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usndiauani@lunisaanisdniauuasiss@ninmlunisanainisanlad sialsidnag

Menlunguiliuetnunivaneialan ldszmaaniseuisniiludean NSAIDs Uszanns 70

duludeduarluszmadanguszadals g0 (Hawkin Wwas Hank, 2000) atinels
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(gastrointestinal bleeding), @ ) -Jf 1 n oL tlet obstruction) Uszunouses
th-l ‘ \ \ = [y o
EJ“/ILﬂﬂﬂ']ﬂ’]i‘?NLLNEI’BQL‘II']TU

nissn lulsaneunaninnfin OOM( .. Bedamlidesndn 16,500

32'."-'74" c B, ,
AL ﬂmﬂuuﬂﬂ’m’]ﬁ‘ﬂﬁﬁhJﬂﬁﬂ')’] T2 AR TAN ‘ﬁ’ 3}

yal
fall (Wolfe et al.,, 1999) lu
ﬂa‘:mﬁmnqﬁumﬂqmm ngmsties: NSAIRs  BeldFndadniautlay
2,000 18 BN1TANEOE fifiBAtnndn 60 TRlauenly

NN NSAIDs ﬁmm”rﬁurmi"n o Laﬂ@ﬂn'lummﬁumm?ﬂ?:mm

II

3,500 ﬂumamm"uﬂmmmwﬂmmwnmms cdd 400 ﬂUWt’Jﬂ (Hawkey LA

Langman, 2003) ﬂ«ﬁ %’a WW @WH{}@‘E and Aging Medical

Information  SyStém) -N'mm?ﬁnyﬂuuﬂwimmﬂﬂnLam‘mrfm Rheumat0|d

o ST RN TVEI TV o

TU'I.]T.,‘VH‘H&RI NSAIDs fluianunu 1 '1.] mwuqumnﬁ?mmmmmmmmu 13 AU WAL 7.3

AU siagilag 1,000 AW ATNAIAL (Singh waT Rosen Ramay,1998) WA ANNE
(relative riskRR)  s@smsinnzunsndeuaufauidinldludon RA #ldFuanlungy
NSAIDs gandngilailden NSAIDs Ba 4.2 wiuazlugilan RA #d5uen NSAIDs Héns
madfunisinmmlulsoeunafenas 1.2-1.3 sell Feparuidssinanazgeganialy

« Yo & H al -3’ 3
Flaniusnaaanslasusn NSAIDs (Lewis et al., 2002) UWATAMUIALNASANTY 14-17 N



winfilheiiifadt@eduqsndoy 1y fgeeny  usedRlsaszuumadiueimns  1HFuen
NSAIDs lunnagevizaldavasaiasoniu usu (Lanza, 1998) & wmsuauduiug
FININN NSAIDs  Aumainaunalumaidue s waznmazunsndeusiraagyidsaga 2

(McCarthy, 1999)

Death

Anemia Perforation Stenosis
Any GI
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Platelet PEPTIC
Dysfunction high prevalence
t InEdery
> 50% Asymptomatic
7% 2 A uduiusseng y~-—--—-~—: ¥ WAZNITUNTNFRUFN"

(McCarthy, 1999)
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1. nalnnisaangniresensunisaniaunliliainasass (NSAIDs)

mﬁﬁumi‘ﬂ"nmu?“b.i'l-ﬂmms'aﬂﬁqzﬂﬂnqwﬁmﬂﬁu&qmsﬁam‘m:u’ prostaglandin
(PGs) #elunszununsiasdl arachidonic acid Li'lum?fi?aﬁw?;ﬁﬁﬁm {mt arachidonic
acid azgnuamlaeseanuiain memborane phospholipid tneewlssl phospholipase A,
’ﬂ’m&umuhﬁﬁ'ﬁ’lﬁty 2 9UaAB  cyclooxygynase(COX) MU lipoxygenase azufany
arachidonic acid Tl prostaglandin(PGs) Wa non-prostaglandin (gﬂ‘?;fi) e

cyclooxygynase azilasuulas arachidonic acid il PGs DR ARl

o

AVATYABNITATLANNITNNNIULBITNA (mmqw 2.1) wananil NSAIDs il

nalnn1seengnoauilinea iy aie PGs  Aaluflesiunsamlaes

wulniannlalalon  Judinassaeemnd s Lﬁ@qmm?ﬂq superoxide #38n13

Tfinasiaszuu)RAN eI ()

= o -
ATNN 2.1 UNUINUREIL L0

NINN289 PGs Tus1aneig

v X g . ol
AREINATNIUALTEUTBITE LU VAD ARARL & L~ )
ANN1999NNENIBUNAALADA

fudanissannguaeuninias
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ﬂmanmummmuuaﬂm 7 el
qumwmmnmaﬁmmﬁ?% |

ﬂﬂ%ﬂﬂwnﬁ
Lw'uns"uma'am”lﬂtmﬂm PGE, PG,
ﬂmnum@wm’l&ﬁ‘ ﬂ im N mfl :g ﬂ El ,] a E.I
Lﬁummmﬁwmné”mtﬁaﬁﬂum@n PGE, . PGF, .,
ARNENA e LNAgN PG,

PGs = prostaglandins TX= Thrombaxane
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annsAnswudn lutlaqiiunuieulel cox Hatnaien 3 lalovefu Ae cox-1,
COX-2 war COX-3  wuanfgnsAnmAunInliun cox-1 uaz cox-2 Taavialuuda
LE i ' 3 a 1 i o .v
cox-1 lueulniinmeakstunaulniiiesin PGs Adaaiwiiinmausaly
Fangsanienisiunumlunisa¥a prostacyclin (PGI,) uaz PGE, ietlasfuidioy
nrzmnze s liligninanelastirtesuasdudainisuaansa  dau Cox-2 Whueulnias
P ° v v 1 . < 1% £ o ' aly Y
gninitlantihaieaulee cytokines Teaznsvsuliioulsiinanuluszndnaisranalady
waiuuarai1e PGs (Ui 4) siliiAseimstiauaseniauuazdmiu cox-3 aznuly

1nin Tas NSAIDs  usiazgumnariiagIN

1o 1 < £
ﬂN’ENLLﬂEJ\ﬂJJNﬂ']TaﬂﬁWHQUVIU'WI‘Mu'] '

snwzsiaeulad Cox  usiazlolaaSNANEIELT 5) Astinsutianguaes NSAIDs
AnAantRn1sduueul s PeOXa 3 ngus tal., 1998)

1. non-selectiv aspirin \ , diclofenac, indomethacin,

\ nimesulide, nabumetone,

3. specific COX-2 inhik

- First generation ( elecoxib Wae rofecoxib

-  Secondhd FiEdrecoxib, valdecoxib wa

'l
etoricoxib E I
da & -
RNTHRY ? ﬂJJ ﬂ(mwmﬂ is lunszimize s
]

afalog COX-1 ’W\ﬂ’ﬂu‘ﬂ’]ﬂﬂﬂ’ﬂﬂﬂﬂﬂﬂﬂi“’twquﬂqﬂﬁ?m’ﬂLVI‘:‘_I'LIﬂ'LI non-selective

NSAIDs la fl NWﬁ?ﬁ w ﬂms’umaau’w
Use@ansnIn a9 A

lafimnu COX-2 |nh|b|tors un1sussmlan ananisaniaululsadadniauls

Windeniu non-selective NSAIDs  (Laine, 2003) uazelavnliiAaannislifelseasrsa

szuuﬁuqmméwmﬂ vtu nasiaszuuvd lauaznaea@en Ansulatin uazle (fus

10



11

Physiological Inflammatory
Stimulus Stimulus
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100.00 6-MNA

[ ]
Acetaminophen

Naproxen @

10.00- tbuprofen @

Meloxicam

1.00 ®

® Nimesulide

Indomethagia @ ﬁcélecoxib .
— . d Rofecoxib

Cyclooxygenase-2 ICgy {(uM)

0.10+

0.014
0.01

1
100.00

¥

31U 5 aruantiAnsdudueulsl 6 SAIDs THnsin47

(FitGerald waz Patrono, 2001
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2. nalnmsiiaa1n1s LHiNlsed9ARaMLAUE MRS NSAIDS

NSAIDs M liifnenishiftaszasdienaduemsléfusuannaims nszinne
am? aldEn Al wazldmse Sumisinuminuestende nsswizews uaz
alddndoudu  Turnfifumdsdung wuldesuaranishipuusaitelifenns sy
nsAnmdaulngidesluiunasiuvieunadniiidnnssmizenmsited A ndaud

Wuuan (Cryer uaz Kimmey, 1998)

nalnnsinenuees NSAIDs  _ liigliiindunsadeniufuemsiddmydisam

(Price Wwax Fletcher, 1990; Wolf
a -
2.1 \NANANNURIENADLE

NSAIDs 81a%1a%% ANTALANZN (gastric acid-

mediated topical effect) X sdaflunsagauiisn pKa
35 luannasiiflaang 19¢ ’]’Q:@%nugﬂ‘?hml.ﬂﬂﬁfmﬂz
azaelulasiulad (unionize B0 1 SUN LN WIRRYRINTEINNE
mwm'i"wjnw'luvma"%qﬁ D ”5 (ionized form) aranennld

s ~ ar 1 d’l 1 .
LWIRA  LTENANBUSLTUNIT “ion

asldaunsnaanuanitas lonnl 8

> " t=l' [ %3 o ] = =< ] d‘ ¥ o a
trapping”( 3UN 6) Anwouzsianann 50 N3Nt U UERYNITAAINANNS

P i e

o o o :
wWasuuwlay naNnuNiPRL i hydrogen ion 471 lumen

inguraauinauin s aga) Al cell  awdaduung

(Sutherland et al., 1994)

lon Trapping ot Weak Acids in an Acidic Milieu.
The proportion of the nonionized form of a weak acid (HA) [s
higher in an acidic environment (left) than in a more neulrgl envi-
ronment, such as that within cells (right). Because the nonionized
forin of the drug must be in equilibrium across the cell membrane
(large arrow), the total intracellular drug concentration (HA + A )
must be higher than that outside the cell.

gﬂﬁ 6 N13L7Am ion trapping (Brook, 1998)
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2.2 NNT8UENNI9@31Y prostaglandin (Inhibiton of prostaglandin synthesis)

Wn1zUn@ prostaglandin (PGs) Tntawiz PGE, uax PG, finuantimiinilea

b

@oymaduamshiliigniinans (mucosal defensive) TasnruaunsinaBauradanly

v
a

IAENT mucosal WaENIINAY bicarbonate ALFIMIWALEIMNS N151de1 NSAIDs axiiug
fufaimulasl prostaglandin synthase %38 cyclooxygenase (COX) AIawny COX-1
isoform %11%¥n13a%19 PGs a1n arachidonic acid 8aa4 (Soll et al.,1991) gaualnalniln

ﬂﬂ\iVI’NLﬂWﬂ’]W’lT"ﬂﬂq‘ﬂﬁ PGs VI’]\'I"I‘NNWL]ﬂﬁ]ﬂ?ﬂ1ﬂﬂ’1u’]?ﬂﬂ’]d’lu1ﬂﬂ"llﬂlﬂﬂﬂ’]?“l]']ﬂﬁtl

< ¥ X
LEI@UVIW\?L@M@]TWW (Wolfe et al., - NG @ L] »?EI'LIENFI"ITEQ?’N PGs UAIUAUTZLILIIAN

MAZUNAE NSAIDs RiAFusae:

nalun1sgueanng WU"J"INﬂ’ﬂNﬁ’]ﬂ&Iﬂﬂﬂ’WTLﬂﬂ

BURTILABNNFAUDINNS e NSAIDs  Tugtanwmidy
na1e guenan vialug UNAIRe ANz 199 NSAIDs 161
RN nsfuganisa¥ie PGs 14

(Wolfe et al., 1999)

2.3 nalnauq

Inflammatory  responses - arnnjinaaes udndaassideyadaiaudnlunim

_.y. 18ty Teeazldan blood

NSAIDs ﬁﬂﬁtﬁmuual

flow waznlife ischeme a‘lnuﬂ”ﬂﬂﬁmwuﬁn UaN

|

Y 5 % | = 41! . .
mnﬂluﬁmwmammwmm “NSAIDs inanensaninineg lliiunisdansesd

tzuor;;ur necrosis fﬁ quzfﬁs‘mtrﬁw %‘W@ﬁ ﬂ i’ﬂolecule 1 (Hawkey,
AR BIHRVIREH G

19 prolifeftion U apoptosis N1slAFuENluNgy NSAIDs @1avnlingy Lounsvaany
1AAINANAR nsfinszuaums proliferation Wnduanaflunsneuauadsonisiiies
" < % d' a d” ] o .: o ndl Yo
NITLIUNTT  apoptosis e desquamation WANAATUATUANFANNANTUALAINIATLEN
NSAIDs Taeiaswuléva erosion war mucosal hyperplasia (Baumgartner, Koelz Wa<

Halter, 1986)
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Motility #N15AN®19181 NSAIDs HNARSNITTUAI89NI9ALN M Baudiduaas

o

Finn1suLsUsuLin gastrointestinal reflux (Bastott et al.,1998)

Intragastric bleeding 219NAAINN1TNA NSAIDs lUsunqussuunsvinuiden

[l
° Ly

(hemostasis) naldéiuda platelet cyclooxygynase Tufluunuimdrdeyivinligtaefia

U

bleedimg (Hawkey et al., 1991)

v
o

Tensile tissue strength m:‘Lﬁ erforation) NaniiAa1n NSAIDs el

v
IAnmann NSAIDs 1udninasns wauua"na"lnwmlmnmwmﬁamw

suwansaiunnuuea e _tensile strength gaaiioie A

RuavinldiAnnimzgaean Anelidaausialy(Hawkey,

2000)

3. ANHUTNINAANN UR9D A1 89115223 NSAIDs

mnmsﬁnmmm? eN NSAIDs WUI1BINT

. p I \ o a =
dyspepsia fuainsinulsuBe i v mplesnvias Aduldendau anmwns
litios wuldussunndeuay 15M8a s SENBAIDS (Cryer waz Kimmey, 1998) 41N
ﬂ’li‘ﬁﬂ‘l:f’]WU’)’]NYIJJ’rJ']ﬂ’]i"’rJ’lW]ﬂJJEJ 10181 NSAIDs Uszunnssasay 50 1y

A3 IAUB YN TUAINLANEA

ol

ummmmﬂnmmmaq v

Unfreaidiaynszinizewal av10-30 (Hawkin uay

Hank, 2000). .

AR T R

WAz mlﬁfwmmmNWNLm“luamam«ﬂgmu‘lﬂwmmn'maﬂm'aﬂnwmun‘mm WHAN
daynsz Wﬁﬁﬂ%mwww%@ﬂﬂmmnmma
nAMNENEUIRY  NASIDs  UFuniEaynssnizamsgesauiunaannsduganig
dupszd PGs dmiumsRaunaideydnldanmsld NSAIDs Rdeyasonuinfeuar
70 veedileildFusn NSAIDs lusztzaanuuasinliAsunaiianlduaiidenesenly

MAUAUBIMITLS ( Price Wae Fletcher, 1990)

NITUNTNFAUTUUNTBITTLLUNAUAURIMNT  Ae nsilideneanlunssinizaInisvie

lddndausiuuaznszimzamimzy  Taunsilidenssnifluntazunsndauiinuninign

daluiFaanlunymed Iae NSAIDs 819lam esophageal sphincter pressure danalinistiy
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v v

Ustanodesar 15 aaafhefinunsuia ‘Emm:wumn%ulué@amqﬁqﬂmqLﬂuuamn
nsld NSAIDs andu  (Valle, 2001) FaaenndaarunisAnmwLIL meta-analysis 184
Hernandez-Diaz uay Garcia-Rodrigrez finuintladu@naresnisiidaneenlumadiu
avnsdauunldun erginntu UsyiRlsaunanifn uazinaefilonadsagadiu 2 win
voanands  lnpsaaudadild NSAIDs flemadasfiazisidenseenlunaidueimsgs
flu 3.8 winresdiilild NSAIDs (Hernandez-Diazua Garcia Rodrigrez, 2000) &nu

NIUNIZIMITNZ]Q (peptic perforation)  ilun1azunsndauainunalu@annuninty

a

v o & A b % L d‘d
ﬂuﬂuﬂ@)\ii‘@\i’ﬂﬁﬂﬂ’li‘NLﬂ’ﬂWﬂ@ﬂl‘uWNL pENLTTNNUTRLAY 6-7 ‘Ilﬂ\‘lﬂdﬂ’)ﬂ‘vm

TVTQUDIMANINNGAAS duodenum

20 m%ﬂfm'w §pe1az 20 (Lanas, et al.

wnalUiin wunnaulugdgeany

$p8aY 60 FR9RINTABN antr

4. ﬂﬁ’mﬁmmmé’ﬂmﬁ’ LW sEa9A BN L AUDIMITURS NSAIDS

e 7

NNTNABINIT L 1 : s duldldAatugilaann

U 9

t:l' Yo |d? s o
seRldfusnuAauiuTiag A uiﬂmalumimmmmﬂuwa

ULAIAAANIUAURIMTTDY 1 UNITNALKA TUNAUB NN

pad)}
7o
Zhe

4.1 218

o

1.
2 Snsfnemudnduasiflens

Hin13An WL Y]
ﬁiﬂmuaumma‘%uq Cllgt J 714 NSAIDs 8nnnaeamynan
60 TanlAlilgs ﬁ uﬁ?ﬁ aanlunaudua g
mnmwﬂqmm u O’J;ﬁﬂ gj’jﬁ ﬁm wﬁmﬂwhﬁuﬁ‘lé’?”u
NSAIDs LLav‘Lu‘lmu NSAIDs wudnanfilasy NSAIDse A 7 inaeadilas
ﬂﬂﬂ‘a‘ugwmaﬁ%aﬂimﬂum q%mﬂ’i@ E‘Jmﬂwmﬂu@a
n41 60 ﬂwmwﬂwmﬂmnm'\ 60 Tl4Fu NSAIDs umﬁmﬁmmmﬂm 13.2 wmmnlw
7 (Garcia Rodiguez waz Jick, 1994) aanandesiun1sAnmnaes Cryer uaraniinudndle
prtpntuaziinawduuaces gastic mucosa defense ldur FnnsdaAsd PGs

PGs aaad , iunnudeanlUideatiiions mucosa (mucosal blood flow) aaad, HN1TUA

bicarbonate WazN138UATIEN mucus anadauliaIuTas unIsfauns Wunaliianis

=1 &
lauaza1ns bt ssaan
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' e . . . 2 A’ Y a a '
WWSNALUYBINTA (acid back diffusion) InIUkAzIEaY A8 InAuemsladenisnszdu
WAAWNANINTY (Cryer et al., 1992)

| — NSAIDs

Age (over 60)
——— Both

i

i

!

| S

i .

: Past History

! - Both

i

. :

1 30
qUR 7 AnuRenduiy el *' NIMNNAUNA LUNI9LFUBINITAN
NSAIDs fuangvzailsedn; SIRHIR LY 81115 (Garcia Rodiguez Wae Jick
1994) "

7 P
:
[

AUEINLNINYING
ARIANTAUUNINGIA Y
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4.2 Yszannisitlusaalumaiuaiws

UsziAnaduueslumaduemaiuiadsfifiaud fyfassenisifaeinisli
Walseash Tmﬂﬂnﬁué’qﬁﬁﬂ:‘:f?ﬁLma'lum«“mummiﬁnﬁ‘[ﬂmanﬁumtﬂué'\mnnfhcﬁ'?i'
ifiulsziRetuds Madunislédfu NSAIDs reaffidlsziRunalumaduemniedensen
lumaduemsiadiaud@nsenisfousslumaduewmsinnddibifisyd®  finns
Anwn 2 maAnmiuassliiiudndiaeild NSAIDs RfUsydRunalumaAuemsTinay

@avsemafiaunalunnaduewnady 2 B 3 wihesdiheilifhlsedRunaluniadiu

18

M LAA IR 2.2 (Garci‘ 177 :r.' > g Jick, 1994; Garcia Rodiguez et al.,
1998) .// >
a o A . s al o L
ANTWNN 2.2 ﬂQWNLaﬂGﬁ’N RISK, ﬂW?NLLNﬂIu‘V]’NLﬂuﬂ’]W}?ﬂU
NITINALNA JNILALEN 3 :
Qe o a : ‘J\:‘ '
U52IRNTS AR IUNILAUD ; : ’ tive Risk (95%)
Gargig- R ue ( ) | Garcia-Rodriguez and Jick(1994)
Lifivsedm : DA -7.5) 5.4(4.4-6.8)
= _';'."
Us=aR = , 46.4) 17.2(10.0-29.6)
SN

4.3 faqaitnnann @AIDS 4
431 2u ‘e ﬁa umﬂx?qﬁmuﬁumm@;m
ﬁiﬂmstﬁmmaiﬂyﬂﬂtni nm%?u a4 'muqqmﬁuu:ﬁmﬂmmnmﬁu
Uszniuealineg ofasas , mmﬁﬂ A RALTBIE AR
Lﬂumﬂ;aom;lﬂgwgﬁﬁ gkt K ipe Kl ?ﬁ EJ:]Q Eltrol NaeNIg

Anwuanslidiudnlugiaeildon luswaaviathunanaziinaudaslunisfiaunaly
nadwamsnngnlaildlden 2-3 wihlwaneidildenluaunageaziinudessianis

nauas lunEueImsNINn g lilaldenne 6 win (Langman et al., 1994)

432 9Umua9 NSAIDs  dAn1sAneNuamaliiindn NSAIDs wiazaniaAN

@eepanInAALNA TUNIUANE M TUANANITE AINAT9I9N 2.3 ATWL9 ibuprofen HAM RR



' v
2 aa

Afiqa Waiisuiy NSAIDs 1iaauiiesanildrradindunansinfilaniaiinainisll

=S o a 7 d' a‘ " . ] Y ] a
waﬂi‘zmmmwumaLmumm?waﬂwqm Tuatuen piroxicam qzum’mtamgmamﬂnm

cﬂl A '

unalunnapueaImstiasaniAATdane1andn atinelsfiniunisulseniu ibuprofen lu
1egefdaiaNdsssianisfiaunaluniaudue msldiduni (Henry et al., 1996) sy

Tunsdenld NSAIDs arsiansundailadesineg 1y AeTadanaecan vieaniilan pKa

=

d = | 7 ) a ﬂl' a a 0. 1 dl o/ dl'
m'nq'lumqwqu{]@:um’mL'nu-nuummmﬂummqLmummsm LLﬂﬂ’]i‘ﬁﬂH’]Lﬂﬂ']ﬂULﬁ‘ﬂ\!

U

¥
ISk =

Hfafitdesy  wenandAnuanwIziazasfanistugaeulml Cox-1 wiia COX-2 filmanu

WReARNI R ALNA TN AU TR W

arthy, 1998)

< i o o a a
A5 2.3 ANNALIRNYS (Rel RENLaE L AunaluniahuaInIzannnis g

NSAIDs 1insi14] (Langman'e [804) T —

b

Low , ibaprofen’s & % 2.0(1.4-2.8)
4.2 (4.2-6.8)

Medium 9.1 (5.5-15.1)

11.3(6.3-10.3)

') 13.7(7.1-26.3)
T
U

Ketoprofen 23.7(7.6-74.2)

AU INURIN NN Tocoo-se0

High

AWIANNIUURIINEIQ L

q ¥ Y d s v a o ' o
4.3.3 N9 NSAIDs annnauilana n1sld NSAIDs 1iafulseniunnnndnt #a
1 o =] AI a o ) Aa. v = 3 .4'
fouiu arlifaalunmsfiudsz@nsninlunisinm  wiasiiunad1aAeeraenIndy 3

< aal a a 1 a &' 1% [l
ninulantalunisinane1sanInsAan IR TNINTWTUAY (McCarthy, 1998) 1un13
o Y a a o A o ' -3 s ' o
furlsemnu aspirin 1WA 75-350  HadAniuiellaaiunissannguaaniaiaensaniy
NSAIDs aiiatu] azdinlanianineinishinalsrasdsassuuniadueimistlszanm 1.5

winreegn lailaFudszniu NSAIDs 1linausausag (Bjorkman,1999)
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4.3.4 szazuianlunisld NSAIDs  a1nshifalszasdsaszuumiadmueinisin
wulutaaAeuusnaan1siulssnie NSAIDs  uaveinishifalszasdazannandaannld
tuszaney 4 dlan vqui‘zmqLﬁmmmnLﬁﬂmmm‘:m'lzﬂ']msﬁma‘ﬂ?uﬁqsiﬂm uaztn
weaiulsznau NSAIDs Tannaineinishifalsrasdavanasatinasaialnaudainuga
fudssmiu NSAIDs sz 1 deulenianisfaazanseminfudilaildFudszao
NSAIDs (McCarthy, 1998) @8AAABIALNITANMNYEY Lewis UWATATLY finudnlussudnesy
dszmiu NSAIDs  Twduanviusnaziilemaiiaunaluniadua misgegausindeanniy

Uszvugwiuninndt 1 ddainaain

wgﬂa‘:mﬁqzamm (Lewis et al.,2002)

alun1aduaInIsLaTinng
qmﬁmﬁiamﬂﬁmuualumq
LAWBINITNINTUD 10 | Weil et al., 2000) Tasiaziin
Juileldawmesesfuunc, lyl (Piper et al., 1991) &

:'/ A 9 § , L . ' a £ 5% o

dumITuanaeens e a s afl st uiuNs A8 LA ﬂwm’lug@;qmqummmnm
Wusealdanainasasnsan: 811129 BUNA TUN1AUAUBIUNT

(Lanza, 1998)

4.5 5 bd NSAID

Y]

nslden NSAIDS 2o d{? Jasentsiiadaneanlunig

PGRTRE Lum@’mmua m'lummua1ma‘wu~1m')‘nfa\uafama Anticoagulant 3aiRnTMa
nslaFusauiy ﬂ Fea  Faunnsldsy
Anticoagulant i')@ﬁﬂq EJ mi?suﬂ lnj’m NSAIDs a9  1u
NN m ﬁ ﬁ{ g liinaGen
@@nlu*nﬂu 7 Lgﬁiﬁjmgﬁj n&lﬁj zl%‘juauﬁ@’ﬁé'm

iU Anticoagulant azyinlWlaTNgNaAY (Shorr et al., 1993)
4.6 Tadtdenaun

4.6.1 AnsiawTe H. pylori $aNAas
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HnsAnmwudnginedie H. pylori waziuUsEnau NSAIDs saudaaasiilaniaiia

1 A' : U d o 1 _y X 1 1
anslielszasAinauiiu 6.13 windlenFoudeuiudililéfinde H. pylor usatng

U
i3

lefimudelififeapliuidanaafuanuduiusssudnansinds H. pylori funisifia

unaluNIANEIMNTAINNTFULTENU NSAIDS (Wolfe et al., 1999)

D

4.6.2 N3gUYUT

[

UNI9AALKA TUNINANRIUNFAINNIFFY

m?ﬁnmmwﬁuﬁuﬁmmm?@uw

Uszn1u NSAIDs WudnaiAT RR i G 4-1.8) ﬁaﬁﬁmmnmsﬁiﬂauluwﬂﬂ

= 1 -~ =1 & 1 a
umsﬁnmwmﬁm 1 ‘lquﬂ?‘vmmmmvuumumu

215iae A1 OR WA 4. msﬁnmmlm@mﬂﬂml,umm

= o dl d” . il
netlasedsali(Price waz Fletaller, 990}

5. N1siasnunisinaaInisl 115289 NSAIDs

nstlaafiuniniiaennasliisiscasAse a3 48217789 NSAIDs a1ann L4

Tnendanld NSAIDs ~.";..,«-.~- AT TR A TE TN .g uumumumm?u@wm
] " G - =

\4 ibuprofen 38 diclofénac ¥ , SAIDs q@\nfm 1 auulunaniheaiu

LLﬂ"ﬂQT’L‘Hﬂ’]‘Lu‘H%’Iﬂﬂ’\ﬂﬂﬂ@')ﬂ?”ﬂumﬁ’]ﬁuﬂﬂ%" 'Hﬂﬂl.’i‘ltl\m’]ﬂ‘liﬂ’] NSAIDs §oufy

coeticosteroid uﬂ%@@tﬁg%@%‘yﬂ:@ﬂuh NSAIDs (Hawkey

AT Langman 200

Wk ﬂmmummm A hormts

UszaeAFaRldnananndnedmiueasfiansanldentlesfunsfounaluniaduems
misoprostol %178 #lungu proton pump inhibitors (PPIs) $aufu NSAIDs  viaa1a
wasuldenlungu COX-2 inhibitors Faifluen NSAIDs n@julvﬁﬁﬁqmﬁuwmwmn"ﬁu
Tunslduny  non selective NSAIDs  (fisannwunaldesiaszunmiadiuermsiesndn

(Hawkey waz Langman 2003)
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5.1 kUMM s kg entlaanunsiAALKA lUN I ANEIMITIINAY NSAIDs
n5ld H,-receptor antagonists (H,RAs) §9unU NSAIDs

ﬂ’ﬂun"iqu—receptor antagonists 6w cimetidine, ranitidine, famotidine waz
. s o L a o v - P c a a 0,
nizatidine enlunguilfudagnadamiuiinszsunisudansafisimimefalia H, finnsldenly
nauiiatnunivaieiiiesaniiiaign  SnisAnminisld HRAs Wetlestumsfiaunaly
MAANe MM NSAIDs  wudimisldiu HRAs  Wuawmanmsgiu (standard

dose) A ranitidine 1WA 150 HaAN5Y AFININTANHIN 1 1ABULAE 3 LABUNLGN

fualunistlesiuanizuna DU la Al IfUUEA GU (Rostom et al., 2000)
£1 cimetidine 1u1A 300 NARANINGRAT 34059 Mlaanfuduar 2 a5 Tiinalunng

AWSMeN famotidine WwauaUng 20

189 ULNa DU uay

v
a a o o v1

NAANTNIURL 2 AN

famotidine lur11Aga 40

yadnFuduay 2 AF Az Taha, Hudson Was Hawkey,

o ! - '\' “4 ;‘\ ; " . N =
1996) Aauanslugin gella: i o 3 Adpn1sliNseasfras HRA
sinszULNIAUMI? Liglfdydpdbsia e mipsdizerduldendny  wudnldine

a1mslineszasdlan Ty Aeuiugilaeiléfueveen uas

0 ar

wudgihenléfu  HRAs aen1stanviesliatineiivednAty

_:"‘ SAIDs lunistlasiunig

naunalunsua s i castieanlaas O illitinalunistlasiuuna GU

ufanmnumwmﬁm?‘lmuw 4 H ,RAs ’QVLWHTWﬂ’]i‘LﬂﬂLLNﬂLﬂﬂﬂﬂﬂﬂlu‘i’l’mmu’ﬂ’m"li‘

frve e F BRI T W AR G

lunnaduavnseBhaniia 'luﬂfaquu@»am@'l-naﬁlunauumunu NSé)Ds \ReaANITAR

e RRTRIIFIH NYAY
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H2 - Receptor Antagonists - 3 Month
Gastric Ulcer

Study Favors H2RA Favors Placebo
Standard Dose

Taha 96

L 4

Levine 93

¢

Swift 89

Ehsanullah 88

b =%

¢

Total (standard dose)

4

High Dose

Hudson 97

Taha 96

Wolde 96 J

Total {high dose) J :

0 4 | 1 1.2 1.4

Study . ¥y
' Favors Placebo

Duodenal Ulcer o ,ﬂ,‘ :

Standard Dose

Taha 96 = ~ =

Levine 93

Ehsanullah 881{

Total (standard dose}

0.4 0.6 1.4

Relative Risk

= . i a o
519 8 N19An1UIAL84 H,-receptor antagonist (H,RA) ifitsz@nsninlunistiaai

Duodenal ulcer Wa gastric ulcer 1W2an 3 Lﬁﬂu‘nmmi‘ﬁﬂmmﬂ (Rostom et al., 2000)
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n15ld Proton pump inhibitors (PPIs) 52N NSAIDs

m'[unq'u PPIs léun omeprazole, lansoprazole, pantoprazole Was rabeprazole
fzmnqw“ﬁrimﬂé'uz?am?ﬁw\wmmu‘l-nu' H'/K' ATPase nsAnwszAnsninaasnislden
'l.unq'uﬁvﬁ'@ﬂmﬁun’mﬁmma'tumuau?;ﬁqﬁmﬁ 4 msAnmFauanslumsad 2.4 wazgy
# 9 TagmnisAnmuBeuiioy omeprazole fuswaan 2 nsAnEAe SCUR Trial
(Ekstrom et al., 1996) war OPPULENT Trial (Cullen et al., 1998) uam?ﬁnm%mmm?

Anmaanpdaaiuie omeprazole TuauIAduas 20 Taansuinalunistlasiunsuna DU

@ o V

WaY GU atinaldudna

N3ANEUTE AN AN Y1 ranitidine 38 ASTRONAUT

Trial \un1sAneiLFe uiicess® e napad ome e Tuaum 20-40 RadnFuiy
ranitidine 1uaw1m 150 Nak AAuNaluNIuAueIUIT NA
NNANINLINEN omepialolediafias HAANT N ansulvinalunistlasiu DU

WAz GU @n4n ranitidine ¢

a

nsAnmUsBvaAnals Smeorazolei AP misoprostol %38 OMNIUM

Trial Wan1sANHINUINYY dmedrazalésiidiiaie0 NAgNTNLAT 40 Hadnin linalunag
Hoauuns DU Andnan misoplostalist @ppusaniunistlesiuune GU Wealy
waneneie  dufunalunisdnEraiain (e iun191. misoprostol  lNaANG

U h )- ———— e mavavan

omeprazole mmm‘n

R

1

msﬁnmﬂizawﬁﬂwmm omeprazole UN1TAABANNTTBINNLAURINITVBING

B LT 1 13) 1ol
W ARSI I A
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Proton Pump Inhibitors

Study
Favors PPI Favors Placebo

Gastric Ulcer|

Hawkey 98. i

Ekstrom 96 |

Cullen 96

Total {gastric)

Duodenal Ulcer|

Hawkey 98 |
Ekstrom 96 |

Cullen 96n §

Total {duodenal)|

0

d a - = ~ - o
519 9 Nam?ﬁnmﬂi:ﬁw nIWARY Prote inhibitors(PPIs) lun1stlaeriu

Duodenal ulcer wag g SWiC UICEr tHI9RT 3 IAB R AT G (Rostom et al., 2000)
\7 A J

ﬂumwmwmm
QW]NﬂﬁUNWYJﬂE}']ﬂH



ke Prostaglandin analogue $9uNU NSAIDs

e lunguilldun misoprostol sangnsannsmaInsalasunaunsa¥1a cyclic AMP
dl P ¥ ." - o 4' o =
¥ parietal cell uaznszsiunisudasianuazlumiuamiatntlaslinszinizemis 3
nsAnsnsldenlunquilifetlesiunisifauns lunaduemsiiinainnisld  NSAIDs
wnigadsuanslugi 10 uazAsed 24 nisAnmdaulugWinasenndesiude &0
misoprostol Tua11m 100-200 lulasniys 4 pFalusslunistlasiu GU uaz DU a1n
N3l NSAIDs lidnazlifuenillystasdul ,/‘mﬁ (Lanza et al., 1989; Bardhan

| é& TaeAARRITUNNIAN I8
-_

n?mum 4 ﬂ?qluuam'lumﬁ‘

\\\\

q misoprostol A8 MUCOSA

Agrawal WazAUEINL9NE

FNEIUNA PU AN VAaE

ASANMILLY rand
Trial \HunnsAnsuaaading e w [aumasldan NSAIDs 11

[l
a o

NITAANIIZUNINTDUNE A U J mfaanlumuﬁumm? [1%3pet

NTLNITOIMNIRAS  WAN 200 ulasniuduay 4 ASalinaan
’ & 1 . o a '
Aasunsndausananaasldns Tarieaae - 1 #81n misoprostol M 1IAAa N5 TLR
Uszaed Ao pAuldendy OSA_ Trial  wudngilaeilésu
. ¥ D i — ey el —— " v d -~ £
MISOProStol TREINY 277 EEkikaohiia b e i it Gy ¥ ‘ 1TUWNIALIUDNEIAD NBY
F o

Weuazanviaals Lﬁfa T3 isoprostol Tuaurm 800

‘ 1.3Jiﬂ‘i‘ﬂﬁ‘llﬂ'ﬂ’)‘u’i"'ﬂﬁlﬁLﬂﬂﬂ}ﬂ’li‘ﬂdﬂ?uﬂﬁﬂu’mﬂJ’10’15‘1ﬂ?Uﬂ'] wrune 400 lulasnfuse

oufamquuﬂmﬂﬂdﬂﬂf&?ﬂﬁﬂﬁ%ﬂmﬁmmmﬂumﬂwmﬂ

unndngaenly MUEI’\QU'NNNEM’]HGJ (M1719N 2.5 Sllversteln et al 1995)

AN AINIURIINEAE
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Misoprosol - 3 Month Studies

Gastric Ulcers :

Study Favors Misoprostol Favors Placebo

Hawkey 98 —_————

Agrawal 95

K

Raskin 95

Elliot 94

Graham 93

Roth 93

Verdickt 92

Agrawal 91
Graham 88

Total
0

1.4

Gastric Ulcer by Dose
Study

Low Dose
Hawkey 98
Agf:awa! 95

Raskin95 |
Verdickt 92 ]

Graham 88

Total (low dose)

High Dose
Raskin 95 ]
Effiot 94 |
Graha {
Roﬁ

Agrawal 9“

0 0.2 0.4 0.6 0.8 g - 1.2 1.4
Relative Risk

= . i 2 * o
3% 10 n1sAnmaUIAT8 misoprostol RFszANENNlun1stlaariu Duodenal ulcer uas

gastric ulcer 1u9a1 3 1haulun1sAnE6ine (Rostom et al., 2000)



AN 2.4 wansAnmruiaresenii dtlasiunisfauna lunnadue s tyUssans

nwlunisldsauiu NSAID (Rostom et al.,2000)

28

Drug | Comparator Duration Outcome Num of RR 95%ClI RD Hetero
(month) Studies
Miso Placebo 3 or greater Gastric (all dose) 9 0.25* 0.18-0.33 -10.4 No
800 ug 6 0.18*%7 | 0.11-2.18 | -12.8 No
" 1 024* | 0.13-044 | -85
0.38* 0.30-0.49 -11.6
Il dase) n 0.46 0.31-0.35 -3.5 Yes
| 129" 0.09-0.53 -4.7 No
ig 54* | 0.37-0.77 | -45
1 Il 13* | 0.06-0.29 | -58 No
Dyoc aﬁ? " s 0.16* | 0.050.52 | -3.0
Ranitidine 1 d :- 0.12* | 003051 | 50 | No
et
T — — 1.00 0.14-7.05 0.00
H,RA Placebo 1 Gastric ( 7 3 7 0.70 0.39-1.24 T No
-
4" | 010-057 | -4.1
3orgrea . 0.50-1.09 -2.8
Duodenal (standar 3 M 0.18-1.74 -3.5
044* .l .026-0.74 | -14.4
e § 011065 | -10.2
PPI Placebo 3 or greater GastE 5 37* %1 -13.0 No
Wﬁ a a ’] ¥ ] 40 -8.6
Ranitidine 1 Gastric i 0.32* 0.17-0.62 -11.0 No
T Duodenal 0.11* 0.01-0.89 -3.7
Misoprostol Upto6 Gastric 1 1:22 0.77-1.92 2:3 No
Duodenal 0.25* 0.11-.056 -7.6

* Statistic different from placebo. T Statistic different from lower dose (p<0.005) . RR: relative risk, RD: absolute risk

difference expressed as percentage: negative number implies risk reduction. Cl: confidence interval, Hetero:

heterogeneity.




= o | R ¥ % = o
AN 2.5 ma‘mﬂmmﬂuwaﬂsxmmmm misoprostol Llﬁ‘tlULVlﬂUﬂUﬂ’lﬂﬂﬂﬂ

(Rostom et al., 2000)

_Dose Qutcome RR 95%Cl RD Hetero
All D/O side effects overall 1.41* 1.31-1.51 7.0 No
D/O nausea 1.26* 1.07-1.48 1.1 No
D/O diarrhea 2.36* 2.01-2.77 4.6 No
400 pg/day D/O S/E overall 1.15 0.89-1.49 2 No
D/O diarrhea 0.67-2.84 0.6 No

D/O abdominal pain 0.90-2.59 1.3 No

Diarrhea e N 64-2.26 0.6 No

800 pg/day DIO S/E overallwmmms ' p—1-1.51 7.1 No
D/O diarrhe my ) 52 No
D/O abdomiaal®pain L Y% ‘ 17 No
Diarrhea d f 23.83 52 No
* Statistic different from placeb04 P "v.ti Im \\\;\ DI ~ dropout due to the outcome stated,
S/E: side effect. RD: absolute risk.dfferegle o 35ed ds_parceqtad \ .‘ idence interval, Hetero: heterogeneity.
n15bE sucralfate s9unU NSA|
I a : , ’ [ a =
um?ﬁnmﬂa‘:a NENTWIUBN ~Sucrailfate ANIRRNY ?mmuua'l,uwnmumm?
$aumiy NSAIDs 1ufe ; IR 'J nfufuas 2 Axalinaly

nstlasriunsiiauna lun 8 3 uﬁ ﬂm (Miglioli et al., 1996)

u@nmnuumsﬂnmwwm'm]uuummmmﬂmw heartbrun ﬂau'lé’mmﬂu LUUYaY

o IR N1 N TNE NG
ﬁiﬁﬁ%ﬁ SabtarbIn Rk i1l F- T s

4 sucralfate 1un’15‘ﬂmnun’1?mmuum’m NSAIDs (Lanza, 1998: Wolfe et al., 1999: La

Corte,et al., 1999)
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5.2 COX-2 inhibitors

Tutlaqriufinisldenlungu COX-2 inhibitors Austiaunswaneiiiesanniinanis
Anmdrenlunguilinliineinshifalsrasdsenaduenstionndn  non-selective
NSAIDs (Laine, 2003) ﬁms‘ﬁnmﬁmﬁumlunq’u COX-2 inhibitors  TWuuY RCT 211a
gy LLazzg'oﬁnmna‘nmmnzjuﬁ?mﬂmmﬁiﬂmmmﬁummﬂEiﬂwm?mmmﬁmmlﬁﬂmﬁﬂu
Ut non-selective NSAIDs dais gnfnsAnsiuatnaunsvans Téur meloxicam,

celecoxib ey rofecoxib

MR U UNa a9 meloXt: ielofenac 1178 MELISSA Trial NaN1S

1B3TULNNAUBIWIUREINTNEN

o

diclofenac atinafidadnA ional MELISSA Study Group.
1998) T980AAAD A1 equek AR TN TR UG T8
’ o . . v ; : N i el ver
meloxicam iU piroxice manudn g lungunlaiuen
meloxicam wuan1slialls: d Ableb mmamAuannsatigngu piroxicam etnailt
&A1y (Dequeker et al., onge Sel { Sup, 1998) waruanaIniinig
Anwnnsadtinaasen meloxigamihlFeiigyatinal pifoxieam, diclofenac SR WAL naproxen
FunA13AN®ININ Global analyi udnniiaeInIslunelsTaasn
TUUTIAD NIUNIZEIMIINEY, WHA LI s BERen8n UNIUALBINNT 18980
" < ¥ " Rl o i 1 o 0 o .
meloxicam NWUUBEINAY W &) ’N:Juf_lmmy (Distel et

\
al.,1996) LLaz‘qnm?ﬁ rimrﬂ’NQ’m non-selective

1 r'!
NSAIDs usiatingla » 'I e s

miﬁnmﬂ uiﬁj @%ﬁ%ﬁ W%j '}ﬂ j’ Outcome  research

(VIGOR) trial (2000) LLE"ﬂumaummm rofecoxib AU _naproxen wmwﬂqtmauw"lmu

e TR BRI 1A VB

21m1eNdAnguinleinn naproxen atinalitiidnAty (Bombardier et al.2000) Hn1sANEA
WReuFEunaasEn rofecoxib fu ibuprofen wudnlungudilden rofecoxib fnnnfaunalu
MU msluANFAAINEMasnusteLndIngx ibuprofen (Laine et al., 1999) deaen
ARBANLNNTANELLY meta-analysis 1a8 Langman WaTAY ?qwudﬁfqmﬁmﬂﬂmﬂﬁm

NTENIZEIMNTNER  UHALUNIAUAUBINNS wazidanaanluniaduaInissanieeInig
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dyspepsia Wugiloafiléizy rofecoxib ANIINGURLALN non-selective NSAIDs Btiaiitie

o

#7Aty (Langman et al., 1999)

nsAns SR una1e981 celecoxib U naproxen WATENMABN NIN1TANEA
lnes Simon wazmny wudnm%\m’awﬁmlﬁuamu.mnﬁmﬁumm?ammmsﬁm'] T4 RA us
celecoxib AarnuuKaluAUaIMmslLAnAN U T Maan 'Lumru:‘?‘imju naproxen arwu
unalunaAueIMsgIndINguavaana9iidad1Aty (Simon et al, 1999) & mFuns
Anmlu Celecoxib Longterm arthritis Safety Study (CLASS) trial (2000) aaufatuidiey

ipn1sAnmnlugian OA waz RA filden

s ' 17 o %, - r ' a L%
aspirin uarl1FlA &1 aspirin ToenafFen lecoxib ARNITNANIIZUNTNGD1
do o , J J? o
NEVATY 11U NIUNZRWMNINER LRGN LN AREAT S DSEINIZANMTAARULAZENTS
Wasannuua 1un dyspepsiaaif ot ﬁf"“w ARAAN (anemia) Han1sANE 11

S ' 0 ) c P 1R e a
sre1r 6 LauLsnwudn lunaueilingd 1§ vl thden nslainaszasmsianiaimy
21M1T%BLNIN diclofenac ug | ‘ -- SRR ALOIVATS Nﬂqaml'nm aspirin wazli
1814 81 aspirin dmFuainisafvgs e Vadk! AN .\ 'Lug‘ﬂ'mw‘lmu celecoxib WU
dliuansineanen ibuprof 1] #17-diclofen: A 3 HadnAty ( Silverstein
et al, 2000) wsnaNaan 1245 celecoxib TaNAL aspirin WU

msmmmmﬂquﬂsmﬂmwmm U diclofenac waz ibuprofen LG

o ! » ‘ d U 4 a
aq1Tiinng g o - Heianndadannliiinenng

9
v

13JW\71JT~@QFIGI@VI'NL®UQ’] Wasndnen 'Hﬂﬂll non-selective*NSAIDs LLﬂHW‘LUﬂﬂNunN'ﬁ@

VReARIIIAILNG A wgﬁ'ﬁﬂﬁ:ﬁfﬂ‘g‘iﬁﬁmbmm Toeazld Tu
mrﬁﬁ@’ﬂqaﬁﬂ?m ARuemIVTaLAY LS

Wlﬁ\ﬁﬁ ﬁﬂd Wf ﬁﬁﬁﬁﬁnﬂ
60 1 @mau ri PRI IGTY,
ﬂ@nmmuﬂ'l“n non-selective NSAIDs (National Institute for Clinical Excellence Guidance

(NICE), 2001) ~ dwiulsz@vinmlunisussmianuazaanissnavlulsadedniausiien

v
=1

savenlunguilnudrliuansneain  non-selective NSAIDs (Hawkey et al., 1998;
Dequeker et al., 1998) uanaIni COX-2 inhibitors A1ALANAINALIARNTIAABNT LN
=< [ ] 12 & 1 a d' P o

wilszasAruaniuiiaanannishinalssasdsessuumadua i nidediauiu non-

selective  NSAIDs 114 @1ainAnu@evsaninfindnidengaiuivaanidentiala
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(cardiovascular thrombotic)  1#8439nN13H COX-2 MIUANNITAFIY PG, TLTadyMaan
1R8AUAT COX-1 AILANNITATIN TXA, Tindaden nsld COX-2 inhibitors Falaifignalu
nsduds CoX-1 Adldannsadudanisade  TxA, slidadiunafisdudenluvaan

WRan (thrombus) LasINNANEELNFABNIAA cardiovascular thrombotic ‘L& ( Vane, 2002)
5.3 msltentasnunisiinuaalunisfiuaiuissaniu COX-2 inhibitor

TuilaqiiudaliinsAnmiuduinnsldertiasunisifiaunaluniadiuaimnsisl

Use@nsnwm 1iu e1lungu PPl wie ostol $9uAL COX-2 inhibitor azaAnIsiia

COX-2 inhibitor (WeNBL19LAEY
suaziulspinlanazvanniaan
———
@ﬂmﬁumsmumﬁmmmﬁm
u \a A lun A uaIN SN s
AR5 aspirin danfu
COX-2 inhibitor 13101 11] ; AuB M INWANFA1AY non-
selective NSAIDs (Silversig t f81.,2001) W08 e e nn1sh aspirin Lgugana
Aulala (irreversible) Walafusau
) 1R 6
iA81N15 MU s T aIAFRsTULNIS

e Msle (MacRae et al. ,2004) 1"""#?‘ 5

lunsAnmaegdchan  uazan iz uBawd 80A9slden  celecoxib  funtsld
diclofenac #aufiu omépface Sl fenseniumaidueims

lugtlhadadniaunudniiss Rw%mw'lunwéaﬁun'mﬁmuu aanoanluniuAua sl
WANAY (Cha ﬁ\ E\i’ m ‘ul AsaIUNLIN COX-2
inhibitors mqmm uﬁ ?J ﬁv ﬂ ﬁ? taaiunisiiaunaly
NNUAUBIUS ﬂi ﬁ gﬁ a; uilusiasld
NSAIDs 1% ﬂﬁ}jvﬁ"g di qﬁl Fj EFI ?lumsmmuua
Tumaiduamisaziisnagnnianisld Cox-2 inhibitor sanfuentlasiuniafisunalunia
Fnemns atnslsfinnuannisdnmitniunasiiuinnisfinernslifeszasdsonady
amsaNnsidenlungn NSAIDs ﬁuwﬁtﬁm'%u'lué’ﬂwnnmaﬁqﬁumﬂﬁmﬂmﬁum?
Aounalumaduemnssandy  NSAIDs  masasiiudilsunaneiitasedoeientsiia

a1N7liNNlsraeAian1aAueIs  Aetie The Ad Hoc Committee on Practice

Parameters of the American College of Gastroenterology Uszinmanigawsni(Lanza,
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1998) Aslduuzinsldentleaiunsfiounalumaduemssouiu NSAIDs Winghed
auarazlFFuentlesiunafaunalumaduaimisainnisld NSAIDs Ae
L Gll = o - a a a < a
- diharelilsziRnisiantadnfremiaduaims  Ae  Wuunalunnamy
A a A a

21117 vFaHRaRRaN lUMAALEIMNT

- fuhandenguinndn 60 1

- fiheRléFu NSAIDs Tuauings

- dleWléiu NSAIDs sanfiusnlungu corticosteroids

- giheflsFu NSAIDs sanriue

)

4 anticoagulant

o 3 J=2 o -~ ;
aariulunsAnniRssiaginefn: Zanna1ean1sliTuenflaaiunisiia

@ Iedihefinasarldfuantles

AUNITINALNA TUNIUARAN fmwuﬂqqmﬁmmummmm

The Ad Hoc Committee @ the American College of
1% v = .

Gastroenterology uazmedinatit afiuplasa1amutssdniaanlunistlasiunisifaunaly
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