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Prostaglandin(LIF PGl B&H S fHmf
A kNl A ofg] thekgt ABEIEAS controldt
£ hormone2.2 &AL ¢irk. PGel B4¥
A A& olu] 193044 d:Fh A KR
R Y Kurzkok®} Leib & B1 9 AN =
¥ &7 A2 AHo] sFHe AE &
Z3gc}h. Goldblatte} Von Euler 5-& 19334
31934l SAAQ BIME XA
o] F3al BT A9 SRS AR &
A% -&o) 2 (smooth muscle)d] F5&
73 w3k dshoA fEfol e ®ast
‘HB},U Von Eulere ] HES 4d#°l A
H g dal el —fEolete RS ool W
™ o] hormone®] A} A& A(prostate) o]
A HE2ZHEEE A7) o Fell “prostaglandin”o]
e o] 58 9ok 28y o] PGl B’ B
e 2 FeiS FdohA] XE A #9255
olzgbe Mol anch zevt 1960l &
o] 2}4] Bergstrom¥} Samuelsson $°] T}A|
HieE Alztstel PGE, PGFia % 718t $71A)
o] kA o) e {LEWS Bste A3 3
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akel #& RRI}AL

*9)FT 2444

71?]_

E 4
A 54
%:] *
2 % PG Gkl BIZE SRS 1970l

oo HolHal Bt ol Fo )

A o3} Fofell o] PGE&2 ALk
o FgtEe) AL FHE 27D AE welux B
g3 glovt AERSEFAME hFd A¥AE
o &s] -, & A ok ol dale
A7 @#A PGS Aeates 1 4%
okl #3 7|&AHEE 7+es] AHe sl PG
BEgt A F 8o =S F71 sl A
st

2. PGS &R

PGE £kl A Gadted 7134 FR3ka
&3 A4 (precusor) S ﬁa%@ﬁ—% dEq)
o}2} 7] =/ (Arachidonic ac1d)°]‘1}. o] B
Ak fing A AH EFE U, &
Nl A Aol H71% shedl 2E Ak M
fafE o] <1 =] A (phospholipid) Bl A3=o] <l
o ol filfaiEe] &% okdw MEaA) A
phospholipaseghs BAE iEAkib A2}
phospholipase 8] ZE2 5 £ Ab2gH9]
SHAALET), thrombin®] £, 9%, "I
S, A FFE ATIE WES ZL
EB’J wE AR AN F Aol ke Aol

rﬂ@rfrii

2439 phospholipase £ A5 1A A (ph-
ospholipid) 2 b= o] A|EWE Arachinodic
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acid3 Azt
frel ¥l Arachidonic acide 7tz £93) o2&
EAE AAslE 2719 Aol ke fEA R
th 50, 4%, B S RRIA=L-
ipoxygenaset Leukotrienes®} Hydroperoxy-
eicosatetraeonic acidgl= L Alsly o]
2 43 ’Jr‘xli‘]"‘ TR fLEmL Aoz
delA T gieh %S ALR KmHE Ao
3 BE #ifaNol FESIE Cyclooxygenase &
W R FAEE YA iR
& enzymeol ﬁ?““ 285 53 g 7
2 Eolg PGE A} A Prostacyclin
Prostacyclin(PGL#3H S A

synthetases

AF&t3 EA Thromboxane synthetase: Th-

romboxane (TXA 23 & AT AA pros-
taglandin isomerasew PGE, PGF,p ¥ t}&
F%9] prostaglandin®< A *]'?ﬂ-L]— L
Prostaglandin ©]g ol Eolgt {kaf ‘7‘—J—
£ 9Jm]dle wolrd & E groupel £3t= P
=< etherol] §siAde] 7w ol Fogxl '°]
Zo]r F groupS Sweden@® Fosfato]ebi
Fie 5 = phosphate bufferdl]l €3] 5w ABRCD
group< alphabetlol]l KsjA Eolzl o] S-Eo|
t}. PGH group® fv|dte AFEHAN £v
A BE23E daZ P (C=C) 9 #ol wet
A"}

Greek TA7} Ql&u= {bE¥EFE chainol] 3l
i hydroxyl(OH)71E ¢8F7]  $ls) 2ozl
oh® 22y TXA S t¥73Ee o8 PGEH
= 8 A3A 2" 7=kl r] YsiA] PGAE
of ZFAA Aol AA ZF =AEL PG
F AAsled 47] o pattern® 7FAI Q)
o 49 £2 TXAE A4lslz Ak#ila
L xg PGLE = xgx}oh;}l“) v 2 ALx i
BRE AL ZEAZS PGE HAE & 2
Y PG type fERSIE 49 24«3}
22k a2#iv A, FHgo] PGE 7}
Z wol A 5 e AdzIFEIGY PG
7t A EFe FHRE FROEA 988 3
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1. €45 JifafE] 4] £v8])% arachidonic acid

+ steroid A A|¢} o] JEEo]F g A

T Sdrh

2. Fsteroid® <GS Aol A2} 3Fe] cycl-
ooxygenase® Y3l E PG AL =
S ) v} o] F2 eypoxygenase®
o statA] et ;

3. 558 PG AL ofZ7A F27l 4A
E3he Bl ke dAE 4 ke AR
o]t}

3. PGe {£5¢

PGLE A BE PGEL ol &g %
58 BrEDo 28y —8e 4R
"l PGES HREM2Z o9 7 ¥R
Atk BilE B TXAS w3~
E3} 30&x0|2 ez 7]E 7(11351\4 PGE
5 3T W71 E AL A, PGlE
o2 PGEHE 2 x4 dabsr 2
HAA oz ffiol kA AlLA AR Fu)
o] ¢&¥} s LA o} PGEl Wl B
]l et Fed K3l ol £HeRE K
S deZ 4 gl PGES Wil o g A
714 (Regulatory mechanism) el #3] A= 2
A¢t®ich 289 47 Ae Bde A
A zrE = AL MaN Calcium® level Aden-
yl cyclase =& cyclic— AMPE & _‘i'_°h:]-“7)
PGES 3 =4 &89 s 3ot
PGLS} TXA,= PGE 3 PGF ol 4% 7o) &
3 A2 RAEAE et F PGLS P-
GEx Y& (smooth muscle ) & o]F |7+
¥ K& PGF.e% TXAE 8¢
o}, PGE+x =3 4 %o 3 (Aggregati-
on) HeAE A AHT JgA Ad K
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A7z PG 3Hgo] alxl W
A& ﬁ:?Hs}joq gy

a) AN HMS 7ty g @
Eoll %48 PGLSF TXAS] fEMol el 28}
E2 °lE F hormone®] A& AszHAAZ &
o H¥E Fx3ke 715 (check — and~balance)
ZIA 2 Qe Aeg Wy gl #HIe &
Ac}‘\% FAHe T Yoay g-ﬁ—‘ﬁ o7 He a-
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€ FAATIAL - Amp level & HMmAI 2 &
L ol A $3L A} o
o %% AAEAE PGLY TXAA)Y bal-
ance®]t}. prostacyclin®] Q1= Bzl £o gl
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gt} prostacyclin® @4 e 3L oA}
At apog stolg YRz GelEA
gt o] 5L PGLY kel gl A Folut &
HE T E Ao} ook gl EAafo] AHu]s
H 4 - Ao ¢35 B T
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molzicl daEale] Ax= gy pro-
stacychn synthetase®] FE7} Z A2 Alz]
Ao 7] wifoll EHHPAAE Al ¥4

7} collagen®] AFZ 24§ ogtst=d] g
PGLE] 57} daist ape] 4azts
ojqteled B og FE R Y] w Fojc)

PGLe TXASS 5282 ) A3 N
of AEE Whe] Wadt ¢4 AFeA @
o wak ot QA4S 4 FReH (24
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$-2]7} &38| AMEEHE aspirin® 2 £k
upz} sb8-o] wepx]=d] TXAS PGI, Abeld
balance® H Aol zovmg A e a3E
Epicl,
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Thromboxane synthetases= %3] aspirin
%8l prostacvelin synthetaseX.t} xR 7]
Fob SE B aspirine 4% 24 TXA,
b2 mt PGLEAE oAlsHA] %317 o

el 33l e A=
I QL vjA A Etch oy AEEH= a
Foll wfgt A= Y2 Faodo] A=zt
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LRSS b

t
|

Moo oY 2
05

=
£

011
- -

o

5&
]
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£ 9% PGLS %38k Aqt §53lc}k,. PGE&=
E3F W9E doyjn] Ao Hdy: 9
7t AR 9 ik FrL g AR S T
e 208 My’ PGF.at @2y
A3 Jg FHEGE 2/ =g A
AYste s By Hded ol B (br-
adycardia) 3 A He| Az Aol Eed A
o peA}

d) A=t 0jXE *s: PGEE HE
< #$A 7}, PGFe8t TXAE 7433 42
SFA0lt PGEL Yoz SEZ§O
2 7l 87/ F 7Y 598y ¢
A3 pubsle E3AALE PGY A1 E9
Aepoll A of¢ zhasef

PGL= #AF 744-& A9 8 A7
22 7te ¥d9e3E /A & ¥HA
FE& HANME EE Fo1Ea Pl 7t
Eadaild

PGE.x "/l PGL.%} PGF,q9 4-go] vl&
&) 9k 7} §538)ct.®

TXA& A7 # A e Ag A3}
Al F7FX]| A e} 120

e) Rkel Eljofs=gtol| o[X= HE: 4 F
PGS level 3 53] PGL7L gAlR o) 2
oA Zr}ch o] &L olvlk HleMAE B
& D3 AFHFE 30~40 £ F71 A7
¥ 9FS 3= o2 Boxich

¥t hormoneolr} ol=g| Al (adre-
nergic) Aol %3t w2 dojvs KRR
P45 2L (reflex vasoconstriction) 2 Al
Foll & Astd?

Hole) dHEL £ B PGLE 6KE =
sich ejube & 8579t (perfusion pressure)
£ 7IAE gler ¥ 352 F2 ALE
3 ke wxAde] EAE XL ik @
A5} e ol gAY A Al A ALRES o}
e 33 2844 PGLe EHE A=
st L2 g A AT A2 B
ok, ejuke] e HFE AFA 7 ¥c)
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260

PGLE olvt= ejo} P o] 35L& 2 A
Zled £9 98$ d=A #2h» PG &
Bk} glelddE3hes Y8 g 55 o
old e BN & FAAA F= Aer A
7). B9 2 FR AL level ¥R
3 PGS oJatete] WHTo] DI EF B},
E3 d{5F PGEOI AT HBg ofd
o &5 A A (umbilical vein)o] HIEZ
g}, PGE, ¥ (PGLE 7}5¥3 28) olvlx
= 7 (Ductus arteriosus) S FAA1HA F=A
Zt}t. PGE.&= AMe] Zobol A o5 3
%, Fallotik MAEREEQ FAloll A AAFE0
Al Ba7tA] AgFAe] FAHes Hg
T o] 2317 ¢k fIkE UEE A3
€ A3 22 A3k eh® PGHAA (B
aspirin) 5 S EHY $&gle] AlAdole] Eu
o] Pl A& AFshe 4FHE A
3 gl

2) PG7I A& o|x|= L&
PGE A Aol A {EEEFESE (hypoxia), Bradyki-

nin, %4132 hormone?] 1], adrenergic4l
AAS W YEAAS) K EFelEd. AR
NN LES= PGEL Kt #4438 H(coro-
nary vessels)olA] A=) ol Foll £¥ HHE
< PGLEA #4599 &42 dos)Av o
71 ofA 7R whE A A} ok AeA o]
t}.

PGLE #73] Al BEH LRtk (chro-
notropic) °|\} E A A K] 59, ino-
tropic)ell 53 &HE 71 91X o)

PGE,;% PGEave A2 #5393 AT
& ZA|7th PGFes ®3 #f# (brady-
cardia) & Yoy Aoz BugUck? PG
E& AR SHES Ao R s a9
HE ARAANA FE QARE e o2 o)
Zlc} vo

3) PG7} £&7I%0l o|x|= &



e 53 @& B PGEE AETt A
AN 4 PGlLe A%E fissddn
o] 43 A ¥R A hHE g
PGE,= &9 2 s1-& #3514 ¥
A o] PGLe} t}h=1} 9 PGF,ax ZFEHEE A &
A ™ (precapillary vessel)9] ¢34 o]y ¥

Yo) AR7tA] Tyl Eojrte A7 AP
o) Ags FIHA7IH Ao A
A} fifie gl A TXA,9 982
ded A2l ekopeh et oW FFe]  FEo
Al #7912 (anaphylaxis) ol ffio] A 2wvl=ic},
o]F AL Z Ko} o] olulx endotoxic shock
o} PutE s e $Fo Hdste A 3
¥ PG [UERCFERA) vl & d3e v
$- EfdHolojA FAAR, FAEY  FEY
F5l we} vh2o

PGE, = /) 713 45 do

mz"_, ru]o r.l

714} PGI,

= 42714 dech 18y dE Laol &K
) FiEE FEAL sl NAAE B
s £0. oE £ PCEES W) sl
$5& doth PGLSH TXA,Abole] a8
< TS AFe] A4 (Asthma) BEANA o
oJi}= ¥ bronchial toneol] ZA Fo]d=A
2t PGEL olvle 3EF7RY BuES 2
Aated 288 FEA Ron B3 Aoy

AR k3 #3128 (mucociliary clearance)
o E¢& FeA 2ok

PGE,<= lifiell 4] Angiotensin T ©] Angioten—
sin [ 2 g AL A}

4) PG7t E2&&2t0l ul%| ;

—

1=
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%ﬁ @&*ﬁoﬂﬁt PG7} 22l o5& o3 ¢
FRAg AP B ol ol 13

. %%_g Ateke]l PGE AAkg T 9E X
Stk TRl A PGRYE AF5

2+ 34 (ischemia), A5 EFE, M-
annitol, Nacl, Calcium, Angiotensin]], Bradyk-
inin,Norepinephrined HENE&A S5 590},

FRINE BE TR PCES KT 4

é
r°"

el

ot ERAHL PGE, °lt}. PG A4 2 ¢
el #ifzel et At zpelzt 9lovt 3
(medulla) ¥-$lell A FEARL] dodel PGE
< FTEo ddegte] Aelx - LA
tei=le] 9f °U:f 53] AHFA o] 7 (glomerular

)

filtration) o] 23] Fe3lL ¢ich " PGES- F
B Sl BAERY o), MEAGE A
x A7|n2 FRYNe 556 JF& £k P

GL= olvt= A4 g
(vascular tone)< $xA7|vd FH EAR
2457 )
PGLSH PGE, & 2 F43td T8
mift g S7H1A Foh ol 52
w3t T8 LSS doy|= o] ofv)
Eo] renin®] S FUAF17] Wl
A 2ol E3 E05EAe TXAEEE
% %9 74 (urethral obstruction) &} =&
ol a.gle] 9lSuf AlgE o] 50] o
ot HAabell 7]of el AR Hojxlr), KER
778l PGEeol Fgel z2hg-3he 7184l 7142
Norepinephrine®] v} Angiotensin]] o] 2] $} o]
Al —hormones 2% FEFH= ZEo ¥
s TAaH 02 714 (attenuation) =)
‘ﬂrs) i%"ﬂﬂf} ﬁa—q"l“'w‘u PGe] & ’% 2t

B3
s

ol

i 2
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ol “]X]'E L"é} gfo] o} ¥ Fbedel] S v
2z ¢k e Qe A

FTH B E of] 4] Wiﬂ—’% AR s2E

3 & gl el 2 HRE WEA7 & FURA
¢l Furosemide (Lasix ®)zFo] &

3 243t oY ANE TAS=AR 2
of. FRf AFFAZE KE o33t A P
G7} vIX = e i g2 dRAA 7} v
A& 333 P78l renin-angiotensin A
systemo]o]® A so] 9l&rle] 2glct ¥
Fafol| A Fg2] 7]Fo] BAAH R
FAEE AL otk AWelA AAAALE =
PGu 5l A 2t} axjnz wkgdadst g

¢

A A AFA] 5
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Aol Al Isteroid® FAAE 2 AgEnE AL
A & G5 A3 AT Ade 740
ok PGELS wd T2 H3e] AUt &
7} l&w renin® ¥ulE 24 st Fog
A&gg gep”

PGE,¢} PGLE plasma N9 renin@sg 2
7}X1719 PGF,ax renindv] & sl=7]
ok renin¥y] ) i*é712d° olutE cAmp &
28 A= 2ok PGEL £%3] T
A EWEFE renin® 5L HE A7tV PG
E,t plasma®l 4] Angiotensin] 9 A H/‘é—‘%—éiﬂ]
8} 3 fiioll Al AngiotensinI ] O A3s =
A& g3l Angiotensin [ & F8ol4] 9]
PGAFell Aol S F22 reninwdlel BE &
A} feedback AFE 23] =7 2} PGES
Angiotensin[[ o} 3] f2=

TEol| Autst
alance) & doA ATAARE FRAAI L K

E290 BAE B starling forced ba-
lanceS WA TE” 24 mARe] AFTE
oJotstE AL olule PGY tE EH 71Fd

22 #ersy o] wifo) oniatgeolt o3
& BEH e AEshe Ago] AFE e
2% 54 ischemia) o]t YAFY 223 b-
ypovelemia) 3} 22 AW Alef o] Fgo] 2EI
Bo) ontEo] A F U E ZoFE 7]
2 AT gl AL Halrh s

PGES} o2 PGEL A9 Z1A4A F3
4% F719Eel Ne'o] 2] 54 F (passive
reabsorption) 8} #(tLE f =3} M K&
WE=AL 225H) R4S SH3 = F
83 M5y} Hed A4 gAF R T2 M
W7y 2718l 55 A% ™ (efferent arterioles)
5% 23 32+ MKE £/} st22x] $4
(medulla) 2 2% ﬁw% % } ARt A
222 Nat*ion® AF
234 =} Na*°]—9——4 TE ZH%'}F‘%
72 Henle2] E4Tloopoll A Cl-o]2e
EAE PGl dgtstezA g PG

mm}‘.o

rent arteriole) €] (counter b-

rﬁt

_&9.
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e
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o

oo} oX
4 2 o
Mo Mt o)
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e
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=3 distal nephronol 4 24 Na*o] 29 A&
FE gt 4= ik TRAAM KE 54
i "]'74"“5 PGEL vi-¢ RIzeHAl 243
ot 553 KE YAstede AU B2
E}’“'EHQ} 42 3 (collecting duct) 2] HFE ¥
o] glojok ghrt

PGE& 47 gtol A} vasopressine| £94& W
A A (interstitium) o] urea
5 A7l el urea®] A F
AR {7} 2718 F Nao)&d A%
daAlE A Walsted e Ay 4
& FA2A7 = AHE ek
olZA HER2A tlS M Ko wE FHe
7o)t}

5) PG7} |I&E7IRO olX= da

'n-’

PG7} B9l fuifiell mixle F3¢e At
stk PG 147 &% vlXE 3L cho
linergic A5, adrenalind 2ol #3F Z3hzat4
2 AHAl HEZE A& T frdck #
o2 A% 7 (ongitudinal smooth musc-
le)& PGE,% PGF,aol %38 %= 5 &k =
B (circular smooth muscle) PGE.ol #3l
o] g5} PGRaodl Kl %%t} ojek 2
PGe] &7te zhg-ste 2Ad net xfolst 9l
L= i

PGEE Ti#fe] Al=gdofZg o712 PG
Fe $%& A7l e Libe] geras 4
ExA el E ¢S AR derh e 252
Aed RS BRI AR A
A 2eEth PGEE: AUN$E FolA BiAZ
223} o 522 (propulsive and peristaltic)
< ZAA171 AUEEo] LAHEX A3
AALE fradtoh o ol eldt e g Hol PGES
Aule53 FAE o WA F2F A
o2 Halth

PG%—% olul% cAmp leveld W3} Al7| B2
NA7) Bule] JFE FEALZ Bk PGE
¢} PGF.a& $E7 A2l 34 (jejunum) ol

lo 4
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FE3 AN H24& doy)e=d ol chol-
era toxin®] A 3}e} H| =31y o]el3F HALE “e-
nteropooling”e}&}l i -2} BENS Na+to}t
Cl 9 X5 plasma levels} H]£=s}c}”
PGEL #FEE AALSIE bacteriao) kg A
A}t endotoxin shock®t < #El Hp}-g=w3]
(vasomotor changes)el| 7N&ldhe Zlod RBI
olth. PG7} #H# (pancreas) 2] Hnld) 1]z =
o ¥l BIE Bl v ceksivh. PGEE o

714 FAAEuI AF 5 secretinol] AT E o]
s A WIS pa Al A
o] sltt.

PGE:x #HZEu|E A¢fsted ol HYE
v & 2}53F= A hormone S 9 8tstA v} A
L2 32y MKE WA 717 el Aoz
melch e oWl whebal 5 PGL7L Axte] &
AASgoba Rkl oh Y

GE2 9t Ao Liflel]l Hube] &Afolu}
=P A (ulceration)ol] &l A ELRE a3
(cytoprotective effect)Z 7}x 3 ¢lt}. PGF.
e Hige Az BulE aFsle] g8 Ealo]
PAEE Ak WsHS FA o] B
e Erle) Fobeh ARte) MikE M
Aoz o] Fo Aggir)

S aE

6) PG7} 4£5EasRol o|xl= At

e Aol efdt= £33 PG PGES}
PGF.eolth PGE gl do] A Eu|sed] e-
strogeni’/]- progestrone®] PG& Aol 0.3 o

&g e o)

Estrogene #%3| PGY &ML =8} p-
rogestrone?] PG2] A&k}t PGE,¢} PGF,a
o Kol g v

PGE .= «dutd 22 3] hormone (LH)2
se} At PGF.a: FiERHS $5417]
€ 42 b AFA NI} G5 Aolof e o
3] (countercurrent relationship) 7} 34 =
o] sl=H ol PGF.aZ 3l F il 412 PG
2L 3t daed A G ag A A gt

Foi

°o] A== & 4 9 3},

pe-)
-
r&‘i
=
<
=
o
=
S
Z
2

PGF.0v ©XE 53024 estrogen &
H-E] progestronel & B} o] A ALE] A 7]
2t} PGF.a% A 3% G¥fle s
3} 9] ¥ & (regression)E Uo7} o] e}
o P> BHA) hormonezbg-o 7S 2,‘-7—]\

FA 2 St dAZFE A7) il
Edy

% 23 $59L PGol ksl 289 4 alvh

PEg 2538 progestr-
Pohee w4 glch 44
&

A& PGell ﬁzaﬂ

<59 AAdEE = %sa_«l PGES &
BlaL gl 2FolE AW s woh 2
A Fhol| A = A o} WPGE 59} 28 frof] AF3E
Az dsel 294 oo 58S Jd35H
Zd Abg o] PGE,9} PGF,a% 718k o
€5 vel gtk PG Soe gl 1)

- orei A A ofgtr}t. PGE w3k

AN z Lo
¥ 554 ARYsle] Dol W E B e},

>

7) PG7}t A&ipRol olx|l= Pat

PG7} P53 ell mlxli= od ol Bls) A& B
£ AR P So] A8 9lct PG o1
WoisFol sk 712 Aol PGE, &

219 " hormone, 4 A hormone, 7,} A horm-
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one ¥ Insulin®] ¥¥]E 253} PGEE =
T FE Al A Insulin®g} FAHEF &E34E el
W BN A ¥2Hatdhormones} Bl2jt &
g epdc!

8) PGY} QBT MAO| DIXE

>
rr
0

ol

PGES$} PGF,ax £2 o] E9) Ly
%) ARY 27} 2 W) 959 7
Z 4} (cardinal signs)S ZHist=d 7)o g},

N gt
rJ

)
o

PGE2 Bd 22799 AT, B B
2 R F5& Z7F AR FAe 3R %

Z& A3 F8217]71% 3P histamine®]} b-
radykinin®} 22 o2 HHe ExE FdA
t}. GZAEEL PGY chemotatic EH ]l Foll
AR Beeng A O 7S A
k! ol & MilES PGESH PGIe| #43ql
source® A 2}8-3le] FEAIME mast cell 2
A7\ WY FE AAEH b H s 2l
Q& PGEE FulA7nh

Arachidonic acidel] 4] lipoxygenase =H-&-ufj&
o] WA= L&MW leukotrienests PGE3
v-$- WA 3] AFE gled o] WIHFE
e f8E7|% x5 PGE Eoe ¥4 1k
Y BEEEYE, MRtk RS kAl x e’

FutA 2 FH G ol FAELS Foixls
A #4379 Yo PGE,®} PGF.a® =e] &
715l A2 Hol PGE 9% #5d &Es}=
o] ohdst Bojxie}!

9 Wl gl PGES PGF.av Bk
gzl AdSu BRES k7oA le] il QA
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