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® i ladunal (congestive heart failure) GT}Gamﬁmmqmnmmﬁﬂaﬁ@ga
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M13791 1.

Ishikawa’s criteria for the clinical diagnosis of Takayasu’s disease”

Criteria

Definition

Obligatory criteria
Age < 40 years

Two major criteria
1. Left mid subclavian
artery

2. Right mid subclavian
artery lesion

Nine minor criteria
1. High ESR

2. Carotid artery
tenderness
3. Hypertension

4. Aortic regurgitation or
annuloaortic ectasia
5. Pulmonary artery lesions

6. Left mid common
carotid lesion

7. Distal brachiocephalic
trunk lesion

8. Descending thoracic
aorta lesion

9. Abdominal aorta lesion

Age < 40 years at diagnosis or at onset of "characteristic signs and
symptoms" of one month duration in patient history.

The most severe stenosis or occlusion present in the mid portion
from the point one cm. proximal to the left vertebral artery orifice to
that three cm. distal to the orifice determined by angiography.

The most severe stenosis or occlusion present in the mid portion
from the right verterbral artery orifice to the point three cm. distal to
the orifice determined by angiography.

Unexplained persistent high ESR > 20 mm/hr (Westergren) at
diagnosis or presence of evidence in patient history.

Unilateral or bilateral tenderness of common carotid arteries by
physician palpation; neck muscle tenderness is unacceptable.
Persistent blood pressure 140/90 mmHg brachial or > 160/90
mmHg popliteal at age < 40 years. Or presence of the history at
age < 40 years.

By auscultation or doppler echocardiography or angiography.

By angiography or two dimensional echocardiography. Lobar or
segmental determined by
angiography or perfusion scintigraphy; or presence of stenosis,
aneurysm, luminal irregularity or any combination in pulmonary
trunk or in unilateral or bilateral pulmonary arteries determined by
angiography.

Presence of the most severe stenosis or occlusion in the mid
portion of five cm. in length from the point two cm. distal to its
orifice determined by angiography.

Presence of the most severe stenosis or occlusion in the distal third
lesion determined by angiography.

arterial occlusion or equivalent

Narrowing, dilatation or aneurysm, luminal irregularity or any lesion
combination determined by angiography;
unacceptable.

dilation or

tortuosity alone is

Narrowing, aneurysm, luminal irregularity or any
combination and absence of lesion in aorto-iliac region consisting of
two cm. of terminal aorta and bilateral common iliac arteries

determined by angiography; tortuosity alone is unacceptable.




ﬁdﬁ?ﬂ%“ﬂ f./. 1990 American College of Rheumatology (ACR) Fldmnuainouad
myifessdulnsisousasliluasedt 2% nnnAns LY Takayasu's arteriis 63 318
LLa:;‘ij’ﬂawaamﬁamwméj"mau'é"w] 744 319 mmm’iﬁaﬁﬂgﬂamﬁaﬁmmfﬁmﬁﬁaﬁﬂ 34
lurswue 6 7o I@UQﬂaﬂaﬁnﬂuﬁmﬁmqﬁf@m’h 40 Dilosuionmviovnlasums
3fiady FliinasimHiessas ACR fianuhuazanusumnzifiudwiln 90.5%, 97.8%

AU

A19199 2. 1990 criteria of American College of Rheumatology for the classification

of Takayasu’s arteritis”

Criteria Definition

1. Age at disease onset in year Development of symptoms or findings related to
Takayasu’s arteritis at age < 40 years.

2. Claudication of extremities Development and worsening of fatigue and discomfort
in muscles of one or more extremity while in use,
especially the upper extremities.

3. BP difference >10 mmHg Decreased pulsation of one or both brachial arteries.

4. BP difference >10 mmHg Difference of > 10mmHg in systolic blood pressure
between arms.

5. Bruit over subclavian arteries or Bruit audible on auscultation over one or both

aorta subclavian arteries or abdominal aorta.

6. Arteriogram abnormality Arteriographic narrowing or occlusion of the entire
aorta, its primary branches, or large arteries in the
proximal uppper or lower extremities, not due to
arteriosclerosis, fibro-muscular dysplasia, or similar

causes: changes usually focal or segmental.

(3 of 6 criteria = 91% sensitive; 98% specific)

7 @.¢. 1995 Sharma WRzAM ﬁ'm'ﬁﬁﬂm;jﬂ'smn’ém?m 106 MeuazthoT
A AV va A A A A o Aaa o o o &
Qw79 NN IETUNITNTINALNIIRATNAOAL DAL NI UNNTINIRILET  LALEUBLNAHNNT
aa o A A A . [ A 27 [ & A A
Aapfudlufindnanves Ishikawa asuaadliluasn 37 lavlddanmdiizesanyd
da3rtaunin 40 Yeanll wnansmzanmIwazanmIwaasnnuluszoziian 1 wandwnosd
M3IRAABRAN (major criteria) UATAALNIUKNITIRAATAI (minor criteria) vz razdaslaidl

ANVAAUNATDINREALREALAY aorta USLImadnuINuenilunaeaifeawad iliac wealiy



anuRaUn@nnasaiiaauas coronary ludthofeangiasnit 30 Duazlifdeiviesdalin

naaatdaardlalalsusd MINUNUEINNTIRIRURAN 2 To WIBNMINTIRAREREN 1 19

FINAUNUSNNTINIRGTEI 2 T8 RIDWLLNUNNTIRIRTDI 4 T8 saTalvmBDfaas e

I@ﬂﬁﬁmmvh (sensitivity) 92.5% WLazAIMNIUN1E (specificity) 95%

A15191 3.

Modified diagnostic criteria Takayasu’s arteritis”

Criteria

Definition

Three major criteria
1. Left mid subclavian
artery lesion

2. Right mid subclavian
artery lesion

3. Characteristic signs
and symptoms of at least
one month duration

Ten minor criteria
1. High ESR

2. Carotid artery
tenderness
3. Hypertension

4. Aortic regurgitation or
annuloaortic ectasia

5. Pulmonary artery
lesions

6. Left mid common
carotid lesion

7. Distal brachiocephalic
trunk lesion

8. Descending thoracic
aorta lesion

9. Abdominal aorta lesion

10. Coronary artery lesion

The most severe stenosis or occlusion present in the mid portion from
the point one cm. proximal to the left vertebral artery orifice to that
three cm. distal to the orifice determined by angiography.

The most severe stenosis or occlusion present in the mid portion from
the right verterbral artery orifice to the point three cm. distal to the
orifice determined by angiography.

These include limb claudication, pulselessness or pulse differences in
limbs, an unobtainable or significant blood pressure difference (> 10
mmHg SBP presence difference in limb), fever, neck pain, transient
amaurosis, blurred vision, syncope, dysponea or palpitations.

Unexplained persistent high ESR > 20 mm/hr (Westergren) at
diagnosis or presence of evidence in patient history.

Unilateral or bilateral tenderness of common carotid arteries by
physician palpation; neck muscle tenderness is unacceptable.
Persistent blood pressure 140/90 mmHg brachial or > 160/90 mmHg
popliteal at age < 40 years. Or presence of the history at age < 40
years.

By auscultation or doppler echocardiography or angiography.

By angiography or two dimensional echocardiography. Lobar or
segmental arterial occlusion or equivalent determined by angiography
or perfusion scintigraphy; or presence of stenosis, aneurysm, luminal
irregularity or any combination in pulmonary trunk or in unilateral or
bilateral pulmonary arteries determined by angiography.

Presence of the most severe stenosis or occlusion in the mid portion
of five cm. in length from the point two cm. distal to its orifice
determined by angiography.

Presence of the most severe stenosis or occlusion in the distal third
lesion determined by angiography.

Narrowing, dilatation or aneurysm, luminal irregularity or any lesion
combination determined by angiography; tortuosity alone is
unacceptable.

Narrowing, dilation or aneurysm, luminal irregularity or any
combination and absence of lesion in aorto-iliac region consisting of
two cm. of terminal aorta and bilateral common iliac arteries
determined by angiography; tortuosity alone is unacceptable.
Documented on angiography below the age of 30 years in the
absence of risk factors like hyperlipidemia or diabetes mellitus.

Presence of 2 major or 1 major and 2 minor criteria or 4 minor criteria suggests a high probability

of Takayasu’s arteritis



ay"mvl,sﬁmuﬂ'ﬁﬁ@’él,ﬁagé’nwmwaamamﬁa@ (angiography) 89tfumyifiesed
WIUREW FIWNNIATINREALTAALAT pulmonary ez lunsdiiaTanuidanusulunsan
LROALAY pulmonary §3 (pulmonary hypertension) ﬂﬂimiﬁlﬁﬁﬂﬂguLﬁﬂdﬂjwﬁgd (doppler
ultrasound)  asWaaaLandwitnmIfivseasousrsusalsfiumIsniauTeINiimasa
daald  swmsumiaramenentinelisansarmle  snduluseilasunmsrindasnmn
LT

U aimsitadens 3 meﬁaﬁmﬂﬂug‘{ﬂw Takayasu's arteritis T128WLAe
106 118 wudanyhuszanusumzaaaasliluannei 4° Gamsildeitsianmsinmg
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A13191 4. Sensitivity and specificity of various criteria in diagnosis of Takayasu’s

arteritis in clinically and angiographically proven 106 Indian patients of Takayasu’s arteritis25

Criteria Sensitivity (%) Specificity (%)
Ishikawa 60.4 95
ACR 1990 77.4 95
Sharma et al 92.5 95
nHRensnanla

mﬁﬁaﬁfﬂLLsnIiﬂﬁadﬁmﬁamm@;ﬁﬁﬂﬁlﬁmmmﬁ@ﬂnaﬁmamﬁa@LLm aorta lay
wiardw

® mamﬁammamm@lmjé’mam (large vessel vasculitis) ﬁLﬁ@m'ma'lmq@i'mﬂ

FDe

J
m3faLgalsa(infection) 11w SWada (syphilis), Saulsa (tuberculosis)
Iiﬂ“ﬁaLLa:gmaaffﬁJ (rheumatologic and autoimmune diseases) LT% systemic

lupus erythematosus, rheumatoid arthritis, spondyloarthropathies, Behcet's disease
vl,ximmmm@; (primary vasculitis) LT giant cell arteritis W8y Kawasaki's

disease

®  anuiNaUn@AueanLe (developmental abnormalities) L% coarctation of the

aorta, Marfan syndrome



®  anuRaUn@veinasalionuad aorta ﬁ]’mmm@;‘éw} \B% ergotism, neuro-
fibromatosis of abdominal aorta, radiation fibrosis

sulnnjudalsndug wlansuzamnziaziwmansoifadele

fnsuimlsnuainanaiianues aorta (tuberculous aortitis) snaz¥inlsifia erosion 7
wiinaaadanawinlmiianasadaalliwasuazuanld@isnsan Takayasu's arteriis 1
snsrlfiAemsduainnin®

duBWada (syphilis) Snwuluggeany waaaLdanuasnazuasi@ouinie (calcifica-
tion) lidesiamIsnisuiivaaaiianuas aorta fiszaugasan (descending thoracic aorta)
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A13197 5. New angiographic classification of Takayasu’s arteritis, Takayasu’s

conference 1994

Type Vessel involvement
Type | Branches from the aortic arch
Type lla Ascending aorta, aortic arch and its branches
Type lIb Ascending aorta, aortic arch and its branches, thoracic descending
aorta
Type 1l Thoracic descending aorta, abdominal aorta, and/or renal arteries
Type IV Abdominal aorta and/or renal arteries
Type V Combined features of types llb and IV

According to this classification system, involvement of the coronary or pulmonary arteries

should be designated as C (+) or P (+), respectively.
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1. amRaUn@NUanwmeIWE (Takayasu's retinopathy)



2. mmé’ﬂaﬁmgoﬁLﬂuwaﬁuLﬁaamﬁnﬂmamﬁa@umé’mau (secondary hyper-
tension)

3. auilatesasdinia (aortic regurgitation)

4. »apaLaaalildwad (aneurysm formation)

lagldaszauanuiuusssasnnzunindewdu mild, moderate usz severe n13
utislszinnaag Ishikawa fayUselomfluwivesnsnennsallsnuasnaumanensine aou

@ﬂ’mvl,éf%'umﬁﬁadfﬁ

A19199 6. Ishikawa clinical classification of Takayasu’s arteritis

Group Clinical features
Group | Uncomplicated disease, with or without pulmonary artery involvement
Group IIA Mild/moderate single complication together with uncomplicated disease
Group |IB Severe single complication together with uncomplicated disease
Group Il Two or more complications together with uncomplicated disease
szuzvadlsa
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A19199 7. Criteria for Active Disease in Patients with Takayasu’s ar’teritis16

1. Constitutional features, such as fever, musculoskeletal pain (no other cause
identified)

2. Elevated erythrocyte sedimentation rate ( > 20 mm / hr)

3. Features of vascular ischemia or inflammation, such as claudication, diminished or
absent pulse, bruit, vascular pain (carotodynia), asymmetric blood pressure in either
upper or lower limbs (or both)

4. Typical angiographic features.



mMsfuAuNIIRal uans

NM13A579488A (hematologic finding) 3xzlsAMAIMISY (active disease) 9z
ATIANLIN

o  Fathunauasidalioauasdasund (mild anemia of chronic disease)

e SunudiaiRaareglwnusiundniagadnitas (mid Leukocytosis)

®  Erythrocyte sedimentation rate (ESR) 9zg9iadn@dszunm 85 % wa9giln

° izﬁuiﬂiau%ﬁﬂé'malﬁusl,mﬁam‘iﬁ (hypoalbuminemia)  uazszaulusduadia
ﬂaag’ﬁulmﬁaﬂgo (hypergammaglobulinemia)

snsuludsemanefinenulsug wa. 2537 Qﬂwﬁy’mm 174 18" WUHaMT
anansasdfuansvasdtn 101 1 uaadliluansafi 8

1 v a X e o 7
@l'ls’]\‘]ﬁ 8. Nﬂﬂqi@]iiﬁ]ﬂqﬁﬁaﬂﬂgﬁaﬂqimaﬁEjﬂ')il Takayasu’s arteritis 37431 101 918

— - , -
q9Na329 MIMNANUNG anLiln (%)

[ v
(I INNAIINIRNA)

ESR > 20 mm/hr 70(78) 89.74
Tuberculin skin test 12(15) 80.00
WBC > 10,000 /mm’ 38(98) 38.78
Rheumatoid factor 10(35) 28.57
Albuminuria (trace — 4+) 7(35) 20.00
VDRL 7(41) 17.07
Hct < 30% 9(100) 9.00
Creatinine > 2 mg/dI 7(101) 6.93
ANA 6(51) 11.76
Anti - DNA 2(32) 6.25
LE 1(52) 1.92

NIATIINIITIR (radiographic finding)
1. AINFIANIan (chest X-ray) a1ativlumyiteasle lasarawuinenves
A o X o . ' o £
NaaaALRaALAY aorta NINIUUANMIULVEY descending aorta MiFoU LWl ladulazraaa

A a £ oo & . . . 31
LNAUINI MU aaLanTAT (cardiomegaly with hilar fullness)



2. MIATIVAINTIRDY ) (imaging study)

2.1 MIaaavaaaldan (angiography) iagauialn@vainasaiiaauad aora
tHun1393233%a88N19331% (gold standard) IzWUANBMzIBIRARALREANALLALLTUAINY
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inafamInTaneTIEInsfidasant (noninvasive) pnianlilunisasiadszdin
@y . & ' @ A a a
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5%6] Computerized tomography (CT) with angiography, Magnetic resonance imaging
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2.2 Magnetic resonance imaging/angiography
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A13197 9. Comparison of new imaging modalities in Takayasu’s arteritis

Diagnostic test

¥ A
2an

RIGE

Doppler ultrasound

MRI/MRA

CT angiogram

DG PET

High resolution of arterial wall
(0.1 mm)

Wall elasticity measures

Calcium/plaque imaging
Directional blood flow
Noninvasive

Portable

Relatively inexpensive
Moderate resolution of wall (1
mm)

Good lumen imaging

Inflammation measured through:

wall edema, wall contrast
enhancement

Global assessment of arterial
system

Moderate resolution of wall (1
mm)

Good lumen imaging
Inflammation measure through:
wall contrast enhancement
Global assessment of arterial
system

Calcium/plaque imaging

Inflammation measured through:

metabolic activity in arterial wall
Earliest detection of disease
activity

Global assessment of arterial

system

Poor imaging of aorta and
proximal subclavin

No direct measure of
inflammation

Technician dependent

No standardization of technique

Poor imaging of distal great
vessels
No visualization of calcium/plaque

No standardization of technique

Expensive

Poor imaging of distal great

vessels

Radiation exposure

lodinated contrast risk

No standardization of technique

No information on arterial wall

morphology

Not well standardized

Limited access

Expensive

FDG: fluorodeoxyglucose, MRA: magnetic resonance angiography, PET: positron emission tomography



2.3 Doppler ultrasound
N3InaRY  (diagnosis) NNIATIINRAALREALAY carotid @38 doppler
ultrasound TWUINHEIVEINAaALREANITRs]IAILAUININGUAUIEY carotid bulb BEnIf
UufAL (1.1 vu.uaz 0.8 W) uazwutaslsafinaaalioa common carotid Lasninaaa
A . . | ' = o . A = a [ a
\§aq internal carotid fulngjazidumsnuiaalassau (concentric) WallSouiisununiaae
a A a v A o 32
faunTaaanunaeafeadulalndidsann
szifinszazvadlsa (disease activity) high resolution ultrasound 813130
a A wval 1 = 1R 1
ATNaLLBAURIRARALRA laaNIN MRI i3 10 LYINF9R1NTAATIINLANULANGIUD
o A v @ A o a & A o o A a a
Wibiaaaiian ldazdy 0.1-0.2 wu. wazszpzilinmiFvaguuaziinbmmdanaunazinnsdiu
FINUIHIRREALEANRUNAINNNTATIINY ultrasound 116 dunUsiNIAULARTaaRS
a . & 37 A . a a ' ' A .
50 LWWBY 31 TUYIBL - WRaALREALAd subclavian An1TAuLasnIasalRaalad carotid
(Fauaz 43 uarsauas 17) LAATIAINUNTIRAEARaArwA NALABINY (Sauas 52 uaziasay
56) G4t ultrasound 39danuhfszananutesliafinaaniiaauas carotid NIANIUNITE
aiBauaznazgnihldhimuninanansaaifieauas subclavian ldgaian 1nmIaTiade
32
MRI
ATIVAAAINNIIINEN (follow-up) ﬁa%mmﬂ‘ff ultrasound luns@aans
Y A v < ' o A & o A o a Y T AN
masnwiives lasmldnuinanunuvasnisnasaifeaidumnlddsaduldaninidumiin
A [ @ [ = ' ak [N .
guinaivaimasaiisanasaniinisinsnnemsauazlisunndiuld gireversible)
o o { v X o v o '
29310@ (limitations) 13NN IUUaKRAGBITUALUNNERYINNIATIING
az8  (operator dependent) @9nUENANANUANALARD LALATRADALREALNIGILALH 18
TN le 1% proximal subclavian, distal internal carotid 1Judn i lAUSIMAEHY
ldsansadszilinlaaeqsh
2.4 Computerized tomography
NIIRIRY (diagnosis) Computerized tomography angiography &14130
LNUWNNIATIINILMTANT LAY IARAANULRLINNNTUNIARALRAALAILAZ AN TAATIINL
mMsfuvaInaaniien lalnafasnumsdadlasiinnnuly (sensitivity) 93% uwazauduME
P 38 A o A A ' o A
(specificity) 98%  wananidiawnsnananuuaaidsufagluniinaaaiiaaain athero-
. o A A [ 9 38
sclerosis @ uazamanwusanlinfinaaaiiaauas pumonaryld 4 Muangile 20 o
Usziiinszazaadlsa (disease activity) AUNIATIINLNITAUIAIVDINIES
A a > A a A v é/ v P o
AROALRALAZWLNTHINIIBAEALReAAARITNT  (wall enhancement)ld luszosfilsarnas
oA A v ' o o A a a o & + 39
MiFuudfifihoueneeraai liwonimimaaaiiandafiduiu (wall enhancement) 6
AFAAMNNIIIABA (follow-up) An13AnENlE CTA Tunmsasiadaany
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2.5 Positronemission tomography scans (PET scans)

n33ftese (diagnosis) Inafiaitlinanminmemdunisiinnsldiiana
nalad (glucose) L‘wm:@‘hLmuaﬁmamﬁa@é’ﬂLam:ﬁﬂWﬂﬁ{'}maﬂgha (glucose) 4 i
mydnsliouifisuszning PET uaz MRI Tawiuamansadfinlugihe 15 effivaaa
\Raauad aorta aniauwuIndl uptake gelunaaaiian 41 duniaudlaid uptake IumjwﬁLﬂu
vzSandaifianmiaagaizess’

szilinszazuailsa (disease activity) ﬁsmmugﬂwﬁﬂmﬁuﬁw PET
scans WUNImMIsnIEUTasraaaaaaneuiinasadenzauluig 2 hau”

ATIVAAMINNIIINE  (follow-up) %é’ﬂﬁnﬁ%’nmﬁ'sﬂmnwgﬁﬁmmu
URZATIAAAMNGY PET scans WUINH uptake aaaay 24 FUrINTIMae 30 umntis’’
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laomlugthenldsunsifiadoiniu Takayasu's arteritis Uszanmianaz 20 laid
2IMIudaTIINLANNAALNATaIMaeaiRand1sg  a1aaTanuaNaulafiaginTaTnaT il
whiu 2 419 Sedithenguilidududasldinaanisdniaunissnaniduniu udlinig
s G v dl a J 1 U = v ' o s a J ] $
nmlsanannizunindauiiiedu dugihodniavaz 80 wuhdslimidnisuifedueys
o & 3 2 A a A a £ Y v A v ' a a v ¢
fududasldoufeaameanisuiifotn  lsetdnwulugndsangiosuazagluinidywug
milfsnanidumuanalnaifodsgld  dmunsfiasanlinmsinmdawigihouda:
edanduiedan smusoutsmssneweaniile 2 dufanissnsdiamsliandg iz
15AMI5 (active disease) wazmMIsnITamMIEIdafmnIvlIaluszozSaTandanuiialng
' A 43
28190123 VDINRAALREA
(% k3
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nasalaadusanassaaluennanilisnen Takayasu's arteritis T9RNUNTOANBINT
PNNTZUL (systemic symptoms) wazaanIani@uNazyinliinansfuauvasnasaifenls o
Tluszozusnvaslsn doyanndszmasnizaimlull a.a. 1985 wodiihefldiumaes-

ﬁiﬂmﬁmauﬁa‘hmu 29 718 AMIBNLEULAE ESR aaad LLﬂ$E§/ﬂ’JEJ 8 i’WEIEL‘I/L 16 NLRINIID
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ASITNAT HATAU MIANENANINLIN LIARIURINRIINN LATUNIINENGI LA LaRLAE-
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sagdlisdanfgintasas 60 a9 lsNaUM TR AlaRLALTOEA I 1 ba
Hadhnasdsnuislinilfoinanlduniudng 15w cyclophosphamide, azathioprine uaz
methotrexate MSANBVBI Kerr LazADs sl,ugij”ﬂaUﬁvl,ai@lauaum@iaaa%@%mﬁmasﬁaﬁmm
' ) o 16
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Lﬁaamﬂ’jﬁﬂizaﬂ%mwmaqmn@mﬂﬁéﬁummwiazﬁ’sﬁfuvlsj@iammﬂ@mﬁu AIUUDIMNST
) a 2 & a A o A A [ I Aa 4
Fravfpsadsndnduiinazlilumsaadulaiiannissnen methotrexate Lilwenniiyszluwil
u,az;gﬁaymmsnu’%msmvlﬁdﬂmﬁmé’ﬂmﬁa: 1-2 939 F189UM TR methotrexate 3N
aasalamdnresalugihe 16 Mmowudiidaniiasuvaslaa (remission rate) gefisiauas 81
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wdllangaennaiflomdnsasdwuihiimitiiurelsa 7 nulunivue 16 1o

1. aasalaaidgsass (corticosteroids)

tHugnaamsaniay  (anti-inflammatory  drug)  fAldtasuazainiienldidusnaiusn
wnzaunInnliliaasy (remission rate) ldgefistasaz 60  szpzimfldnauliasey
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Uszanm 22 een wandmamisulussnaerwiasnaniadwlasesas 500 lasasiawy
o 1 = ™ { a J ] Qs g; a Y b tﬂl =1 o I {
dunizaaaaafaadnisuiifietulad - dsmusnapfidiumudmangissianuinduie
FeaaMIINAULAzMIGLRKITA

WIAN1E 0.5 — 1.0 mg/kg/day

a’ln’li"i’f’l\‘ll,ﬁmﬁﬁ’lﬁmu Cushing syndrome, hypertension, immunosuppression,
hyperglycemia, sodium retention, osteoporosis

1. Methotrexate

\Jusnngy antimetabolite RINIDANATIMIRIUaIvaslIalunen linouauasse
AasalamiAntand Ansanmdaayludanidn (prospective study) lagl# methotrexate
wnuaesalaadstesaawia 1 ¥n/nnAu aRTavnliasiuadld 13 elu 16 e (Fae

l 1 a a A a lg/ 1
az 81) lasayialinuainmiamuszuuuas ilanuiedndueivaeaiaaiiadulniannms
a3deITMIfdafiNagwaaaiien (angiography) atndlsfianagile 7 Mondufinaiity
Lﬁaawmmaaﬂa%ﬁiﬂm?\maﬂﬁmmﬁa‘um@'ﬁa:mmm%q@"l.ﬁu@iﬁmmsnlﬁmgml,amu
Tsagsuadlaan o nsvaslinsiuas lddszanmemisesdiholasihidesldaasale-
{ a 44

suepvaamiafaanluwindszanm 1.5 7

w1ANtY 158 0.3 N/NN/EUAY  Win 2.5 In/dlend NN 12 Faauiazma
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2. Azathioprine



Lﬂumﬂﬂgﬁﬁmmu (immunosuppressant) INMIANBNVEY Valsakumar UazADAE
laglsh azathioprine $74AU prednisolone lugﬂwﬁﬁﬂﬁ%‘umﬁﬁaiﬂﬂﬂvlaimsl"l,@ﬁumsl@6]
WnrauTuTinesalaadnsond aoudil e.f. 1996-2001 ﬁ‘hmuﬁﬂwﬁgﬂmﬂ 65 Mol 15
i’]mﬁiiﬂﬁﬁdﬁwL’%‘uagiﬂﬂﬁmmwuﬁﬂwmwiavlﬂf: 2 Tansaunnii fe

1. 2IMINNTZUUGENS ﬂﬁﬂduaﬂﬁomﬁmam“ﬁu 4 \flaamny saunde

2. BUMNA LRI IRAEALRE

3. ESR gudaUnd

4. CRP( c-reactive protein) guidaina

MIINBIG28 azathioprine muﬁs:q"ﬁﬁmma dadaaald 1 Temsdnag dau
LaEMINTIMREALEDATIINMIRAT  (angiography)  AilinuanufAadnfvesmaanidond
Aedulnd  udnnmsanmitnsslimunsavenldindunauesmsinmneds  prednisolone
aghadpnseals s dufiezdasinmsansdiouiiouds’ly

wafils 2 uninn/iw $IufU prednisolone 1 un/ANAK Wwaa 6 danvnas
Antuden g anvwasadu 5-10 un/Au luaa 12 §anst

amathaidsefignan 14 adwldenSou wusa Auiwly dudniau nams
aupaslunszgn

3. Cyclophosphamide

\uendu  alkylating agent aMMIANWIEY  Shelhamer uazamz  laplw
cyclophosphamide  Tanfiuaaidlasmdnsandlugile 7 7o FWInaaIwIaTaInasale-
adusaudadlduazdihe 4 uarlinuanuiadnfvesmasaideafifiaduwluy  ud
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4. Anti-TNF (Tumor necrosis factor)

Tumor necrosis factor (TNF-al) S} cytokine ﬁflmméﬂﬁry@iamﬂﬁ@l granuloma-
tous inflammation G9UWENENWNNTFNNUYES TNF-0L Falimuhanlginmgihe Takayasu' s
arteritis 91NNNIANBIVI Hoffman wazAmes lugihe 15 efilinausuasdanaiala-
mﬁmaﬂﬂ@ﬂﬁwuﬁﬂﬁiﬁwL‘%ulummzﬁvlﬁﬂai’mﬂmﬁmaﬂﬁag fthe 7 9165y etanercept
G393 3 Mewfuwdn infliximab é’oﬁf’uﬁaﬁ;}ﬂaﬂﬁ%’u infliximab 11 578 wuin 10 Telsaasy

84 (remission) wazlidndudaslinesalaaidotesanasandaanly 1-3.3 U & 4 Mo
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anstatAgengian 1 NelomiiaUndameldsu infiximab 1n1naaa

1aq (infusion reaction) 1 NoinIfase histoplasmosis 1 iﬁﬂl,ﬁ@]ga’?@ (herpes zoster) 1
' af oV pa @ 47

dermatome L@Aa1NNTAYURAI LAITLNNTINBA

6. Mycophenolate mofetil
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mM3snulaan1sHNAn (Surgical treatment)

MINaazyiNLlalsnadu (remission) WEUNBRANRBINIZUNINTDULTY NTAVEN
midaiduiien i@ mufadufengadunian1iziianaanuazmidaite
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o anudulafiagenfisngannasaiiaauasiladu (renal artery stenosis)

® WABALREALAY aorta ALNIN (severe coarctation of the aorta)
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e famIurunianaaiiea( limb claudication) Avl#iAaWWAN N
o Azauinlalesasdind (moderate to severe aortic regurgitation)
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Thrombotic Thrombocytopenic Purpura

in Systemic Lupus Erythematosus
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Pathogenesis of TTP in association with SLE

MIANLITINNIE TTP-HUS waz SLE sansafiasifinsiniuldvos anadluied
UiFinmgasnisiionnasiineniann  wasweniiudlovsetnssnin 1w msvinliiAa
mﬁmf%mmﬂIﬂU@id@iaL?}aqLﬁmﬁammn autoantibodies M3thawiiRadndlusasniaion
wazanuAaUndlunsiia fibrinolysis FoidunaliiiansudssrveadaaniaaUng  (micro-
vascular thrombosis) wanainiuludl a.a. 1996 lédmsdununiie ADAMTS13 (specific
vWF-cleaving protease) deficiency 1u;§ﬂamhuslmgﬁvlﬁ%'umﬁﬁa}ﬁfﬂ’hL‘ﬂu idiopathic TTP
Lm:;‘ij'ﬂmmﬁmﬁtﬂu acquired TTP wuenainuuudrsafindngiuluuivas  autoimmune
hypothesis Aivinl#iAa TTP laur

1. mefildmasnendiemIvh  plasma  exchange l#namssnsnfianinmalw
plasma infusion \pdadnaden’ u’waﬂﬁammLﬂuvl,ﬂvlﬁdwmiﬁnmeiﬁmm:lﬂummq
yasmaiialsnsenldtsslominnninmaduasfianedilwini

2. MIATIANL  immune complex LLa:LLau?TuaﬁMmﬂ‘*ﬁﬁ@iuﬁjﬂw TTP 1T
antiFVIIIADb, antiplateletAb, antiendothelial cellAb, antiCD36Ab

3. ﬂﬂiﬁlﬁmﬁﬂmgﬂw refractory TTP @ag corticosteroid, azathioprine L]z
vincristine ud2ldHaNNTUNIIN13¥N plasmapheresis Tugihoueme

4. NMIWUTTP T9WAU autoimmune disease 5‘%6]

é’uﬁ?umﬂﬁa%laﬁwaéfummm‘*?'iau:ﬁunwﬁaga@m qﬁmmnﬂumm@;maamﬂﬁ@
TTP-HUS lugthe SLE leait

1. ADAMTS 13 deficiency L‘i‘flumm@gﬁmmsna%mﬂmsLﬁﬂmﬁmﬁam‘iﬁ
(platelet consumption) lugtlae TTP-HUS w9m Toiamzadnadslumedii idiopathic
TTP udlunsdivas HUS ﬁ?uﬁagaEl'avl,aimminmiaa@ﬂﬁ%’maﬂ@?ﬁ Snsudsznaunilend
grwAgadasldun von Willebrand factor (VWF) L‘ﬂuﬁ’mﬂszﬂawaatﬁa@ﬁa%”mma’mwﬁfm
\§Widam (endothelial cells) Waza1n megakaryocyte lagnasanniairounudrazin1srnd?
Awduluanalng (Sund1 ULVWE ( Unusually Large von Willebrand Factor) %o@ia&mﬁagﬂ
ﬂﬁamiﬁ;jﬂi:uaiaﬁ@ a:gﬂiiaﬂﬁﬂﬁl,ﬂuiwLaqaﬁlﬁﬂmamﬁmﬁa lawande specific von
Willebrand factor-cleaving metalloproteinase (ADAMTS 13: A Disintegrin-like And
Metalloprotease with ThromboSpondin type 1 repeats)16 ﬂTsz‘ﬁlﬁ ADAMTS 13 deficiency
\dusungléiionsazauas ULVWE multimers ?jw:m:ﬁu‘lﬁl,ﬁﬂmslm:iwﬁwaamﬁ@
\8a@ (platelet aggregation and clumping) “fmﬂuﬁﬂwmzﬁ’lﬁmﬂadﬂ’mﬁﬂ TTP-HUS' &1
mmq}maam‘nﬁ@l ADAMTS 13 deficiency lunsdivas hereditary form Lia31NA122 mutation
Mlldawnsnaie ADAMTS 13 ldathafiniwa dulunsdigthe acquired TTP a7n
MIANEV8Y Tsai wae Lian la@sianwy IgG uaz IgM inhibitory antibodies ¢ia ADAMTS 13
activity lugﬂmﬁﬁm’azmﬂm ADAMTS 13 BEN9ThUTs (3zeudnindess: 5usdIzaL
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289 ADAMTS 13 Un@uddySunasues ULVWF ﬁgaﬂ'jwﬂﬂﬁ Fadulylduenwitaannluud
PS5 mfianaines  ADAMTS 13 wdrdsenaiieananufadndluisvesmsinaud
AaUn@uas  ADAMTS 13 ﬁﬁag’luﬂ%mmﬂﬂ?\ﬁmwuﬂuﬁﬂmm@;%ﬁwaamﬂﬁﬂkﬂw
Mm\‘lﬂé'uﬁ'umﬂmiﬁﬂmluﬁ:ﬁfawaa;jﬂmﬁ'ﬁma: inherited TTP WUINUN13119 ADAMTS
13 Wiwdsanunuge uanavlitian1iz  thrombotic microangiopathy daniuaztiinldadng
Farawitname ADAMTS 13 \uifadowisfiianuindy wdldldduladnfiviladndon
fvnldde TTP"

Pier M lavihmsfinnazauzas ADAMTS 13 uaz vWF:Ag lufil autoimmune
disease §1wan 123 auilifnnaz TTP Tasusnidln SLE 36 awu uas systemic sclerosis 87
au wansanswudl Tugthe SLE Sszduwansan ADAMTS 13 Tuszeudnieulndln
nguAILQuatIlineiAYIEDaE lauwuinszdy ADAMTS 13 @‘iwq@ﬁwuiu;ﬂ”ﬂm SLE H¢in
Winnusasas 22 LLazluﬂajsJ systemic sclerosis ﬁ@h@‘iwqﬂwhﬁ'u%aﬂm 20 Iuﬁﬂ’mﬁﬁszﬁu
ADAMTS 13 dniniasas 40 ldiimsamaviiufniieqszduaes ADAMTS 13 inactivating
antibodies wu’j'lvlajﬁpjﬂ'samﬂi@Laﬂﬁmsa%wuLLau?Tuaaf: FIBNIATIINNIZALVBY VWF:Ag
wu'jﬁﬁ@hgaﬂ’hﬂuﬂn?}asi’mﬁﬁyﬁ'lﬁfgmmﬁaﬁgﬂmjﬁw SLE uaz e systemic
sclerosis” aanunsazdaslianuszdnszisagsunnlunsulanassauues  ADAMTS 13 lu
K1y SLE fdoamslEszauuas ADAMTS 13 lumslwmisifiasuniaz TTP-HUS

lullagtiudalinisdnszay ADAMTS 13 lugthe SLE MAanIz TTP-HUS 1ag
mﬂs‘ﬁa"ﬁagamulmyLﬂmﬁmﬁmmgﬂwvlaiﬁim (case report) l@gaNNNSANMIVaY Starck
M uszamsz Teugihe SLE MRANETTP 2 318 wuiw;jﬂwﬁv'o 2 Tefszauved
ADAMTS 13 fidnagnsquuss (dnirdasas 5) unzlinmsnsawy ADAMTS 13 inactivating
antibodies sl,u;jﬂwﬁy'o 2 g’ NNiayadg ﬂsznauﬁuwudﬂugﬂw SLE fiflonmiuaas
283 thrombotic microangiopathy URZEIRENTIZ  TTP-HUS  MIaTIanuIsaunaIasn
ADAMTS 13 anvazdslamizaslunmslimydfiadons@iissaudinindoss: 5 wazasany
ADAMTS 13 inactivating antibodies

2. Endothelial injury iifayaiimsiianimsalnszduiniaifen  (platelet
activation) luwnAne  TTP-HUS maaaazLﬂuwaﬁmummnmnﬁ@wﬁaqmamﬁamﬁ@mm
L?m‘mtlzz LTWAN bacterial endotoxins, LLau?T‘.Llaﬁ, immune complexes, oxidative injury Ton)
NEN I@yﬁﬁé’ﬂgmwudwﬁmnﬁu*’fumaawawﬁm‘?‘iLﬁmnﬂLﬂaqwﬁfmaamﬁa@gnmzﬁu
(endothelial activation) 17 endothelial microparticles, E-selectin, P-selectin, thrombo-
modulin, b-Thromboglobulin WAEWU TN SIRUT w89 adhesion molecules L&A ICAM-1
W8z VCAM-1 wasiinavinl¥msaine prostacyclin aaad wdffidonueuuninvilueny
AeUnafifedwiniAetuidwdaailatuidwdoaluauoslwsneiidwdoailoauasedy  wu
ANNAaUNG e L Uasrin mnm’:‘ﬁnm%ﬁaﬁﬂ@mmﬂwwmammm@:ﬂm TTP-HUS an

NARBINL microvascular endothelial cells AlANNNNBIBILAIGNU WU LTART LaaN



Rt (dermal) lauazanas 1ia apoptotic wazans'ly lunynfiasas ldunandaauazayla
\fia apoptosis [25. Mitra, D. Blood 1997] m3fidlanuuanaanusesfiunveseseaziifia
anuRadnfansetuneldan @‘hmﬂoﬁag’mm:mm CD36 (the thrombospondin receptor
9na3unsndadn glycoprotein (GP) IV Lﬁawua%iuuﬁwmmﬁmﬁa@) FalaosIInTNd CD36
ﬁlzgﬂwua%i‘uu human microvascular endothelial cells (HMVEC) waaz lIWLLK endothelial
cells of large (umbilical) vessels (HUVEC) uanmnﬁulugﬂ’mﬁﬁﬂ’nz classical TTP-HUS
Fanufimssuenivefise HMVEC ganndaieuaz 73-100 uaimishouandvadide
HUVEC \fins¥auns 36-55 uazuandvadda HMVEC flazanasannnisi@in heterologous anti-
CD36 antibody uazilszauanaIna NI plasma exchange therapy [26. Wright, JF, Br J
Haematol 1999]

3. Shiga toxin Shiga toxin &19%131n E. coli (type O157:H7) %#30813831931N
wuafidesu Tasfimstdanuiuiuiiumaia HUS ludn wawuldlidesinluglng lu
nydifin classical HUS aswui lifianusunusiuuasszdu ADAMTS 13 fumsianiie
HUS"

4. Plasminogen activator inhibitor type 1 (PAI-1) PAI-1 ¥iliiaanufiadné
Yo9IUIWMT fibrinolysis Ludnasdlsznaunitefivhlfifiamamenadiuuesniadanln
N1 TTP-HUS muﬁw%mad plasminogen activator inhibitor %m’l&lﬂﬂaﬁ’mﬁ’lﬁlﬂ%
primary inhibitor 484 fibrinolytic compounds tissue-type plasminogen activator IL8s urokinase
Vlﬁgnwmﬁﬁmwénﬁ'rglwﬁnﬁl,ﬁﬂma: postdiarrheal HUS laWuinaMauusizasainis
voslsndanuunusiLIzauTammENn  PAKT  uaswuhszaudaadulndldiamie
mowasanmarmagnslametesios (peritoneal dialysis) @atiadwlulumadontusy
msfinuiinsinnueslefatuie® waluasiisslinmnusaawii miﬁﬁmimz@’ﬂﬁ
finsnas PAL1 Ranndudl Lflumqﬂ‘%aLﬂuwamﬂmauﬁ@mim@L%waolﬂaywﬁfoma@ W6
atslsimumaiindu PA-1 azvnlfiAemafinduves fibrin thrombi uelisansnedune
m3iAa platelet thrombi Goifludnwmeidusasniz TTP-HUS 'lo

5. Genetic factors wuiwﬂa}%’ﬂmaﬁuqmwﬁmulﬁﬁ’s"ﬁaaﬁumﬂﬁ@ autosomal
recessive L dominant forms 2aJ familial HUS %o‘ﬁagamﬂmpjwulu@ﬂ uaﬂﬁnﬂﬁ?uuﬁa
H9WUTN factor V Leiden anvazdidawlunmisiialie Imwmﬂugﬂmﬁ'ﬁma: thombotic
microangiopathy fiflszdu ADAMTS 13 a%ﬂummﬁﬁﬂﬂaﬂzwu factor V Leiden VL@TﬂaUﬂdwmg'u
AfiUSuNe ADAMTS 13 ayj’lm:ﬁumuﬂmqﬁas:ﬁm‘i‘ﬂ

6. Autoantibodies laun
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lipid syndrome mﬂﬁagaluﬂaqﬁ'uﬁ'ﬂajmmsnﬁa:uanmmé’uﬁufnwj’m TTP-HUS uag
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M13191 1. waadn1Itensusnlsaiiinnig Thrombotic microangiopathy

Thrombotic Disseminated Antiphospholipid SLE
Thrombocytopenic Intravascular Antibody
Purpura Coagulation Syndrome
Hemolytic anemia Present microangiopathic Present immune-mediated
Thrombocytopenia Present consumptive Present immune-mediated
Thrombotic microangiopathy Diffuse Not diffuse
Renal abnormalities Present Present  Present Present
CNS abnormalities Present Present  Present Present
Fever Present Present  Absent Present
Coagulopathy Absent Present  Absent Absent
Hemorrhagic manifestation Present Present  Absent Present

SLE = systemic lupus erythematosis, CNS = central nervous system
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Disseminated Gonococcal Infection in Elderly Patient
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OBJECTIVE: To describe a case of disseminated gonococcal infection (DGI) in an 81-
year-old female patient and review the available literatures on this infectious entity in the
elderly.

METHODS : We reported an elderly case of DGI and reviewed the previously reported
cases from the literatures. We searched the MEDLINE database between1976 and 2005
and only cases with sufficient details were included.

RESULTS : Fourteen cases of DGI in elderly patients with mean + SD age of 61.4 £
6.6 years (range 49-72 years) were reported. Acute arthritis was found in 13 patients
(92.9%) and there was no typical pattern of joint involvement. Fever was detected in 12
patients (85.7%) whereas tenosynovitis and characteristic skin lesions were found in only 2
(14.3%) and 4 patients (35.7%), respectively. Vaginitis was found in 1 patient (7.1%) only.
Our patient had vaginitis, tenosynovitis and typical skin lesions which were completely
disappeared after antibiotic treatment.

CONCLUSIONS : We reported an oldest case of elderly onset DGI. The clinical
features of DGI in these elderly patients might not be as apparently characteristic as the
younger age group. Awareness of this disease, thorough history taking and physical
examination can lead to an early diagnosis and treatment.

KEYWORDS : Disseminated gonococcal infection, elderly
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Disseminated gonococcal infection (DGI) occurs in 1-3% of patients who are
infected with Neisseria gonorrhoeaem. The typical symptoms of DGl are migratory
polyarthralgia or polyarthritis, tenosynovitis, dermatitis, and fever *. The majority of the
patients with DGI are usually younger than 40 years of agem. DGl in elderly is not a new
entity but as there are few reports, it is considered to be a rare diseaseg—m. The first case
was documented nearly 30 years ago and implied that there was a possibility of diagnosis
DGl in patients of any ageﬂ. To date, the clinical pictures of elderly DGI do not differ from
those of the youngm. However, the pattern of skin or joint involvement as a feature of DGI
to be distinguished between these two groups is sometimes not apparently seen due to
limited data. In this review, we described an oldest case of DGI in an 81-year-old female
patient who presented with acute arthritis of her left wrist.

Methods : We presented an 81-year-old female patient with DGl who was treated
successfully with ceftriaxone. Previous publications of DGI in the elderly were reviewed from
the MEDLINE database with search date between 1976 and 2005. The key words used
included disseminated gonococcal infection and elderly. Only English language literatures
were selected for review. The references of the reports obtained were further examined to
identify additional cases. We included only the cases with sufficient information for detailed
analysis.

Case Report

An 81-year-old woman was admitted to King Chulalongkorn Memorial Hospital with
fever and painful left wrist for 1 day. She noticed that she had whitish vaginal discharge 6
days prior to admission. A few days after having vaginal discharge, she developed painful
and swollen right thumb and left middle finger with limitation of movements. Non-pruritic
erythematous rashes gradually developed at her hands and feet. She also had difficulty to
walk due to pain at her both knees.

Her underlying medical illness were hypertension and sick sinus syndrome and
physical examination revealed body temperature of 39.0°C and irregular pulse rate of 128
beats per minute but respiration and blood pressure were normal. She had mild
cardiomegaly without heart murmur. Musculoskeletal examination revealed arthritis of her
left wrist and tenosynovitis of her left middle finger. Her both knees were warm but not
swollen and had limited range of motion due to pain. Hemorrhagic pustules on
erythematous bases were detected at her palms, fingertips and soles. The other systems

were unremarkable.



Complete blood count showed WBC 15,090 ceIIs/mm3 with 86.4% neutrophils,
9.6% lymphocytes, 2.6% monocytes, 0.1% eosinophils, and 0.3% basophils. A few drops of
yellow-colored, turbid synovial fluid from left wrist showed numerous polymorphonuclear
cells and intracellular gram negative diplococci (Fig.1). Synovial fluid culture, which was
reported 10 days later revealed heavy growth of Neisseria gonorrhoeae whereas cultures
from blood, throat, cervix, urethra, rectum and cutaneous lesions were negative. She
recovered completely without any complications. The patient was treated immediately with

intravenous ceftriaxone 2 g per day for a total of 14 days.

~

Figure 1. Gram stain obtained from synovial fluid from our patients showed numerous

polymorphonuclear cells and intracellar gram negative dipplococci (arrowed).

Results

Only fourteen elderly cases with DGI were reported from 1976 to 1993. The patients’
age ranged from 49 to 72 years with mean + SD of 61.4 + 6.6 years. Eight patients (57.1%)
were female and 6 patients (42.9%) were male. The patients’ marital status comprised
single in one patient (7.1%), married in 5 (35.7%) and widowed in 3 (21.4%). The other five
patients (35.7%) had no information on their marital status. Eleven patients (78.6%) had no
concomitant medical illness while 3 patients (21.4%) had history of psychosis, heavy
alcoholic consumption and congenital C2 deficiency. Two patients (14.3%) had recent
history of sexual contact whereas 7 patients (50%) denied of having sexual contact. The
characteristics of the patients identified are shown in Table 1. Acute arthritis was found in
13 patients (92.9%) but a typical joint manifestation of acute asymptomatic oligoarticular
arthritis with tenosynovitis was not commonly found in these elderly patients. Six patients
(42.9%) presented with monoarthritis while 3 patients (21.4%) and 4 patients (28.6%)
presented with oligoarthritis and polyarthritis, respectively. The knee joint was mostly
affected joint and was found in 8 patients (57.1%). Fever and hemorrhagic pustules skin

lesions were observed in 85.7% and 35.7% of the patients, respectively. Tenosynovitis and



vaginitis were uncommon findingg'm. Our patient had arthritis, typical skin lesions,
tenosynovitis and also vaginitis. In addition, our patient was the second case of DGI that
presented with vaginitis. The first case was reported in 1986, almost 30 years agog. The

clinical features of DGI in the elderly are demonstrated in Table 2.

Table 1. Baseline characteristics of DGI in elderly patients from literatures and our case

Patient  Reference Year Age Sex Marital Underlying Sexual contact
No. Status disease
1 Jacobs, 1976 62 F widow none ND
et aI.11
2 Petronella, 1986 71 F widow none denied
et aI.9
3 53 F widow none yes
4 57 M married none denied
5 62 M no data psychosis denied
6 Ciriaco, 1987 60 F no data none ND
etal.”
7 61 F no data none ND
65 F no data none ND
Saraux, 1987 65 M no data none ND
et aI.13
10 Guerrero, 1989 49 F married none denied
et aI.10
11 68 M married none denied
12 59 M single none denied
13 55 M married alcoholism prostitutes
(frequent)
14 Figueroa, 1993 72 F married congenital C2 denied
et aI.14 deficiency
15 Our case 2005 81 F widow hypertension, denied
sick sinus
syndrome
M: Male
F: Female

ND: No data



Table 2. Clinical features of DGI from literatures and our caseg'14

Patient Site Pattern Migratory Fever Teno- Skin Vaginal

No. of arthritis of arthritis arthritis synovitis lesion discharge

1 knee monoarthritis no ND no no no

2 elbow, oligoarthritis yes yes no yes yes

first MCP

3 wrist, ankle oligoarthritis yes no no no no

4 knee monoarthritis no yes no no no

5 no no no yes no yes no

6 ND polyarthritis ND yes no no no

7 ND polyarthritis ND yes no no no

8 ND polyarthritis ND yes no no no

9 PIP, MCP, polyarthritis yes yes no no no

knees, wrists,
ankles

10 knee monoarthritis no yes no yes no
11 knee monoarthritis yes yes yes no no
12 knee monoarthritis no yes no yes no
13 knee monoarthritis yes yes yes yes no
14 wrist, knee oligoarthritis no yes no no no
15 wrist, knees oligoarthritis yes yes yes yes yes

PIP = Proximal interphalangeal joint

MCP = metacarpophalangeal joint

ND = No data

Gram negative diplococci were identified in synovial fluid in 4 patients (28.6%)

while Neisseria gonorrhoeae was established from synovial fluid in 9 (64.3%). Blood culture

yielded Neisseria gonorrhoeae in 3 patients (14.3%). Positive cultures for Neisseria

gonorrhoeae from other sites were reported from urethra in 2 patients (14.3%), cervix in 5

(85.7%) and skin lesion in 1 (7.1%). For our patient, intracellular gram negative dipplococci

was identified in synovial fluid and Neisseria gonorrhoeae also grew from synovial fluid

culture. Cultures from blood and other sites were all negative for this organism. The finding

of Neisseria gonorrhoeae from staining and culture are shown in Table 3.

Our patient was treated successfully with ceftriaxone at the dose of 2 g per day for

14 days. She responded quite well to ceftriaxone with disappearance of fever on day 8 of

the treatment and improvement of arthritis and tenosynovitis on day 10.



Table 3. Identification of Neisseria gonorrhoeae from body fluids from literatures and our
9-14
case
Patient Synovial fluid Blood culture Growth of Culture
No Gram stain Culture Neisseria
gonorrhoeae from
other sites
1 ND Neisseria gonorrhoeae ND ND
2 no organism no growth no growth urethra, cervix
3 no organism no growth no growth urethra, cervix
4 gram negative Neisseria gonorrhoeae no growth no growth
diplococci
5 not performed not performed Neisseria gonorrhoeae ND
6 gram negative Neisseria gonorrhoeae no growth cervix
diplococci
7 gram negative Neisseria gonorrhoeae no growth cervix
diplococci
8 gram negative Neisseria gonorrhoeae no growth cervix
diplococci
9 ND Neisseria gonorrhoeae no growth no growth
10 no organism no growth Neisseria gonorrhoeae ND
11 ND Neisseria gonorrhoeae ND ND
12 ND ND Neisseria gonorrhoeae skin lesions
13 ND Neisseria gonorrhoeae no growth ND
14 no organism Neisseria gonorrhoeae no growth ND
15 gram negative Neisseria gonorrhoeae no growth no growth
diplococci
Discusssion

DGI and gonococcal arthritis are diseases that affected mainly the young, sexually

active age group. Both diseases are found most commonly in patients aged between 20

and 40 years. Elderly cases have been rarely reported to be infected with Neisseria

9-14
gonorrhoeae .

Arthritis is the most frequently recognized manifestation of DGI°. Our patient

shared similar clinical features such as fever and arthritis, typical skin lesions and

tenosynovitis with those reported cases. Moreover, she was the second case of DGI that

presented with symptomatic vaginitis. From the age of onset of our patient compared to the

14 previously reported cases, this patient was considered to be the oldest DGI patient

(Table 1).



Both genders could be infected with Neisseria gonorrhoeae. The history of recent
or extramarital sexual contact was hardly obtained from the elderly patients. This might be
the main reason that the differential diagnosis of DGI in the elderly is rarely made unless
there are clinical suspicions. As we have learned from previous reports that DGI could occur
in the elderly who denied history of sexual contact. To obtain the information on sexual
activities in the elderly is a hard task since it might cause great impact on the patient’s
family.

There are some differences in the clinical features and microbiologic results of DGI
between the elderly and the young age group as shown in Tables 4 and 5. Acute
polyarthritis was more commonly presented in the young age group than acute monoarthritis
(35% vs 20%). Migratory polyarthralgia or polyarthritis were commonly found in the young
age group (70%). In contrast, fever was often seen in the elderly patients (85.7%) while
tenosynovitis and characteristic skin lesions (14.3% and 35.7%, respectively) were not as
common as the young patients (67% and 55%, respectively). Monoarthritis (42.9%) was
seen more often than polyarthritis (28.6%) in the elderly. Vaginitis was infrequently found in
the elderly patients (7.1%) whereas it was more frequently found in the young age group
(25%). As mentioned earlier, our patient was the second reported cases of elderly DGI who

had vaginitis as a presenting symptom.

Table 4. Difference in symtoms and signs of DGI in classic cases and elderly cases

Symtoms and signs Classic case (%)Ib Elderly case (%)9"4
Migratory polyarthralgias 70 35
Tenosynovitis 67 14.3
Dermatitis 55 35.7
Fever 55 85.7
Purulent arthritis 55
- monoarthritis 20 42.9
- polyarthritis 35 28.6
Genitourinary symptoms 25 71

In addition to arthrocentesis of the affected joints for Neisseria gonorrhoeae
cultures, cultures of body fluids from other sites such as blood, throat, urethra, cervix and
skin lesions are also essential to isolate this organism for a definite diagnosis. There was no
difference in the blood culture results between the two age groups but synovial fluid culture

yielded more positive result in the elderly (64.3%) than the young age group (30-60%).



Table 5. Staining and culture in classic case and elderly case

Staining and culture Classic case (%)'b Elderly case (%)w

Blood culture 20-30 21.4
Synovial fluid gram stain <25 28.6
Synovial fluid culture 30-60 64.3
Culture from other sites

- pharyngeal 20 0

- cervix 90 35.7

- urethral 50-75 14.3

- rectal 15 0

- skin <5 71

Ceftriaxone is now the antibiotic of choice for treating DGI however the symptoms and

signs of DGI in the elderly patients may be slowly improved. In classic cases, subjective

and objective symptoms are usually improved within 48 hours after the initiation of antibiotic

therapy. Dermatitis and arthritis usually respond well within 5 daysz.

In conclusion, DGI in the elderly patients is not a new entity but it is considered to

be rare as there are still few publications. A history of sexual contact was difficult to retrieve

from elderly patients with DGI. A negative history may not exclude the diagnosis of this

disease. Awareness, thoroughly history taking and physical examination can lead to the

diagnosis without difficulty.
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