RXETA?

BRE—MAMXTX, BE—MEMKRRESHEXHIE
MR, KEMRPIZHERR (FRSKRRME) TS5
REETMREXRTNLRE SR, SIKRAE.

REXAMBOETSERBN - SRSERHEHRE LN
KRR BRELEERCOHET RIS R MAEAY T
BREZ—. BRURAREFGST, BERLZERER
&, RBRNME—FLE, AMAZ, XTIEZR, &
BATHAME

X EE

ZHNBENEBZNE REBERNF30-405 2 (8. %
HNBHNEEZEMN, MxUaEEFHNETREIEX
W. AEBFIREE, XMHRISBEEN, RAlEHE
BT HRBRAGEH &S, BTERSEREREVIANX
R, MNEELERARKERL, XHFS5BERTEGZA
MIRRA X, B, SME. BRMNERFEEISENAN
feRZ. —EaY, BlIWFRS, £BELTSMEMM
KE, HEERTSBRRITS. BMRIEETIBRS
fe Al XL

XAy E

WO RESHAND AR AN, BRb LTS
REIFARAS ., BOHRELRRE, FEEEE, RE
EMRPATRBRS, WEMRRHSASL, BHER
A IS HERMIRER E, SRR REK
FHE .

1% R IE T A PR BR 45 BRUIRBR 25 R TLARAE X AT, AILREAN
HMAL T, KREZRMATHBE, ERFLHR
B, FREMEKELRER. BRI R
Bb, EER, MR, MEMEE, ERBENEHETZ N E
IARRTS, BINFHEFFHRT,

FRERSE A, Bk, B3, TEHFA DEFE
K. MEBRREEKRK,

Ja XU FE AR

BREENE - MERSZZMAXHTRAFERNER)
MRS, RN ZA, RPETRELBEETFEEL
o

AXEHE, XTINRKSEETE, BRNER, m
BEREMUHTSBRSIBLILEE. BEERNIMRE
i, EERSSBEEREE, FLEEIBMRE 2NE
ERERZS -7 Ko

HEMEAEHRE, BERINREELERALTE. B
RN AREE, RBE—RIETENRE. RE,
ZEPRTIRERR, FERFEMENEBMERT L.

KERAMNRRERZNRTRD. IHET. BEEZHM
w=EME, THBHRA.

ANREER, TENEER, REREEASENBE,
PEAS PR R HERI 5| BURE

BREERBASMNE, BRF, s, BRE, B
Foldl, Hopth o] FOIRS B RZ R0,

T XLi2 I

MRBE2MENEERERME, E4TEE K
M, FEREMENFHINSE . X=X BENEE LA
XTHREEREE. RUEANKEXTFRA, A
EREA—EEAMKAX T, BEEMIKTRARE
RIEPRBR S R AL

BXIRRSEFSMR |

BENAE, H2EEMEMSERERE. REISER
BORM, BlmEE, R4, FINESNRSMIREICIK
RIS ) o

PEESEERNRY, LEEAIMEARSHEY,
Bl (%, 4, ¥, B, BAE) NaRiE; B
WmnEMER (OIaff, »Ta, He, 6, B, K
0, £ite, Ea, H5%F),

HRAI, CEVNEARRAETL, FABEXSEEDT
MrzE 2k (MHIE MR Z)ZH Mo

BT RECENEREEIN, BNEZFNIZZBWETTK,

_9&:?://[\2 /L\\}I_o

RRBRREREEN,. BESEFLMREEE, BUEM
B IREE,

S XUAETE T

BRPRERABANTTE, BERETMNES, MREL
= RIEFH,

a. ML - WHITTiE

NSAIDs(JE & A£5424), fdiclofenac(Voltaren),
naproxen(Synflex), indomethacin (Indocid) 2{COX-2
HP#IFI(Celebrex 1 Arcoxia ) %, BELEARBNALE
NEE/NERN, HAEER, BERNTENLFH
¥, BIKALZE(Colchicine)th 2 BT & EIEMNEZ
¥, T—RBRAZZE=X, ERIE. FHNXE
E2f7 72 ( ffltnprednisolone ) X357 N 2 & 1E
BHEEIIN. EEERNSEF U EATAY, DUEMN
AITHIII . EBEEXRTIHAEBOEL AR I
B, 2MTAREAITRNMER, FET BN
RA, MEEEFERXFHANESREER.

b. BERERTT % - KHAT &

AT KEBEFRFE, EERELAHEAYFERD
R, MRN—FEREZEBERHR, BRERAA, X1
MO EERNEE, BIZEEKIAEGT. HIIE
M EZ(Allopurinol) 53EfR 11 (Febuxostat) 2R 1K RER
7%, HERETSELZH, ORRENREE
HHEEER. MRHBNEER, MIZZZELR
A, BEFEESE, R#EE  (Probenecid) IR 5
(Benzbromarone)gE{E#tIRER HEM . MEFKHARRFB
XKAY, TREFRBKENBLEERAER
£, A TIAZE 300-360 umol/LEFREEKE, ELERN
ZRARAYNFIZE, EHAZAN, BXEEHRE
SEHRL, RESTEHEKX. LFERN, BRAES
e/, BENIZIREAFERGBRAYTE,

c. FR
BREERIBJBEERFRE . FRETEEMN
TUIRZBRAHAR/XTEENBENG, BRIESIH
YRR T IRER, BRAZHERR,

~
Published by

National National Arthritis Foundation
‘ Arthritis  Tel: (65) 6227 9726 Fax: (65) 6270 0147
Foundation  Erail: Info@naf.org.sg Website: www.naf.org.sg

Sponsored by
- _ Janssen Pharmaceutical Companies of
janssen )" Johnson & Johnson

2, International Business Park #07-01, Tower One,
The Strategy Singapore 609930 Website: www.jnj.com

Acknowledgement
The National Arthritis Foundation wishes to thank all hospitals, departments

kand individuals who have contributed to the publication of this pamphlet.

A

National Arthritis Foundation

National
Arthritis

Foundation AWG reness P rog ramme

(WAYAWA -] Helge KYe|




What is Gout? _

Gout is a common arthritis that
sudden, excruciating pain and
affected joints particularly the

Sy

It is a disorder that results from
acid level in the blood, known
hyperuricemia. Concentrated
acid crystallises and deposits

The majority of people with
inefficient uric acid excretion
kidneys (due to genetics or
disease), therefore uric acid
rises.

High uric acid level also arises
of diet that is too rich in !
fat and alcohol — common in Accumulated

indulgent lifestyles! WICEShE

If left untreated, joints may be damaged, resulting in deformity
and disability, even after an acute attack has subsided.

Who gets Gout?

Most people with Gout have their first attack between the ages of
30 - 40 years. The majority of Gout sufferers are men, although
women may develop the condition after menopause. Females in
their reproductive age rarely suffer from Gout. Gout often runs in
families because of genetic connection.

High blood pressure, kidney stones, kidney or heart problems
are common conditions that Gout patients may have. Certain
medications, leukaemia or leukaemia treatment may precipitate
Gout attacks.  Other triggers of Gout include feasting, alcohol
binge, major illness (e.g. infection, heart attack or surgery).

How does Gout come about?

Purine, a chemical compound found in most foods, is metabolised
and degraded in our bodies into uric acid, which is then passed
out in urine.

Uric acid normally exists as a soluble state in blood. In Gout, the
concentration of uric acid gets so high (“too thick”) that
crystallisation into a salt (solid) occurs.

The uric acid crystal, monosodium urate, is deposited in/around
the joint cartilage, tendons and other soft tissues. Due to certain
triggers, the crystals cause an intense inflammatory response.
Commonly affected joints are the big toe, foot, ankle, heel, and
knee, usually one joint at a time. Upper limb joints like the fingers,
wrists and elbows are affected at later stages.

What are the symptoms and

complications of Gout?

Gout is a chronic disease but Gout sufferers do not have pain all

the time; therefore they do not pay much attention to this illness.

They experience sudden joint pain from ‘acute attacks’ of Gout.
The first sign of a Gout attack is a sudden, warm throbbing of
the affected joint. Within a few hours, this can rapidly escalate
into excruciating pain, accompanied by swelling and redness of
the joint. The skin around the joint is very tender, sensitive and
sore at the slightest touch. This acute arthritis results in difficulty
in walking.

After 2-5 days, when the acute attack subsides, one may be
quite well for months or even years, but the attacks will return.
Episodes may become more frequent and prolonged.

If Gout is left untreated, affected joints are destroyed, leading to
continuous joint pain and loss of mobility.

Deposits of uric acid
crystals, called
‘Tophus’ (plural=Tophi)
around the joints,
tendons or skin may
form over time.

hitish deposit of ta
he hand knuckle

Uric acid crystals in the
kidney/ urinary system form kidney stones which may cause
pain, urinary obstruction, infection and kidney damage.

Many people with gout also have hypertension, diabetes, high
blood cholesterol and triglyceride (fat) and kidney problems.
Their lifespan may be affected by heart disease or kidney
failure.

How is Gout diagnosed?

The doctor can confirm the diagnosis by obtaining a detailed
history and a physical examination. Presence of hyperuricaemia
is supportive. X-rays can help in the assessment of amount of
bone and joint damage but are not always needed.

The most
definitive test is a
joint aspiration by
a doctor, where a
needle is inserted
in a swollen joint
and a sample of
the fluid is
examined for the presence of uric acid crystals, but this is not
often possible.

Tophus at the base of big toe

It is important to highlight that everyone has uric acid in their
blood but only a small percentage of people with high uric acid
will develop gout. Uric acid levels may be in the normal range in
an acute gout attack.

What are the diet and lifestyle changes

to control Gout?

Drinking alcohol, especially beer, can trigger gout attacks. Limit
sugar-sweetened drink or fruit juices.

Examples of beverages to avoid:
Alcohol especially beer
Sugar sweetened drinks: soft drinks; sweetened fruit juices

Limit food high in animal source of protein/purine, especially
animal internal organs, meat, fish, seafood and shellfish.

Examples of animal protein-rich foods to limit consumption:
Offal (animal organs): liver, kidney, heart, brain

Meat: beef, mutton, pork, poultry including duck and chicken
Fish: anchovies, sardines, mackerel (including selar, tenggiri),
trout, herring, ocean perch, tuna, cod fish and eel

Shellfish: crab, scallops, mussels, lobster, crayfish

Plant source of proteins/purines do not seem to increase the risk
of gout. You do not need to restrict consumption of vegetables,
grains and legumes such as soy bean, bean curd or tofu. These
can be taken in moderation as part of a healthy and balanced
diet.

Drink adequate water intake throughout the day (at least 2 litres

per day). However, patients with heart or kidney problems may
need fluid restriction, check with your doctor.

What are the medications used to treat

Gout?

There is currently no cure for Gout, but symptoms and
progression can be controlled by a combination of medication
and lifestyle changes.

a. Medications for acute Gout attacks

NSAIDs (non-steroidal anti-inflammatory drugs) like diclofenac,
(Voltaren), naproxen (Synflex), indomethacin (Indocid) or COX-2
inhibitors (Celecoxib and Etoricoxib) are often prescribed to
reduce the pain, swelling and stiffness of a Gout attack.
Colchicine is very effective in relieving the acute pain and can be
taken 2 to 3 times a day. A short course of steroids like
prednisolone is used if NSAIDs or colchicine cannot be used, or if
the attack is very severe. Sometimes, a combination of these
drugs is used. Injection of steroid directly into the joints is often
helpful. However, acute treatment only treats the symptoms but
does not cure Gout and repeated use of these medications leads
to side effects.

b. Medications for long term Gout control
To control Gout in the long-term, medication is needed to lower
the blood uric acid. Anyone with two or more Gout attacks a year,
‘tophus’ deposition, joint damage or kidney stones should be
considered for long term therapy. Allopurinol and Febuxostat
reduce the production of uric acid. Allopurinol can cause
side-effects like fever and rash. Should such side-effects occur,
stop the drug immediately and contact your doctor for further
advice. Probenecid and Benzbromarone increase the excretion of
uric acid in the urine. Such drugs need to be taken long term,

usually lifelong, in order to control the uric acid level and prevent
further acute attacks. Doses of the medication should be adjusted
to reach a target uric acid of less than 360 umol/L. By about 6
months (sometimes longer), Gout attacks will become less
frequent and disappear. Tophus will reduce in size. Discuss the
appropriate treatment with your doctor.

C. Surgery

Rarely, surgery is required to remove the infected tophus or if it
interferes with joint movement or wearing of shoes etc. Tophi tend
to re-accumulate unless hyperuricaemia is treated.

For more information, visit the following websites:

Arthritis Foundation (USA)
www.arthritis.org

The Gout & Uric Acid education society
http://gouteducation.org



