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Arachidonic Acid Metabolism and
Pathogenesis of OM & Nasal Polyps

Kil Hong Choi, M. D.
Choi’s ENT Clinic
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B fe =0 (Fig. 10) 9% $& ¥ arachido-
nic acidE lipoxygenase, cyclooxygenase®] 2
metabolic pathways& %3 &€ & ded
cyclooxygenase®] 2ol &l PGD,, throm-
boxane$©l AAE L lipoxygenaseol o3 5-
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Lipoxygenase<t= arachidonic acid& HPETE
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(hydroperoxyeicosa tetraenoic acid)2 &3}
B ©o]Z2& HETE(hydroxyeicosa tetraenoic
acid) 2 © 9ok ¥ £ leukocytesol A
 5-lipoxyg 9] major bolites?! 5-
HPETE7} %2 5-HETE& convert® i, 4%,
unstable LTAZ H@€c}

18] 3L basophils, macrophages, some other
leukocytesl 41 LTA7b LTC,2 convert® 3
LTC.8} LTD,% LTE.Z degrade®ch(Fig. 3).

Cyclo-oxygenase arachidonic acidE uns-
table endoperoxides?! PGG.% PGH.2 W ¥ 3}

€6 PGLE YANIAZANH A=Y sta-
ble end-productd 6-keto-PGF,.2 =1
vasodilator, platelet aggregation®] inhibitor®)
" T.AE plateletsol o8] $AEY platelet
aggregation®] potent stimulator, vaso-constri-
ctore] o} (Fig. 3).
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£ : Nonsteroidal anti-infl. drugs¥ cyclo-
oxygenase 2] A k. Aspirin
(30~50mg) & platelet®] cyclo-oxygenase&
acetyl&gto 24 TARAE AAISE 2
A3} normal platelet aggregation IAl3}
o g @ platelet’t $HHAY
25 A 34 30 platelet”t endothelial
cell2t} ASA©] T sensitivedto] aspirin¥ |
t gany A 9RFHEA thro-
mboxane A4S #HAANIY dVHFE
9l prostacyclinel & @& vINA et

activity &

(Fig. 3).
A7) : Benoxaprofens  arachidonic  acid®]
HPETE®1 2¢] lipoxygenase-mediated con-

versione %A@ ch(Fig. 3).
A : Imidazole> thromboxane synthesis&
< Ao} (Fig. 3).
Aspirin® other drug#®l cross reaction
o3 2o
Indomethacin(100% ), Ibuprofen(97%)
Mefenamic Acid(60% ), Phenylbutazone(42%)
Tartrazine(15%), Acetaminophen(6%)

Otitis media®l pathogenesist d&7}A &
Qe BgAQ FuuA AH2A MY F
2% factorsE infection® eustachian tube dy-
sfunction1 dl i induced or p
cci-induced OM®] pathogenesis®l 114 eus-
tachian tube dysfunction& primary factor?}
ol inflammatory mediators®] effect’} eu-
stachian tube obstruction®t} o T2 2
c}. Mediators 9l A% lipoxygenase produ-
cts7} cyclo-oxygenase products®.th otitis me-
dia®) pathogenesis®l © %238 NSAID A}
2o 9|8 PG-forming cyclo-oxygenase2l A
2 <% lipoxygenase pathway°l®2¢| more
anachidonic acid®] shunting® 2 more inflam-
mation® increased effusion(Mucoid) & =
ek mekA acute OM childrenol W@ otal-
giatt fever control®# 9] aspirin® FHAY
AHg-e 53] 34 olste] frazoboll A Reye's
syndrome®t7] 7HsA % okt mucoid
OMe} WAol #ost7e o

Nasal palyp2Aolle] 713 F 28 etiological
factort allergy®} infection?l ©l nasal polyp®l
314 predominant arachidonic acid metabo-
lite® 15-HETEZA 53] aspirin sensitive
pts. polypsell 114 aspirinell 2] & cyclo-oxy-
genase pathway®} inhibition® more arachido-
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nic acid& lipoxygenase pathway® HEg 2
%, leukotrienes® HETES] AA4Z718& %27
o}, wakA aspirin sensitive persons< non
aspirin sensitive persons®2.t} arachidonic acid
metabolisme 1A cyclo-oxygenase metabo-
lismel ¥ lipoxygenase metabolism®l 2]
greater ratio® 7}AE 7]&9] W3t Qlem
2 lipoxygenase metabolism®l €] ©] predilec-
tion® & aspirin sensitivity®] pathogenesis&

A @k ek aspirin sensitivity= allergic
reaction®] 43l arachidonic acid metabo-
lism& involved} metabolic disorder®]t}.
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nasal polyps< arachidonic acid metabolism®l
1Al lipoxygenase pathway®] &zl 3
15-HETE$} leukotrienesS©] polyp growth&
AFER o]d FAbol Al ASAH L Arhs)
oF & Aot}
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