7] Wil olgA tEFg 8o
de= Ao Z ®

Melittinoll = 28, BRIAE, BEFEZ
&, MEZS, RaseiEsl 28 So] ol

AA, Meltting FEEHHZ A2 H]Eo]
Al AR wEAEo] oA AT, wMEE, y|
WA, F4FE, vEZZ=IHo 5L BM®AIIY

Phospholipase ~ A2¢}e] Aszbgo] 3lojA
Phospholipase”} §H7] &A3tH BfEgo] o
7l A .

A, BEFEAE] A Melittine I =
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X&E BIS5E F1R

= 7<1x4 1]2“1 %—/\—lo] glb ;i 94‘)]]3
Phospholipase A29] AX ARITLES FE
Peptide 4019 3]2ebdl fE3 8-S =9 B
# R FHEE SNA F AEY T
A7 T9 EXRIAEE HHn gtk
Melittin> W14 Phospholipase A28 &4
of e AMEY EEAER JdFE 73
Phospholipase A29 Melittin Afojoll @A & A
IBAN} e AL d”8EE #ARHAGY
Phospholipase A2¥  Melittino] &7 ZX|dt=
Q—?—Oﬂ o]xlg 7]210]] ]ﬂ ;«1— z—l:L-a-],x:q /\1—/:.7(40
2 Ay P4 O]Z]Q a2XY Yiagd FE
AP Melittin® 2% §Folv &3] glol
AX Abol9] Qx4 -11-3?}% 58 71dE BE3H
o] Phospholipase A2 FAFA N ks
Alstol]  Melitting FHZHEE W A
Phospholipase A29] &4o] F7tHe AL olnf
% Melittin®] prostaglandin 343 4| 8H-& 2o 3+
24 Phospholipase A2¢] W&t AAH zA7
S Asste AT #AHo] J& FHALeE HAG
55 AgA Melittin® WA Phospholipase
A28 84& F/HALER AXEE &3]
<, Melittin®] F%=7} &5 olgy] =4t
A prostaglandin®]l AAEE o] Hoixw wj¥
A ENA 2FE2 Melittin® prostaglandin A4
S 4d3 Ao 2 FE  Melttinol A
Zgo] ¥£3d EDTA7 34 EA8HE o)g
zrgol #AHA e o9 wg=
Melittin®] #4]4 Phospholipase A2(secretory
phospholipase A2; sPLA2)d| Agsted 19 &
aX ZAE JATLEN 95 WAAY AFE
49 ofgt7|EA AL TdedE ¥aYx Qg
Melittine #2193 A3 =2Z(ACTH), =57t
Z(glucagon) & T2 HEl= Z=EZHrl 1034
73 5HA %{%‘*5‘_@ T2EQ ZEE ¥ (calmodulin)
o 1.1 ZAFste=d olvl o]AE Melittino] A
e FH3 EoiE W AEE &P
71" T S Aoz ERIY A BEY =
A& fU‘ﬂ B2A AH L4 Melttin,
Melittmel] 93] 43 714 349

o lo

T [

Phospholipase A2¢] ZH& Wj&o|gtaix & 4 )
=)

A, Mehttind FiE #H3E 2Hgo] o} #iko
TEFE FEAIIE AL Melhttin WjFo)|H o]
< AT G ukgt DA A o2
4ZFAZ Melittin®] 727} Wslse A7 f##Ho)
AT,

AA, Melittine HiEa-&ol Aot & #i
Eago] gdoe AL 98RE® dex gt
waol oshd® #%I Melhtting 30%F Ad 5
20%F9 4H4E JA 2 BEY HEGES T2
Melittind] 93} dojdr}, Melttin 1mg® B
g adddddAMdE HYUdd 01~983¢Y
d, 2ggAdFdME YA 93~1,700$ ol
FFste A4S s AP AlgE IHESAEA
9] 86%, 2@ 46%7F Wg-& Kot

AR, Melittmell & #4thge] Ags] BAE
Bos|Fe ZHgo] v AR ddA Uk &
Folv HaEEE F&o] Jlon ojRAL FE
Melittinol] ]38+ ZHgoja, 21 71L& AT i
JESE R (adaptation syndrome)2. 2 A4 4
AT & AL Qre 2EYLEA K
7FiAE QA7 2 AV e AAFHA F

——t

ox, M

o

27170 ZSHE Aoz BAY AA BES
99 299 MehttmE FIg 9ol A}
Mol =EFN AYFEY YEES dus) 2w
A 8 RaAZur Mol Felzaln AE

fo]l o S Aoz BuyHY

| Han HJ?= %359 Melittme] E7]
A#e]  proximal tubule cell®] Ca2+ &4
arachidonic acid W&< ®A|ZIthal &R o,
Saini SS™E  Melittin®]  human monocytic
leukemia®] ¥Hg-& Bt §H$l3, Shin
SY#= Melittin®] 728 antibacteria, antimalanal
Zrgo] glom antitumordt o] Qi &Y
o

(2) Apamin
Apamin 1965'd Habermann3} Reizol| <3|
gz FHENUT. o|AY EAFL 203607



BEALC MR BB FRo BT ER 145

g B9 2~3%] Aux AT 1 ABHF
g wE] g A Qo ol 54 A

2EA Yooy ERF RFNAe TxFAE
= ¥t Apamine 5 7%l

FE A FHIY 2T T, DE B
dot}y, ugFo] FAHH FIE FTFFHA

N
M

Apamine 94 44
ZFEAL olyt}l. Apaming
AAd ZEAEE: BREG
2 AE2E O 29 U=F Eia=

Apamin®] ¢8] wj7}¥ norepmephrined}
dopamined) F7}= Apammnel <kE|sHy f3 =
LTNE FE, A7 AR gsANkg, €42
7} ol #-EE EsiH. serotonink® ©] E 7
g %39, Apamuin FYF ARG -9
serotonin®] 3% AX F7HE™. Apamin®| FEF
obd] F7hd FHl serotonn®] FEE H FF
of FA7EE B HHEAHA fie] 7% =
A=

22 9o Lee J¥& Apamine hypoxia® F#E¥
depolarizations AAI3 31 o™, Kwiecien
R®& Apammn©|] after-spike hyperpolarizations
ZetA WAANGE 8932, Grissmer S7E o
HE9 K(Ca) channel®] Apamin®] ¢J&) uj$
U3eHA Addv shsith

do il oy
l'ﬂ °i°1'

Mo

2

M

i

(3) MCD Peptide(Peptide 401)

MCD Peptide® 196613 Fredholme] <] 3|4
FaHAL, I BAFLE 258800 1976
Gauldie €9l 23] ‘Peptide 401'0)8 1% Eglo)
At} o] Peptide: BIWHNZEREE 3 AEWUS
WZE7 = Melittin®} Phospholipase A2¢] 2+
48 o5y 288, Phospholipase A2}
Melittin® 33 B EE LA A histamine
HES FEF22H histammed EFHSE &
o g Ut AELE glol= FHHEtn vy
X AExge 3% F HEPT
(exocytosis)A 71 e 7|HAe 2 wwtA| £ o
AR Jd hstamine FE F=

o] %ol EgHo ot Aol LHAAEHY,
o]  3§Eel @AY  HAH=Mast  Cell
Degranulating peptide), & MCD Peptide©]t}. 3
A 196999 =% 9= 2 d(carrageenin induced
hind-paw edema test)®} #4d¢YE R (adjuvant
arthritis) 55 @4 BAFAS ved £
H2 593 Peptide 401(peptide 401)¢l2tx ¥
HAo AEere Zg AES A3t AXE
o] Zgo olg=xd oA FE&E yEhlE o
2 o8 HPAE AFEZIH 28 Peptide 401
2 Axze AFZE Zegs o8t FAem &
HA e

MCD Peptide AHA19] {8 2¢(FHe] tiall o] A2
T2 KIE L Lo o3 aHYR BE
£ FA0] gdRoy FHdl mstamned} serotonin
o i@ AIEHS AFEAAHE MCD Peptide
o WHMERS 9EE BA e Ra™
a2 gve FEFE AR Ae®E HS
t}. MCD Peptider #ol #HFE LA A
Yol A KFES BEE 8F gEH o2 AT

Bug AL 197399 o,
ad Y& 2, 1980 o]
F FAEe) 2z 9eE®® pstamineo] v
serotonn®l] WHE AEF EFF =2 Ald HXE IWA
TEAYY FIAZ BEAY FFA O
Peptide 401¢] BAfERCl 719 DAL A}
Aol hstamined 1ZAA I HAAE I} Z$ol
= ALEA] dAE[SY. 28a 4 €3y
Al(compound 48/80)% Fodx {-FJA &
o] el ow ApAd F
oAl oA R RS
#7t FZH A ol
H Peptide 4012 &
28] vlEEA X9 hmstamine FHE
g o3 FEe ude] A 2497
g3 HAAMY FF FA EHR7F vEGE
2 gaEgn?,

|
ASE ¥F 24 3

ool fy AN
o & rr & & o

W XN o
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BEe] BAMEAC dd A AFso =
EE BHE fEIE VAR AAEHJAG KE
o &-F¥ Peptide 4012 WAMFHS o774
T %ol UF #HolA Peptide 401°] MWAEA] 3
= A ‘HE g 13] ASAe] KR §iE 2
2E HE A8 e o8E Aod. EY
TEAYY %3 FARIE 8% cortisole] A%
Hel, A& HAF FHol #AHEL FEAD T
e ¥Ed e Rolx e Aoz Yy

°¥N

BP0 A 2L HAHE BEPe B
& g9 AY FFo] glde Rik I
D p@Ee) WAMEAC APoE KBFEY B9
IEES FMIE A8 wEoHa B FE
218 o]t} Peptide 4017} BNt E o] 23 Y&
FZAAH BH)EE histamined FETF BFo
Fod FAhe] v|EHA| X7} Phospholipase A2%}
Melittin®] =3280 o3 &3d F fEHe
histamine2] %] EH & Aol #F A&
714& &A= (counterirritant) EHE HE A9
E‘] et ¥ Aolgte A7t AAHAY. dE £
W Y g oA FHEYH 44 A=
histamine A%< S1A7F B AUz = 2}01
A EE 71AE FENA AAH LR AAd F
A% Woz ALY & gled BEFY A=
= old 71AE B3 €AAAE AY F ,Jx‘jf‘n
A o MCD Peptzdegr 8ol & AY

¢

1

Aok deid n 2E A B9 A 2R
el AAHoz @ﬂo}= Aol &AL
F2Ao R H%£d apamine] TH AEA ZF
AEL AdstE ALZ Hol MCD Peptide:®
Eo]H¢l ol2ald et Fgo] & AOE
2P w3 MCD Peptide: 31vhe] 217364
Nds AR N FRERE FEJTY

(4) Adolapin (Oa)

WaRfEHC e ®EY U2 Aoz
19659 Oadte olEo2 Faxyn™ 19824l
Shkenderovel] 23] MEZL AEo] &EAFo] H
nHA oA EAFLS 11,5000] T Adolapin
S HKE FEPT ojvE 1% FEe] Uth

o] A 9] cyclooxygenase &A|ZHgo] HKE &
3 AFaHe] JE Ndd Aoz FEHHAG
prostaglandin FA EA 9 A9} vl2g Rol2A
GdEEY ¥9T 2 I8FEHY #A= 2 ¢
AA Yo,

Yy QAL 247 H9 CMPE
7INZ1A c-AMPE ZA2AZITh Adolapin® A2
L2 20ug/kg)ol A c-CMPE FH u]ZoA= 2,
Helxe 149 F7RAAIY. =g FH H]3e]
c-AMPE A2A7IE S £ F Utk ‘tal flick’
AP o2 Adolapin®] AEZEo] dig AL &
it 28 5 54 EEE(naloxone)dl] <
3|4 Adolapinll 9 FFZ-Eo] REHoE o
A= oA T34 7|dd 9% Aeg &
PR

Adolapine T2 5% {FAMgE ZHgo=
FE dolzmg e AEAEe] Utk FHolAAM F
golo] o8 #rt= gol sl Adolapine &
o —2t 2 237t gE2A Yerdt 3H§3}%
& A0ug/kg FUA 5AHA 2 YERIY 62% &
#7t Jepge?

(5) a4 A A (Protease Inhibitor)

_/1: AAA e 1973 Shkenderovel <8}
1% 2 Buyglor EfLNtrypsin) &3 Z&
= A dAlgh o)Ay FHL EIREEY
0.8%0°]8 EAEE 8000~100000]t wlEA &
AAEL ZAN} A LAA &0 kA
. Z2EAdd(Kallkrein)oltd  H271}A)
(Urokinase)oll & ZH-&31R] £3pAqt t& oz ol
el maol dis] AAR-go] it o] e Es
AA A7 7he}7) d(carrageenin), prostaglandin El,
bradykinin, histamineS. 2 #2A1Zl #He FAH 4
A FEE 40% HEZ AN BEAFEAS
BYtE 2a% Yuu®,

__..

(6) Secarpin

Secarpine A% B5¢ 05%0|3t2 EA3}=
2 AEolt, olAL Gauldie ATHA 93
19763 2HHJL 2 54 R 17 F27F 2
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A=At
o) PEI=E BEe te ofn He=g T2H
& B¥gsA gk o] PEH=EE EHFEC
=3 LD Aol I 3lFAMA] 40mg/kg ©l
Aoln 80mg/kg EFoIME ALF, WAL
k7t 9t} o] FE=: F= 247 AFo] ¢l

1% menn 23u9aH”

>r

)=y
A5

ll

0

(7) Tertiapin

Tertiapin< v} E=d 0.1% 97 25 A
2ol shue] gl & T0mgE ¥
1976 Gauldie 978l 93 Eedgn 1 £
o] RuEglen 1980d Ovchinnikov AT
o8 1xF F271 AAH AT

Tertiapin® AE8H3 @A dzixe ohF
THE AEE 4 o o]AL HuF =4
o] 913 MCD Peptide®} A8l LD50E A3
o) AWFAA 40mg/kgolth. o] AL MW EE
@347 s sy, 1 &3& MCD Peptidedl
B3l oF 20% A% AR =g

_gl

3

2

(8) Procamine

Procamine2 FY% 542 C-2a histamine
g 270 EE MY 2N PEE=Y OF
toh, o] A2 1968L=1°11 'E'ﬂﬂ?iﬂ w

0

,.
ok

oA K ot e
rJ ot @
S

3) AEAF BPE = AR
(1) AEA o}¥l(Biogenic Amines)

F FoE FAVE I A 7R ARl
A=) °lE F hstamineTro] #&E A Uil A
4 A=Y dopamine, norepinephrine, serotonin 5-&
Bk 2 S8 A7 B 5 ok

@ 3] 2EH! (Histamine)

AZ #EY 05~07% AE 93Ut o]
AL ETREFEAA thdsie dukzdoez A
oA wf¢ WTHLD50 1,300mg/kg). B &0

E0J9lE histamuneo] ¥ o] VYehtE AYEH
o BAFRGIE & 4 gov} o] £ o}
F $o2=2 Melittin, Phospholipase A2, MCD
Peptideoll 23k H|EAE 3}3 Fo WEEHE
histamine¥3} B2 & Wi o}F wwa}cp”,

@ =371 (Dopamine)

o] FEANAM LHAHE dopamned] FTAE
AZd# 249 ol uwEhA tEo 20~25YUd
E I o S ) %01 21 TH1,500+200ng/venom
sac) ©o] o}¥lE ¥k ABFAY E4AE A g1
oAm TZe FF A Zﬂiiﬂ 28§ s old
£FAME EFEEAE A Fgol 9

@ =29 94| = (Norepimephrine)

el SN EhHEY o &3
wel g2t o 4049 EH s w8
011“/‘Hl ,880+170ng/venom sac). ©|¥ &

Eo glo] EAS Fed ang s

BZESA L of" 2o YA o F
A e F Ay,

ol
ol &
< X
&3}7]

:;oéqo_fz.é

o rlf o

@ 5-3to|=F A EHEN (5-Hydroxytryptamme =
Serotonin)

1972\ Crzckiol 93] E¥ E49 AIAHx
Wel A 5-Hydroxytryptamine®] =4 %)
E o] ZAHUG

(2) o}7] =2 Amino Acid)

1968 Nelson % O’Connore ##& A 1970
o] Fg oprxale] e AL AL} oA
%L Ax KHES 1% 13to) Y,

(3) ©43}E-(Carbohydrates)

19673 O'Connor 2 3% <A7Al 3iA
% & 2709 'BeEEo] 2AHAY. e

EEFH(Glucose)olH, AZX #FES 07%E #x
stz ® shue F3 (Fructose) &2 AZR &
09% AE &GP,
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(4) A4 (Lipids)

1967 @ O’Connor B4 9J3lA Rig ulof
g3H EFode TN WA 9H FRY AFo
ol Ax KFl o 5% = EAFT

(5) 71k

1959 Neuman ¥ Habermannd] &|sjA] #
F & olNEETe] F2F Eode Aol B
mE o] I,

2. B® mKE AR

Wl HissE Agol gaide 1992042 o
#f A&z A7t 2EHT ok ¥ES H
#4E5 Aee vny 2 AREH FHE o}
SR o)A B3 Peptide 4010]8HE HE
o] ¥%F, #EE R HdIFTINA BERIERC
AN LEE=(1969) KeFE 53] Peptide 401
o WAIEMC thal FHo] RolAE A7} H
At o] #AW At A HEFHIJX, I 7
Ao iz FAFa", FAHF ASaH,
AEA A3 2FAE dAAES AHFI
A QAET, FidstRg, AR71E AAse
2, FAA FHAGPY 7AE 9 Fo=
theksl A A7 N} BEY BASEE 8 V)
Ao eiMes BAHA AFaH, gFAFaH
(counterirritant effect), 71€t2 ZA vro] A3zt
3 B7|=Z joh

) #2194 A553

BN A EuEE corticosterodE A E
2}9] phospholipased] £ AR et o}y &
ko] ABRE AAFoZN HishE FES JER
0}

z7] 4o ®Eel FA9E (FEARE
BRAMEAS Jepdtn Hgloy AEd d7d
o) FA9d A aRveze BEY e
4e A9y BEsthe Aol oy e A3
HAT A7zl wet RAs ZAAG Aol A
% Peptide 401 2J3F HoAM e &K A &7
7b 2 W3 glol #REAYY e Zgo] ozl

e AT A BEHRE UEE Ao
2 vedu?. med RAsy z2E P
Agee TAeze BEY BAFE 3 9%
E%E 498 ¢ 9 Ao2 B 4 gk
28 @il #2Y9 APE AANNE 2
2454 s2Ede de 24§ 7198 59
2 HetrA-2A59d F¢ A
AL Rt gon, 2309
A W AsHe MR
FHoz gelstn 9IS
I AR B

il

2 o
oo
2[_1‘
i)

2 [o
o
T~

,d
dg
2

M g e

Hoth & I di& A=SE

o
A=A, A HAAEZRE EH]H
TNF7} 23 HeeAE A58t ACTHR
& £33 cortisolel ER|ETR BT =
g T-celldA #HIEHE L-27F A3 =2 3
oz ACTH®H|E ZZ3t4 cortisol®] ¥ H
7= S

= fr m

2) AFA=EH

Peptide 401% %7] 4+ U549 4771 ¢
24 ve dAle H29 A7 495 »E21 gl
o

1969 3% o] # Peptide 401& I AA o] £F
Ztgol gttE BHEEo] JYATY. olo] 25w
Peptide 401S 3} histamine, serotonin,
prostaglandin, bradykinin $°l &% d#F34A4
A& AT dgHoz FEHAZ FHe $4
¥ BET dAYPY. a8z FA 342 EF
FERE WiEd 2FEH AJEA A8 B
7] $3 10ng-100xg/ml B2} MCD Peptides}
Melittinol Y+ &4 23 Al (compound 48/80)%
"] Bkor} MCD Peptide %ol @534
FgAL A AU FHE FFS JAse F¢
o] Yetwttl, AbEe] histamine©]u} serotoning]
2E-g Adsie ARNE & B FHAEHAHA
(compound 48/80)t} MCD Peptide®] 44, 8%
Fagd GG A Y MCD Peptide®] #H
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KEAS AY ol ATk AR UFe B
o] &&A%® mstamine? serotonin®] ZH&<
gl AMHAAE & @ Peptide 4019 8
el JAHE Aol EAHJT FE EFHH
Al(compound 48/80)\} A ZFell ZRA|A A7
ASde 34 597 FRHAG =3 7‘}
FA 9} Peptide 4018 37 A Ao FUAA
o] a3& #Z3] 2 43 Peptide 4012 ?%m
fEAS glder 2319 zigr|dely &4 €3
HA (compound 48/80)A Y 73R+ L RA R
KIES FEAI7IE 8ol UATh 7Y Peptide
4010l €53 BAEHES M2 JUd A=A
o A FYIE W 2 AFAR AT KES
qAAAE ot olAE Z7E B¥ MCD
Peptidex= H]¥FA| X o A 9] histamine B & § %
e 4EFHE AFL 9299 MCD Peptided
BRAERS dIdATa7de g3 0= #as
At} ¥Eo| FoJE ™ Peptide 4012 €3¢ wr
ol wiel BH|H = histamine $¢ %R ER
%2 oFo] Phospholipase A2¢9} Melitting A4
Zhgo e E4E TAzZ ] o vHukAEE
e BHE Peptide 401¢] 98 Hul® 23
Boh ol & 4%S 718 F Qo ol ez
¥Eel XNEREE HAHo=E UIAZTEI )
o3 e B 4 Joe 9P| AAHNE #
o5,

Folghe wAAQ] AFo| uhg-3te QA ¢ =
a4 “’J°’]7]7ﬂ°} oAl AAYA L 8438tE7) wE
of %% AN2AF7 YA 299 a3
o] AURA st Ao sHE 7 HA % A%
A A AAARFIIAE AFAA 2387
A8t fde 438 e = ok

3) 7%
ol ALl L ATl oW ety
g NNEel freEldn Bwsh Axel sl

ek vhgol 43 de 71AA 0¥ KE
wge BEY AARE A 4] Tem Ui
o AXE 834 ofvloZA histamined

serotonin®|t}. EXAE % UWBIHFEAZA

bradykminol4 kallikrein 5 7]d7, BAA =
P FH-ARFLE LA ARME ofHIE
4Harachidonic acid)®] HAMIERA Al|ER2%
A Al YAl (cyclooxygenase) AE9 AEHZA=
(endoperoxide), X Z22El=8t (prostaglandin, PG),
E 252} (thromboxane, TX) §°] A3, ZA]A]
WAl (poxygenase) 4 2¢] HPETE, HETE, F&
E @4 (leukotriene, LT) SFolt}. U= #iF
AEo2A AALFE  AF7](oxygen derived
free radicals), Aol E7}¢](cytokine), A A
3} <1AH(PAF, platelet activating factor), 43714}
(growth factor) %ol ot #HKfEe] 2L of
Phospholipase A27} A|E592] x| dd] zg3tog
H A7E olgt 7| EAS tiALRA S A 27HA 73
2 gt § oy At Ao 22 AIA YA
(cyclooxygenase)?} g3t fEjatar]9)
prostaglandin, thromboxane 5°] A7]9, o}g}7]
=2t @ Z A A A (5-lipoxygenase)?t 283}
¥ 5-HETE, F3Egd Fo] Ak 29AE
o] fAtAARE Adete FAES . HAAFR
2B 2 0] E(corticosteroid) = A ET A XA A
Phospholipase?] 8202 olg}7|EAte] A7|&
B4 2AFate, ob2 3 A (aspirin), UEWNERA
(indomethacin) & H]ZHZ0lY AGANSAID)E of
grlEgtel  AlEZZAIA LA (cyclooxygenase) 7F
2835t prostaglandin o] A4H = A& A
@3t AFHE BAA H"ﬂ“ JxrrE
< A7 %‘E’r‘ﬂi%—sﬂ ﬁ_ g H]%‘éi}’\]ﬁ
y Aol #3rt £
g ME7F &4 SR A AA4H
fgzol, ZFAA B AE x}i] T—o]7];<—]o] A}

AE AARES 285 o)F 'rrb'ﬂ* & AR
S MYHATIE DA AGHE Aol 7
o % §AFEA 23 Avkw ¢ > k.

ol dAME AETe AA-Ho] )= o
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o}Z}7| =4t 0 2 B prostaglandin 5 TAMALE9]
AR A A AR S DT o2 A HEF
Hol vepdotes szt vk AL 28
Peptide 401°] o}e}7] &4t 2 2 prostaglandin
E7l A4 EE A4S Adste o] #&Ed vl
9om% Az Aol Mehttine AA
Phospholipase A29] A48 F7MAZ 224 21X
AL LIPNRLH Melittin®] 557} F&5E o}
71 E4 A prostaglandin®] A EE o] Hoix]
I HjRMEe] BEFEEY Meltting HEEA|71H
prostaglandin o] ¢Hd%] aigtdtta @, vt
W 199730 dEE =Ed 9JshH, Melittin®]
Phospholipase A2¢} Z3$5}e] Phospholipase A29)
238 ggo=2ZA EF WA ATFEAL
arachidomc acid®] A4E& 2ol MKE ZH-&-= YEt
Wtk SIcP®. T3, Melittin®] calmodulin
A3 calmodulin®] Phospholipase A2E &4
BVele AL dATRnE F

38 %59 Oa, adolapin A 2] ol&7]| =4k
YAMRA S Ao ZEE Ho] gloy of
AEE ofd JFHA S AHolth. dHo
196530l 59 Oa HEo] Ao 22 SAA YA
(cyclooxygenase) S A AFaxrt Ao
AU, adolapine mFo] H|F WA A 9
cyclooxygenase® < Aste 7|AE& T3 #HEF
AT BaEES JeEE? BRERE e
9] ZA L M prostaglandin A EA3E A 317]
2oz A7 R 3 adolaping 7+
d(carrageenin) &8 H¥E  KEBREAA Y
prostacyclin®] Y} thromboxane A2 FZ=X4%&
A 3t3 cyclooxygenase AL 60~80% A
= dAsE Ao BaHdd®,
B WMAEAS AF7](free radicals)dl] df
dgoz MW o FiIE, i
AkA7)(oxygen radicals)® 571 ahe g o}
=d g o7 &4 AR FellA A
Ho2 Pty F FAHoz FAdY 5t
B AdE AYEHA & A AxT AFS
AAZIAG BARTIE FAFAA AAE
AN FE 3 = AEA 9 3

iy wo

oo o ofd o

u d
o,
2
2
=
=2,

AASHA| Atolo] m B3I FFo] FAHL G
ZEo] AAY xHo] & o ®Fo]

©

o)

8
2 5 P 53 Aoz AYAE A3
A AEE SZAFHLEAN AT FEH7
= o gEe A o9 wgTels At
3, AL PUe §F ATHom o
Aste, AMEde Vs £33 SHL Y
Bd ¢ J¥ 10pg/mEc 83 e £3¢
150¢/m9] AoE HIAHALD, Ba wmel A
¥ % apamn, Phospholipase A2, Peptide 401 5

dqME 0 ALE AAAZIE ZEo] FEEHZA
dgovt Melttmol e o8 #HPfe] =4
glo] APHoR A48 SFAEHLE O A
A dANIE Fge] BAFHULH, oA
Melittino] 3}1b3tE QA 2ol #Hhd A
sxute] ojd Ed3 454 dELR ®el
e Bal d3g”. BHS Folstd KA
Hadsrt Ao &As AgdEHn $47H0H)7t
AAEH oo H|FoE uf HFHol BAMEAS
i BEES A8de 7|dde AL
= Aoz RAY™,

F3 AFE Il Peptide 4012 AZd]
£ W histamined] 23 ZAFE T A&
F5ol APANGRTG vy 73 Eu?
AL Melittine Z4F 4& AN A B\WR
EAS YEtE Rox YAT™®. 54X ojn)
AHE AXY Melittine 2 AAZ IH A
g4 S AWNZAAY d-o] oA AF H
AR A& FHAPE S T FRIV)E
A W3lE FEANT AA gEeZ BA 53
2E&FY AE AxET AdFAE F3= 2§
o] FAA ALEF Fo7F adrdn. HEF U}
d 83859 FF 43 B54E FAYEE o
& EH R §¥AEo] F
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Eicosanoid] Mgt

Phospholipid(PL)

Ca calmoduline
O oq &

Coricosteroid
Ol 2t AR

Arachidonic acid

NASIDs 0t
I3 M

Leukotnen(LT)

Prostaglandin{PG)

4) Hoo AT B¥

I BEE ol&d KA ZHd dig A+
Z $™& NO, H202, IL-19], a*% PLAZ
COX-2, iNOS, AA 2 PG, & PLA2 ¥
Calcium Concentration®], 7%& NOS, TNF~
a 2 NF-xBel 4%e COX-2, p38, EPK 2
INKel| ¥kl miAE g3se] BaHich

RIES FEAZE 71-ez2 AE LIPS
(lipopolysaccharide), SNP(sodium nitroprusside) &
o] A=Zo) 9% IL-1(interleukin-1), TNF{tumor
necrosis factor), IL-6(interleukin-6) 22
cytokine®] #u]=2¢] we} NF-kBlnuclear factor
kapp. a B), iNOS(inducible mtric oxide synthase),
TNF-a, COX-2(cyclooxygenase-2)9] =& Fd
e =o] KECY MlaHEe] fFuEHE Aoz &
24 Utk NF-xBe 842 KiE dhgd #o3le
COX-2 & AAMEY] AstH EA4L F23h= NO
54 AAshs INOSe wds gdse] ¥ NO
E 584 free radical gasE2A PR M E ot
ofle} diAAEY M EFE AAMNEANNE A
A€t o] NO synthase(NOS)9] &g <3 A
AEed, NOSAl= + 7HA 7t ok 3y
AE AZBAEL] NOSE AEAR Fa4o

At qem, calmodulin A5kl AlZZ U
|20] S71shd 43 EE2 AR Zg
< HE NO9 A4S got o9& o
A M EUe] NOS+= cytokines(IFN-y
£ 829 23 Y4 1 VA=
tao] AEY F7HE 8B A ¥

)
o

i)
o
fo

5
rir
_K:L

SYoof N o @l by
Jo
hinsa

o
fu
2
m\ﬂ

. 3 HET o|g¥nl ol NOE 4% &

F&E& Z2A7IERE 4F dgdAE ToF
< g A EgA AHE NOE  free
radical2 #Hgshed, ol BE vAEY FEA
¥o| AEERES dog®,

HuiEmRe Foisls E4=2+E ERK(extra-signal
response kinase), JNK(un N-terminal kinase) %
p38 kinase®Z T4 ¥ MAP kinase’} Jvhil &
A 9o MAP kinase ASHEAE AE7T o F
9] AR ME AFES AASY I ZE
E AExZd 9 AEd YWEZ dEste JA #
Qs dEAHY JAsALGA ot 53] AFEY
B, B4, oMb, Bl 59 £87Hd #9q%
o gEA St

mpEEw  KfES #HESe JNKS p3B
MAP kinase®. ™+ ERK/MAP kinase pathway
of #3 A7t Wol AP glom, HAE A
FFoA A7 ERK/MAP kinase pathwayS
23] AEAES Uty BuFE )

gmol MimBEE KEY #AEHE 2FAE4

A% & 5 b NAe of EHoz BRY

& The Pathway of Inflammation related with NO,
INOS, MAP kinase and Bee Venom

oldg Ediz ¥ T #FHI o FHEY
melittin®] AEZAZ 2 LEA ¥R 4TS A

73171 918kl RAW 2647 A ¥ LPS, SNPE
MfasES ek & 48 29, MRSE B
e AFEZE ¢HZ NO, INOSe} MAPK family
¢l ERK, JNK %2 p389] 4%5& #E7 melittin
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o] AqATE UIR.

m. %

ol B BB SolYE # 409 7t
28 BRESOE BEE WEE KE <X
&g FEsks fFH oy BRIAAE RS,
s B4, SR R e BE 2 U A £
o] #agol Qe Aow dEA Ao

5  5S ZA Enzymes, Peptide components,
Non peptide components® TdEol ¢lom®
©]% Enzymes®] FEFE5OZE Phospholipidase
A2¢} Hyaluronidase® 5 % .

Enzymes % Phospholipase A2+ R#EH 4fF
B%S {FASte] Phospholipid®] Mg 4
3tal, ThE MR @Ko (FRS FETe
2 feisee] ofEel &EY EHRES FEIE
Yy o] At Hyaluronidase: #iigiEe] 714 *
fEoll A& 31 mucopolysaccharided] #EH
B4 Hyaluromc acid® Ko EEshed fEg
2 EAsIY BEY #EHS T9Th

Peptide components= AZ ©BES o 50%E
BEstr loew, FERSOZEE Melittin,
Apamin, MCD peptide® & 4 X, °]&L ¥
F9 #g HHsted 2 988 stn Utk
a FelA 7P @]l EX3E  Melittin(40~
50%)< 26702l ammo acid®2 KRE EHE
peptideZ I A BmfEHY BREAE st 3
v}%8) wiim #F A ol A= Phospholipase A28} 2%
qo R At MR S EmMAA FH
BR LA e HitrAg FAHIAANAE A
=3}e] catecholamine™ cortisone ¥B|E {Ei#A]
21t} Melittine Phospholipase A29] A 2o
e 7HEE BE ggoz AX ¥ A"
EZE FF%Y XS 5old mast cellolA
histamine® W&AA T2¥#9 EFE BmA
A BA AEs FAAE A&E SgET

Y T Aol KE W&
FEYT TE o A2 fKE HEE =
A 9] histamine level& o= AL EA|AHOF I

b

Al o] o]FojxB R wt=Al "Hgotd ol
o] Zlo] Mg oZ KiEM FAFolu ZE A o
A5 SEHAR A871A] ol s A
o] Et}. A peptide2 AAANLD %3 AWZA
ZHgol 3 Bz 78k BT 49 e
A& 23 gleomz g Axdd gEyx
gte] B4 S WA E A4 @

g ¥F F¥t @& dgE (05x107°~
05x10 M g/mDe.2 Blood Viscosity® A A7
i, E¥E WE (05x10°~05x10°g/mnez
Blood ViscosityE F7FA71€ AL dv|38 &
Hoz g + ged o Fd £uAAS
d AgHoHA HA4FHA FAHE AYx g
o E£F dAAEY o]FE AsA A
lysosome Al ¥9hg QPBAIA KIES AT}

Apaming A7 AY  {EASE  peptideEA
calcium-potassium®] Zgol] W32 Fo| T2
73 B LA %S W FEH0.5ml/100g)S
ool FY3tH Skeletal musclecll

¥S FYstd 2F

717 HEAA G Hr|AE B Ao dAe
FEge vlx EFE dodla AMEIA "
(LD50=4mg/100mg). &Y Apammn® XA&3
EZETY A4 9

B2 geron BRAFA £33 F3NAA
9] Y v|x3t] H

Melittin®} Apamin< cortisone®H| & F7}AA
BAMEE YebI A)Xd8te] serotoning 3
M FEstY "WIAAE JAste SAS #n
A, ¥Ee AA WG7)Fo ug 71dL o}
A AFZo] i

MCD peptides Mast cell®] #AfEe}
Histamme & F7HA7]2 Z8o] o], WA,
BwE 59 allergy o] #A3ttn BREHY
t}. Apamm¥® MCD peptide= AEHASHH 2
A TE2APAA HirAd FAgdes TE
AA REEERES 37121712 Prostaglandin E7}
Prostaglandn .2 A HE 2L A8t #Em,
HE EFHE Yehdn, AR EY o5& A4
ata, gAY WAdE JAs, BYF
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#EAS AL, 39 BHLE A=
F%ol FHAR.

Non peptide components®] FTpiH™ 2 Histarmmne,
Dopamine, Noradrenalne® 2 TAEHo &4,
Histamine2 ¢+ wlg] 2] el oF 1.8~2.0ugo] ¥
#Eol dom Fugalsd FEAA Acetylcoline
I AR A8 o F, 3821 73X 4

AZHE FEAZ | ZAEFE FFANA Y
7etE s, AW Histamine £ o] A

#ated Allergys fdstcis Lok olof BT
fES doZ Z$- i Histamined o H-&olu R
fEfRko] a8t AThLD50=27mg/100mg)
Dopamines Norepinephrined] HFEZZA
FHAe MEH 28S 3l¥, Noradrenalined
a,f TE&A fFAstY dde52Ed £89
A, KES] BRGWE ZAA72 F3g 4E
9 EFE ZaAIGY,
#KiEC]  dojue HAAL
(infectious agents), ¥ ¥ (ischemia), 3¢~
&, @ B o2 AAAY 4A 53 7L
< A=d 93te fFEHE d¥9 wes
boh KEE whSole  AlHE(erythema), BiE
(edema), B (tenderness), FEIE 9 UAEA+
o] Yetum ztzhol thE 7| Ao 28 mApHE
FEE Al GAZ dojuA o AA FaFHA
8@ H(vasodilation)? ZAEH EIA F717}
E4A 34, 934 DA(acute, transcient
phase), =4, W8T (leukocytes)$} 2| A ZA A
3 (phagocytic cells)?] Hgo] 5 AAA, of
w73 YA (delayed, subacute phase), A&, #Ai%
B (tissue  degeneration)®}  #i#E{L(fibrosis) 7}t
dojute REY, S44 @A/(chronic, proliferative
phase)Z dojdth 2 9] B2 9& 7[AS0] %

71— & A4 =
~ 3}

L % e

L &g r‘i

F

EWFSe A FwdEg® KkE 2d 2
redness$t heats YR 7} WEoxm

swelling< vascular permeability®] Z7} wjZo]
™, paine primary afferent nerve fibers®
activation?} sentization W& o]t}

#AE R 50l AL ¢=F prostaglandin®]
AREE 7142 AFEW calciume F7HA1719

phospholipase A2Z @A 3217 MEZare AR
(phospholipid) 2 %-¥] arachidonic acidE& A4t
st olgd  AEY
cyclooxygenase(COX)ell ¢]3}¢] prostaglanding
A AHgkt), Phospholipase A2% U7l Al KAEA
AWS FEA7E BaE LEA 9o ol &
FH AfAE JEAZ ALE ¢ Qi

Phospholipase A2%Y membranec] A3+
Phospholipid®] sn-2 acyl ester 2%-& 71483
31| free fatty acid®} lysophospholipidE 444 8t
= BARA A WA OdF g #
o33 Ut} Phospholipase A2¢ E3jAFE<l
lysophospholipid=  platelet-activating  factor
(PAF)9] AFEZHo|H, free fatty acid 5l A
acide  AMXEJAA  COX$}
lipoxygenased]  2h8-& ®o}  prostaglandin,
thromboxane, leukotrience®. = $¥3=vf o}z 3k
eicosanoid&< wi&, 4% &3, N FEHY
2 HYRE F& T gIFF A7) F
Rias kig=

Phospholipase A2+ AA| ol A Eu]d
(secretory form)=} A EZ ¥ (cytosolic form)L. 2
oA, T3 calaumo] 98 4840 3
Fs ¥ Add Wl caleium  independent
Phospholipase A2Z Y}ro]Ft}). cPLA2 (cytosolic
Phospholipase A2)+ 85~110 kD¢ Ex}&& 7}
AW Qitstel] oste] A4 H T AEAY T
LY Asd wg MESezRE R
arachidonic acid& 2]§t};. cPLA2E sn-29
$ A el arachidonic acid® E§3 71ZA 10
HAE o F& 3PS A7) fEo
prostaglandin 4& T st vk Ao ¢
& A3 AY A T/ 9Egds & Ao=
Az}stn ok sPLAZ(secretory phospholipase
A2)= 14~17 kD9 22 FAFE 713 gl
BA B8E At mM FE9 ZH FES
2317 sn-2 $Ao AYErt FRE PLA2SE
28 sn-2 oY YA ZAFE arachidonic
acid®= F8 A7) speciefic activity?} Bt 72
gt isoformeo] o}

arachidonic  acid=

U

arachidonic

i

™ O
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Prostaglandin< J@iER AfEo] ¥, 3
A AgeA MERS, AT d/7%ZH 75 A,
a8 AAY F3Y §A4 T Mg F88 9T
& g,

PGE2(Prostaglandin E2)= COX @Al W&
T8 AEEZAN KE AP, AMAGES an
THAY Ao WA FoF JEgg 3,
53] #4E e 89 wipNERAZ AL
W m~gFol=A Al (nonsteroidal anti-
inflammatory drugs, ©|3F NSAIDs)& COXE
AAFo =N I g ERE HIYD B
g o] 2 AgU)He] tiE B2 d77F IgH
o] ¢t} COX¥ arachidonic acidE EAS F
7+ (intermediate)?l PGG2(Prostaglandin  G2)}
PGH2(Prostaglandin H2)2 W&A 7|, o] &
2F A4 COX-13 COX-29 F 7IA| H=2
EAste Aoz LA JF®  COX-1
(cyclooxygenase type 1; constitutive form)< =
Ao F4 kol JFAAE I x|
2t Zb 2 Aol A EF(vascular flow)d]
A, AFEE3Hcell division), BN (mucus)d FE
24 (bicarbonate)®] B4 ol #Ad= T4F
¢l prostaglandin®] %¥& ZAEg  olYdh
COX-19 A& NSADDs7t Asgezn 55
AA AT AT AGe F2E 2 gF
# Z-&(antiplatelet activity)o] Yebdo) ¥hd
COX-2& & AlgolA F= TAH dF
KAEA A E(inflammatory cel)el M T WAE 1,

SEFHANA AT 2 KEFHAA
=9 prostaglanding KEH TF9 wAE
ZF2% dgg It COX-1& KEFS
A AL FEHA @gomz COX-19 d4AF
= AgHd COX-2 AsAE 29t
0X-2 AslAls &KIEH
HtE o] COX-19& 4

of AFBAdE <A
oz AAHE AR = A9 iR g9
NSAIDst COX-1% COX-2% HlAdezxoz o
AsAY wE 74828 COX-1d e A
BdE Za lE AAESeIH”. o] NSAIDsY

2 o
3

(D ST
ol

i ofr
>

o

o #o o X rfo

2
r

214,
B

J‘Er

Lo

2

A
882 Wy
N
e Iy
rir Q-

1

_tgmlo_&ﬂ,_\.’_,
ool e o
4

ot o
=
[‘-{U O

96

ad
e
2

i

AHEL g Qlste] F-zgo] wIdsHA 2l
m2}A] NSAIDsS HigiE a3 ¢ JEass}
H23 85& 7HHEAE o2l NSAIDso|A
23 Yehve H43dE FALe e AddAd
COX type 2 Asf|A|(selective inhibitors of
COX-2)7} olm] 7Hd= o] Q1o A= gtk
fEe AYol HFI Ay sl sPLA?Z
COX-19 mRNA® 2oL AAANA MARE 2
£& vehdnz s B 39 2geMs
%59 COX-2 mRNAY %L HHgHoz
A gk A

T3 INOStE argininedl A NOE AAA 7=
T4AE, AAGNA &e] FriHE=d ©] NO=
COX-2¢ &A% FAstH KEEA 74 Fuksle
B4, o] AgPo] o, WmEKE B
BEF R AT COX-2 ¥ iNOS
mRNA® 2d& JATo=2A HikiE a3
Ebdict ssie

HKHE  ¥bgelE IL-1, TNF-ast 22
cytokine® BolstEd] o'W wmEEEE A2
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