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# # 4375238930 : MAJOR MEDICINE (RHEUMATOLOGY)
KEYWORD : CELECOXIB / COX 2 INHIBITOR / ACUTE GOUTY ARTHRITIS

PIBOON DUANGCHALERMWONG : THE EFFICACY OF CELECOXIB IN ACUTE GOUTY
ARTHRITIS. THESIS ADVISOR : ASSO. PROF. SOMCHAI AKKASILPA, M.D. 63 pp.
ISBN 974~ 17-3057-8.

Objective: To evaluate the efficacy of specific COX-2 inhibitor (celecoxib) in patients

presented with acute gouty arthritis.

Methods: Twenty two patients with acute gouty arthritis in King Chulalongkorn
Memorial Hospital were included in this study. Diagnosis was based on crystals identified
from synovial fluid or by clinical criteria. The patients were given celecoxib (200 mg) 2
capsules loading and then 1 capsules twice a day for 5 days. Assessment was done with
Likert's scale in patient and physician global assessment, pain, tender, swelling and side

effect aspects.

Results: The 22 patients who had 38 joints were involved. Sixteen patients (twenty-
three joints) were improved in the pain inflammatory aspect within 5 days. Six patients (fifteen
joints) were not improved. The patient in-the group with clinical improvement had tend to have
tophi less frequent than the non improved group (the improved group had tophi 3 in 16
patients (18.7%) and the non improved group had tophi 4 in 6 patients (66.6%) but no
statistical significance (p value = 0.054). Only 2 patients had mild side effects (one patient

had abdominal pain and the other had drowsiness). No serious side effect was observed.

Conclusion: The specific'COX-2 inhibitor (celecoxib) reduces the symptoms of acute
arthritis from gouty attack. The predictors of poor response may be presence of tophi. The

drug is well-tolerated in most patients.

Department _Medicine Student’s signature

Field of study__Medicine Advisor’s signature.

Academic year_2002 Co-advisor’s signature



nnfAnssNUsenA

v
[

= dﬁl o (-3 vy 1 A [ % o ¥ o
ﬂ’ﬁﬂﬂ‘]:f’]ﬂﬁ‘\‘lu@’]L?'ﬂ@WJEﬂQ’ﬁ\m‘{mq LL@%V’]Q’]&PHQEIL‘Vi@'ﬂ“’i’]ﬂﬂ@’mEJ’]EWJEIﬂuQV]’m’\?

o

A9IBNINLTDLNIEAUMAZ LD LAY NYINUNNT BN A L1

Aaasastunaunngdaiia panlaan A uuzinlunnsindsauaznszgulillanug
DELAND
Ly o a a dl t4 Yy 0 Aa o % aa
ANANI1ANTEUNLLANEART ANFANINIALINIATUNIINIITLUATANNNINNAT A
e s a dl v o o 0 A o £ % 1
909ANAN91A9E] WIEUNNE AN 23TRAAIN LA LWz lunnsinddaLas AT

A %
Lﬁ@@iunﬂﬂquL@NﬂN’]
v 1 L Ly a a QQd‘ ¥ o o 0 A o v o
HAVEANNATIRNTEY LLWVIEIVQ_,I\‘]NH’]ﬁﬂ I@ﬁﬁ“l’]&[ﬁﬂﬂ']LLquu’]sLuﬂ’]ﬁ‘VﬂrJ”ﬂﬁlLL@?J&LMF’Y]‘L'?‘W]:I’WN’]

FRDA
HroaAansna s aunnEgWs iR lrAassnn liannnFlusnusnunaNnaaes
a Yy aldg v ; =4 ¥ v
AUAaN AFEN WA IRT e AR AN LN
Usem Wigef (Pfizer) NAlANuaTILALWIaA uANIMII4Y

NAENRNYIANARS | ARTUNNANARTATIAINTAINUNINENAE I UATIARWNNIYIN

[ %

D)
[nd

u

wanehlszantiuniadaenysaransnaeniugiasefrinnisdauas e usanile
\uatingg

L 1 [ & i dl Y o o dl o‘d‘ 0%

glaalsadedniguaininaAnNIundnsLNIsInEIN s 1L aq i aansain AN

] = 3| 1 = a o
fauilafluasnenlunisiay



A191ity

L%
i
UNARLRNIENINEL e, N
UNAREBNMEFVEINEE . ..o q
ARBNITNLTENNA . .o D)
BT TEL oo e i
a1 AT LT o O SO ™
ANTUEL BRI . oottt ie et 3
ANTTEUBUEDINAN. L.ttt ettt 7
ANBTLNEATYANIHDIMATATEID 110 it ittt 7

N
1w PR RERNNIN NN e, 1
AT LAZANNAVATYARITIUNY. .o 1
ADNHNNTBAEL 1 et ettt e, 3
TR TZAIANVTIREL ..ottt 3
NIALMUIARATUNNTIREL et 4

dl = 49{ 1 a o/
gUlassANeNANATLIZNd 1NN a8uAzIWIN TNl 4
A rAdl 1 Yo a o
naviFaLszlaainananaz AT UAIN AR, 4
i
2. NUNIUITTOUNITNIABINTBY Lo, 5
3. ABNNIAWRUNATINE oo, 24
UL LINITITE i 24
SERRILABNNTVREL Lt 24
NAFTVUTVHDBHA ..o S 27
ABAWBWNATIR . Lt e e 27
a cv

MATTATVEIIBID ..ot 28
ADAN I TUNNTATVEVBIA. ... 28
MVTUURUBTBLA . ..o 28
TIEUMINIRTHUBITH .o, 29
NNILIMNTNUINUATANTNNTUNTROM. o, 29

A NI AN 30



A19108Y (6iD)

5. ARUTVANNIANEY . e
6. AIUNANTIANHIUAZIBLAUBUUL. ...

TN EININTB I v

A N L

-

UseAREN N TNUE. . 7 R

AONUUINYUINNS )
RN ITNINENAY

¥
N1

............. 52



AN91IEUAN99

519 i
1. Asymptomatic hyperuricemia : 8-10 years study...........ocoviviiiiiiiiiiiee, 11
2. Persisent hyperuricemia for 40 YEars. ... ..o 11
3. %@HaﬁugmmméﬂfmimiﬂﬁﬂLzmLaﬂuwﬁumﬂmf]ﬁ ...................................... 31
4, %Hamqﬁmﬂﬁﬁﬁmﬁﬁugmmmﬁﬂqgisﬂ%@ﬁﬂLmuﬁﬂuwﬁummmﬁ ............... 32
5. %ﬂmﬂ@ﬁuﬁﬁumﬂﬂéﬂﬁﬂiiﬂ%@ﬁﬂL@UL%HUWﬁuQ’]ﬂLﬂ’]ﬁT(ﬁi'ﬂ) ................................ 32
6. rﬁ%mﬂwm%ﬁlﬁmiﬁﬂLmﬂuﬂ%ﬂmmﬁjﬂqﬂm%ﬁﬂLmuﬁﬂuwﬁummmﬁ.........33
7. wan1sinElusuannsanauniilon Inanasisn Celecoxib tlunan

5 A TudioalsndaanALREILNAUANMN G ..o 33
8. uansinuluduananastialaanislien Celecoxib g 5 Ju

TugiloelsndednaUBEUNAUANMIMAR. ... 34
9. waNIINEUEIEW ] FaN13IFEN COlBCOXID.. . .ooo.. oos oo 35
10. ﬁﬂwmmm;’gﬂfmﬁluﬂ@jmﬁmu@umﬁi@mﬂﬁm CeleCOXID... ot 39
11. a"ﬂ‘]:rmmm;:Iﬂ%ﬂuﬂ@juﬁ'mumumﬁi@mﬂﬁm Celecoxib (FB)...........cccvveeii 39
12. fnunizaesiilaglunguitlineuguassianislien Celecoxib.................c.......... 40
13, dnwoszaesdihelunguilineuduessanisifen Celecoxib (8)...................... 40
14, WRsuifleusnnzaesienguiineuauesuaznguithinausaues

FIANITIHEIN COIBCOXID. ... evreeit ettt ettt ekt 41
15, Wituieudnenaasinanguiinauaussuasngui binaauss

FANTTIHEUN COIBCOXID (FIR). .. oo, 42
16. nadapesannnnalifen Celecoxib Tugileelsadedniaui@eunauanninie........... 45



AFUYUHUDHUNA

LR N UV

1.

NANTTAANITENLELAUANN171U9Aa298 Celecoxib 11
BB IAT 5 0 ettt

NaNTTRALALEY AN Patient global assessment Aan1gleN

CelecoxiD MATIEIAT 5 T, oo

NANTTAALALES WA Physician global assessment FaNTTLieN

CelecoxiD MATIEIAT D TU. oo

NaN1TRaLALas AN Tender joint sian131ien Celecoxib Tu
TIUIAT 5 T N R R i
wWhsumeunsifeuinialudihenneuauesuazilinauauessia
NN2INHVADLILY COIEEOXID. 1+ vttt
Whauwaunisalantszandoludiles inauanesuaslinauauassia
NNFNEIFIHLY CRIBCOXID. ... siti it et ettt
= o = v o 1 Vo o/ %
WRauweauszeznaInnBuresdedniauieuls funnsindaeen

CeleCoXiD.......... . S iii oot . M .

2



ATUYUHUNHNMNAN

WHBHNANT Wi

1. wan19snE luAIUNITanaINTUINNTasnIaLNATleen Celecoxib 5 Fu... 38

AONUUINYUINNS )
RN ITNINENAY



Jt

PMN
NSAIDs
Hct
COX
OA

RA

PU

HT

TNF
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PRPP
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ER
GFR
DM
BUN
Cr
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joint

polymorphonuclear leukocyte
non-steroidal antiinflammatory drugs
hematocrit

cyclooxygenase

osteoarthritis

rheumatoid arthritis

peptic ulcer

hypertension

tumor necrosis factor

interleukin

transform growth factor B

crystal-induced chemotactic factor
leukotrieneB4

platelet-activating factor

peroxisome proliferator activated receptor
phosphoribosylpyrophosphate
hypoxanthine-guanine phosphoribosyltransferase
outpatient department

inpatient department
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glomerularfiltration rate

diabetes mellitus

blood urea nitrogen
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1. the development of hyperuricemia

a?:ﬁummg’?ﬁﬂluéwmwmuwwﬁﬁLma'qﬁ'm%’mn 2 Y19 ABNINEIUITUATAINNNT
ﬁ\umﬂzﬂuéwmﬂ(de novo) TAINIUNTG purine metabolism wAnazinnsduaanniele

1ezanne 2 114 3 493, NINTEULNINLALAINNT 1 M4 3 A1

2. the formation of urate crystal



! 4
A A

a o a A 2 < a % KX K % o 1
mewmmmummgmﬁmm@mgﬁLLm NAZLNANITATINHNANALNN ﬂ@iﬂﬂ’]?&?’]\iﬂ\‘iim
NIUWER  wsiTadnaziinannnislssAuNIngEAiuAN1IEBNGY (supersaturated) lutissue
fluid 1fundn wazdaiifdfadesineineades du pH an weuugi (temperature) ,dN1NUD4
dgj dl [ %
WaLeie lupu
dl Qi [~3 a =S dgl/ dl 1
SINEJ@‘VIQ@ﬂ@tmﬁﬂ’]ﬁ‘@:’&mﬂ@\‘}N@ﬂ%Lﬁ‘ﬁ]L‘l’]QJLu‘ﬂLﬂﬂ[ﬁl’]\‘lj
3. the interaction between crystal and the inflammatory system
A o~ o= A A4 o = o DA Y 6 v =
Lmumﬂqwmimummum rﬂ@mﬂ@:uﬂ%mmmmwmmmu%N@ﬂmm@@ﬂmmﬂ
dﬁl dl Y @ 1 v a % J o/
LUBLER LL@’Jﬂ’QZﬂ'ﬂﬁl‘MLﬂﬁﬂ’ﬁﬂiz@u%u%uﬂﬁiﬁﬂ\ﬂﬁﬂmu’m\igﬂ
free crystal +/- trigger factor
humeral mediators resident cell-derived
mediators
C3a,C3b,bradykinin,
LTB4,prostaglandins,histamine,

Kallikrein PAF, TNF,IL-1,IL-6,IL-8

\ / ?substance P

pain,edema,vasodilation

systemic signs(fever,leukocytosis,acute phase response)
neutrophil influx

stimulation of neutrophils by crystals

and soluble mediators

v

LTB4,PAF,CCF lysosomal proteinases,superoxide

v

Inflammation and tissue injury
:Schematic outline of possible events leading to acute urate crystal-induced articular

inflammation

. . 2
spontaneous resolution in acute gout




Tuflaelsndedniaudunduanminng dlilEzunssnunfianansofiazituls
184 (spontaneous resolution) Aeludagiaan 1 99 2 ddansf nalndelinsuudn ﬁﬂ@iﬂﬁﬁs}’
aFtnelSsail
1 neutrophil apoptosis
2 tachyphylaxis to inflammatory mediators
3 ? change in the balance of antiinflammatory mediators
IL-1 receptor antagonist
TGF-fB
Soluble TNF and Fc receptors
Peroxisome proliferator activated receptor
( PPAR) subtypes (QL,Y)
4 crystal clearance and (?) decreased crystal inflammatory potential (secondary to bound
apoB,apoE)

5 inactivation of mediators (e.g. peptidases)

CLASSIFICATION OF HYPERURICEMIA AND GOUT *

[ %

lafnsulivriinuasnznsagsaluinangimunalnmsiinnsil

Primary

Molecular defects undefined
Underexcretion (90 % of primary gout)
Overproduction (10 % of primary gout)
Associated with specific enzyme defects
PRPP synthetase variants;increased activity
HPRT deficiency, partial

Secondary

Associated with increased purine
Biosynthesis de novo
HPRT deficiency * virtually complete

Glucose-6-phosphatase deficiency or absence



Fructose-1-phosphate aldolase deficiency

Associated with increased ATP degradation
Associated with increased nucleic acid turnover
Associated with decreased renal excretion of uric acid

Idiopathic

n1sdaaalsaLnna (DIAGNOSIS OF GouT) *

nsitadtlsnnsiiuefeialsesn NN3A9IATNNEUATNIAIIANNT L TRN9579°)
Ty menaiaznandsumu luras iy fai
role of clinical
;}jﬂfm‘imLmﬁmmmﬁl%mé’fm@fmf]ﬁ‘ﬁi’mié’ummmeﬁumé’fmmm%’@, NI
feu uazau nsitadalsrainannamiseaEniii araiispauEananeld esndlsimallady
weananaAnEn Buaz ldvmnn1smusiuinasinisaiage 14
InouTaes Wallace *lail 6 4ol 12 4 geil
2.1 maximum inflammation developed within 1 day
2.2 more than one attack of acute arthritis
2.3 monoarticular arthritis
2.4 joint redness observed
2.5 first metatarsophalangeal joint pain or swollen
2.6_unilateral attack involving first metatarsophalangeal joint
2.7 ‘unilateral attack involving tarsal joint
2.8 suspected tophus
2.9 ‘hyperuricemia
2.10 asymmetric swelling within a joint (roentgenogram)
2.11 subcortical cysts without erosion (roentgenogram)

2.12 negative culture of joint fluid for microorganism during attack of joint

inflammation

role of crystal identification




=S A 3| aa o & % dl
NNINLKANYLSA (urate crystal) Dailuninsgiulunisitadalsainis ansnsony e ludai

! ¥

al o dl 1l o =3 . %
Annsdniauuazi ldinnsdniay sounesuian (tophi) fae

anwouznan unangiluria(rod shape) visaidis(needle shape) atjlunizauanimadidniaan
2117 Lﬁ'ﬂﬁﬂﬂ@@f’]ﬁﬂ'5m polarized light microscope a¥WLANXWE strongly negative

birefringent (parallel —yellow, perpendicular-blue)

1 y = ?; L4
ﬂ’)']Nuqlgﬂﬂﬂﬂﬂﬂﬂﬁiﬁlﬁ“?@uﬂmﬂlﬂ

ﬁmamﬂummﬁﬁﬂﬁLﬁmﬁum@mfmﬁwuﬂfaﬂﬁ@
1 TAUNNANUMLNIANZARUINSEINN U interphalangeal joints LAY
2 Mansaainladadeanemanuil Anagndnasinlilanialunensaanutesasld
3 AYNAANANAWNNTANEN

role of serum uric acid

o

o . . = o [ a I dld R 2 dsj
92AU serum uric acid HAMNANNUSILNITINATIANNG MWNV]NQPTT’]E’W%GN%

incidence of gout in relation to serum uric acid level

serum uric acid(mmol/l) incidence rate 5-year cumulative
(per 1000 human-years) incidence(%)
<0.36 0.8 0.5
0.36-0.41 0.9 0.6
0.42-0.47 4.1 2.0
0.48-0.53 8.4 4.1
0.54-0.59 43.2 19.8
>0.60 70.2 30.5

'
o

2 = a = o o . a e X
HuAenIinenestFa lusengatuliadedassianisina tsanifuanudngiae
dlds./ o = [ r?x// = o a A ay yR v {
e dadniauRaunauaIninIstiu Hseaunsegialuaenlng laniedeuay 40uaznuan
= o a °I P
NezAunameFacn ey
o . . o A [ % Adl Adl 7 1 1 ndl [

26U serum uric acid faNTlafeMNEqteIANEeENTY N1TUALULLA89TTAL
nemgFAlutaed (gananda , Aaad), Ienaiy, Jaduniusine (@uinzesswnie,
ANNLATEIR, NN3BANNNAINTE, T9RATIN, 1), HALANANUATNARLIAN

wananilugiaeniinsagsaluaangs aziuAlszannfasay 10-15 Midulsamnns



o %'/ v -dld ¥ o = o & [ . . My
ﬂﬂuuluﬂjﬂ’)ﬂﬂﬂ’ﬂqﬂ%‘ﬂlﬂ@ﬂL@UL@HUW@M@’]ﬂIﬁﬂLﬂ’W] 7¢AU serum uric acid 1u1mmqgiu

n1391laa A

role of urine uric acid

N3N hyperuricosuria @:Lﬁmam@m&iﬂﬂmﬁm renal stone
sl smaTinthuite
1 ietssiiunnuidessioniafindi (identify overexcretors to determine risk
of stone formation)
2.Lﬁ@ﬂinﬁummﬁmﬂﬂﬁmqﬁu@mm (identify genetic defects, influence
of overexcretion on therapy of gout)
Famsldmnenatintael °
1 sAutiaanng 24 Fala ( urine uric acid in 24 hours)
ATLUNA TULWANILN 250-750 mg/24 hrs
AN AT aenany LA 800 mg/24 hrs
2.ANdndauansszatngAtiIAsiaATaLiy ( the ratio of uric acid to creatinine in
morning samples)
idunnsmaansasniazaauiiatnmnisaulbd
Tugilaelaminasiaziia ratio 0.15-0.73
slu;ﬁﬂfmﬁﬁm’mamﬁﬂﬁmmL@uVLeﬁﬂ( complete hypoxanthine-guanine
phosphoribosyltranferase deficiency)%ﬁﬁ’] ratio 1.98-5.35
in patient with partial hypoxanthine-guanine phosphoribosyltranferase
deficiency — ratio0.62-2.00
uﬂﬂmn‘ﬁmimfmﬁqﬁﬂ@ﬁﬂmumﬂmaﬁlujﬁmﬂiu #11 (vitamin ¢, warfarin,
diuretic) contrast media +uFM

P

£
nstsuiiutlymaesdios  lunepdtinainisnazauungtheilunguelanad

1.41hendszaunsagsaluiRangeina liuansainis (asymptomatic hyperuricemia)

a

& Aoy A o a & = a
ﬂ'f]ﬂ"]rlz‘ﬂQ‘]JQHN??J@UT]?@%?WSLHL@@ ﬂ@\ﬂﬂﬁli&lﬂ'ﬂqﬂq?‘wq\i A[UN

o

puthaulapalunnziiaznaliinatlymelemuun IANGANE 1A

2

ANS197 1 asymptomatic hyperuricemia :8-10 years study !

10



No azotemia stone

Asymptomatic

hyperuricemia 113 2(1.8%) 3(2.6%):1/295 patient/year
Normouricemia 193 4(2.1%) 2(1.0%):1/852 patient/year
gout 15(8.9%):1/114 patient/year

AN91997 2 persistent hyperuricemia for 40 years °

Uric acid >= 3 SD. Cr 0.53 mg/d; in female
Cr 0.69 mg/dl in male

Uricacid >=6SD  female 10.1 mg/dl  Cr 2.0 mg/dl

Male  12.9 mg/dl Cr 2.7 mg/dl

= o a

1 i ! 4
uanani Nasnisviunsneialuaengedaiuiade dassianinznianuaniiaiimin
tae(low birth weight) lunnsaniszAunanssnluaengs ’
= = | a Ax o = = = v o co
HnnsAnsawudn luwAejandszaLnangsaluaengeaz AN dNAUE AL

gnsmnaanynatmseazanisaialaznmensae

2. gilaendiszaunsagsaluiaangelneuaniainis (symptomatic hyperuricemia)
aa Y d‘d a A o Y a [~ L d@l a
ansuansnAatinreslssnaNaznIneTAluRangn Winedulsanis Gennain

N1IATANTRINANELIAANIRIEEFS a1nnsuansNn inaneuuy anautaldmdungse A

73
=

U
1.gouty arthritis
v | o [ o % Y a
frﬂ’]ﬂ’]ﬁ“ﬂ‘ﬂ\‘ﬂ]’f]@ﬂiLﬂuLLUU@UW@uLﬂuﬂMWH“‘]LL@Z@‘?&N mm::&;ulmnmmnw Tusg

dl 3| M Yo o =3 | v 4
N Lﬂummuj LL@ﬁiﬂJiﬂﬁ‘Uﬂ’]?ﬁ‘ﬂ‘]ﬂ"]ﬂ'ﬂ’]@LﬂULLUUM@WﬂﬂJ’ﬂiﬂ

2.tophi and complication from tophi



Aeulniaiinannisisziunsngdageuiuuduianisazani ltomuia g1l
FunsinunfaclmauiGeeuazatauwaniduuuainisfngeld wenainienadluiisie
wazi WinauNaan1snaiy IH

3.complication from gout

3.1 acute uric acid nephropathy

v o o [

unnsmnuanaasnsagdaluviala (collecting tubule) TelANANRUSTUSEALINGA
Falutlaanny mnudindusesilaanns ansiduninaesilasany naziienarinlinialaone
o o % aa o a’l’ dld o é’
dunauld  nnRtadan1aziiaznulun1s N IN1TuANga 1R TaRNINTY  TTad1avean
v o a A = o a d? 12 d’l % v
ey szAunsmgdaluaengeasinisiunsngianviaatczannay " arztidinwuludiae
dl | [~3 (=3 A A 1 901 A dl Yo al o o
Munzidredinnenvizesenumaesi lAsugaitLe

3.2 nephrolithiasis

1
o o

al a a a a = o o a A
L.flummmmmﬂﬂmymlumqLmuﬁmmf;wmmmuwuﬁ mmunmqmium@m
waztlaana tladendaelunsiie uric acid stone A
persistent acidic urine
gout
myeloproliferative disorder
nisldendunsnese
d”d = i a o a . . ?;/ IS
UANANUNN13ANEINLIINA INNsRATsANIANLNNSNA uric acid stone 11ENA
a dl | o 114
Tnnafinfisanrivag]
3.3 urate nephropathy
a a KR =2 a a c aa . " o Y a
mmmnmmN@ﬂqLﬁ?mmnmmlummm%ummmmau (interstitium) 109l 1#iAn

N9 interstitial nephritis aanasazAaslueas il Lagavinaaziialaaiszass

¥
o A

TnnilseadAraInIsinEEsl

. o a

1.iasziunisdnaaesdeluscasninnsdniau@aunay
2. iatlasiuldldadniaie

dl o a A
3.WWeAILANITALNIALTATUADA
4.\ 0eAUANTIATINUEIN LU LU ANAUTATAZ e

1 %
5.5N41 NN UNTNFAUN LA AT

MazNaaazyin luansuenienatnaaslsamaslaswly (situations in which the

clinical features of gout are altered) ¢

12
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a L4

1.Timmr§°flup§1ama fd4anegl (gout in women and in elderly)

o

1
= o

u
2 = 1 Yo 1 o 1 = b
filhengeangdnasnudlsnsonlstas (uniazlanieuunnges ) inielden

u q

a 1 . . . [ % 2// v 1A o dld a ¥ Y @ 49(
NN THA (LU diuretic ,aspirin) ARUELUBRENLdNNANTUY AN snatauInWa A5

cal @ a ¥ .
2 lsamnmanitludinnatada (polyarticular gout)
aznulfugiaeniiulsainiduaun erainliatadaianaaldvesdilulse

JuRREIA(rheumatoid arthritis) wazwudngthadldsansnlatias (1szann 50 %)

3.<l:iﬂLﬂ’\ﬁluﬁjﬂ'uﬂﬁﬁn’nz‘lmﬁ’m’muﬂwéﬂﬁ (gout in the presence of renal failure)
\H89ANN19HNI9E renal failure aziinlinsdunsatsansla lidaeas Asdnwug
L 1 d‘y = a = L 3 1 a rz// [}
filhanguilaziinang3alu@angd (hyperuricemia) wsinaiiailulsamnisiunylaites
nsldenusattsiuglasnguuienalinasaszaunsngdaluaen1é 1y diuretic
s

nsineAinasiaszAUNIneBAluAA lHaLAY [WWN13%1 hemodialysis

4Tsanalugtlaandidaiiian (gout following joint replacement)
Tudihanidanan udaddadniay flsesaudaiuanisanmsflfiguiuuacd

4 | i// Y o & Y o a é‘ %
eudnuistadniduaninag LL@Z%@@ﬂL@UMﬂL‘ﬁ@iﬂ

51sAnAuazlsadaani@uguInags (gout and rheumatoid arthritis)

Annsnudnlsamnisuazgiinesd dunwudniudasndanianuiaalania (oy

'
=K

chance) e liNgLMEING

N19M52999N8 (physical examination)

1. vital sign wunisagaanui eanuldludilaelannns Id
y = o = , ° > = X 4 o
n1smsadae Annsdniaumizell AsuguLe Sauaude saunaiieitiaseyde

a v Ay A oA A 1
NI1TATVIRHNINUI UNAU tophus ‘12]?@13J, NLLN@VI?@VLN

A w0 N

P A & g -
ﬂq?m?QQ?ZUU@u"I Lu'ﬂ\‘l@qﬂ'ﬂqﬂlﬂu@’] WRUTR Lﬂuﬁ\l@@fmt?ﬂ LNIA
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n15mFIaNIRadLf1iRn15(laboratory)

1. nsmgaaliedru i CBC
nsATaLian1sInade isAN 1 N13MIIR serum uric acid, joint fluid analysis

nsagaLNannlsasan(associated disease) 1 LML AINALIATINGS

> w0 N

nsaTaliaszifiun1azunsndenainisanigd i nnsmeaa BUN,Cr udu

NN9MTIANT5IFINAR( x-ray)

ANEULNINTA@Ue AN

extraarticular erosion with overhanging edges of cortex
- intraarticular erosion

- tophi (soft tissue deposition of urate crystals)

- absence of osteoporosis

- relative absence of joint space narrowing

- subperiosteal bone apposition

- intraosseous calcification

- predilection of first metatarsophalangeal joints
msilasnulsanig

1.N19Ag9ANIBIN AL NNz NInLFATARAG(screening for hyperuricemia)
2.n9tlesiunnginalsann s (prevent development of gout)
3.n9tleeriunafianazdasnaunIisu(prevent relapse, further attack)

4. nstlasnuniazunsndauannisanns(prevent complication from-gout)

gl dlun95nnTsALNIA(drug therapy in gout) >



1.antiinflammatory drug

enguiiasiunumlugaefifinissniauifintu W msiifesniau asiisy@nsnm
1T1n178AR1N198NLEL (UM LN hAY 581) ﬂ@1ﬂﬂﬁi@@ﬂqw‘§“§uﬁuLLrﬁim‘ﬂﬁmmmmﬁuj
1.1 colchicine *°
Fhenfiginannites Colchicum autumnale ﬂﬂﬂqmﬁrv‘]_lﬁ’{‘l leukocyte migration
and phagocytosis
pharmacology: onset of action 6-12 hr
peak effect: 24-48 hrs NAILALN dose Len
hepatic biotransformation
eliminate via renal(10-20%) and hepatic route
HatisTlunn9l (indication)
FNEN N TRE NLALLAEL LUNALANINAG
ilaaiunisniBurealsadesniaUReUNAWANNIG
1UNALN (dose):
in acute gout: oral 0.5-0.6 mg %N 1-2 FalianndnannisayhTwise
\NRHATN9ALNANEN (nausea or diarrhea) YFaTUIALINANEA (8 mg).
vV (Bal 1-2 mg 11°] a0 5 mg N 6 dnlaaan
IRaunngan 2-4 mg -
In prophylaxis of gout: oral 0.5-0.6 mg Juag 1-2 m%&
dasinu’d (contraindication)
nnalaresnlnaddiuihypersensitivity-to colchicine)
ﬂﬁqzlmﬁqqunﬂwéﬂqquLLﬁ‘q(severe renal impairment)
mfgxﬁuﬁ'}muunwjm@mm(severe hepatic impairment)
18A979239 (precaution):
in renal or hepatic impairment 21AFABINAIUIAATUNALIN
NATNaLAEI (adverse effects):
‘ﬁ"wuﬂ@ﬂ: nausea, vomitting, Gl cramp, diarrhea

Anulsites: neuropathy, myopathy, rash, bone marrow suppression,

hepatic damage, alopecia
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318919 nu97n1915 8N colchicine intravenous form M lEiANN9E
sruvluanaudnmanlé( cardiovascular collapse) '™ Aaislutlaqiiu ngli
enlugtuuuitlidluntanuazanuliiamialulsemelne

pegnancy risk: C

1.2 non steroidal antiiflammatory drug (NSAIDs)
[ % o dl 1 0 73 o [ Y o ¥ a
uensunisgniauilidamag ansnn dssiunisdniaulirendren 1dldTumanes)
T9m

flaqiiuanautiindra- lasen

1. conventional NSIADS i1 indomethacin, diclofenac, naproxenLﬂuﬁu LPIRAINNTD
A k3 v o 1 d&l o 1 1
wanldenlsvansfialungui foatngiu
1.1 indomethacin 34 100-200 mg/d taguiiliduay 3-4 A5 sannls 100
mg/d AUNTIANNTAZUIEATIN
1.2 ibuprofen §x 800 mg N 8 Falusluduusn siald1y 400 mg nn 6 Falug
1.3 naproxen 38 750 mg luasaisn s ldl 500 mg BID
1.4 piroxicam X 20 mg Fua 2 AT luduusn Aeluld 20-40 mg/d
1.5 sulindac (3% 300 mg A3euan salil1i 150 mg yn 12 dalug
1.6 diclofenac l¥au1m 150 mg/d uisliduas 3-4 1ian
% al i dald a U a i % 1 A 1 a
da1d820981 TUNANBAANNATINLALNADUTINNIN 11 F2AILLABIABNINLALDINIT
A 901 qI/ | a ] a 1 o v = d’l .
nazindewazinAd duiesels (Wuiesesy Ineaadnanssiidunannain systemic effects
o i// v 1 a a o ¥ a 1 o
A1nen AstiunIs e lugUunnsnge (nen1siu nennsae) Adkadamesui
2. selective COX-2 inhibitor |1 meloxicam, nimesulide ,celecoxib, rofecoxib &1
Tunguiliigmalunisgiuga COX2 N1nTu wasle COX-1 anad inlitkadnameanentoaaq
iiunasia Gl irritation nsAnE lusnszinuan lFualudiloanga RA, OA, postoperative pain,
1 dald a Aa % o Yy adA A 9 a v 1
dysmenorrhea  gnlunguuilsz@nsnnlunissnunisdniay danneiinadnanetasndng
NSIADS nquipne] a1gainisAnmnisldanlugian acute gouty arthritis 150 Au Taelden
etoricoxib 120 mg once daily WerLfil indomethacin 50 mg orally three times daily wu4n1lse
ANBNnaesen etoricoxib tWFA19aINYN indomethacin wiNnataAesdaandn

1.3 corticosteroid >'°
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! - v -
fuenneangmslunszuaunisdniaulivanass Ay wunisdudaeulas

o aa = v

phospholipase-A, Taidusaniunumdnany wavdaduaduadianesin

v v
=

[ :j/ ¥ v a & o o ax o A
1ng Aatiunigas kassasnansn lireuaay 1310 lulsANAIRNMA83 T AN

intraarticular steroid—- wixnglugiendadnian 1-2 4o, §uleenidesinnlungld

colchicine, NSIADS *°  aunmen? M triamcinolone acetonide or methylprednisolone 40 mg

for large joint, 20 mg for small joint or bursae azaangnanIel 12 daluamaslifen

Y o v

| o ad il v v, o .
systemic steroid-H7 4 luunensaidliansnsa ldenaulfduidedniaunanejdeuasd

Favnalunnslden NSIADS iludu fammssyTaAedienannyiaatenaifin rebound effect 14as
l?”]@aﬂ'@m@mmLmﬂﬁmﬁﬂmﬁmﬁu colchicine Al

19 Lﬁmmmiuﬂzﬁmﬁvﬁﬂuﬂm:ﬁﬁjﬂqaﬁmiﬁmL%@m@ﬁﬂﬁl,%@ﬂi:ﬂwmﬂ%u,m@ﬁﬂ
I¥glaefifllandusandaniioinnsugagidu DM Hypertension lusi

gunnendild prednisolone 20-30 mg/d LAaATUIAAITS 7-10 days W 1
triamcinolone acetonide 60 mg IM.

da¥1uld (contraindication): hypersensitivity to glucocorticoid preparation

daA299e39un9ld (precaution): diabetes, hypertension, immunosuppression,
osteoporosis, infection, peptic ulcer, cirrhosis.

RGN (adverse effects): cushingoid appearance, weight gain, skin fragility,
edema, brusing, diabetes, hypertension, atherosclerosis, cataracts, hypokalemia, insomnia,
mood swings, suppression hypothalamo-pituitary-adrenal axis.

pregnancy risk: C

1.4 ACTH (adenocorticotropic hormone)

TP 40280 USP Ghits T q 12 hrs as needed

gd 1 a A
HIUNLDLALAR TIATLNS

. 15
2.urate lowering agents

A
1

X . . P . o
enlunguiliiamlszasdineanszatinangialuaen taziilunisaniladei@aslunig
a | = 1 = [ a A | o a
Malsanng dnsAnsmudinisiszaunsagdaluaen =< 6 mg/dl azaastlesiuniaiia
T3pn6i e

2.1 uricosuric drugs



=)
=)

mﬁluﬂziu?:ﬂ@ﬂqwﬁmﬂLﬁ'umﬁum‘mq%mﬂmmﬁu (uricosuric) aangy
vialndqus (proximal tubule) ﬂﬂumjuﬁﬁmmﬁqiﬁm
2.1.1 probenecid
qwmenld: By 250 mg BID ludilansfisn RNy 500 mg
BID, ﬁ@ﬂjl,ﬁmuié’?zﬁu maintenance dose 1-3 g/d in divided dose
davinulunigld: hypersensitivity to probenecid, renal impairment,
nephrolithiasis
1aA29923: peptic ulcer, concurrent penicillin used
ATNGLALN (adverse effects) : ﬁwuﬁﬂﬂ: nausea, vomitting, headache
finulaitios: rash, itch, allergy, precipitate
gouty attck, leukopenia, aplastic anemia, urate nephropathy, nephrotic syndrome
2.1.2 sulfinpyrazone
gy mefilH: 100 mg BID ,maximum dose 800 mg/d
da1u N9 L: hypersentivity to sulfinpyrazone, renal failure, gouty
nephropathy, bone marrow depression, hyperuricemia of cancer
1813923 Méﬂm renal impairment, peptic ulcer disease
NATNaLAEN (adverse effects) : ‘ﬁIW‘LI‘Li@EI: nausea, vomitting, cramp
finulsiniae: rash, dizziness,anemia,
leukopenia, hepatitis, nephrotic syndrome
2.1.3 benzbromarone %
Huenfiansziunanginludenlds Tasanglunguifinsdunsagianilasag
18l (underexcretion of urate) ﬁﬁuﬁﬁﬂlmﬂﬂmﬁ@uﬁ’]\‘]a (‘creatinine clearance >= 30

ml/min)

WAL I 25-100 mg/d OD

2.2 xanthine oxidase inhibitors '
enlunquilaangnalnadudaenln xanthine oxidase ¥nlinsaF1anangs
L X . Ny e P
AaRad 1 lunguiiAe alloprurinol Hda1iadlun1sldAe
- filaeddnnnznisa¥iensagFANINIAU (overproducer)

- fhanifeulnatophus) w3aa (uric acid stone)
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v aa o ! . .
- @ﬂw‘wumﬁmmumﬂmuﬂmm (renal impairment)
- 1 lunnsilasiuniag acute uric acid nephropathy Tugiloanzisen lésuen

al o o
LANUTUA
dl b3 QI . o 2’/ U al % o .
AN (TN 100 mg daily mqmnuuﬂ@mmmﬂmmu maintenance
dose 200-300 mg/d a1aLfislfie 600mg/d
Tudihandninglpiienuunndas Aansanlfununaaiaiy

creatinine clearance
Farnnlungld: prior hypersensitivity to alloprurinol
1aA29923: elderly, patients on diuretic, renal impairment, concurrent
azathioprine or mercaptopurine used.

Pregnancy risk: C
ﬂ']%‘%’ﬂ‘l:}’]l,ﬂ?uulu‘iiﬂLmﬁ(complementary therapy in gout)

1.27919nulsALnIA (diet and gout)
awnsuTiaRnasanIgnGuaaalsamnas 1Aunannineengs 1w aandnei1ee
waaneses sadludns dndin usu nslinismuauesiidunaniaeiladansedu

TunaiialsansLe

o I .
2.M5 AN NLEY (ice therapy)

TansAnEnsldudanngoslunisinmn acute gouty arthritis Tugtlae 19 A
wdaidlu 2 ngw nauusn1ézusinoral prednisolone30 mg- taper to 0 over 6 days and
colchicine 0.6 mg/dayliazice therapy(local application) -ngxnaasliFuamdaUNgNWIN
wil k18 ice therapy

1 1 dl v o v [<3 1 % 3 2 1 1 dl M Yo
wuIngulanIein IRt ANl faussazaanNiaLilanlFRanndn ngunlaley

° o aa 24

nMesnEAReANuad N iE a1 AuneaiA(significance,p=0.021)

3.M9EAR( surgery)
Tunneadiin aznuldtiasdngilasunssaifaulniatophus) auialun,auauuin
173 o % 1 dsj v 16) & Y < v Yo %
nsldenamsainWitenwmalyuldusldnaiuu filhevanemeifesnisliiidnesn

ArdN17ON N teviaa b

19



va =2 L dl Yo 1 o Y v 9 |d9’ 1 o
LLm\lﬂ’]?ﬁ*iﬂ‘i&f’]t};]ﬂ’)?;l 45 a‘wwimuma‘mmmﬂ@u tophus 88N ma%mﬂumsmmm
Ag sepsis control in infected or ulcerated tophi 51%,mechanical problem 27%,pain

control 4% WUIMAWRNER 47% Hilaeliinzunandauainnistndauaziaaaanialy

¥
oAl

wan 1 dladl, 53%HUaainzuaauedn (delayed wound healing) wazTugilasngud

67% ¥ infected or ulcerated tophi fiauNMINIFR AsuagLlFdnisisafew tophus &

¥
dmsniaincomplicationgd tnaannzdninisfamenaunsingn

CELECOXIB (CELEBREX®)

o

Soufluenlunga selective COX-2 inhibitor Tiilquatifa COX-2 wilandn COX-1
gune Tl N3 (therapeutic dose) Téun1ssusasing FDA m@mﬁgmﬁmﬁqﬁ 2

111998 for treatment RA , OA

111999 for reduction in number of adenomatous colorectal polyps in familial
adenomatous polyposis

12001 for acute pain and dysmonorrhea

fariuaiiuinentifuen s el seaiinnangssynng

anslasaaing

ﬁ%@mqmﬁﬁ@ 4-[5-(4-methyphenyl)-3-(trifluoromethy)-1H-pyrazol-1-yl]

benzenesulfonamide

AnaNTAN1uNgINaA18ns(pharmacodynamic)

20
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celecoxib #11130AELIY COX-2 4NN91 COX-1 119 375 N ( IC,, ratio of COX-

o

2/COX-1 = 0.0026) mmmmﬂqwﬁmmmﬁ%’ £t

v
o o

1. fudaeulbsd cyclo-oxygenase enzyme 2 41NN11 cyclo-oxygenase enzyme 1
fiadun1dlunneinm (100-400 mg)

2. NANNTAILATIZUNTDAN LN AUAL( PGE,)

3. ﬁla?z ”umnﬂdwmmﬁiﬂumﬁﬂmqmm‘fzﬁmmm@mmmsﬁu( TxB, )

4. [EsuNIIENLELLATanLlan (antinflammatory and analgesic effects) i

)

o

gmsannIsdniaLkazantanlAaLiangain (conventional NSAIDs)
5. qw%frfi@mﬂﬁmm@ (ulcerogenic effects )~ ﬁmﬁﬁﬂmﬁzﬁqﬁmﬁﬁm%q il
. endoscopic studies :miﬁﬂwﬂuéﬂfm rheumatoid arthritis 529 A Al 12
&uanif Taelden celecoxib 100, 200, 400 mg twice daily; naproxen 500 mg twice daily:
placebo w131 incidence of ulcer at 12 weeks Tu naproxen=26%, celecoxib= 4-6% |,
placebo=4% (statistical significance)
. the CLASS study : Anmgitlos OA(73%), RA(27%) 7968 mulnalden
ibuprofen 800 mg TID; diclofenac 75 mg BID; celecoxib 400 mg BID WANWLAN
rate of ulcer complications per100 patient-years = 0.7%for celecoxib and
1.0% for non-selective NSAIDs (p=0.45)
rate per 100 patient-years of combined ulcer complication and symptomatic
ulcers in celecoxib = 1.9%, in ibuprofen= 2.8% (p= 0.04).
6. NARBLNAMLABA ( platelet function)
Hnnsdnewudnliencelecoxib 600 mg twice daily l{fnasa collagen- and
arachidonate-induced platelet aggregation or bleeding time eLumal‘izr?_T
7. wasewifinedln 2
L’fimmﬂlumq:ﬂﬂﬁ%ﬁumm@%ﬁmuqmﬁﬁmmimLwﬂuquﬁ
compromised renal function flaprostaglandins ALHLNUMNIN ‘ﬁlﬁﬁ Vﬂﬁ@
7.1 PGE, have role in decrease sodium reabsorption
7.2 prostacycline  have role in increase potassium excretion and renal

v v
hemodynamics A4t N9l celecoxib Tugtlaanguil aseaazyinlimiin

NATIANHNNIAD 123( sodium retention), 961 potassium QQT@EL@W’]&;;T‘}JQH



pRpN A gy Ao ' o A a X =
V]Nﬁtyﬂqmqﬁimﬂﬁﬂiﬂjﬂqw:”N@m‘ﬂ1[§], ﬂ"J']N@uI@MmLWNQQTu, VLW'J']HL"&HU

%

Wa(acute renal failure) LumAU

A it

X

[ %

= =2 dlo o
HANTANBINATIATY AU

celecoxib and GFR: Wu31 1aq ke celecoxib 200, 400 mg AzHiN1TaAA

29977 GFR 1antiasiilszanns 1-2 49T 1A 2 d9luepn GFR azizunaig
I a v o =< ' . = ' \ =

ATLAN QW’]ﬂ’]?ﬁﬂH’mﬁ;ﬂm celecoxib AzdNAR® renal function LWNBAU
conventional NSAIDs celecoxib and urine sodium excretion: HN13

ANHNUINTEAUAAY urine sodium W 1szannd 1 4 anad 30 % in

celecoxib group: 38 % in naproxen group (p=<0.001) *AIAIN2 FUAAY

v
o a o

NALGAANT

1WiHau conventional NSAIDs

ARIANLTANNGTAar1aRS( pharmacokinetic) *
oral bioavailability 75 %
volume of distribution 5.7 L /kg

mean maximal plasma celecoxib concentration (C

max)

peak time( T max) 2.8 hours , steady state plasma level within 5 days

bound to plasma protein 97 %

metabolized via cytochrome P450 at liver forming inactive metabolite (alcohol,

carboxyllic acid, glucuronide conjugate) then excrete via renal 27%, feces 58%

mean effective half-life 11.2 hours
1nae N M l1n195nE (therapeutic efficacy and dosage administration)
OA THaum 200 mg/d uusliduas 1-2 A3

RA T¥11a 100-200 mg BID

AAUUIAEINAT 50 % IuéﬂQBﬁﬁnﬁiﬁﬁqﬁum@qﬁumws’mﬂmﬂmq (moderate

hepatic impairment)

3.2 Ngu #3114 celecoxib Q¥iNAFA urine sodium excretion

= 705 microgram/L

22



dasinnlun1s 4 (contraindication)
sl,um'az[;léﬂmﬁ?ﬁ(pregnancy), Iﬁuuqm (lactation)
HilszARuAngu NSAIDs, sulfa drug group
ALLNNTAY (severe hepatic impairment)
iAnangtiaandn 18 1

lsAviaLiin

% a
HATNLALI
1naviag Naads pawld
= =
IAeIURA T
UnpRsey
d ou vl
N9 Pane l4udn
4
LN
la
Uau lUnaL

A
AR

stuviuen

WALITA (1 WAL = 200 HAANIN)
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uny 3
aa o _
EALRUNG

a o dal | =2 ¥ v o a o rd‘ v o o ai
ﬂ’ﬁ"]@ﬂul,ﬂuﬂ'ﬁ‘ﬁﬂ‘iﬂ’]aﬂﬁﬂiﬁ‘ﬂmﬂ@ﬂLZQUL@EIUW@M@’W]T?@Lﬂ'][)*W]L‘]J’]N'Wﬁ“LIﬂ’]Tﬁ‘ﬂ‘]:VW]

Tssnenunaqrinasnsnllugoatin.a. 2544-2545 luszazinan 11

51uu1N15398 (Research design)

Open-labelled , experimental study LHasainilunasAnunilsyansninaasenliuny

taenguinan Tinguulamiey

sz1iia2fn19998 (Research methodology)

1gea1ng
dszanaiiiuung (target population) Aefalsadasniaui@aunauannnig
Uszansdianting (sample population) Aagilelsadadniaui@aunauaninismuniu
o dl o‘anl/ L7 v
nisfnwnlsaneunaginasnsalviagiaeue nuazeilaely
o A o 1 o . . a . .
NN9ARLABNFNERENT LUy nonprobability sampling 11/ purposive sampling nel

NANTUNRNN criteria TUANST LN ANEA

pnuaNTRresdlaa i 11A"EA48 inclusion criteria)
- ghlheBugendnFunisAnm
- acute gouty arthritis IngRfiagaannde 1 vivade 2
1..M992WU urate crystal intracellular confirmed by negative birefringence on
polarize light microscopy
2 Afladtanninauraes Wallace Ineidl 6 4ol 12 dadail
2.1 maximum inflammation 1 day
2.2 more than one attack

2.3 monoarticular arthritis

2.4 redness



2.5 first MTP pain or swelling

2.6 unilateral first MTP

2.7 unilateral tarsal

2.8 suspected tophus

2.9 hyperuricemia

2.10 asymmetric swelling

2.11 subcortical cysts, no erosion

2.12 negative organisms on culture

AruaNTRravgiloa kil 1un13948 (exclusion criteria)

vy e -

- Huoensensen
v dl b % [~ o A

- el unasudeAnIe9iaen
= aa v 1 % [ % z:ll 1 1 = & A o

- HilsgdRuieangudnunisaniaun i ldamaseas wauiia, nevinauaadlaun
W784(Creatinine >=2mg/dl)

- HilaedniaineuaesduLnwsed(serum  SGOT,SGPT>=3 folds or total
bilirubin>=3 mg/dl)

- frhanfidseiRidulsnunalunszinazamsludos 1 weunewdiunisfnm
salnnzunsndarainisaunalunszinizeimis
= Y o a d’ 1 2 N .. . ™

- AlsadedniaudinausINmaY (coexist other arthritis eg rheumatoid arthritis,
other crystal induced arthritis,septic arthritis,traumatic arthritis)

- HulsgdRuienngudani (sulfa hypersensitivity)

NN9ARLARNFNREIN

v ! i
AnwglaennaenamATguazAcNangyuinngy 18 Undeenilulsada

3

1 1
= o o a

snigusunauannEnd ISR uInusn e NN funsin e lsane 1Lnaq i

asnsaiiafuasuanuazgiasly

2u1ALlse1ng (sample size)

P A o v
n ABAUNALITZINNTN ﬂqu"‘lmvl,@

z ARAN z NILAUANNARIALAARUTLAN 1 TAsIn LA 0C=0.05
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v Z5.=1.96
o fa AAauTsRsetaz 35 1ecdtlaeaznauawasianisnEdate celecoxib™
fuuaAn difference (d) RN 209%™
n=zzocpq/d2 MR 0C=0.05 Zc=1.96
p=0.35 g=1-p =0.65
d=0.2
n=(1.96"0.35%0.65) /(0.2)°=21.84~22 AU

FatiauuL sz NN Aae I N1 3AN I TR 22 AL

NANLNBILLAZNNTI A

NN9IANA scale

1. Uge@ANBNINUBIEN celecoxib

- patient global assessment 1-5
- physician global assessment 1-5
- painful joint 0-3
- tender joint 0-3
- swollen joint yes/no

[ [ % [~ o Y dld dz . . .
n17inazdaLduaNuIREeNi|IN1TAAY (propertion of patients improved),
ANL@AE (mean) 18419ANNAIN1IU8IEEY (total resolution)
ANUUA improvement Af AN scale decresed at least 2 grade from baseline or from grade
1t00
total resolution M@ all scale to minimized scale
worsening Af A1 scale increased at least 2 grade from baseline or from grade
2t03
% = . o [ o v dl a ¥ = ]
2. NATNLALINTANEN celecoxib Qﬂ“ﬂﬂﬂﬂ’]Lﬂu@’Tw}uQﬂfJHV}Lﬂ@N@“ll’]\‘]LﬂEl\‘isLuLLﬁ]

azsinu AwnuiluAefidusaesdthaifnuadranas (%)

ey 28
89 MANTN
celecoxib (CELEBREX")

2 capsules (1 capsule=200 mg) oral loading then 1 capsule oral BID for 5 days



27

n1s59UsINTaya (Data collection)

o a o

] A s ° v rdl ¥ dl % a
nIe EI“II@WJ’]N?QQJN@“’V]TWLLW‘VIE‘]J?Z’Q’WU’WH@’]EI‘?FW@lﬂﬁ“VI@LL@Qﬂ’JﬂVIM@\‘]@ﬂL"rlu,

AN

aa v v v dl Var dl ¥ 14 1Y o
padagilasuen unungiaelu uasibenlaunisdeneuiununisade  Tnaudaundvonig

348 udadRdtararsunmantiinisfudnAnmuazarliauuginnafunsAnEuiglae

v
[ =

dusaunisAne olulsaliuniiey

a o

nafiudaya  gianisidsazflugiiudeya dnilszdm, neaianisuazasmaiiladenes

L2 = '8 =3 ¥ CE & =3 ¥ L
dilaenes Tnsduuunesfuniaiudeyaresunngdiaziuunasiiiudeyaresdilon  (glunna

NUIN)
28ALUUNNFIAE

:J/ dl L v (% = o dl o/ I a &
AUAAUN 1 Qﬂ‘)ﬂtﬁ‘ﬂﬁl@‘ﬂﬂL’m_lL@HUW@HVN?’WHVI@\‘]@HQ’V&”ILWZ}@’WLﬂﬂ"ﬂ’]ﬂi?ﬂm’]lﬂ

aglgsu

nNN9dnLeean
- N19AIIRTNNNE
- AnsmIvanIeiestiiRnie
- msansdeRgnay (@1@azls) meaan
cell count,differential count
gram stain
light microscopy and polarize light microscopy
+/- culture for bacteria
Fupawd 2 tgiasansnsadnFunisdns e azlsn Celecoxib (CELEBREX” )

2 capsules BID.peroral -then 1 capsule BID per oral for 5 days

(39

=2

wpauh 3 filveazlifunistssdiu Aenunanisinmduni,2,3,5,7 Tnaginniside

(34

wneauh 4 fihoazlafuuuune fusaafainisbiau, natnainistaamia il

=2

QY

a v = o v o X L@ A L ax o \
URNAUN 5 D108 5 ’JuLmem:TmMﬂ:ﬂLﬂM‘VIHWWﬂI@ (tender joint ATUUAE NI 2

=2

wri) Aazngneudailaauilu standard treatment sndcondition 2eagilaeniusne

giladeanniunisfianiunisineetinies 3 afsauliasazindeyaundimsei
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N159LATIZUTaYA (Data analysis)

= d” [~ =3 =K ¥ v
nsAnERlunsAnELLL cohort study Ansnlidnentia
N1SIANA scale

1.1U92ANBNINUAIEN celecoxib

- patient global assessment 1-5
- physician global assessment 1-5
- painful joint 0-3
- tender joint 0-3
- swollen joint yes/no

mﬁm%@Lﬂuﬁﬁmwgﬂmﬁﬁmm@ﬁﬁu (proportion of patients improved), A1
m?ilﬂ (mean) mﬂmmﬁmqumﬁm (total resolution)
AUUA improvement Af AN scale decresed at least 2 grade from baseline or from
grade 2 to 1
total resolution M@ all scale to minimized scale

Y o oz @ o vy o a y o '
2 NRUWLALNARANEIN celecoxib Q@@@ﬂu’]Lﬂu@ﬁuunﬂQﬂ%LﬂﬂNmJNLmlﬂuLmez

snu AurnuluA e fifusaasiiaeiiinuadames (%)
ADAN LT lUNITILATIENTRYA

gaususaulsniiniFann (quantitative data)

4adml Aveas(mean)
independent sample t test

dufusiausilnnniniw (qualiitative data)

I

lranmlu Faeas(%)
Chi-square test
TaannuaA AN ATYNINaTiA(p) Winfu 0.05

nsUIEURTaNS

A1979 UWHUDHLYN NI9NAN
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ley119n19a3818558 (Ethical considerations)

= X A o Lo = ) o= o
Lu@\‘]@’]ﬂﬂ’]uLHUE’]V}ﬂ@um’]\?iuw UNI1TANIDANNININ @quiﬁquﬂﬂiﬂqiuaﬂQﬂ
osteoarthritis, rheumatoid arthritis, postoperative pain filifin1sAnE lugthalsanis wiain
= ¥ , ¥ A =2 a4 = o o = | =
ﬂqﬁ'ﬁﬂ‘]ﬂ'qﬂ]’]\‘]muig\lwum@mq\‘]Lﬂﬂ\TV]'J:uLLT\‘] @Qﬂm']’ﬂ«nﬂzﬂﬂ']']llﬂ@ﬂﬂﬂﬁliuﬁ‘:muuu\‘] ﬂﬁlq\ﬂﬁ‘ﬂ

1 o = Y a =X 3 = dl a é’ Y Yo o 2 a
m’1Nﬂmmﬂmﬁ‘ﬂﬂ‘iﬂ’ﬂm@ﬁu%lmmLL@ZN@“H’NLﬂm‘ﬂ@’]@Lﬂﬂ‘ﬂiﬂﬂﬁjﬂ%ﬁ‘ﬂ%?ﬂﬂﬂ%ﬂ LASHNNNT
= dd‘ a ai 1 R & a =§/ ' o =2 = g a 4
Lm@ﬂﬂiuﬂ?mwLﬂmN@VIiNWQﬂ?Z@QﬂLﬂ@?}u ﬂ@quﬂq?ﬂﬂﬂqqzﬂLLUUW@TNLL@@QﬁQﬁMﬂuﬂ@NIV

filnsasme waziinisindngnisiiansnunaeeanizngannIzNasunasesssn lunsade

MSUTUISNUIRRLAEAITINISUNURIY (Administration and Time schedule)

N15ALRUIU 2544 2545 2546

Ly 718[9(10[11]121 11 2|3|4|5[{6(7(8|9|10/11|1211]| 2| 3| 4

1.AFTUNNTANHIY AW b

2'1’5”%@&@ R T L T (R I W W
3.3umndaya NI N I D N I

4. FP31xidnya R T I I O
5.a71luaziTEuseaNu il o] x| #|

6.LAUBANANU

ugzante (Budget)

1.MNIAYAAIND | ANPBLUNULYAAING 5,000 LM
2. yu9mA daes : AAuNIeELae 10,000 U
3. UNIRAIER ANEIN 30,000 19
ALANANT 5,000 U
ﬂ'qu@?ju«] 10,000 LW
4. dnmdn 10.000 U

v
%

FAINNIAU 70,000 1N




uny 4
=
NANISANEN

angilasnunlsanenuaginasnanisnaainistandeuazliiunisanadandn
ulsadadnAUIRLUNAUAINNIFARINAY 22 AWAMNAUINUTINIIAARRNITNSUNTANSET LAY
N 9:/ ya v o =} EV o a o
giloevi 22 9e IdBusenayny aliianisine dilaaynseuniunisfiaaunisineasuAN
mnousiAnmua 139 nae

L Var k2 dl o a o v a
EﬂJﬂQﬂVJﬂiqﬂiﬂiUﬂqﬁ‘ﬁlﬁ"M QN URNDNLAL ﬂi:mummiiﬂmimmﬂmq EILAN

Vlabald

NANISANEN azuilisaanttly 4 nay tawn
dl 1% dgj Y % o = o L
AALN 1 Tayaiuginvesdealsadedniaui@eunduaininis uanslu
- AN9NN 3, 4,5, 6
AU 2 doyananisinEuazanenizaadgilasnguineuaueuaz g linaw
A1U9FABN1T e Celecoxib Lamdli
- AN 7,8, 9,10, 11, 12, 13
- uRunHuiei 1,2, 3, 4
- UHLEINANT 1
all a 'S al %3 U 1 nall 1 dl ]
AALN 3 N3l ETaLaUANHzIadR e NgNTIRa LA IUALNgNT [RaL
Aua9san17 e Celecoxib hamdlis
A
- _P139N14, 15
- URURWN 5, 6,7
poun 4 dayaineaiunadtumnsainnislia) Celecoxib uandlu

- A1eh 16



¥
= ¥

A15197 3 dayanuguresdiaalsadadniau@aunduaininis (n=22 aw)

49 a

31

ALaAE 494 (Range) douiiisaiuu
(mean) W1R531U (SD)
ang (1) 60.6 41-84 12.2
srazaiiiiulsa (@) 4.4 0-20 5.5
f1uauAsINIsB LR aan L&Y 4.0 0-20 4.3
(pSasiall)
auuna(’C) 36.9 36-38.5 5.1
Fwas (ASasaund) 80.2 70-100 7.3
ansnsvnela (Asesaunl) 19.7 16-22 1.2
ANNAUlARARILU(NaALNASLTaN) | 1336 100-170 18.9
ANNAUlaRnsIag(NaaLNASisan) | 84.0 60-110 11.8
szazanSunaulaea (dalae) | 56.3 12-168 35.3
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A15199 4 daganisiesjriRinisiugauresisalsadednianiaeunduaininis(n=22aw)

ALaAs (mean) 494 (range) dqmﬁmmummgm

(SD)

Hematocrit(%) 37.9 16-49 8.0

White blood cell(per | 9850 5050-19100 3834.4

mm3)

Polymorphonuclear | 68.4 41-88 12.6

cell(%)

Platelet(per mms) 299590.9 158000-480000 87288.0

BUN 20.1 10-43 8.6

Serum 1.3 0.9-1.9 0.5

Creatinine(mg/dl)

Serum uric 8.6 3.4-12.0 2.2

acid(mg/dl)

Jt fluid white blood | 20848 5000-87000 17801

cell count(per mms)

Jt fluid pmn(%) 76.7 60-100 8.8

¥
=

A5 5 103 ANUTIUTDIH

49

¥

a

1981 TsAd A NLALIRLUNAUANNNIA(N=22 A1)

MUIU(%)/ANUIU(%)

LML,

VWA (T8 /URN)

18(81.8%)/4(18.2%)

Tspdszanma (§ /1aR)

16(72.7%)/6(27.3%)

DM(2),HT(8),thallassemia(1),neuri
lemmoma(1),pancytopenia(1),gra
ve&DM&IHD(1),

DM&IHD(1),HT&C-spondylosis(1)

dszinlepda (N /1:N)

19(86.4%)/3(13.6%)

Gout(11),Hx intermittent

arthritis(9)

4

gnsnulsanie (3 /1dR)

14(63.6%)/8(36.4%)

naulnwa (H/1ud)

7(31.8%)/15(68.2%)




A5 6 Auniarasdeninisdnianluaislizesdilae lsadedniaui@aunauaininigg

° Y a o =~
AUUAIUABNANLAU(%) FIEIAZLAEA

v & o

AARIRILNLN( MTP)

9(23.7%)

aaLn1(Ankle jt)

17(44.7%)

iaLain(Knee jt) 8(21.1%)

iada(Wrist jt) 1(2.6%)

aadan(Elbow jt) 2(5.3%)

21 )(Others) 1(2.6%) 2" MCP jt of left hand
393(Total) 38(100)

A1919N 7 Han17inn luduaanisantausiuilaninanislien CELECOXIB

uan 5 Auludihalsndedniamaeunauainine(n=22 aw)

ULl ENna AU

(response rate, %)

21N15AUU(Improved)

16(72.7%)

AIN1suadUN(Total resolution) 5(31.2%)

2115 buRUU(Not improved)

6(27.3%)
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WAUDHUNSN 4 [anIsRauauesludIu tender joint sian1slien CELECOXIB

1 dé’ dé’
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WHUNNINNANT

fein CELECOXIB

%

4o o V
wndendniaumndal

ANUNITANBINITLA

1 uan195nlu
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A 10 dnwouzaeadihelunguiineuauassianislien CELECOXIB(n=16A1)

ALafs(mean) q949(Range) douiiisauu
W1R5319( SD)

ag (1) 63.2 41-84 12.3
srazaiiiiulsa (@) 3.6 0-19 4.8
fuauAsINsiGY 4.2 0-20 4.8
(A5a)/l)
szaziaamaunaulaen | 59 12-168 37.3
(@aTwa)
Serum Creatinine(mg/dl) 1.4 0.9-1.9 0.6
Serum uric acid(mg/dl) 8.5 3.4-12 2.3
Jt fluid white blood cell 21541 5000-87000 20095
count(per mm’°)
Jt fluid pmn(%) /7 4l 60-100 10.0

A9197 11 ﬁﬂwmmmsliﬂwﬁluﬂ@juﬁmmumm’@mﬂﬁm CELECOXIB (sin)

UIU(%)

=
TeazLatm

Tspdszanma (§ /1aR)

14(87.5%)/2(12.5%)

dszinlenda (H/ 18N)

14(87.5%)/2(12.5%)

=

nsinaulnia (8 /1aR)

3(18:8%)/13(81.3%)

=

gnsnulsana (3 /1aR)

11(68.7%)/5(31.3%)




AN 12 dnmnzvesilelunguinlineuaunsdanislifen CELECOXIB(n=6 Av)

ALaas(mean) 4949(Range) dmtf‘immummﬁm

(SD)

ang (1) 53.8 41-74 12.7

sraziaamaiilulsa @) |65 0-20 7.0

uIuAsaImsity | 35 0-10 3.3

(A5l )

srazaamsisunaula | 493 12-96 31.4

& (d2luq)

Serum Creatinine(mg/dl) 1.1 1.1-1.2 4.082E-02

Serum uric acid(mg/dl) 8.7 5.8-11.4 2.3

Jt fluid white blood cell 19000 12000-40000 | 10672

count(per mm’°)

Jt fluid pmn(%) 75.8 70-80 4.9

A9197 13 ﬁﬂwmmméﬂfmlumg'umu'mamumﬁiﬂmﬂﬁm CELECOXIB (sia)

ANUIU(%)

=
TeazLaem

Tspdszanma (§ /1aR)

2(33.3%)/4(66.7%)

dszinlenda (N /1:N)

5(83.3%)/1(16.6%)

nsinaulnia (N /16R)

4(66.7%)/2(33.3%)

gnsnulsang (3 /1aR)

3(50%)/3(50%)

40



A5 14 WFaumeudneuzredthanguiinauauauazngui lneuauassianis lien

CELECOXIB
ansAa ans bty Sig
AUIU(%) AIUIU(%)
WWA  Ting 13(81.3%) 5(83.3%) 0.910
T 3(18.8%) 1(16.6%)
Tsadszanma
Lai 2(12:5%) 4(66.7%) 0.103
i 14(87.5%) 2(33.3%)
lszaRlsnaa
Lai 2(12.5%) 1(16.6%) 0.140
i 14(87.5%) 5(83.3%)
gsnlaALnIa
Laidl 5(31.3%) 3(50%) 0.360
i 11(68.7%) 3(50%)
nsinaulnng
Lai 13(81.3%) 2(33.3%) 0.054
N

3(18.8%)

4(66.7%)




A5 15 Waumeudneuzredhanguiinauauauazngui lneuauassanis lien

CELECOXIB (sin)

2IMSAT amslaifau HRIATYN
Anaag/dowdes | Anadwdiwdawuy | 495(Sig)
LUUNIATFIY NIMTFIU
a1y (1) 63.2/12.3 53.8/12.7 0.129
igﬂﬂﬁﬂ'\ﬂ'\‘iLﬂUTiﬂ 3.6/4.8 6.5/7.0 0.286
)
fruaupsan1sidy | 4048 3.5/3.3 0.731
)
FTULLIANLGUNDUY | 59/37.3 49.3/31.4 0.580
Lo (dalaq)
Fuaudansinig 1.4/0.8 2.5/2.0 0.102
Anguasall
Serum 1.4/0.6 1.1/4.082E-02 0.237
Creatinine(mg/dl)
Serum uric 8.5/2.3 8.7/2.3 0.882
acid(mg/dl)
Jt fluid cell count(per | 21541/20095 19000/10672 0.774
mm3)
Jt fluid pmn(%) 77.1/10.0 75.8/4.9 0.768
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WHUDRWYINN 6 L Feumaunisilsatszasialuiianneuauesuazlinauauassianisinem

fneien CELECOXIB
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WRUDRWYINN 7 WsumauszaznanisinEuresdednauneuldiunisinmdaeen
CELECOXIB

60

50

\ \\L\I

40

%

B o nslipau

Percent

]

- 2INN9ATL
12 200 24 48 72 . 9 ' X

svsizinaRdadnauniEunaRlaen

A5 16 Hadadzsainniglien CELECOXIB lutilaelsndadniaui@aunwauanninis
(n=22 AW)

NUIU(%) PR HGET

NAT9LAL 2(9.0%) lamias(Abdominal pain)

1918l

479181(somnolence)1 91¢




uni 5

andsrauan1sAnsn
a 1Y X o Y o = o I's =
naun 1 deyaiugiuretialsateenaLRUUNaUANINING (13799 3, 4, 5,6)

= o v o = o P o A
7N N@ﬂqﬁ‘ﬂﬂﬁq%ﬂgﬂi?ﬂsﬂ@@ﬂL@UL@HUW@uqqﬂLﬂq FNNITLUNITTINEIN

[ %

v Y v !
Tssnenunaqiasnsniisgileauanuaziieelu wudn #auiurisdu 22 au darusudendniay

Vanug 38 18 angladnvasiiaaetn 60.6 1 Inadaasaus 41 T e 84 T Gainifinluggeeny

'
a A

%
viseansnagluditunalszanifion lunisAnmni iWiweatdne 18 AU (81.8%) WAL 4 AL

o

b

<

(18.2%) TefiazmsanusssndfaeslsandnnuluwaAgannndwAnds szazinatafede
T3pnslszanns 4.4 T (d99s9us 0-20 1) Hn1sABULestasnauannlspnFeasd 4.0 AF
Fall

annnsAnealusnilszmalnawallace” sousandilatiprimary gout 178 AuWL
FndarnwATnasanAINAL 86.4 %pia 13.6%MNAAL angadnteddilaeviniy 56.2 T
= o o JRORY = > X
FalndAeaiunan ldannnsAnE ATl

Tunnsdneil Teanwusandugiaslsanis wud Filaelunisdeilsalsyan
font) 16 AW Aaly 72.7 %islsannuiias Ae ANALIATRg (Hypertension) sasnfa 19m
w1 (DM) lunnsAnmaaantsensaunaqiaasnsal -~ wudaEithalsanisilsailszansoag)

72% aqlaaninuiion A ANNAUIATAgY (Hypertension) 38911A® TsalA(chronic renal failure)

'
&

defiiulsannudifangnunauluggeeny  uasfifuiladadassadnnialugilosmani

%

Aol

IuﬁmimwNiﬂﬁwﬂuéﬂwﬁ@uﬂmﬁm%’@ﬁﬂLamqmmmﬁluﬂ%ﬁﬁ Wudn gilae
Fsunsatasednidulsainasfuanen 11 au fiaefiduszifuoade dasmaudu q we 7 9
AL ARTINLTL 19 AL (86.4%) Tummzﬁéﬂfmié’%ﬂmﬁ*ﬂmLL@zﬂmﬁuTmLmﬁ 14-A1 (63.6%)

'
a K = A

nangiaeitssdRtaadedupnaiaaanzlunguiiliegeeny  lsanAntannfigaaalsaly

q

D

¥
' oA

dl a = o Y a Y o = o dl & G dl
ﬂ@“N‘V]Lﬂ@@Wﬂm@ﬂ%ﬁiﬂmﬂtﬁ‘ﬂ‘ﬂﬂ@ﬂL@UL@EUW@H%QI?@Lﬂ’]lﬂLﬂuI?ﬁWWUNWﬂW@ﬂiuﬂ@Nu S

q

|
o

Zunmldanfialdiunisinmludadoun uinindemauiuniaidulse wansdndiaadaang

A o

AR lalunisguainmn nisflesiu waznsUimsanmanzas
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nsngaasaneugiloalunisias wudnnaeidnsnzassdadnay daa uan uas

'
Y o =

Faunnang menanvuiiauinia (Tophus) 7 AU (31.8%). dedniauinuiiesgn A 4o (Ankle

joint) LAWY 17 18 AR 44.7% se9a9u1Ae datiaviudvin (first MTP joint) wu 9 4a

(23.7%) AuGqadaitn 8 4a (21.1%) Hdafinulddessin 1 48 Ae dalaufiadadei 2 (2 ™ MCP

joint of left hand) uazfilessetfidfumenduniuig  uasiideulniadas  (Chronic

tophaceous gout)lwsinstlszina ° filaelsmnsnuifieulniaso.2% wazludienidednian

1
¥

Tuasausn dannuliasiganefirst metatarsal joint §93a931A8 ankle joint @aunstindadniay
wanerisluaulne wulnsdnauaesdeinlatasigasesasinasdelauiudivindauay

¥ A o o K o = =
AANAATNNANAL DIATINLNTAN LI

1 v
A o

FLEIZIIANN NN B LAY luAT

tneulden Celecoxib A@AnaLn 56.36
F0Tug d9Faue 12 — 168 dalus

N13ATIANNTBNLALRNIWLG lududyanos@n (Vital sign) ANlRALTe
fruunH (Temperature) 86.9 °C, @was (Pulse) 80 ASUNT dnsmnela 19 ASunTl, A
suladin 133.6/84.0 mmHg

ﬂ'ﬂLfaﬁlﬂ Hematocrit  37.9 %, white blood cell count 9,850/mm’ platelet
299,590 / mm’

ANNN99191289 M BUN 20.1, Creatinine 1.3 mg/d|

AszALitEAlwABA 8.6 mg/dl ANFIWE 3.4 — 12 mg/dl

v
%

v dl o dl 3 1 =3
nslanzdendniauivatinlilngma wudn NNaewuRaNyLse (Urate Crystals) 9
Tustaduazuaniaad (Intracellular and extracellular crystals) NsngaanLNang s luaadidn
A | o/ 1 v o/ :J/ d’l [~ & 9; v U ) 6 al
wannmiiludauendndesniauaisiifuainisamis  nisamannladeludilaalsanisdaznud
AnenuzaasnianiaLd lun1 AN AN A Asresnaana i lada 20,848 /mm’

AaAE Polymorphonuclear cell 76.7% (429 60-100 %) Bawdn laiusin ladaninnsenias

(inflammatory joint fluid)
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v o ¥

naun 2 m@uﬂ@@ﬂwmmmgﬂwmjuﬁmmumLmzﬂzjuﬁ”l,simmumrﬁiﬂmﬂﬁm Celecoxib
(ma‘wﬁl 7,8,9,10,11,12,13)

anaeT 7 nannsinenluiuanniesnisudiuilaaudslfien Celecoxib 1l
981 5 U UAIAAININMUTINITABLAUDY WLTT éﬂ%ﬂﬁG]@U@uﬂxwiﬂﬂ’]ﬁ‘%‘/mzﬂﬁ%\igu 16 AU
(72.7%) "Lu@"’]muﬁﬁfag 5 Auiimnagin Anl 31.2% m@qéﬂfmﬁwm (22p4) ijﬂqmmﬂmu

=

AUBNH 6 AU (27.3%) WogAnEurIasiienguNRaLaueY (A199990 9, 10) waznguilinay
AUDI (13297 11, 12) wugn lunguinauanesdiangads 63.2 1 szaznanadsidulsamnisg
3.6 T H3NUUATI189N1INNBURAST] 4.25 AT TveIzna@AtTaIN I NLaLTasTaluAsatinawle
o o o = o = o @ o !

unn9dne 59 dalug dlsatlszansia 14 aw (87.5%) Nulsedmidulsadannneu 14 Al (87.5%)
a v Yo o & 1 1 dl .
Hfaulnila 3 Aw (18.8%) leauni3inelsAnIsiNanat 11 AW (68.7%) A@Asl Serum Uric
acid 8.5 mg/dl Serum Creatinine 1.4 mg/dl ANeAzreTadmARan119lutnlade
21,541/mm3 polymorphonuclear cell 77.1%

Tunguinldmeuaues Nengeds 53.8 U szuznaedsidlulsainis 6.5 T &
AUIUATRINITNEUAaLl 3.5 AN TreivlnafleAtIadInIeniduaasdaluafeinanlfsunig
SN 49.3 dqlue Nlzalszansin 2 AU (33.3%) Hilsedniilulsadaninat 5 AL (83.3%) NAau
nila 4 Aw (66.7%) 85Un1s5nmTaatnafiuanen 3 AU (50 %) Aweae Serum Uric Acid 8.7
mg/dl Serum Creatinine 1.1 mg/di Awagveamagsiinaenz1alusinlada  19,000/mm °
,polymorphonuclear cell 75.8%

TunnsAneiiauaudilhenneuauassiasn celecoxib nieluszazioan 5 Fuwini 16
AU 72.7 % ) delusssndiRuealsadadniat@eunauannisn WlasunissnenAg Nsanay
waeglgnialu 14 4w widnfuaelafunisinunsan colchicine fasaz 90 vagilaeain1sazh
Aunglunan 24 =48 daludlpeiantzlugsraNnainisuiniali 1-2 Sud1udae 2 Suldonisnau
) o o el — Yy = o , d' =
auassiansinmazlibvinnatsuaznudfiaefianadnapesanan dlesduaauldaniasn
Naglas Uoaregiilus
= = 32 a4 v o ~ o ) o
AnnsAne ™ n1sandnnd@nu ACTH 40 IU Wiguiy indomethacin 50 mg per oral S4az
4 AT WUIANRALUDITLELIIANNANNTUAATLR9EN ACTH Fia indomethacin WnAw 3+14
1349618 24 + 10 FoTHaRAINANAL LATNAT19IALNTa987 ACTH Hasndn indomethacin weilin1g
AneildldsandilaeniannisinFuresdedniauiiu 24 dalue ilaendfaulnia dulaendu
)y o a o \ Ao o = o ¥
wanedauariiaaniniminuredlaunndeuenainiideiduaesen ACTH A $1ATUNATTIY

Atllazmnzaniufibalsainifludsamalng dauen indomethacin Hilse@nsninaaudng
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v

Ausiidiedeie nadnaAesiinuties 1y Uandes ualunssimnzens duaw ndeuaziialy
semendugu n19lden indomethacin Asfesszalnszdslneanzdilangeanguaztilaafinias
Uszansadulsaln Taaala s

nsAnEMENgM selective COX-2 inhibitor lufhelsadedniauidaunduanninifii &
nsdnsnisldanludilan acute gouty arthritis 150 Aw taelde etoricoxib 120 mg once daily
Wig Uiy indomethacin 50 mg orally three times daily Wuqnise@nsninaeaen etoricoxib 1

51199181 indomethacin wiillnadnaimasaanda “usan celecoxib faliAn1sANE Tuglae

¥
oA

NYNU

Q

Tnaagilaziwingn 81 celecoxib 1 fhnammnelusuilszansnndldléalindnanngu

Las\lmﬂumﬁﬂﬁ’ﬂ?mﬂﬂﬁ( colehicine, conventional NSAIDs, steroid) wrentidanmaluEaa
ADINATALINLTR NG 8NN conventional NSAIDs Tagianzlusnuuasen1afuenmig

o ¥ o= = - TEFA AN 9 o =~ o -
ANUULIN celecoxib @Q@q@quﬂu@ﬂVm\iL@@ﬂﬁuﬂ@’]ﬁ?u@ﬂ']ﬂi?ﬁm@ﬂﬂL@UL@HUW@HQWﬂIﬁﬂLﬂWW
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paun 3 AN BaunaUANEUrIaUiangunneuALeY Laznguiliaauauey se
n1sliien Celecoxib (A1319 14, 15)
AMNENIN 14, 15 Awrssiifsaumsudnsnzassgilalungunneuauasuay

1 dl 1 :// % o dy o o/ ¥ dl 3| I VYo
nquilineuaues Melududnsosivugiu (wa, tsatszansa, Taadenmduninen, nislasy

o 1 dl 1 o :J/ o a Y o o ¥ dld
nsinelsada, ang, szaznainiiulsada, AuruaisresnisinFuresdedniay, arusudens
anaulunialiuaznisneanuieulniaTophus) wazduNaniIngIanIesesLimnig (Serum
Creatinine, Serum Uric acid) wudnldfiladaladfdadAnyn1eadaifidaian uaniswuiauin
Wa (Tophus) Huwiliunazwulunguinlinavuauassnandnlunguineuaues 4 auly 6 AU
(66.7%) WAz 3 AUl 16 AL (18.8%) AINATAL, p=0.054)

=3 1 o ol U dl i v a o/ %
aziiudndnwazassdthalungunaauauesuas linauaueslndipesiuaniiuniswy

Aaulnilanaznwulungui linatawssianndanisdne lusngdszmanudnfeuinilaas duiug
o S o a = Ny o o a W = PR o
Aunsdszaunsagsnluiaengeniuiu nmsidedniauniBuliien nslszazinaiinisdniay

1 I 1 % dl i 1 1 dl =52 o :J/ =2 da’
BYUIUNTT UATNIIFRLANBIABN TN TILENI NN IATaulnia  AniuainuanisAneni
=< [ o dl Y 1 A 1 G| 1 dl ]
eanaldutlaqenuandneUeangy chronic tophaceous gout 11asidungunnevauessianis

o v . 1
§n116n8l celecoxib 1A



51

naui 4 deyanaaiuuainamsainnisliien Celecoxib (5113199 16)
annsAne wudnRgihaniianadnaAasainen Celecoxib 2 AU (9.0%) lag
a2 auldldneusiannisAneitiasainaadnamss wudn 1 sefinennistaniieadntias
151nsaull (Abdominal pain) Bn 1 9121 ABINNSIUaN (somnolence) TaaaziflunnaZsniu
Ugenuen
= o = , ] ] o AN Aa A
AIANEEAT19LALNTR981 Celecoxib MANLsEmA wudNadnuAei As

1apiadg(abdominal pain ,dyspepsia) ﬂauﬁmﬁﬂu(nausea vomiting) ﬁmﬁﬂ(diarrhea)ﬁﬂu

|
=

ﬁiwz(dizziness) ﬂfmﬁiﬂ:r:(headache) 21UAN(peripheral  edema) HWu(rash) uauly
AU (insomnia) rULNaAUMIela(rhinitis, sinusitis, pharyngitis) *°
& mm— = P . . &

QUUINNATN LA N9 AN NLANFI9AI NI e UANNFANNLTEINA Aa 81n1T
. o .50 z
429U81 (somnolence) e ldnsuna AN linAeIn19%

HnsAnen naslden  etoricoxib  lwithalsaindnunadnamesniiaain
etoricoxib ABIAEIWATE ( dizziness) 1apATE (headache) 929Ul (somnolence) hazlu

a dl < ! =£ ) 7 (- 5=3 oA 1 =
FLUUNNAUBNIMNT TaztiiudnlunnsAnEnen celecoxib lugilaelsmnisiAinudninadnaimes
429181 (somnolence) Are iU a A8 Rdesta1alna NN IR ARIN179 LB e 11
Ko d oo

Uzl lanauna lnfluiasg

A13lden Celecoxib @ifli selective cox-2 inhibitor AfANUINTNATNaLALFS

NIUAURINNT bo b



uny 6

asUnanisAnHLAzIBIAUALUL

]
=S

= X =< [ . v Y o = o -
miﬁﬂ‘i:r’]ul,ﬂuﬂ’]?ﬁm:mr]’]'ﬂmm celecoxib Iu%lﬂr.]ﬂiﬁ‘ﬂﬁlﬂﬂﬂLZQLIL@EUW@H@WT‘]Lﬂqﬁ] BN
Ay ad o o ' a o ) P oa A . ~
eniidannnatnaALNFanIuAueInItesndnenlunguiAnAa conventional NSAIDs  dn13
Anwn9nen celecoxib lenanlugiae RA, OA, postoperative pain, dysmenorrhea Lilusiu d9u
= o = Ay = , = @ A = X
nngane lulsanstadlunisAneanldinnsAnsnineay aguiufresn1Ane
= > X -
AINNITANEIATIL mmimqﬂmq
1. N9l Celecoxib 400 mg THATILINLAYERAYE 200 mg Wi 181 Lunan 5 Ju
[ % % o v v a o
ANN1TDAANIBNIALIATRENIALAIN T AN lA1uanIlan s 72.7% waridnsaniaving
AN 31.2%

J ¥

2. nanghenlinevanesdiasn Celecoxib Auwualtnfaznuiauinila (Tophus) 1N

9 u

o

nanguilasnnauauas uwalunasdnun lnuiid1AnunISana (66.7% VS 18.8% Auansil
b = 0.054)
= = o e C oAk '

3. maAnwulFeumeuifadean o lunguiiseuaues waznguilunouaues luiny
AVNNUWANANAUNNATE (81y WA Tsadan lsade nslafunisine arusudendu auou
ANDTBINIIANEL NigmsanLieulnila n1smsaanieeslfimn1snlunsds)

4. wadnaimeaangn Celecoxib MW tiuaialuguus Hilavisuuanuseanlén § 1
eifinaInsanaties 1 1efineInisdeuen  menisdauuenialinuREIUuAINsng

tszmnaluen celecoxib upiRewluen etoricoxib'® @i linsunalnfazafunanad1gLAe

¥
=

i
nsiatsunisin lsadadnauiRaunauannnisugilos nenii PNFBINANTEUN
wane i edsandnezaesdilee Inguansirsanduaelusssdssina wulugileeneiuin
azilenisfguusandnauiilesnananadnlalusialsn  AnmianANTATHEINY 8N
celecoxib ﬁuﬁmmﬁ@mdwﬂumjuLﬁﬂ\lm‘ﬁﬁu@g}:(colchicine, conventional  NSAIDs,
corticosteroid)  annsAnetagllFdnentienaaniiuanniaaenuilvaesgilialsadedniau
= o & M 1M Y dl ' a dl Y o 1 o ¥ KX v
Reuwduanng  wilidlfidunisunununennguinnildivedluiaqiiu - nsldunassies

ﬁmammﬂmmﬂﬂmum’mmmmu
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©

v
=

Y a = o a o v dl ¥ 2

fafansallunnsdnmaiel e n1sAnmuNIeinETedgtay easanddugionlu
nsfiaRNNIsFnEaNIsarinldazaanndndiloauen vinlinanlsiludnsuzassdiuaudils
dlddgf 1 o dl a o 1 1 dl dl L dd?
hauluusazdunRanunisine  ldamnsonduseasressreznangilasainishau
16 (lwnnsAnunudnsdiheluuasgileauen) deiuanldainnisfnmnil aududnezdiuoud

Uneinauludaenan 5 5u

daiguauurlunishiinisanusalil

1. aanuuunisAnetnaauantiadesaeng ivdowiu iy szzamTinBuriew
N171A5UNNIFNEN NNsRTRnLnerinia szazinateelsa usiy

2. panuLLNsANE L Benifieen Celecoxib fiuenmu I Al lsAnns
colchicine, conventional NSAIDS, corticosteroid vilusisd

3. AnmnnatnaftNradeiclusrerduasazeazenn enuntsenaunnIfiansnIsg
Ten3ne

4. ﬁm:r’mﬂuﬂ@:m Selective COX-2 inhibitor ﬁ')ﬁluj W14 Rofecoxib, Parecoxib LAY

dll 3| dgll % = a o | = ¥ a (g
LW@L‘]J‘HWMF]'JWNQ N1TANHIINE LL@%L‘].IWVI’NL@@ﬂ?J@\‘]Q‘]JQELL@ZLLWV]HQLuﬂ’]ﬁ‘WQ’]?M’mW??ﬂE’W
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2. underlying medical disease and current medication

3. underlying joint disease and current medication

4. thfjiaaiael#Funtsiiad gout

duration of disease

frequency attack /yr

first attack 1lundaluu

tophi [Jno [] yes

current medication
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AU joints fundeluu
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clinical feature [ pain [Jredness [ swelling

6. laboratory
CBC

| | tenderness

URINALYSIS

SERUM URIC ACID ; BUN Cr

SYNOVIAL FLUID ANALYSIS
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7. physical examination

vital sign T P , RR , BP

involved joints

other systems [ normal  []abnormal

if abnormal please describe

8. number of medicine

start medicine date
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FOLLOW UP SHEET U

1. arthritis aspect

O patient global assessment

excellent good fair bad worst
L L L L L
1 2 3 4 5

O physician global assessment

excellent good fair bad worst
L] L] Il L] L]
1 2 3 4 5
O painful joint
no pain pain on motion intermittent pain at restpersist pain
L] L [l [
0 1 2 3

O tender joint

not tender tender on extreme palpation tender on simple palpation tender on touching

[] L] [ []
0 1 2 3

O swollen joint
yes no

[] N

2. side effect aspect
[ I'headache
"l abdominal pain , dyspepsia
|| nausea , vomitting
| diarrhea
" Irash
"I peripheral edema

| others
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