W2l abs]x] A22H A12E
J. Korean Vet. Med. Assoc.
Vol.22, No.12, December, 1986

IE 2Bl 2o =R THA B 2} = 2 ~elZeldla)
T et = #H BB R

wmoo5h BR*

Mo B

JELBl B ol =% 1AM (non-steroidal an-
tinflammatory drugs;NSAID)+ BRESES Bk 45 BF
oA BREILk I Z1El KAEMERSY X 8ol P
A5 AL 2 Yk

NSAIDE EH8 F8 HE2 vtz 4 3ot
% salicylates (aspirin), propionic acid de-
rivatives (naproxon), pyrazolone derivatives
(phenylbutazone), anthranilic acid derivati-
ves (meclofenamic acid) 28} flunixin meg-
lumine 5°] 25 NSAID ®HFo| 43}, 9o

AL fLEpEL 25 e 359 28 3,

2E e 9 prostaglondins (PG) #&hkol T
o3l T8 & B cyclo-oxygenased®:
sate 715E e

PG AA WA SHEREA 3od sk 9ol
= o8 o8 4BEHA B4 dor BEe
X8 o] ol Ao ARl NA
SID7} PGA-8-2 Axbstmzs Al o7
2 R/ Susle Aoz BauEgdg)
wrebd BB ol A= NSAIDS XA K
BAE A= PG A A ukidlol o s A%
of 7AAl= FFES FE mHeokt @
L= SRl

o] #AL Saskatchewan #9a}ojdt w4

PR NS

4l Dr.S.L Rubine] 7|%& Nonsteroidal
antiinflammatory drugs, prostaglandins and
the kidney (JAVMA, Vol 188, No. 9, 1986) &
geda Ade Bt
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Prostaglandin and Thromboxane
Synthesis in the Kidney
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Role of Renal Prostaglandins
in Disease
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ub-2-© 2 & juxtaglomerular cells 2 8B ]
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Vasopressin& #3242l PGIAL #=+35)
+d] o|29ld] ADH &3 ol i3 nagative feed
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= Aoz A gk ® oAl phenylbu-
tazone-g I3l 36~4841% F ¥4 E F
A7 ek e e o] Ao sbgde

Rats9} E7o| A= NSAIDSY #7542 ol
g} papillary necrosisz} A E o}, 16171819 o] u)
Vel Wk ABEolA] aspirino|y} phena-
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Aol 71elske Aoz AAAG PG UHEF
Hol g 2AEANE LFZAA (A AFFE
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Lul] Fof] ¢l2]oll A nephrogenic and
central diabetes insipidus @A NA A A-F4
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71%€ & BAAAME FEd ZEAGE
Fol AA= PV ole} & NSAIDe &
ZHE RS % R (antikaliuretic
PGE#A Ao WE Aoz oA
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dew do watMe oln] EAlY AlRA
o ostE z2aE 4= Uch

=3 ZEBLmiES Ak FFRm R 55
tE deozn £EAM7 slo] 7)&9
BERE, HER Solu =x 234 A¥AF
9 AgE % ojgA & += Uch o214}

effect) &

2

olx -1*

766
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