ACNMMPUH-UHOYUUPAHA ACTMA- CNNELUND®UYHA ®OPMA HA
ACTMA

Cama banyuesa NopOaHa lNaHoea,Carba, AHuua banjueea
MeduyuHcku gbakynmem lNoue Lenyes - LLmun
BOBE[J

TepmuHoT AWMA-acnupyH umHAyuupaHa acTMa € HajgobpuoT onuc Ha
arpecmMBHOTO U KOHTUHYMPAHO BOCMasnyBawe Ha OULIHUTE naTtuwita, KoMOMHMpaHO
co ersauepbaumja Ha acTMa M PUHMTUC NO annuKauuja Ha acnMpuH M NOBEKEeTO
HecTepongHu  aHTu-HpnamatopHn nekosu (NSAIDs). PasbupaweTo Ha
acrnvpuHckaTa WHTONepaHumja of MeduuMHCKa rrefHa Touka € MHOry BaXHO BO
cny4vauv kora nauneHToT Tpeba fa ce nekyBa CO HEKOj NeK O OBaa rpyna, Ha npumep
npv peBMaTouaeH apTpuTuc.

[Mokpaj maecTpanHocTa Ha acrnMpuvHOT U ApyruTe JIeKOBM Of rpynaTta Ha
HecTepongHu aHTu-uHdnamatopHn nekosn (NSAID), uctute ce nokaxane uM Kako
KOHTpauHAMUMPaHU Kaj HeKou acmaTtuvyapu. TOKMy OBaa rpyna Ha nauueHTu ce
B6pojyBa Bo AVA — acnnpuH-nHayumpaHa actma.

AcTmata e XpoHW4YHa BocnanutenHa 6onect Ha AuWHMTE naTuwTa, Koja
4YeCcTO 3anovHysa ywTe BO AETCTBOTO, Mako MnocTojaT nogatoun Aeka noHekorawl
camata MOXe da ucyesdHe,a rornem e OpojoT Ha NaumeHTU KoW ja umaaT uenvoT
XnBorT.[1]

MauneHT Cco Tellka KNMHMYKa Cnuka 1M NOTBpAa AeKa NPeTXo4HO annuvumpan
oparnHo acnuvpuH necHo ce aujarHoctuumpa kako AUA. Ho He cekoraw AWA uma
NCTM NoYeToun, Tek, pesynTaTu.

Kaj noBekeTo naumeHTW, Haj4ecTo, NpBO Ce jaByBaaT CUMMTOMU Ha PUHUTUC,
KOj crneau BO NOBEKETO Criyyau Mo MpeTxofHa BUpycHa pecnupatopHa Gonect. o
ogpeneH nepuoa o4 Meceuum, ce pasBuBa XPOHUYHA HasarnHa KOHrecTuja, aHocMuja
n puHopea. lMNMpu pusnkanHata ersammHaumja 4ecTo ce OTKpMBaaT Ha3anHu NonuMu.
CnegHOTO WTO ce pa3BuBa € DpoHXMjanHa actMa U OCETSIMBOCT Ha aCnuUpuH.

Boobunyaennte npen cumntomn Ha AVA (3Haum no annukauuja Ha acnmpuH,
unu gpyr oa NSAID) ce akyTeH Hanag Ha acTMa Koj HacTaHyBa BO POK O HEKOSKY
MWHYTK, HajdyecTo nocrne 30 MUHYTM OO0 3 Yaca, NpaTeH Co npeTepaHa puHopea,
KOHjyKTMBanHa uHdekuunja, nepuopbutanHu egemn, abgomuHanHa ©Oonka, man
CTeneH Ha ypTuKapuja, MOHeKoralwl UpBEHWSI0 no rnasata v BpaTtoT.[2] Ako oBaa
cocTojba npoaorkn, cTaHyBa MnoBeKeroguiHa U Tewko ce nedn. lNNoep3aHa e co
NMOBTOPYBaH-e, XPOHNUYHW BOCMarneHvja Ha CMHycuTe, aHocMuja n HasanHa nonunosa.
MHory TellKka KNuHUYKa Cnuka, Kako Mcxemuja Ha MUOKapAoT, MOXe Aa ce pasBue
Kaj naumeHTn Kou npounssedyBaaT eKCTPEeMHO rofieMu KonmyumHu Ha Cys-LT. Actma u
AWA ce maHudecTupaaTt Bo npocek 1 Ao 5 rogmMHu No NoYETOKOT Ha pUHNTUC.[3]



XpoHu4yHaTta wngeonaTcka ypTukapumja CcO acnupuH MNpPeoceTnMBOCT Ha
B1MoxeMncKo HMBO MMma ronemm cnmyHocTn co AUA, Ho ce pasnukyBa og AVA no Toa
LUTO € OrpaHnUYeHa caMo Ha KOXXHOTO M MOTKOXHOTO TKMBO. [4]

KnuHnykaTa cnuka kaj AVVA npunnyHo ce pasnukyBa M € CO NMOTEXOK TeK o4

acTmMaTudeH Hanag 6e3 acnuMpuHCKa CEeH3MTUBHOCT, Kage ce MaHudectupaat
NMOBTOPMMBK aKyTHW UK cyBakyTHM enn3oaun of Kalunawe CO OCKYAEH MCKALUSOK,
rylewe, CBMpEHE N cTeramwe Bo rpaguTe.[5]

MATEPWUJAIT N METOON

PeTpocnekTMBHO ce pasrnegyBaaT nogartouu BO nepuod o 3 roauHu u 3
mMeceumn (maj, 2009 — asryct, 2012 roguHa) og Actma LleHTapoT Koj ro nokpvea
pernoHoT Ha CTpymudkaTta onwTuHa co 25 HaceneHn mecta. Bo Toj nepuog ce
npujaseHn 273 criydyam Ha acTMma, Kaj naumeHTn Ha Bo3pacTt og 15 no 86 roauHun. Opf
TMe npujaBeHN criydam Ha acTMa BO pasrfefyBaHWoOT nepuod, 3 cnydam ce
AnjarHOCTULMPaHN Kako acnMpuH-uHayuMpaHa actMa.

MeTopg 3a gujarHoctuumparwe Ha AUA npen ga ce criyuy nNpBUOT Hanag Ha
npeoceTnMBOoCcT Hema. Ho, nocrtojaT ogpeageHn cocTojbu ko HaBegyBaaT Ha
comHeBamne 3a AUA: [6]
1.MCcTOpUja Ha Hanagu Ha aucnHea (actma) NOBpP3aHM CO UHrecTuja Ha acnUpuH Unu
apyrm NSAID;
2.XpOHUYHA M HepelunnMBa HasasniHa KOHrecTuja M BogeHa puHopea, ocobeHO ako
KOXXHW anepro-TeCToBU Ce HEraTUBHM;

3. HazanHa Nnonnnoa3a;

4. NAHCUHY3NTUC JujarHOCTULMPaH Co KOMNjyTepcka Tomorpadumja;

5. Hekonky Hanagu Ha actma 6e3 ouurnegHa npuyrHa Kkom Bapaat xocnuTtanusauuja
BO 044€NO0T 3a MHTEeH3MBHA Hera.

AnjarHo3aTta Moxe aa Guge noTBpaeHa camMo CO oApedeHU NPOBOKALMOHU
TECTOBM Kafe Cce KopucTaT BMCOKM [03M Ha acnupuH. Cnopeg HayMHOT Ha
annuuupare Ha acnupuH, TeCcTOBUTE ce MoAdeNeHn Ha: opaneH, OpoHxujaneH
(nHxanupaH), HasaneH, NHTpaBeHo3eH.[7] OpanHuTe Npeau3BMKYBaYkM TECTOBU ce
Haj4eCTO KOpPUCTEHM Kage ce KopucTaT 03U KOW npeamsBuKyBaaT MO3UTUBHU
peakumm og 30 go 150 mr ( npocek 60-75 wmr). Kaj nHxanaumoHute TeCToBU ce
annuumpa aepocon of Llysine acetylsalicylic kncennHa n Tectot € KomnneTeH no 4
yaca, a peakummTe reHeparnHo ce 6nar 6poHxocnasam n 0bUYHO ce orpaHuyYeHn Ha
AONHNOT Aen of pecnupaTtopHUOT TpakT. Nako u opanHMOoT 1 BpPOHXMjanHUOT TecT
UMaaT CNUYHM  CNeumuyYHOCTM, OpanHMoT TecT uMa Marnky noronema
CEH3WUTMBHOCT. HasanHuoT TecT e JocTa aTpakTMBEH W MOHOB TECT CO CIIMYHMU
cneumduUYHOCTN, HO NOMana CEH3UTMBHOCT oA oparnHuoT TecT. Cekorawl, 6uno Koj
o4 TecToBuTe Aa ce u3bepe, Tpeba aa dbuge npocneneH co ,,nnauebo npeamssBuk’.

PE3YNITATU U ANCKYCUJA

Pesyntatute nokaxyesaat pgeka 1,09% opg actmatvyapute  BO
pasrnegyBaHNOT Nepuoa nmaaT acnupuH-MHAyuupaHa actma.



CTyavn 3a acnvpuH-HayUMpaHa actMa Kaj pasnuyHmn nonynaumm nocovysaat
npesaneHua Bo paHroT og 1% po 20%, 3emajkm rm BO npenBua pasnukuTe BO
cnpoBedeHuTe MeToaM Ha OujarHocTUuupare OO0 pasfvkMTe Ha nonynauyujata koja
ce pasrneaysa.[8,9,10,11]

BasnpaHo camo Ha GonHu4kata UCTopuja Ha NauMeHTUTe, MHUMOeHuaTa Ha
acrnvpuH CEeH3UTUBHU Kaj Bo3pacHu acmaTtndapu e 3-5%, HO 0BOj NPOLIEHT pacTe A0
19% o4 noeaMHeYHW BO3pacHM acMaTudapu npeau3BuMKaHM CO oparneH acrnupuH.
Aypu n kaj acmatnyapu 6e3 uctopuja 3a acnupuH UHTonepHauuja, 9% nokaxysaaT
CEH3UTUBHOCT Ha NPeau3BUK CO oparsieH acnupuH, a Kaj naumMeHTu Co PUHOCUHY3UTUC
npesaneHuarta pacte 1 4o 34%.[12]

Cenak, npoueHka Ha npeBaneHuata Ha AWMA 3aBucnm o MeToq Ha
anjarHocTuumparwe koj ce kopuctn. Ce cmeTa [f[eka 3naTteH cTaHgapd BO
AnjarHocTuumparwetTo Ha AVA e opanHo 3eMeH unM cO MHXanauumja annuumpa
acnnpuH. Cnopepn osue wusBopu [3] pesyntatute of NPeau3BUKOT CO acrvpuiH
nsHecysaat 20% (pesyntaTu KOM pedyncu ce nMokronyeBaaT CO OHWe norope
cnomeHaTtn:19%), kKage cnaraat u naymMeHTM-actMaTMyapu Kou AONro ro Kopucrene
acnnpuHoT ( 6e3 Tellka KNWHMYKa crnnka), Ho He cdhaTtune geka TOKMY TOj-aCnupuHoOT
ja NnpaBu HMBHATa acTMa nosoLla.

AVA e wWunpoko HeamjarHocTuumpaHa kaj acmatuyapute. [puynHuTe 3a To0a
ce uernHoTo nsberHyBarwe Ha Tepanuja of rpynata Ha NSAID kaj naumeHTn Kou ce
CBECHU 3a MOXHUTE HeraTMBHU peakuun. Kako npuymHa ce BOGpojyBa M HeOOCTaToOK
Ha npeno3HaBakwe Ha 6nara NSAID-nHagyunpaHa peakuuja Kaj Hekom naumeHTn. Ako
crnopeavMme CO nogaTtouun of eBporncka aHkeTa, NMPOLEHTOT Ha acMaTtuvyapu Kou ce
CBECHM 3a CBOjaTa acnupuH CEeH3UTUBHOCT nped AobuBawe Ha NO3UTUBEH acrupuH
npoBokaumnja TecT m3HecyBa 8.15%. Ha HawmBe npocTtopuM BakBa aHkeTa He e
crnpoBefeHa, HO oA HeodwuuMjanHW nogatoum [obveHu of permoHanHuTe actma
LEHTPM He eayuupaHoCTa Ha nauuMeHTUTe, OBaa Telka cocTojba Ha acTMmarta ja
npasaT yLwTe nosiowa u XuBoTo3darpodyBadka. [1poueHToT Ha acmatnyapu co AVA
Kaj Hac crnopegeHo BO CBETCKM pa3Mepu € MOHU3OK. [1puynHuTe ce BpojHK: cnyyau
Ha AUA ce amjrHOCTUUMPaHM CaMO Kaj fivua CO MHOTY TellKa KNMHUYKa CrnKa Kaj Kou
crneuvjanucTMyka WHTEpPBEHUMja €  HeonxogHa, nMoMowWw o4  peaHumaTop
3agormkutenHa. Jlnuarta ce jaBune Ha nekap no NOoTBpAHa annukauunja Ha acnupuH,
30 MMHYTK 0O efeH Yac, HajuyecTo Mo npocevHa annmuupaHa gosa og 50mr (30-100
mr).

Ako fobueHuTe NpoueHTH ce pasrnegyBaaT BO OAHOC Ha nogartouuTe norope
HabpoeHn Mmoxe 6e3 ABOyMerE [a Ce 3aKny4vu Aeka npesaneHuaTa e MHory Mana, a
3 cnyyam kou ce AaujarHocTuumpaHum man ©6poj. Cenak, 3ag oBa mMma ceywTe
HepelleHn npaliakwa: ganv HaBUCTMHA MNpeBaneHuata € HUCKa UM CTEeneHOT Ha
AnjarHocTuumpare, npeno3Hasawe Ha AVIA ce ywTe e Ha He3aBMAHO HUBO.

3aegHNYkM MMeHUTEN BO OCHOBa Ha naTtoreHesata e HecneumduyHa
XUNEpPPeakTUBHOCT  (XMNepuputabunHoct) Ha TpaxeobpoHxujanHoTo CcTebno.
OTkpueHn ce ronem 6poj Ha NPUYMHUTENN Ha 3rofleMeHa PeakTUBHOCT Ha OULUHUTE
natmwTa kaj AVMA. MexaHu3am MNO KOj acnMpuHOT npeausBukyBa OGpoHxocnasam
ceywTe He e pacBeTNieH, HO BO MHOry CTyguu ce noBp3yBa CO WMHAyKUMja Ha



reHepvpawe Ha JneykoTpueHu, Npu LWTO acnupuHOT € MOBNacTeH WHAOYKTOP.
EosnHounnTe ce KINeTku Kou ce HajakTUBMpaHu Npu actMatudeH Hanapg kaj AUA.
AcnvpuHOT HaBrerysa BO 6ennte KpBHW KEMTKN Kako LUTO ce e03NHOUNNTE 1 Tamy
uMa BnvjaHne Bp3 MeTabonM3MOT Ha eceHuMjanHata MacHa KucenvHa —
apaxungoHcka kucenura (AA). AUA e nocpeayBaHa co AeBujaLmja Ha meTabonuTu Ha
apaxmgoHckaTa KucenuHa of uuknookcureHasHata (COX) kOH nMnookcureHasHaTa
nateka (LO), koum ce [OBeTe rNaBHU MNaTekym BKNy4eHM BO MeTabonuamMoT Ha
apaxugoHckata kmcenvmHa (AA). Mma Hajmanky 2 COX eHaumn, kogupaHu og 2
pasnuyHu reHun.[13,14] Kora BO OpraHuM3MOT € MNPUCYTEH acrvpuH, MOMEKYnn Ha
acrnvpuHOT HaBrieryBaaT BO BHATPELLUHOCTa Ha KNeTkUTe W Tamy ro uHxubupaat
AenyeaweTo Ha eH3nmute PGHS1 | PGS2. Co Toa ce npekvHyBa cuHTe3aTa Ha
MHXWOUTOPHUOT npocTarnaHavH 1 NocnegHUYHO ce HacodyBa MeTabonmamoTt Ha AA
KOH NmMnookcureHasHaTta naTteka. PesynTtaT e 3ronemeHa cuHTe3a Ha LTC4 koj ce
nsnadysa of knetkute[l5]. MsnavyeH ce Bp3yBa 3a peLenTopuTe Ha MYCKYNHUTE
KNeTkM Ha OULIHWTE naTuwiTa, a Co Toa ro HamarlyBa HMBHOTO ABwxene. OBa ce
MaHudecTmMpa Kako Hanag Ha actMma, TOKMy OHOj BpoHxocnasam Koj € BO ocHOBaTa
Ha acTMaTUYHWOT Hanag.

MNMPEMOPAKU

maBHUTE Npenopaknm BO BPCKa CO JleKyBak€TO Ha acTtmaTta Tpeba ga ce
nountyBaaT u 3a AWMA — cucrtemckn koptukoctepongn. Ce npenopadysa
n3berHyBawe Ha acnMpuH U MeaMKamMeHTM KoM MOXaT ga coAapXKaT acnupuH Kaj
acTmaTtuyapu, co uen usberHyBawe Ha >XMBOTO3arposyBayku peakuuu[l6]. Opf
hapmakonoLwlkata Ttepanuja ce npenopadvyBaat aHTU-LT nekosu (zileuton, FLAP,
zafirlukast). BosmoxHa e wun AcnupuH-geceHsnbunusauuja. [MauneHT egHall
AeceH3nbunmsmpaH, Moxe ga KOpUCTU acnupuH 6e3 noHaTamoLUHW pecnupaTopHu
peakuun. Xvpyprujata e Hem3bexHa BO Criydante CO HasasnHu nosnuvnu.

SAKJTYHOK

3ronemeHaTta npoaykuuja Ha neykotpmeHn LTC4 n HamaneHaTa npoaykuuja
Ha HxMbuTopuTe npoctarnaHanHn PGE2 noTTMkHyBaaT KnNnHUYKa crivka Ha AUVA kaj
acTMaTu4apu no MHrectmja Ha acnupuH. Bo perMoHoT ondateH BO ncnegyBaneTO,
npesarneHuarTa cnopegeHa co oHaa Ha CBETCKO HMBO e MHory nomana. OTCycTBO Ha
TEeCT 3a NPeTXOAHO AujarHoCTUUMpare, Henpeno3HaBawe Ha bnarmte obnvum Ha
acnMpuHcKa ceH3UTMBHOCT Kako AWA, HeedyuMpaHOCTa Ha naumeHTuTe ce Aen of
NpUYMHUTE KOM MNpUAOHecyBaaT OBOj MpPOLEHT ga Guae NOHM30K 04 BUCTUHCKAaTa
cocTojba.
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ASPIRIN-INDUCED ASTHMA
-SPECIFIC FORM OF ASTHMA
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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 AIA 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
Strumica 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 AIA 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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