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NF-k B OSEARBITL, YA M4 V2T LD L
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TR 19 125 Bl & € T NF- ¢ B OF AL 2 FHET
%L, LPS TaF% SN AR AEME OB BB IR T 253
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PDE (&, i PH 70 il B 7R B A AE % 5 D BRUIK X
7 LUk F ]\ (cyclic AMP: cAMP, cyclic GMP) %

ANEERACHEY (5-AMP, 5°-GMP) (Z/IK 5
s BEO—HET, BEHRESNTNEZIFT
bRLHIEHOBEMLT IO HREA—II—T 7 3
=2 LTWA, FO5TRER, LI
T HEERED L VIEEMEICL VYT T 7 3
U —2EAE L, @ PDET ~ X2 ENn 59,
KLIZRT I, 50T A VHA LIRY
ISR 2 REDIEINICREDRELEL-TB
D, 7o& 2 I PDEWV 2532 R O MR Z i &
SHEHL, 20 OMINLOFEEInE (C EE & E
ERLELTWEEEZLNTWS, fMIlBIZL 5E
WD B, RERMIBICPDE £ v e ¥y — % d%
592 & RERELEISIKT T 5. RN %
PDEA Y E¥—DFF 74 VYidmBRED
MR FE MR B DGR ICHAETHHH S b5y
THoHH, ZOEMIEEL LTPDEN 2 HEY
W2 X BPSEMERICED . T Y Y88k T
|Z PDELV % #IRAY I HEF % & IL-2 X interferon-
Y 72 £ O proinflammatory 3 1 + & A ¥ D EAED

£1 EMERXILFFKPDEFZAVHSL L

. L. Km (mM) Primary tissue
Family Characieristiss (cAMP; cGMP) distribution
PDE I Ca?*/calmodulin-stimulated 1-30; 3 heart, brain, lung,
smooth muscle
PDE II cGMP-stimulated 50; 50 adrenal gland, heart, lung,
liver, platelets

PDE III cGMP-inhibited 02,03 heart, lung, liver, platelets,
cAMP specific adipose tissue, immunocytes

PDE IV cAMP-specific 4; >3000 Sertoli cells, kidney, brain,
cGMP-insensitive liver, lung, immunocytes

PDE V cGMP-specific 15051 lung, platelets

PDE VI cGMP-specific 2000; 60 photoreceptor

PDE VII cAMP-specific 0.2; >1000 skeletal muscle, heart, kidney,
high affinity brain, pancreas, T lymphocytes

PDE VIII cAMP-specific 0.07; nd testis, eye, liver, kidney, brain,
IBMX-insensitive skeletal muscle, embryo, ovary

PDE IX cGMP-specific nd; 0.07 small intestinal smooth muscle,
high affinity liver, lung, brain, testis, heart,
IBMX-insensitive skeletal muscle, thymus, spleen

PDE X cAMP-inhibited 0.05; 3

nd: not determined
IBMX: 3-isobutyl- 1 -methylxanthine
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