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BOBE[

TepmnHoT AUMA-acnnpuH uvHAyuMpaHa actma € HajgobpuoT onuc Ha
arpecmMBHOTO U KOHTUHYMPAHO BOCManyBawe Ha OULWIHWTE naTuwita, KOMOMHUpPaHO
co ersauepbaumja Ha acTMa M PUHUATUC MO anfnuKauuwja Ha acrnMpuH N MNOBEKETO
HecTepongHun  aHTu-uHpnamatopHn nekosn (NSAIDs). Pasbupaweto Ha
acnMpuHcKaTa MHTONepaHuunja o MeAuUUMHCKa rrnefHa TodYka € MHOry BaXXHO BO
cny4au kora nauneHToT Tpeba aa ce rnekyBa CO HEKOj NeK Of1 OBaa rpyna, Ha npumep
npu peBMaTongeH apTpuTuc.

lMokpaj MaecTpanHoCcTa Ha acrnMpuHOT W ApyruTe JIeKOBM Of rpynaTta Ha
HecTepongHu aHtTu-uHpnamatopHu nekosn (NSAID), nctute ce nokaxane u Kako
KOHTpauHAMUMPaHU Kaj HeKou acmaTtuvyapu. TOKMy oOBaa rpyna Ha nauueHTu ce
B6bpojyBa BO AVIA — acnnpuH-nHayumpaHa actma.

AcTmaTa e XpOoHMYHa BocnanuTenHa 6onect Ha OuWHUTE naTuwTa, Koja
4YeCTO 3anoyvHyBa ywWTe BO OETCTBOTO, MaKO MOCTOjaT nodatoum geka noHekoral
camaTta MOXe [a ucyesHe,a ronem e 6pojoT Ha nauMeHTU KOoMW ja umaaTt uenuoT
XuBoT.[1]

MMaumneHT Cco TelKa KNMHMYKA Cnuka 1 NoTBpAa Aeka NpeTxo4HO annuvumpan
oparnHo acnvpuH necHo ce gujarHoctuumpa kako AUA. Ho He cekoraw AUA uma
NCTK NoYeTouM, TeK, pesyntaTu.

Kaj noBekeToO mauneHTn, HajuyecTo, NPBO Ce jaByBaaT CUMMTOMW Ha PUHUTUC,
KOj crnean BO MOBEKETO Crnyyau Mo npeTxogHa BuMpycHa pecnupaTtopHa 6onect. o
o4pedeH nepuopn of Meceun, ce pasBMBa XPOHUYHA Ha3anHa KOHrecTuja, aHocMuja
n puHopea. Npu dusmkanHaTta ersammHaLmja 4eCcTo ce OTKpMBaaT HasanHW NOoSnu.
CnepgHoTO WTO ce pa3BuBa e GpoHxmjanHa actma 1 OCEeTNIMBOCT Ha aCnUpPUH.

BoobuyaeHuTte npeun cumntomn Ha AVA (3Hadm no annukauunja Ha acnmpuH,
unu gpyr oa NSAID) ce akyTeH Hanag Ha acTMa Koj HacTaHyBa BO POK O HEKOSKY
MUHYTK, HajdecTo nocne 30 MuMHYTM OO0 3 4aca, NpaTeH cO npeTepaHa puHopea,
KOHjyKTMBanHa wuHdekuunja, nepuopbutanHm egemn, abgomuHanHa ©Oonka, man
CTEMEH Ha ypTuKapuja, MOHeKorawl UpBEHWSIO No rnaeata v BpaToT.[2] Ako oBaa
cocTojba Npoaosrkn, cTaHyBa MoBeKerogumwiHa M Tewko ce neudn. NoBp3aHa e co
NOBTOPYBaH-€, XPOHUYHW BOCNaneHunja Ha CMHycuTe, aHoCMmja 1 HasarnHa nonunosa.



MHory Tellka KMMHUYKa CrnukKa, Kako ucxemuja Ha MMOKapAoT, MOXe Aa ce passue
Kaj naumeHTn Kom npomsBedyBaaT eKCTPEMHO rofieMn KonmymHm Ha Cys-LT. Actma un
AWA ce maHudecTupaaTt Bo npocek 1 Ao 5 rogmMHy No NOYETOKOT Ha PUHUTUC.[3]
XpoHuMyHaTa wuvpeonaTcka ypTukapuja CO acrnupuH MpeoceTNMBOCT  Ha
B1MoOXeMnCcKo HMBO UMa ronemm cnmyHoctn co AMA, Ho ce pasnukysa og AUMA no Toa
LUTO € OrpaHnyeHa caMo Ha KOXXHOTO N NOTKOXHOTO TKUBO. [4]
KnnHuykaTta cnuka kaj AUA npunnyHo ce pasnukyBa U € CO MOTEXOK TeK o[,

acTmatuyeH Hanag 6e3 acnMpuHcKa CeH3WTUBHOCT, kade ce MaHudectupaaT
MOBTOPSIMBM aKyTHW uUnn cybakyTHM enu3oan of Kalunawe CO OCKyAEeH WCKaLUmok,
rylewe, CBMpeHe 1 cteramwe Bo rpaguTte.[5]

MATEPWJANT N METOON

PeTpocnektnBHo ce pasrnegysaaT nogatouu BO nepuod o 3 roauHu v 3
meceumn (maj, 2009 — aeryct, 2012 roguHa) oa Actma LleHTapoT Koj ro nokpuea
permoHoT Ha LWTtunckata onwTnHa co 25 HaceneHn mecta. Bo TOj nepuopg ce
npujaseHn 273 criyd4am Ha acTMma, Kaj naumeHTn Ha Bo3pact of 15 no 86 rognHn. Of,
TMEe npujaBeHM criydam Ha acTMa BO pasrfefyBaHWOT nepuod, 3 cnydam ce
AMjarHOCTULMPaHN Kako acnMpuH-UHAyLuMpaHa actma.

MeTopn 3a gujarHocTuumparse Ha AWA npen ga ce crnyum npBMOT Hanag Ha
npeoceTnMBOCT Hema. Ho, noctojaT ogpedeHn coctojbu KoM HasegyBaaT Ha
comHeBamne 3a AUA: [6]
1.MCcTOpUWja Ha Hanagu Ha gucnHea (actma) NOBpP3aHM CO UHrecTuja Ha acnUpUH UNu
apyrn NSAID;
2.XpOHMYHA W HepelwuBa HasanHa KOHrecTuja u BoAeHa puHopea, 0CobeHO ako
KOXXHW anepro-TeCcToBU ce HeraTnBHY;

3. HasanHa nNonunoa3a;

4. NaHCUHY3UTUC AMjarHOCTULMPaH CO KOMNjyTepcka ToMorpaduja;

5. Hekonky Hanaau Ha actMma 6e3 ouurnegHa npuymnHa Kom GapaaT xocnutanusaumja
BO 044€eN0T 3a MHTEH3MBHA Hera.

HnjarHo3aTta Moxe ga Guge noTBpaeHa camMo CO oApedeHN NPOBOKALMOHU
TECTOBM Kafe Ce KOpucTaT BMCOKM [03M Ha acnupuH. Cnopeg HayYMHOT Ha
annuuupare Ha acnupuH, TeCTOBUTE Ce NoAeNeHn Ha: opaneH, OpoHxujaneH
(nHxanupaH), HasaneH, NHTpaBeHo3eH.[7] OpanHuTe Npean3BUKYBaYkn TECTOBU ce
Haj4eCTO KOpPUCTEHM Kage ce KopucTaT [A03M KOW Npeaus3BuKyBaaT MNO3UTUBHU
peakumm og 30 go 150 mr ( npocek 60-75 wmr). Kaj MHxanaumoHuTte TeCToBU ce
annuumpa aepocon of Llysine acetylsalicylic kncennHa n Tectot € KomnneTeH no 4
Yyaca, a peakuuuTe reHepasnHo ce 6nar 6poHxocnasam n obUYHO ce orpaHNYeHn Ha
AONHNOT Aen of pecnupaTtopHUOT TpakT. Mlako n opanHMOT N BPOHXMjanHNOT TecT
uMaaT CNUYHM  CneumduyHOCTM, OpanHMOT TecT uMa Marnky noronema
CEH3UTMBHOCT. HasanHuoT TecT e JocTa aTpakTUBEH W MOHOB TECT CO CIIMYHMU
cneum@uUYHOCTN, HO NMoMana CEH3UTMBHOCT 04 oparnHuoT TecT. Cekorawl, ©uno Koj
o4 TecToBuTe Aa ce u3bepe, Tpeba ga buae npocneaeH co ,,nnauebo npeanssuk’.

PE3YNTATU N ONCKYCUJA



Pesyntatute nokaxyesaatr pgeka 1,09% og actmatnyapute  BO
pasrrnenyBaHWOT Nepuoa uMaat acnupuH-uHayumpaHa actma.

CTyaouu 3a acnupuH-MHAyumpaHa actMa Kaj pasnuvyHu nonynauum nocoyysaat
npesarneHua Bo paHroT og 1% po 20%, 3emajkm rm BO npensua pasnukuTe BO
cnpoBefleHnTe MeTO4M Ha AujarHocTuuMparwe A0 pasfiMKiTe Ha nonynauujata koja
ce pasrneaysa.[8,9,10,11]

BasnpaHo camo Ha BonHu4kaTa ucTopmja Ha NaumeHTUTe, UHUMAeHuaTa Ha
acnMpuH CEH3UTUBHU Kaj Bo3pacH acmatunyapu € 3-5%, HO OBOj MPOLUEHT pacTe A0
19% o4 noeguHevHW BO3pPaCHW acmaTudapu npeausBrvKaHW CO OparieH acrvpuH.
Hypu n kaj acmatnyapu 6e3 uctopuja 3a acnmpuH UHTonepHauuja, 9% nokaxysaaT
CEH3UTMBHOCT Ha NPeau3BUK CO oparneH acnupuH, a Kaj naunmeHTn co pUHOCUHY3UTUC
npesaneHuarta pacte 1 4o 34%.[12]

Cenak, npoueHka Ha npeBaneHuata Ha AWMA 3aBucm o MeTon Ha
AnjarHocTuumparwe koj ce kopuctn. Ce cmeTa [feka 3naTteH cTaHgapd BO
AvjarHocTuumpaweto Ha AMA e opanHo 3eMeH unm co uHxanauuja annuuupaH
acnnpuH. Cnopepn oBue wusBopu [3] pesyntatute of nNpean3BUKOT CO acnupuH
nsHecysaat 20% (pesyntatM KOW peynucu ce MoKronyBaaT CO OHWe Morope
cnomeHaTtn:19%), Kage cnaraat u naymMeHTu-acTMaTMyapu Kou OOSro ro Kopucrerne
acnMpuHoOT ( 6e3 Tellka KNuHMYKa cnnka), Ho He cdaTtune geka TOKMY TOj-aCnupuHOT
ja npaBu HMBHaTa acTMa nosoLia.

AUA e wmnpoko HeawmjarHoctTMumpaHa kaj acmatudapute. [NpuynHuTe 3a To0a
ce uenHoTo nsberHyBawe Ha Tepanuja og rpynata Ha NSAID kaj naumeHTn kon ce
CBECHM 3a MOXHWUTE HeraTuBHWM peakumn. Kako npuymnHa ce B6pojyBa U HeJoCTaToK
Ha npeno3HaBawe Ha 6nara NSAID-nHayuupaHa peakuuja kaj Hekon nauneHTun. Ako
cropeavMMme CO nogaTtouu of eBporcka aHkeTa, MPOLEHTOT Ha acMaTtuvyapu Kou ce
CBECHM 3a CBOjaTa acrvpuH CEeH3UTUBHOCT npen gobuBake Ha NO3NTUBEH acrypuH
nposBokauunja Tect m3HecyBa 8.15%. Ha HawwmBe npocTtopy BakBa aHKkeTa He e
crnpoBefeHa, HO oA HeoduuMWjanHW nopgartouu [oOuMeHuM of pernmoHanHuTe acrtma
LeHTpU He efyumpaHoCTa Ha nauueHTUTe, OBaa Telka cocTojba Ha acTmarta ja
npasart yLITe nosoLwla u XmnpoTtodarposyBadka. NpoueHToT Ha acmaTtudapu co AUA
Kaj Hac crnopegeHo BO CBETCKM pa3Mepu € NoHu3okK. MNpuunHute ce 6pojHu: crnydam
Ha AVA ce gujrHoCTUUMpPaHN caMo Kaj nuua co MHOrY Tellka KIMHUYKa CIMKa Kaj Kou
creuvjannucTMyka WHTEpBeHUMja e HeonxodHa, [MOMOW o  peaHumMarop
3agonkutenHa. Jlnuyata ce jaBune Ha nekap no NoTBpAHa annvkauunja Ha acrnvpuH,
30 MMHYTW 0O efeH Yac, HajyecTo Mo npoceyvHa annuuupaHa gosa og 50mr (30-100
Mr).

Ako nobueHuTe NpoueHTH ce pasrnegysaaT BO OAHOC Ha nogartouuTe rnorope
HabpoeHn Moxe Be3 ABOyMere [a ce 3aKny4du Aeka npesaneHuaTa e MHory Mana, a
3 cnyyam kou ce AumjarHocTuumpaHu Man 6poj. Cenak, 3ag oBa uMa ceywTe
HepeLlleHn npallakwa: ganv HaBUCTMHA MNpeBaneHuata € HUCKa UnM CTeneHoT Ha
AunjarHocTuumpare, npeno3HaBarwe Ha AVIA ce ywTe e Ha He3aBUAHO HUBO.

3aegHNYKM MMeHUTENn BO OCHOBa Ha naTtoreHesata e HecneumduyHa
XUneppeakTUBHOCT  (XMNepUpuUTabunHoCT) Ha TpaxeobpoHxujanHoTo cTebro.



OTkpureHu ce ronem 6poj Ha NPUYUHUTENN Ha 3rofieMeHa pPeakTUBHOCT Ha OULLIHUTE
natuwTta kaj AUA. MexaHnszam no Koj aCnMpUHOT npeamn3BuKyBa OpoHxocnasam
ceywiTe He e pacBeTNieH, HO BO MHOry CTyguu ce MnoBp3yBa CO WMHAOyKUMja Ha
reHepypawe Ha neykoTpueHW, Npu LWTO acnuUpUHOT € MoBnacTeH WHAOYKTOP.
Eo3snHounute ce kneTkn Ko ce HajakTMBMpaHW Npwu actMatuyeH Hanapg kaj AVA.
ACnNUpUHOT HaBneryea BO GenuTe KPBHU KENTKM Kako LITO ce e03MHounuTe n tamy
uma BnujaHne BpP3 MeTabonM3MOT Ha eceHuujanHata MacHa KucenuHa —
apaxugoHcka kncenvHa (AA). AVA e nocpenyBaHa co AeBujauuja Ha MetabonuTtu Ha
apaxmgoHckaTa KucenuHa of uukrnookcureHasHaTta (COX) KOH nMnookcureHasHaTa
nateka (LO), kom ce [BeTe rMNaBHW nNaTekn BKIy4YeHM BO MeTabonuamoT Ha
apaxupgoHckata kucenvHa (AA). Mma Hajmanky 2 COX eH3umu, kogupaHu opf 2
pas3nuyHu reHn.[13,14] Kora Bo OpraHuM3mMoT € MNpuUcyTeH acrnuvpuH, MOMeKynu Ha
acrnuMpuHOT HaBreryBaaT BO BHATPELUHOCTA Ha KNEeTKUTe U Tamy ro uMHxubupaaT
aenyBaweTo Ha eH3nmuTe PGHS1 | PGS2. Co T0a ce npekuHyBa CuHTe3aTa Ha
NHXMBUTOPHUOT NpocTarnaHavH U NOCNeaHMYHO ce HacodyBa meTabonusamoT Ha AA
KOH NMnookcureHasHata naTteka. PesyntaT e 3ronemeHa cuHTe3da Ha LTC4 koj ce
nanadysa of knetkute[15]. MsnayeH ce Bp3yBa 3a peuenTopute Ha MYCKYNHUTE
KNeTkM Ha OUWHWTE naTuwTa, a Co Toa ro HamarlyBa HMBHOTO ABwxewe. OBa ce
MaHudecTMpa Kako Hanag Ha actMa, TOKMy OHOj BpoHxocrnasam Koj € BO ocHoBaTta
Ha acTMaTUYHWOT Hanag.

MPEMNOPAKU

MaBHUTE npenopakym BO BpCKa CO NeKyBakeTO Ha acTmaTa Tpeba ga ce
noyntyBaaT u 3a AWA — cucrtemckn koptukoctepongn. Ce npenopadysa
n3berHyBawe Ha acnvpuH U MeaMKaMeHTUM KoM MOoXaT ga coapKaT achnupuH Kaj
acTmaTtumyapu, co uen usberHyBake Ha >XMBOTO3arposyBaudku peakumn[16]. On
dapmakonowlkata tepanuja ce npenopadvyBaat aHTU-LT nekosu (zileuton, FLAP,
zafirlukast). Bo3amoxHa e wun AcnupuH-geceHsnbunusauuwja. [MauneHT eaHalu
AeceH3nbunmanpaH, Moxe ga KOpuUCTU acnupuH 6e3 noHaTamoLUHW pecnupaTopHu
peakuuu. Xnpyprujata e HemsbexxHa BO criydamTe CO HasasiHu Nonunu.

SAKINYYHOK

3ronemeHata npoaykuuja Ha neykotpuenn LTC4 n HamaneHata npogykumja
Ha MHXxMbutTopute npoctarnaHanHn PGE2 noTtukHyBaaT knuHn4yka cnuka Ha AUVA kaj
acTmMaTuyapu no MHrectuja Ha acnupuH. Bo permoHoT ondarteH BO uUcnenyBarweTo,
npeBarneHuaTta cnopefeHa co OHaa Ha CBETCKO HMBO € MHory nomana. OTcyCcTBO Ha
TEeCT 3a NPeTXOOHO AujarHocTuuMpare, HenpenosHaBawe Ha bnarnte obnuum Ha
acnupuHcKa ceH3nTUBHOCT Kako AVA, HeegyuMpaHOCTa Ha NauueHTuTe ce aen on
NPUYNHUTE KOWU NPUAOHEecyBaaT OBOj MPOUEHT da 6uae MOHU30K Of BUCTUHCKaTa
cocTojba.
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ASPIRIN-INDUCED ASTHMA-SPECIFIC FORM OF ASTHMA

Gordana Panova,B.Panova,N.Panov.N.Velickova,L.Nikolovska,S Baldzieva
University Goce Delcev- Faculty of Medicine,-Stip

INTRODUCTION

The term AlA-exacerbated respiratory disease is the best description of the
aggressive and continuous inflammatory disease of the airways, combined with
exacerbation of asthma and rhinitis attacks, after ingestion of ASA and most
nonsteroidal anti-inflammatory drugs (NSAIDs).

Aspirin (other NSAIDs) is contra-indicated for asthmatics because aspirin
(other NSAIDs) precipitate asthmatic attacks in patients with bronchial asthma.
Asthmatic patients who are sensitive to aspirin and possibly other NSAIDs, are
commonly referred to as aspirin-sensitive asthmatics.

Asthma is a chronic inflammatory disease of the airways that often starts in
childhood, although there are data that sometimes itself may disappear, and many of
the patients that have whole life. [1]

In most patients, symptoms of rhinitis first occur during the third decade, often

after a viral respiratory illness. Over a period of months, chronic nasal congestion,
anosmia, and rhinorrhoea develop. Physical examination often reveals nasal polyps.
Bronchial asthma and sensitivity to aspirin develops next.

After ingestion of aspirin or an NSAID, an acute asthma attack occurs within a
few minutes up to three hours, usually accompanied by profuse rhinorrhoea,
conjunctival infection, periorbital oedema, and sometimes a scarlet flushing of the
head and neck [2].Rarely, in patients who produce extremely high amounts of Cys-
LT, myocardial ischemia may develop. Asthma and sensitivity to ASA become
manifest an average of 1 to 5 years after the onset of rhinitis [3].

Chronic idiopathic urticaria with ASA hypersensitivity, which is characterized
by remarkable similarity to AIA at a biochemical level, is differentiated from AlA,
inasmuch as it is confined to the cutaneous and subcutaneous tissues. ASA is a
common precipitant of life-threatening attacks of asthma [4].

The clinical presentation for AlA is different and is more difficult than the
asthma attack without aspirin sensitivity, which manifests itself with recurrent acute
or subacute episodes of cough with some sputum, breathlessness, wheezing and
tightness in the chest. [5]

MATERIALS AND METHODS

Retrospectively are considered data for a period of 3 years and 3 months
(May, 2008 - August 2011) of the Asthma Center which covers the region of Stip
municipality with 25 villages. In that period are reported 273 cases of asthma in



patients aged 15 to 86 years. Of those reported cases of asthma in the reviewed
period, 3 cases were diagnosed as aspirin-induced asthma.

There is not a method for diagnosing AIA before the first attack of
hypersensitivity. The presence of AIA should be suspected in cases presenting:[6]

1. a history of attacks of dyspnea (asthma) associated with ingestion of ASA and
other NSAIDs,

2. chronic and intractable nasal congestion and watery rhinorrhea, particularly if
allergy skin tests are negative,

3. nasal polyposis,

4. pansinusitis by computed tomography scanning, and

5. severe attacks of asthma without apparent cause requiring hospitalization in an
intensive care unit.

Diagnosis can be established with certainty only by provocation tests using
increasing doses of ASA. There are 4 types of provocation tests, depending on the
route of ASA administration: oral, bronchial (inhaled),nasal, and intravenous[7]. Oral
challenge tests are most commonly performed; in most patients, threshold doses
evoke positive reactions after the ingestion of 30 to 150 mg ASA (average, 60-75
mg). In inhalation tests, aerosols of Llysine acetylsalicylic acid are administered; the
test can be completed in 4 hours, and reactions are generally mild bronchospasm,
and usually restricted to the lower respiratory tract. Both oral and bronchial tests
have similar specificity, but the oral test has somewhat higher sensitivity. Nasal
provocation testing is an attractive research model its value, however, is limited by
reduced sensitivity in comparison with oral provocation testing. All of these tests
should always be preceded by “placebo challenge”.

RESULTS AND DISCUSSION

The results show that 1.09% of people suffering from asthma in the reviewed
period have aspirin-induced asthma.

Studies of aspirin induced asthma in different populations have found
prevalences ranging from 1% to 20%, with the differences being attributed either to
the methods of diagnosis or differences in the populations being assessed
[8.9.10.11]

Based on patients’ histories alone, the incidence of ASA sensitivity in
asthmatic adults is 3% to 5%, but this percentage rises to 19% when adult asthmatic
patients are prospectively challenged with ASA. Even in asmatics without a history of
aspirin intolerance, 9% show sensitivity to oral challenging with aspirin and in
patients with rhinosinusitis prevalence grows up to 34%.[12]

Estimates of the prevalence of aspirin induced asthma depend on the
methods used, however. It has been suggested that the gold standard for diagnosing
aspirin induced asthma should be either oral or inhaled challenge with aspirin.
Challenge studies[3] have suggested prevalences as high as 20%( results similar to
above mentioned 19%) in some populations and it is possible that many patients are
diagnosed who did not realise that aspirin made their asthma worse.

AIA seems to be underdiagnosed worldwide. The reason for the
underreporting of aspirin hypersensitivity may include the deliberate avoidance of
NSAIDs by asthmatics aware of the risk of adverse reactions, or a lack of
recognition by patients of mild NSAID-induced reactions because of their delayed



onset of reaction. Underdiagnosis of aspirin sensitivity is also the result of the lack of
routine aspirin challenge testing of asthmatic patients.

If the obtained percentages are discussed in respect to the data listed above
can undoubtedly be concluded that the prevalence is very low, and 3 cases
diagnosed small number. However, behind this there are still unresolved issues:
whether indeed the prevalence is low or the level of diagnosis-recognition of AlA is
still unenviable level.

Common denominator in the pathogenesis is the non-specific
hyperresponsiveness to the tracheobronchial tree. There are many reasons that can
increase sensibility to the airways. Mechanism by which aspirin causes
bronchospasm has not been solved, but many studies are associated with induction
of generating leukotrienes, whereas aspirin is preferential inducer.

Aspirin go into white blood cells such as eosinophils and there impact on the
metabolism of essential fatty acid - arachidonic acid (AA). The biochemical pathways
involved in aspirin-sensitive asthma are not fully established. However, aspirin
hypersensitivity is likely to be mediated by a deviation of the arachidonic acid
metabolic pathway toward excessive leukotriene (LT) production. Cyclo-oxygenase
(COX) and lipoxygenase(LO) are two main pathways involved in the metabolism of
arachidonic acid (AA). It is now well recognized that there are at least 2 COX
enzymes, COX-1 and COX-2, coded by 2 different genes[13,14]. Aspirin molecules
penetrate inside the cells and there inhibit the action of enzymes PGHS1 | PGS2.
This interrupts prostaglandin synthesis inhibitor and guide the metabolism of AA to
lipoxygenase pathway. The result is increased synthesis of LTC4 which is secreted
by cells [15]. Excreted binds to receptors on muscle cells of the airways, thereby
reducing their movements. This manifests itself as asthma, with bronchospasm
which underlies the asthma attack

RECOMMENDATIONS

The general rules concerning treatment of the asthma associated with AIA do
not differ from the accepted guidelines for the management of asthma-systemic
corticosteroids. To prevent life-threatening reactions, patients with AlIA should avoid
ASA,all products containing it.[16]. Anti-LT drugs are being used currently in the
treatment of patients with AIA . All patients with AIA can be desensitized to ASA
during oral ASA challenges. Once desensitized, patients can ingest ASA on a
continuous basis without further respiratory reactions. Surgery is inevitable in cases
with nasal polyps.

CONCLUSION

Increased production of leukotriene LTC4 and decreased production of
prostaglandin PGE2 promote clinical picture of the AIA in asthmatics after ingestion
of aspirin. The prevalence in the region covered by the investigation, compared with
the prevalence worldwide is much smaller. Lack of pre-test diagnosis, beyond
recognition of mild forms of aspirin sensitivity as AIA, not sufficiently informed
patients are part of the reasons contributing to this percentage is lower than the real
situation.
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