O 27 a1fufl 3 1deunsngnen w.e.2559 | 115

1. Lﬁﬂiﬁ’ﬂﬂ&ljﬂ'}d@‘f’]ﬂiﬂ%LLaxgmaaeﬁ'mLﬁam%ﬂ

TIWNIEN sulana 1y

2. INALNYLNTTIIRITLASNITAL AW WY DIFNIANY

3. watdugana1dlunsusasuazuanil 8 uuauaaLA

AMEZUIIWIDNT

WHUNNENIATT UIIRONHUNI TN

&19NI N
amﬂugmaaéﬁ;umeszmﬂ"lmzl
9 a1msadunszus o 1
Lﬂ“ll‘ﬁIZ ‘ﬁﬂﬂﬂ%&ﬁ'ﬂwﬂ numwmq%ﬁmlmi L"ll@]ﬁ’)il’ll’)']x‘i ﬂE\‘IL‘ﬂ‘W"‘J 10310
Insdwyl 0-2716-6524, 0-2716-6661-4 ¢a 9002  InIa13 0-2716-6525

e-mail toojaisai@yahoo.co.uk

A ed aev ad X ¢ o @
WUNTN UIBN TANIUN NNA

15/125 DUUUINTWNT LL‘].I‘NﬂEI?ij&I L’].I(‘ﬂ'ﬁﬁfjﬂ NINNY 10240




116 | 3anslindauazgundatu

| §13Ua |

nalgBuylulnayfuninasaiiaadilungulsnganéa (intravenous Immunoglobulin -~ 117
in Rheumatic Diseases)
unmaasldunadlafiululsan Gdumuilaiiazasnuias (Procalcitonin in Systemic 133

Autoimmune Diseases)
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ms‘li’f%ug‘[%‘[nagaumwaamLﬁam@i"ﬂunéuﬁﬂgmaﬂ

(Intravenous Immunoglobulin in Rheumatic Diseases)

lnazty swianguns *

1137 Brzaasena

Tagtiudnslgduylulnay&u (intravenous immunoglobulin, IVig) ns%aaaiLiaas

o '

lumsinmliadag ldunlsanidunuunnias (immune deficiency) Nizfiatgunduazy@n

q
a v o

nuﬁ‘nMﬂﬁﬂiﬂﬁﬁmw11ﬁ@ﬂﬂamanmwnulumjﬂsml,vi’qﬁﬁuLaaﬁ"@ autoimmune W&z

ALl
autoinflammatory disorders'”

Tull a.a. 1946 wrsunne Edwin Cohn WAINWNNANENAY Harvard AASHNNTLENEI
yasdsznavldsfnannmsundieitnsanaznaudisuasnagasiiwieatauonlysiuly
uaslUsiurfindug MNNAFNNVBIHLTINGA athanlglunsshemwisniiniag shock
lussibmsnrulanaisd 2 2913533849 Cohn fyfoinduwisiugmildlunsiinsuen
sanvasdsznauldsduluwanaun®

1 a.q. 1952 fnanumsld IVig ﬁLLUﬂVL@Tmﬂwmamlumﬁﬂm;Eﬂmiimuﬁ@im”u
Uﬂwiawﬁ@ﬂﬁugmugﬂLmuﬁ@Lfﬂnﬁwwufaimmmmﬂﬁ Bruton" agndlsfionumsiagn

¥
@ @ A

mmmmuaﬁﬂﬁ@ﬂ'smﬁuﬂm mg@éﬁﬂéﬁ']LLaz”laimmin%'nmsm”uSugiﬂnayﬁﬂmﬁaw

lfldasfiunnnin 2 niwAas Felddmanammsiiasiniavaaaifaadilull a.a. 1960
& lﬂl o U v a a dl a A‘ o L
wifgsdrzaudynisasnmisildldsmsBuylulnayduiivians Mlwdirounene
A Aaa o AN vo A PN . A 3 o
el JATounwsin lasunmenaaaifaasiia anaphylaxis Foidunaainasdudonsinan
. . ' s a o v a a a Q‘ J 4
vasoactive peptide danniimInawIITnIldasBuylulnayfuuIgninindwieaa

@ a [ ' 4)
NRUNNLAHININAD

nsuaaasdnylulnayan

= 1 a tdl L et v A tdld
L@ISU&I&JW%’]ﬂﬂ’WiLLUﬂ&’]%ﬂ‘SZﬂﬂUIﬂi@l%‘ﬂ’]ﬂWﬂ’Wﬁ&ﬂﬂvL@‘i‘]ﬁﬂﬂEU?%']@]Y]NE‘Z’IJI‘I’]W

a

= X o Ao A, a A > a Ao
WAITd Ussanm 1,000-10,000 % VBAUUIBNNNINITINRG Lwalﬁ”l,@miawiuiﬂagauﬂm

“ Wy, unndlszinthudesaa ﬂumﬁ"mqﬁuﬁ Sughﬁ‘nm uazlsnda mﬂﬁ“’mmr_qlsma@{ AUTUNNEARASITINE LTI TUA
YAINENaBNRas
WAL Bﬁ'wmamwmsﬁ wihgAmpiiuw Suglu"mm uazlsada mﬂ?mmqsmam‘ AUUNNEANFASIIININLATIINTUE
UINeNae Nhaa
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mwuu%qﬂﬁimzﬁﬂizﬁﬂﬁmwﬁqﬂaaﬁmiamu”aianﬁavlﬁﬁmsﬁmu@ansﬁlummﬁm
miﬁugiﬂﬂayﬁuﬁlﬁmama@Lﬁa@wﬁﬂuﬂ a.¢. 19827 nande

1, SuHhﬂﬂayﬁﬂﬁ%’umsm‘%mumnwmammaa;ju’%mﬂﬁﬁqmmwLL‘ﬁaLmamq
way 1,000 A

2. SuQiuiﬂayﬁufuﬁaoﬂszﬂauvlﬂﬁazJ subclass G (IgG) ﬂg\ﬂmaqaﬁﬁ'&mmm
sananildatnaiansanas 90 uazfidaainuad subclasses auglndifsaiunmaanluiden

3. IgG Nlatansguant@ineTainu1ausIsuTd (3u complement fixation 1w

4. EuQiuiﬂagﬁuﬁaoﬂ‘nﬂmﬂﬁmmﬁau \I% prekallikrein  activator  kinins,
plasma protease i?&lvlﬂﬁda’ﬁﬂvugﬂ

5. Suﬁiﬂﬂagﬁuﬁawi’mmnL%@Iiﬂ lagnsasianansad Rsaauaniauduazd
(hepatitis B surface antigen / anti-hepatitis C virus antibody) saerled (HIV-p24 antigen,
antibodies to HIV-1 and HIV-2) uazSWas (FTA-ABS, TPHA)

ﬁm;u”umwﬁ@lmsﬁuQIuInmﬁmﬁaIﬁmwaa@Lﬁa@@‘hﬁmwﬁ’rmﬁh‘lﬂmﬂ%‘uﬁ

o o i (6
ﬂ']iﬂ’]'ﬂu@Lﬂm‘ﬁﬂ?ﬂﬂ“ﬂmﬂq‘W@\jLLa@\‘llu(ﬂ’]iqﬂﬁ 1( )

M131971 1 UEad Current quality control measures for therapeutic 1Vig

Characteristics

Quality control measure

Specification

Physical Appearance Clear, no particles
properties pH 4-6, as specified by the manufacturer
Osmolarity 2 240 mosmol/kg
Excipients Should be mentioned in the product label
Chemical Total protein concentration 230 gll
properties y-globulin content = 95%
Immune aggregates < 3%
Human origin identity test Positive
Viral Tri-n-butyl phosphate Permissible level 10 pg/ml
inactivation Polysorbate-80 Permissible level 100 pg/ml
component
Protein Anti-A and anti-B Negative at HA titer of 1:64

contaminants

Prekallikrein activator
Total hemolytic complement levels

<35 IU/ml (3% protein preparation)
< 1 CHs, per mg of IgG

Viral marker HBsAg, HIV p24 antigen, anti-HIV-1 All negative
test antibodies, anti-HIV-2 antibodies and

anti-HCV antibodies
Safety tests Bacterial sterility test Sterile

Endotoxin assay

< 0.5 IU/ml (5% protein preparation)
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meé'@mmiﬁﬂmm‘sﬁm;‘JJIuInagﬁuifun‘“uﬂ%umf lasnasangiheldsy vig
mMinaeaiand s2au 196 lwlsnaziinagnimas uazazantzauatadirasinlu
F19 1-4 FULIN WHININTUITZAL 19G AL 9 AANIDENT § @“’ma@ﬂugﬂﬁ 1 lagn3aa
32AU284 IgG 881973AL33T9uIN (A phase) LNANNNIIILAIVBIRNT IgG UBAITULULTAR
Lﬁaqmamﬁamﬁ@ Fc receptor (FCRn) B IgG madma:gﬂﬂdaanﬁuvﬁwg&m:umﬁamm:
vudwzignizuiwmitasasanolwaaslasiawladdaly Sawivdninzaisvas
190G UNNFIHDNUENAREALRA lumm:ﬁmiamm‘"uasmfw Gﬂwﬁ'awﬁa (B phase) Lina1n
nszuaumsgasamuiasatnadon®” lasnwuinszeznmesiiiaves 1gG Sendszano 2-

10,11
3 ﬁﬂmmuafmuﬂ‘imm FcRn UnLmag

a phase f phase

A
/ \

Serum g5

/ T ——
Basal |/ ——
leval |/ T——

Time
Vig
administration

a phasa

Degladauon of excess [gG
2L (e
?‘ Lysosome

e WA Vascular endothelial cell
ﬂﬁ ” R of Biood

P phase _%

/ ; ; :% : D ﬂ S;/:_ Vascular endothelial cell
E ood

% 1ec Qﬁ’ FeRn =

3UN 1 WRAUAFTIAUAEATIDY IVIg (AARBNIIN Bayry, J Nat Rev Rheumatol. 2011
Jun;7(6):349-59)"
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g ~a a
nalnaangndzasasdaylulnaydn

nalnnireangnivasasduylulnayfudanunainnais lasduasasuiunis

[ a

[ [ Ay o A { 4 & aw . .
aneuauinsUunidunu Sidanufsiiesmipiiduniusiia innate uaz adaptive Lo
oo (13 A
sansaugnuerldaai’” (U1 2)
ﬁgl e Qs o« A a 1
1. sangniriwmsduamnuduylulnayfusiu Fab),
a5, v o oA a v o o a &
2. aangnirumsudinuauylulnayfudin Fo AUATULRANTAT (FeRn)
A€I v a a a a 1 '
3. eangnidiunInzduIzuuAsunAwud uTmduylulnayfudiusasda
F(ab’),— Fc
a5, [ A { o
4. sangnirInEIaaMIBNIEUAL 9 NUuanny 1gG 1w IVIg

Fab

Antiidiotypes

Antibodies to immunomodulatory proteins

(cytokines, chemokines, receptors, adhesion molecules)

Antibedies to superantigens and pathogens
Natural antibodies

l—l—\

Complement-Fc binding W

Inhibition of deposition of activated

complement component on target tissues
J

Fc

Inhibition of phagocytosis
Blockade of immune-complex access to FcyR
Binding to activating and inhibitory FcyR
Alterations in GR binding affinity

Regulation of DC maturation and function

Sialylated Fe

Binds to C-type lectin receptor (DC-SIGN) on
DCs, leading to secretion of a mediator that
activates effector macrophages to increase
expression of the inhibitory FcyRIIB receptor

Inhibition of antibody-dependent cellular toxicity
Modulation of antibody half-life through FcRn

Other soluble proteins contained in IVIG

Cytokines

Chemokines

Soluble cytokine receptors and receptor antagonists

{ v Af a a =
zllﬁ 2 LLE‘T@NIQ?GE‘T?’NLLﬂ:ﬂﬂvl,ﬂﬂ'ﬁaaﬂq‘ﬂﬁ?.laﬂﬁ']iallﬂiuiﬂﬂ%ﬂ% (A@aanaN Erwin W.
Gelfand. N Engl J Med 2012;367:2015-25)"

navlnmsaanqwéﬁw%ﬁug‘[ﬂfﬂayﬁudq% F(ab’),

nssuanuduylulnayfugin Fap), anfianuinwzdaminszgunlqunu
(antigen-specific) %38 331412 (antigen-independent) fild

1. Antigen-specific Lﬁﬂﬁu‘[@ﬂmsf{i'un”usz%iwaﬁwgiuinayﬁudzu F(ab’), WaanI

v A

ndunidunusiiadiwe 1Had31n IVIg Qnm’%‘wmmnwmammaa;ﬁu%mwmﬂw”uﬂu 29

u
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o v lil v = o ' v a v o ' v a lil a -3/
71’11‘1)1 IgG ‘Y]VLG]NW&JWJ']N%WLW’]Z@]aﬁﬁ‘iﬂizﬂuﬂﬁ\lﬂ&lﬂ%&nﬂﬂ’l’] 100 ;NUTHA I@UNG‘HLH@]‘H%

U

iunalnitlaun
11 gusamsvhawasenslalaensifidanusine
1.2 :T‘uﬂ%msﬁwmmaaﬁugiﬂnmﬁuﬁilu autoantibodies 1a83UALFIN
variable U% F(ab’), ﬁlﬁm”}NﬁiWLW1$(anti-idiotypic antibodies)(15)
1.3 ilv‘]_lii‘lmiﬂim:u T Iymphocyte“liﬁ@ superantigens
14  fudinsvinauesimassnigusiiasng 9 HuluLanauuALDas du
CD95 (FAS)ICD95 ligand (FASL)"®, sialic acid-binding immunoglobulin-ike lectin 9
(SIGLECY), SIGLEC8""™ T cell-expressed """ B cell-activating factor (BAFF), A
proliferation-inducing ligand (APRIL)(ZO), blood group antigen(21) 39ufl9adhesion molecules™”
2. Antigen-independentI@]ﬂmé'ﬂmiﬁwmmsma(é'maumumim:éjmﬁmﬁa@
21275%@ T lymphocytes lag IgG (antibody-dependent cytotoxicity, ADCC)
nalnmsaanqwéﬁﬁuaugfufnag?mda% Fc
1. 1gG s Fc azl1ugs autoantibodies 14n133UAL FcRn
FldifiamIdusvas FeRn vilw autoantibodies 7ilaildsuniy FeRn aniaa
ganaNnIzLaianagaTIas e
2. gy z‘]%m*sm:@ju Fcy receptors (FoyR)
las FoyR  funumluminszguaviumsdnizuuazarulngjdsznauedae

24) o { ' ..
)& A931N 3 uazWUIN low affinity

FcyRIIA/B/C Bafusesuny IgG ‘[maqmﬁméﬁ (low affinity
FeyR mmf':mm'mgﬂm:ifui@mm‘sﬁ'uﬁ'u IgG lutanaiBedau (immune complex)® Tag
WiJ1autoantibody—antigen complex ﬁ'ﬂl,ﬂ‘fluimaqmﬂ’ﬁu?{m Tupmeiginlsznevues IVig &
lgG Imaqmﬁmmﬂn'jﬁasa: 95 JymanInsungununaun IgG Imaqal,%afﬁ’au LaZLLEN

. . { o o o & 26,27
autoantibody—antigen complex WWaIuNy FeyR fualunsgugs inflammatory cells( )

Ig superfamily MHC class | C-type lectin
19G High Low affinity, Low pH Sialic acid-
bindi affinity immune complex intracellular rich IgG
DC-SIGN

FCRIIA "
FeyRIA FORIC  FoRIA  FCrRUIB FeyRIIB FcRn

B ann 5. ¢

I_" o u IJ o u‘:G;I

o T o

ExtendslgG

half-life

Functional
outcome

Activation “ Inhibition '

Anti-
inflammatory

;Jﬂ"?l3 wsa9 Human Fcy receptorstlsznaulidas activating receptors watsziiauas

inhibitory receptor 1 THa (ﬁ'@manﬁnﬂ Schwab |. Nat Rev Immunol. 2013;13:176-89)(28)
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3. NIcaw FeyRIIB SansaraslunizuInns anti-inflammation™”

I@mwmmkmmadﬁl,ﬂu immune mediated thrombocytopenia i8z110 FeyRIIB
lifinmsaauauasdemslit IVig uazioiimslésu vig lWa FoyRIB uudaioasiiudn
TagLan1zun effector macrophages ¥inlwasaanmsasansanan®

4. WA NE130lun1TsUaIRUIEIg glucocorticoid  Uaz  glucocorticoid
receptor

lay glucocorticoids  funumlunszuaumadiumssniay lasnanszdurin
glucocorticoid receptor ﬁﬁumaﬁuazmﬂuwmﬁ %dl%éﬁﬁﬂ@iamﬁ]:ﬂizﬁu gene expression
Ll,aza%ﬁamﬂﬁiﬁuﬁaaﬂqﬁ%@nﬁé’nL&‘UBOI@al isoform 184 glucocorticoid receptor &21lna
\{ln alpha isoform (GRO) tfafin153uniuszning glucocorticoid U GRA isoform aztAans
nazgunIzUInNITean lumanaununinidudunuszning glucocorticoid il GR isoform
AL FUHINTTUINNNTTII6 % wudifasliauwpidaiasudazinaiinirasuaunadde
glucocorticoid wanen9r wazsndsiwluauszozvaslsa luszosilsamiBuazinsiud

(31,32) A o
BanNIINBE

L a & L. A a A X A o v a o 33) a
WUANLNANIITADHN D g|UCOC0rt|COId L&Iallﬂ’lil,‘wwmu?la\‘ivLsﬁIﬂﬂ'lalqu’lsL%Lﬂ@m’]iamﬁ‘u N

183 GRp isoform lkanuauisalunsdu glucocorticoid receptor 8aa

midnswuinsld (Vg lugilslsaieniinnzdada glucocorticoid vlwrinaauauas
1 s v d‘&/ o o Qo 1 . . . .
damIsnEncmeaidesaudadn lasdinsauanuIzning glucocorticoid Was glucocorticoid
a & af o oy o I 34
receptor iRNTUUAzaNIRAGIURAIHE AT Ivig 1unan 3-6 wan®™
5. MILULINTANLEUNIBNIZLIUNT IgG glycosylation
. A a e a ¢ a
lag 1gG glycosylation fia n3zuIundNwythamaluas iy Indunduylu
a A & o & = C7R A & v [ 6 v v =

InagAudinunludainasasuisgiheiiduliadedniauunnesd gilelsaduion
o 35-37 ' . A o A '
smau™ Taawuin IgG  glycosylation lusdunufdenuinadanizuiunisniugunis
o . (38 . . 4 A o . - .
aﬂLaULL@mmdﬂu( )Iﬂﬂmwwﬂizuaumi sialylation Filafinn3dLan terminal sialic acid
residues 88N31N I1gG a8Lawlas] neuraminiase YlANNadUATTLIUAITELHINNTANLRL
uwaziladinaidn terminal  sialic acid residue a9lUlu IgG  (sialylatedigG) Ananizdu

o & o a £ (39 £y o a & 4 a
NTEUIUNTHUOINIELRULANDUES 10 win® uazkadiunissniauasiinduilolfv

. - . a & (40,41 : o & o a

terminal sialic acid US1304 IgG-Fc 1™ Tagwudwanisduganissnisuiinaindnig
a £ ° @ o o . . ' = '
Wnduad FeyRIB ¥hlwaansnszduizadaniaulay autoantibodies  atn4lsfianunuin
nalngugInisanizulae sialylated 1gG Sndudasdn133UAY C-type lectin receptor wiia
specific intercellular adhesion molecule 3 [ICAM-3]-grabbing nonintegrin-related 1 (SIGNR1)
4 o« a s da o o , . & (42) 4
Faduluianauufiaiwas macrophage fiidandunuluananguaislylamsarinu’™ 4

& a X A a o L e o A
ImaqammamuummaﬁmnmumaumsamamL“ﬁunumua@ﬂugﬂﬂ 4




2 27 atufl 3 1daunsngnay w.a.2559 | 123

Immune

complex ‘) .
Sialylated e
antibody {
J Inhibitory \/& e
FCRIIB

> Activating ‘ / Reduced

effector molecules |nﬂam mation
{

' Effector
,/ macrophage

- 4
-
)Q Actwatmg\
| SIGN-RL E;g FoR
7 , Autoantibody

Antigen

// Macrophage

/

3ﬂﬁ4 uaadna lndunseniaulas Sialylated IgG uaadliiAn sialylated Fc 1gG 3UAY
SIGNR1 U% macrophage m:@j’ﬂﬁlﬁﬂmwa‘i‘l soluble mediator ¥inl# effector macrophage
Inmsuwad FcVRIIB receptor ‘.LluﬁﬁLﬁﬂﬁLﬁu“ﬁWAﬁdﬁﬂﬁlﬁ@m‘iﬁ'unyu autoantibody-antigen
complex 4N (A80NAN Erwin W. Gelfand. N Engl J Med 2012:367:2015-25)"

6. ﬂ'uﬂ'amié'ﬂmmhum‘smuqu dendritic cells

WMl IVIg viliiiansuesuny autoantibody-antigen complex W&z Foy

Lo o [ v . 43) o {
receptor U dendritic cell ylAaan13a3n9 interferon alpha (IFN-G)( " $aununii

(44)

sialylated Fc 1gG 3UAU SIGNR1 U% macrophage 4fIN&1INMED  flARW1I0aa

NIZLIBNTAN La‘umvlé’

na'l.nmsaanqnéei’mmo complement biding site

WUINRIWIaLAa F(ab’), — Fc quuLaqa IgG danuaunInlunnsIuny activated
complement components fla C3a uaz C5a (anaphylatoxin) ﬁﬂﬁ’a@miﬂizﬁucomplement
‘]J%ﬁ’JL‘ﬁaEi( Lﬂumsa@msﬁwmmmﬁIﬂuwudwnWiﬁm human Cb5a ﬁﬁNWSﬂL%ﬁﬂ?ﬁﬁlﬁLﬁﬂ

o Y o 9 , o (45,46)
NITUINNIIBNLRY LLaﬂ%ﬂWiiﬂEﬁ@')ﬂ IVIG mya@msammﬂuukmmaa
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nalnnsaangniriumeansan 9

lunsiasoa IVig ﬁ?uuanmﬂa:wuSwiﬂﬂagﬁu%\ﬂLﬂumuﬂs:nauwﬁ'ﬂ 5961379
WUF13DU 9 ﬁﬁqmauﬁ@a@miéﬁmu 1@uA inhibitory cytokines, soluble cytokine inhibitors,
soluble CD4 W@z major histocompatibility complex (MHC) class 11" wonanitls IVig 693
mﬂdﬁgﬁwmmﬁialﬁ Vig fanutadiasunnds wuiwﬁﬁma"ﬁﬁ@uaaImauangmaﬁﬁmTu
WOLWUNEENNTASLEINTSURUIENINS T cell 11U extracellar matrix lelasnsldguds

(48)
)

phytohaemagglutini (PHA)LLae phorbolmyristate acetate (PMA LazdN1IATIINL antibody

' s A, o v o o
§8 Arg-Gly-Asp (RGD) motif Fafl @1 urinnrinflun1saunuaad extracellular matrix proteins

uaz b1, b3, b5 integrins'

ms‘li’f‘aa\lgfufnayaumwaamLﬁamﬁﬂ%néa\ufmgmaﬂ

1 v 1

Tagtiudnsle ivig mﬂ%usl,unéjﬂiﬂgmﬁﬂLLa:ﬁmﬂumﬂﬁTﬂﬂvlumam%asmLflu
mamaildiiaanauds 9 malan Smymuatatdlunisld vig landrsdaannnangu
NINITUNNE 1% §U1AY American Academy of Allergy, Asthma and Immunology Ussin@
anigawinm umnauusnimnuatatdlumsld vig lasandunangrumemaunnsl
ngulintadniauganaasdliniesuasd nguenisduneslniie uazlsaiduwdandniay

(50)

' = o A @ ° o % o o A(50) o (%
E]El’]\'ivlﬁﬂ@nllEJOVLSJNLL%?WWO”H@LQ%&WW?UT]’]EI“H IVIG luﬂ’lﬁﬂwﬂiﬂm!uu FnTudszine

sangelainsinuauwiIniemsls (Vig las National Demand Management Programme

(NMDP) 1ufl w.e. 2551 (USuu3s w.e. 2554) uazlddauanudayluudazlsalasends

o (51)
RRINIIUNIINTILNANE

luunanuiaznanfinsldduylulnayfulundulingundadinivgiseny
ANAI1 18 Tivintbns
Idiopathic inflammatory myopathies

Iiﬂnéjllﬁﬂizﬂauﬁ’m dermatomyositis, polymyositis, juvenile myositis Lag inclusion

body myositis WLUIIN3INEG8 IVIg LT un1aiRentad %é’m’m;&”ﬂ’sﬂ"L@T%'umi%’nmeTwma

\AnsesduazenUiundduniudn 9 13U methotrexate, azathioprine, hydroxychloroquine i

q
A '

v (52 ' [ o ' o o &
@]u( )I@]ULL@ﬂzTﬁﬂ"ﬂzuﬂqi(ﬂ@Uﬁuﬂﬂ@]ﬂﬂqiiﬂ‘lﬂqﬂﬁﬂ IVig LL@]ﬂ@]’Nﬂu@ﬂﬁ

1. Dermatomyositis / polymyositis (DM/PM)

3) A o =2
nvimsanusln

' v A 5
mifnmuuuguaesuuaziinguaIugu lay Dalakas Wazam

Hile DM fhineuauasdenmsinsanasgiu 15 Noludineasnizawin lasnnsld vig
2110 2 nTNANMENGD 1 An. Ynidian daifias 3 dau wud Vg fdsziniaawluniinm

A ' A oo w aa . (54) o 2 X
ANIYTIRRBNDUWNIBYRIATYNIIRDA AU Miyasaka LLaz@tue “n’wmiﬁmﬂﬂuﬁdﬂm PM
16 710 uaz DM 10 Mo hinauauasdansinsdiseaidsrasdludzmadyunudinisld

Vig lailefidszansnwlumssnsuandrsanneinaen st lsnanlumsansidnsasy
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3§n15§'ﬂwﬁzmnﬂa;wﬁnmLLa:ﬂq’umquLﬁapjﬂaU"L@T%’Uﬂﬁi%’ﬂﬁuﬂmwmm 8 sUaw
= & a { PN A A
Fsgna5uaulunazysafindsz@nsawves Ivig

2. Inclusion body myositis (IBM)

' o a 55) & o

mifnsuungusaiwLazinguaIugu lay Dalakas uazamz™ Avmsdnmlu
dihe 1BM 19 Maludszinaanizawini lasmil vig awia 2 niuahmsings 1 nn. yn
A A v AN v \ & Adao. o o A ak
Wan iuszaziian 3 W@euwuingiheldiy vig prsmpviitunfiiainauieddu
& v o [ & ' 56 v o @
dnttay vldgaliviudszlomives Ivig dann Walter wazams' )Vl@mmiﬁﬂmluaﬂm
IBM d1uam 22 o ludszineanigawing laansld IVig va 2 niusingngs 1 nn. 90
Wwon tuszaziian 3 e wuinmslw vig liladidsz@ntanlunssnsuandlsannen
Wwaan

ﬁaqﬁuﬁmiﬁmuﬂLmeamﬁ‘nmn&qum DM/PM lag European Dermatology
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Systemic lupus erythematosus (SLE)
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Antiphospholipid syndrome (APS)
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ANCA-associated vasculitis (AAV)
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(Procalcitonin in Systemic Autoimmune Diseases)

WA FINWS I *

= ¢
2339% ANITNIBLAIITH **

dihelsapfidiunuiiioilazesauias  (systemic autoimmune disease) 81394

o '

n“ﬁﬁunuunwmaLﬁmmmné’ﬂiﬂm a3 E»JT‘L'J’J HIN ORI mn@gﬁ@i’uﬂ”uﬁslﬁilum‘ﬁ'ﬂmi‘m

@T@ﬁfmﬁaﬁﬂ'smIiﬂQﬁ@"f’mmmﬁaLﬁamaamul,aaﬁ"lﬁga dafienudndulunmsusnanges
o1mslTinfaanszezlsaiisy wie innnmisaade isziianudmdguindemns
unuwmainslassnulae uaz 1ondjiuzldadragndasnanzay winansaznsaidin
maa;ﬂ”ﬂaal‘himmim‘imunnn:w{iaaavl,@i” a1 dudasardunisasianiidesujuanis
LG 8819 19NNUNANITATIINIRDIUUANT 1% white blood cell (WBC), erythrocyte
sedimentation rate (ESR) uaz C-reactive protein (CRP) a1al#nanauadsiunsluszozlsa
fisunienziada Sauniszel CRP  anafidnaaasifiefinsldonmdusasswionina
nildu T ffiaLﬂumwﬁugmﬁhﬂumﬁnmkﬂgﬁ@i’mmmﬁaL?iamamumu
luiTagiudnisdinwiwuitazey procalcitonin (PCT) luLﬁam:LﬁwQ\ﬁfﬂugﬂmﬁﬁ
mMsfadouuaiisy LL@ia:ﬁi:@"uQ\nﬁmLﬁﬂﬁaw%aﬂn@luma:é’nLauﬁ'l,ﬁ@mr]mmgﬁu 9
LT ﬂ’liaﬂl,%avl’ﬁa (viral infection) m’szgﬁﬁ’mmmﬁmﬁa’uammaa (autoimmune
disease) N1zl iasnisuanisaiaz (organ transplant rejection) n13thie1 PCT anldlu
naq'wj’ﬂ'sﬂkﬂgﬁﬁmmmﬁmﬁamaammaﬁaﬁu‘nmﬂéﬂﬂ”{giumﬂf’iﬁadfsmezwmm’;:

a & aa o Aa a v & A %
@I@]L“EaLL‘]JﬂY]LiEILLa:J‘]’l'J::ﬂ’]LSU?JEIGI?@]Q&I@]’MV]’]%L%E]LEJaﬂla\‘mul,a\‘]vl,@]

Procalcitonin

Procalcitonin (PCT) A precursor lunsarezaslaun calcitonin (CT) Faflunuan
éﬂﬂ”:giuﬂﬁiﬂauquau@amammms’fiwlu‘mmﬂugﬂﬁ (calcium homeostasis) Qﬂﬁuwm%'\unﬂ

" daunlull a.¢. 1993 Tye9umadnsnlay Assicot Lag

2

Tud a.a. 1975 lag Moya uazame'
1 a =) QI ; U lﬂld a tﬂq’ a A 1 ] a tﬂqz

amke wudizau PCT lwlaauiugsduludihoninzdageuuafiSoud linulunzdade

o A a@B) & IS A o o A & o Aa X
vh‘ifmﬂiﬂsluﬂuﬂﬂ@l fﬂﬂﬂﬂqﬂa\nlﬂ_}uI‘]_h(ﬂuﬁqﬂiyﬂl"ﬁuluﬂ']iuﬂﬂﬁ'u%@lm@Uﬂ']')ﬂ']im@ﬂlﬁ'ﬂ‘ﬂLﬂ(ﬂﬂlu

* W, wwndlszithusasan wiho I iun Sug‘[uﬁwm uazlsada mﬂ'?‘mmgjsmam‘ ATUUNNLANFAT VN ININRVDUUAL
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qmﬁ’nwmzw’m%amﬁ (Biochemical characteristics)

PCT fia lds@unsznaudas 116 amino acids fiwminanaluianadszunm 13 kDa
Ta39a319189 PCT lwfaaasanuianizluuaeniniizaniauiiadn laaudaann C-cell
Ypadan nTaud iwatdusnsasdulunmsaiisgesiun CT lag CT Usznauaas 32 amino aids

ayj’lm‘i%mﬂoszijéwﬁuﬁ 60 ez 91 UnRI8Vad PCT (@”dgﬂﬁ 1)

PREPROCALCITONIN
| l PROCALCITONIN

- T - - - I -+~ I - oo%

i - hCT KAT
:clz?q':luelnze T eProcl T TT
' PC l PC l
[ - N e o Y —
N-ProCT T T hCT T T KAT
e AP '] AP

0 H 0
1] 1 1"
A E— TR
hCT T

PAM
0
| R S S o S

Mature N-ProCT Mature hCT Mature KAT
AP = aminopeptidase, CP = carboxypeptidase, CT = calcitonin, EP = endopeptidase, KAT = katacalcin,

PAM = peptidyl glycine amidatingmonooxydase, PC = prohormone convertase

4 . . [ 4
3111 1 usAIN"3 cleavage of procalcitonin (AALUAIN Maruna)'”

N1389LAIIEHA PCT (synthesis of PCT)

PCT W@na1n C-cell (neuroendocrine cell) ﬁagﬂu@iaﬂmas@i’ e FUABIUINN9
1inaN neuroendocrine cell ﬁaglmﬁmﬁamuﬁu i fidaa wazd 1@l Taslusduaadud
Tflunsashe PCT a:gﬂr‘imuﬂﬁummnﬁuﬁﬁyﬂdw CALC-I G'fiaag;uuiﬂsifnu@;ﬁ 11 lune
Undnsemoudsussdnanmsaadouuafids CALC-  azdonyinmindilunsmnuanis
8919 PCT 1aw1zlu neuroendocrine cell ﬁa%ﬂu@iamvlmaﬂﬁ sauluduniedu 9 nszuau
M3 transcription Va98% CALC-| '«J:Qﬂmuqﬂaﬂﬁﬁmﬁwﬁlumm&’w PCT 4N

Tsauasaudldlunsais PCT I C-cell vasdonlnsasddsznavldnn 141
amino acid G9muiudmdumolysin \Junipreprocalcitoninlagaln signaling sequence 7

' [ . | . . 4 @ .
agﬂms@nu N-terminus a:ﬁqmamumﬂu hydrophobic properties 5433UNU endoplasmatic
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reticulum LLa:Qﬂﬁ'ﬂiﬂﬂLauvL%ﬁendopeptidaselu endoplasmatic reticulumf: nanewdu PCT
@auPCT ﬁla%ﬂu C-cell a:gné’@ﬁ@‘i%mm N-terminus W&z C-terminus (katacalcin) laidu
CT (@Tﬁgﬂﬁ 2)

CT a:gﬂ%éi"aLﬁﬂgjmmmﬁawé'amﬂﬁmi formed L% secondary uaz tertiary
structures MURIAL WAZEIUVDY cysteine remnant AdUnIN 1 uaz 7 210 disulfidic bridge
W8 C-terminusprolineazgn hydroxylatedIﬂﬂﬂ%aaﬂmaaﬁ’wf':ﬁlzﬁﬂ's’mﬁwﬁ%yﬁiamsﬁ'un”u
calcitonin receptor Gavisaaslasaaeitazlainuly PCT Lm:ﬁ]:gﬂa%w‘fummﬁamnﬁ CT an
Gmoenu1an PCT ud eaviu PCT ‘ﬁ'a;ﬂu C-cell ﬂé’dmngmﬂﬁﬁmﬂu CT ua? azlddl PCT
Qn%ﬁu%g‘a‘:uﬂmﬁsmﬁa@ wazszauues PCT lwdaanuundesdszaudnindnfisnansa
Ja'let (<0.05 ng/mi)™”

pCT Aamanulunnzdiadauuafise wuililandaunain c-cel 2asdaninsond
° LL@igﬂwﬁmmmﬂ parenchymal tissue VaILTARANS ¢ 1319me Govhwinfisis PCT lag
fnmiuaasaanfininiuvasiu CALCH Tuimasiidnuntioiu 9 udluszninefifimsda
alasarin IFN-Y sAﬁdLﬂu"LmI@lvlﬂﬁﬁgﬂﬁéﬁaanmsl,unn:ﬁm%?avb%'m:vlﬂﬁ’usﬁimi upregula-
tion wa4 PCT vinlsiszsiy PCT lwdaaindwAsadntes wiaaralinuluwsneidmsaa
0135 walidionlollalwdeafiaansaviats PCT luszuulnasuwaenld uaaiin
wn PCT mmimﬁmﬁmmiamsmﬂLauvlsnﬂuuﬁaﬁvlﬁua:gﬂ%é;aLﬁﬂ@jﬁ:uuvl,vmﬁzlwﬁa@
PCT mmmmayj’lm:uuvlﬂaﬁﬂmﬁadﬂUﬁ@hﬂéd%’?@ (half-life) 25-30 Falug uaziSoy

o { ' . 4
Wauny CT Add half-life 4-5 wAfi

Preprocalcitonin ,,1 - 141"

Procalcitonin ,,26 (28) - 141“

L

Signal
sequence > N-terminal region > Calcitonin > Katacalcin >

»1-25% »26(28)-81" »B5-116 wi121-141¢
25 AA 57T AA 32 AA 21 AA

AA = amino acids

;Jﬂ'ﬁ 2 uaadlasiainavad preprocalcitonin, procalcitoninias fragment 614 ¢ (@”@Lmaamn

. 7
Melsner)( )
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PCT gene

Suiidudaiimuanisais calcitonin a:ﬁ@‘iumﬂaﬁa%ﬂﬂ&ﬁmﬁu TUTENIN
“family” ‘loiLA

- CALC-1 fa ﬁuﬁag’uuwﬂwﬁwasumaﬂﬂﬂﬂﬁm@jﬁ 11 U5znaudl8 6 exones ¥
Mﬁ?ﬁlumiﬁ’muﬂmia%d precursor 289785la% calcitonin 'lelLA calcitonin gene-related
peptide | (CGRP-I), calcitonin, PCT-I uas PCT-II

- CALC-lI ﬁaﬁuﬁaguﬂﬂﬂﬂﬁnu@;ﬁ 11 ¥wilunsa3ns prohormone 189
calcitonin Lﬁamum:mums translation 3z'l¢ calcitonin gene-related peptide Il (CGRP-II)
%Gﬁwﬁﬁﬁ@umigaﬂizmﬂ (neurotransmitter)

- cALC-II sauilu pseudogene F9lsilavimsiailunisairslusan

- CALC-V  vhmindlumsminualyséiu amyline S9aongnslu beta cell w09
pancreatic Langerhans islets

Imnéﬂﬂ%ﬁuﬁgnﬁwmnﬁu CALC-l — CALC-IV wanilenai3anin  calcitonin
gene-related peptide-amylin-(pro-)calcitonin-adrenomedullin  family” %38 “CAPA protein

family”m

szau PCT Tuwn112Und uaz nztnalsa (PCT levels in health and disease)

luaunguniwudsusiszay PCT luiianazdlid < 0.05 ng/ml uazszay PCT luidaa
QI &/ a ¥ a A dld 1 =
ANFITU > 0.5 ng/ml lunziadaunafiFonimineuauasdanzn1sentay (systemic
4 o . v X e
inflammatory response (SIRS)) @¥8199ENAIFIILAIN 10-100 ng/ml 14 PRALNUAIAY
a & & & ' ) A £ a & @ )
TUUTIVBINIAALTEN ) uanaINhWLINzaU PCT ANTwRDIANTaY 32w 0.05-0.5
a & A a A ) . i a & o v
ng/ml lumsGaanuafiisaianzn (localized infection), AzAaidalisauazanznsaniay

4 . . 6
ﬁ]’ma'lm@ﬁ% ¢ (systemic inflammatory dlsorder)( )

msmuqumsﬁﬂmuwm PCT (Regulation of PCT)

Tuszninsfiinsdaanuadiisy PCT azgn%ﬁaaanmtﬁamamuama bacterial
lipopolysaccharide (LPS), bacterial endotoxin L& VLGﬁI@lvlﬂ‘li(cytokine) @199 L% tumor
necrosis factor (TNF), interleukin-1 (IL-1), interleukin-2 (IL-2), interleukin-6 (IL-6) wueiw 270
TEUNIANEIVES Dandona UWALATAE WUINTEAU PCT auﬁugaﬂfuamﬁmL%:mé'dmnﬁ
N33 endotoxin® %38 TNF lag endotoxin LﬂuﬁaﬂixﬁuﬁﬁUﬂmwmmﬁq@iums%éﬁa PCT
Liﬁ;ji:uuvlmm?ﬂmﬁa@ﬁﬁwmﬁﬁ@ endotoxin WU TNF  aslenAndwdndueuusn
(frgegaluiaa 90 wifl) mwdae  IL-6 a:ﬁmgalunmﬁ 180 wifi luwmue? PCT 15udims
WAINEIINEA endotoxin 3-6 Tl @hgaq@ﬁ' 6-8 Talas uazaguIn 12-48 Talug Dolu
;&”ﬂ'sUﬁﬁmsam%aLLUﬂﬁt’%‘ﬂwm:ﬁumaavlfﬂmvlﬂﬁ@m 9 mmﬁlugﬂuuuﬁﬂﬁmﬂﬁaﬁu law
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a & o a a & ' a a & .
PCT 9zt RuIUARINNANMIANTUYRS TNF uae IL-6 ud PCT azdimsiindunaw C reactive
protein (CRP)
o - . e
nalnMIANInTad PCT 1iladanann TNF, IL-1, IL-2 uaz IL-6 &9 linTuuida uadl
Taguiugiuinlolaladlldudinszuaunis proteolysis lumsidon PCT 1w cT 1w
endoplasmatic reticulum udiatn3l3fiony PCT gnwdaananfilalunizdadaunafisodils
& A e o @ 1Y a [y a A o A .
dufiusiga vhlminiugunisaine PCT araifialdandnnainnaiena indsgslinnmnuu

@ i a & ad o A 9 d4a & .
ﬁ@L%%ﬂ%l%mm:ﬁﬂ’]‘iLWN‘U%‘Uad TNF uas IL-6 "wauﬂmmwnmmaamanmn@mu we PCT

'
a

& [ { a & 4 o & = .
LWNm%LﬂWWﬁluﬂﬁliaﬂLaﬂﬁLﬂﬂ?ﬂ"lﬂlﬂjaLL‘UﬂﬁL‘%ﬂ( ) AU PCT a1atdu inflammatory marker

o

néagntglumiassmsdeouuniise

S w

fn1pa9 PCT Tun1nefidinnsaniay (Source of « inflammatory “procalcitonin)

lunzfifimsanisy PCT  Aiasranuluidanldldgnaiannain Ccell vasdan
54 ' A o &a A Y
Inraed SanuitluaungneadasInsasddniadsuudasses PCT luszozisuduvains
[ 1 a Qs Q. a 1 d' £ « 3 A 6 v o a
AU WLAINUALAKUNG LasunaINa3nd “inflammatory’ PCT  Aalwasawniiiie
A ° A a & A A o o

neuroendocrine TINIMUANIIINDU CALC-I — CALC-IVazuaaslusdunanuafiioadaany
calcitonin 1@l CGRP-I, CGRP-Il uaz amyline fuigIudn “inflammatory” PCT N
° A A A a a o o ' ' @
fhwuanandu CALC- wnfigadaduduidoanuniseins PCT a0 C-Cell uduandnani
fla PCT ﬁgﬂﬁ%’mﬁ]’m neuroendocrinecell 2z liHIWATZUIUNNT proteolysis

lunnzfdimadniaubu CALC- Tu C-cell vasdawlnsasdazgnnalaliuaasaanan
wdfiu CALC-I 1% neuroendocrine cell vadtiatfiadu  lusene lasanwizdaa (lung) uay
o U . . QI &/ o vV, . v
f1F (intestine) AziRIMIUEAIBaNNINTY 1INl TINT upregulation 289 mRNA lunsains

£ (49
pcT wnan®

S2AU9 PCT Idn1z@9 9 (Level of PCT in various pathological)

o A A a o A ' ) A a &
J2aura9 PCT luifaanaianuazdszaunuandrsnw ieuanizninadn lag
32U PCT a:ﬁmguq@luama:ﬁﬁmiﬁ@L%aLmﬂﬁﬁ'ﬂum:LLmﬁam'auﬁ'uﬁm‘mauaua\‘l@ia
o .. 10 Ada A ¥ A A A
N1IENIBNLRY (systemicinflammatory response)( " lunsdndnsfadouuafiSoianiza
' ' @ a X a & @ 3,11 & [ o =
VI HTR89 WUINT2AU PCT WNNAMNEILANTIs . SIRDAANEINUNNTANENUEY Brunkhorst
' % A v a £z o A o A a & (12 '
UATADK WU 326U PCT Auvassazdunuriauazaaumauadinmyonisuiiode’ - el
msﬁ(ﬂL%avl,a%'amié'ﬂLaUﬁLﬁmmIﬁ?ﬂQﬁﬁmmmﬁaLﬁamammam%ammﬁadaﬂ 2z laiwy
' A £ (13 A ¥ ' o A
@1 PCT ’Lmﬁamwugwu( ) wanmitaannsaaanuadisy wudnseau PCT lwdaali
& . . _ _ . -
gwu’[uummaﬂmam{(medullary carcinoma of thyroid) tazNzl39taawita small cell lung

. VL v
carcinoma 9
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Aa ° o A A ) ' a & o
luneninsiauzesauaz laAaUnd 22 lusInadan TN NI UV 0I2aL PCT bu

1,14,15)

A Aa a & aa (11, @ X AV v Y a o
Lﬂﬂ@lI%Tf%ZﬂNﬂﬁiﬁﬂLﬁﬂuUﬂ7niﬂ( UTH?HA%Eﬂ?UﬂqﬂiﬂﬂqiwaﬂLaa@ﬂqﬂqﬂﬂzuizﬂﬂ

A % ' A ¥ 16,17
PCT qugavlm Tagldnumsaasauuaise "

Uselaminieaadannlwn13a3193A32@U PCT (Clinical use of PCT measurement)

1. °ﬁ'ay1un133ﬁmﬁyLLammm@yuaamsé’nLauﬁl,ﬁmnnmsﬁm%aLL‘UﬂﬁL’%ﬂaaﬂmﬂ
msﬁ’mauﬁﬁm’mmm@ﬁuﬂ (differential diagnosis of bacterial and nonbacterial
inflammation) LLmﬂiuﬁuﬂ’ﬂuEuLLidmadﬂ’l’szﬁm“'}?al,mﬂﬁﬁﬂ (severity of sepsis)

pPCT J40ldiSoustnstatanlunsidu marker vasmsdadanuafisoidaisuiy
marker 8% 9 1% CRP, ESR Uaz WBC NINQNATRLABUANILBEN LT fnsedialu
\#a@ (plasma half — life) AguLszanm 25-30 T2l m‘navl,&iwusl,uﬂuﬂﬂﬁﬁqmmwm“mLm f
mﬂmﬁ'lwazga@iamiam%mmﬂﬁﬁﬁ ﬁ@hga‘i‘iruashoi'mﬁamﬂlu 6 Talugnasanniinsaa

19)

& A ' = A a & (3,18, a =
Lve LLﬂ:ﬁ]:Mﬂ’mmﬂEJ’IGTJ@]LTJL&IGTI’]S@]@]L‘Iiaa’m’liﬂﬂ’mq&lvl,@] AINYITBNIIAN LD

meta-analysis Wu31 PCT fiaau' (sensitivity) Sesas 88 wazauswmne (specificity) a8

21) g
wanaInNB

8 81 sl,umsﬁnml%umgﬂ"ﬂmﬁlﬁﬂL%mmﬂﬁﬁﬂaaﬂmﬂ;gﬂmﬁ"lajﬁm'iam%a(zo'
HINRANETILIUNTANBLUY randomized controlled trial  waadliiAulselovivasnsld
pcT liiissudtaslunmsifiadsmsaateuuaiitoudy gstaslunmseagulafoanums
Inwdr1lTius (antibiotic) qujﬂmﬁamﬁaﬂmﬂﬁmmﬁ@ 1w satelunsdn
woladI U LazEIuay Msdalanaiinda LLa:;gﬂmﬁﬁm's:a@L%aiuﬂizLLaLﬁa@ luna
Hihoszazinga aoin PCT ﬁagﬂﬁﬁmﬂizqn@ﬂﬂumaﬂﬁﬁnlumﬂmﬂmﬁmaamiam%a

' o ~ “ o ga a & aa o a _ (6)
LR WUIIEaUUad PCT Mﬂ’ﬂ&lﬁllW%ﬁﬂUﬂ’J’]%J?%LLid%adﬂ’li@]@]L%QLLU@Y]LSEJ (@NE‘]J‘Y] 3)
1000 8

T

PR RRT)

<y 4003y o

= ] T

3, 1

E 107 2 L
= ! T 5

5 1 A 2

b R
1
]
.01 ~ - '
SIRS Sepsis Severe Septic
sepsis shock
31U 3 ugaIAMUFINUEIRRINIEAL PCT AUANuTULTITaINsdaidanuaiiiie (aulad
®)
)

97N Shaikh
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= . a ‘14 q’ { v v 1 Q‘ l&’ . Ié v
LLazNﬂ'ﬂNﬁuW%ﬁﬂUﬂ?ﬁN?%LLiﬂ‘ﬂaﬂ@?U?ﬁﬁﬂwLWQ'J@]'JEJ e CRP %:qugamuizﬂu%mum
dl 1 ) v Qo a lﬂQJ =) Q‘ g a Qs ]
m"naQLﬂunmmuﬁduumﬂma:miamam]@L‘anmwg‘mlﬁdL‘W&l‘nuaﬂi:ﬂ‘u CRP ﬁ]:vlaJ
o a X a & Av o @ o @ a & a A o A
ﬂauaJ’ILwaJig\‘l"lmaﬂ CRP "ﬂ\i“"ﬂﬂﬁ]’]ﬂ@l%ﬂ’]ilﬁju marker R1RIUNNICAALTDLLATILIE (@]\131]7]
7
4)( )

APACHE lI-Score

1000 100 -
= 10}
& 100f @ @ @ O
o = o []
10 n=2 n=54 n=193 n=67 0.1
<9 1019 20-29 >30 " <9 10-19 2029 >30
SOFA-Score
1000 100 t .
o - *
o 100} 7~ @ % @ O . |i|
&) o L
10 n=32 n=161 n=106 n=7 0.1 . . .

mg/l 1-6 7-12 13-18 19-24 ng/ml 1-6 7-12 13-18 19-24
31N 4 usaInslIBuiBuIzay PCT  uaz CRP ’I,ugﬂ”ﬂaUﬁﬁmm'gw,nwmmiam%a

o o v o . (7)
UANILIBLACDIBICANULARD (@]@ILLﬂﬂ\‘ﬁnﬂ Meisner)

2. TIWUWUIHWININMTINIBENUJTIUe

nfinanaangnasu PCT mmmﬂhU?ﬁadfﬂmm@mﬁm%mmﬂﬁﬁﬂvlﬁ Bavinle
musuldiijiuzlaslisniuans wazfidszlomilumsfiasonngau jFiue ilw
sroznmlunalFnd fuauasld mnmorunsdnsusasiiduiinsldiu jiusds
fousz 75 Tumssnsmiaadeluszuumudumslaszondounsu %ammq%é‘mﬁ@mn
midaielhsa waznasaniidniai PeT anldwudinsldund fHuzaaasfana: 32 lu
;&”ﬂamJa@é’nmuam%aua:n'ﬁslﬁa@aﬁaya: 50 lugfthelsngeanllanas uazgihonaanaw
sniay®

3. lglunmsGaaunssnsuazwensailsa (monitoring and prognosis)

\losanszau PCT luLﬁa@ﬁmﬁué’uw”uﬁm”umm;mnwmmﬁm%aLmﬂﬁﬁﬂ WAz
ILULIAUMEAS (Kinetics) LazM3Ianas PCT aansnaansaila vlvnsasaiaszau
PCT iuszee 9 ﬁ'ﬂiﬂmmﬂumiﬁ@mumwg‘mmmaaﬂﬂié'nl,auaml,‘fi?alugﬂaUVL@T uazed

1 a U L L 1:' l&l § Q a v
°D"JEI‘UE]ﬂ'Y]?IV]'Nﬂ’W‘JWEl’]ﬂiﬂﬂiﬂvl,(ﬂﬂﬂﬂizﬂll PCT g3alNaT%I08 § RARINITINTN LLﬁ(ﬂ\‘]lﬁ




140 | 3eslindauazgundatu

& o a & o ' [ . (22 va @
wiwinnmisianisudadads lisansnaiuquld shiand Rui®® ladaauszan PCT 1u
X . . Aa ' [y ' ' { A da o o a &
{1l autoimmune disease 1801z SIRS Tawss wuilunduiiiediadszau PCT 1AndL

LL@il%mﬁNﬁia@%ﬁ@]WU’j’ﬁzﬂyﬁJ PCT I5:aUa089

21991MAVaY PCT (Limitation of PCT)

tﬁl l§/ 4 { ] v Aa a ¥
1. maANdnwes PCT  sansanulalunnizan g Alildifieannisdalde
a A v 1
wuafiss laun
aa = o ' EYN o 4 @ a A o
- minfienueiuadeiime 1w guduag nasnaa szuulwaioulafiaduiman
NIAUBUNLEL

@ | 8zAdult-onset Still's

- nmizmasnisululsamazandsduity Kawasaki disease
. 24
disease (AOSD)*"
- uz59deunTasq (medullary carcinoma of thyroid) kazazi59daa (small- cell lung
carcinoma)
= o o a & aa a A A a )
2. adlszaudlumsfaTeuuafisolanizn 1w A Sadlafinauszau PCT 819

A & v o & A o o a & A a ' A o v
LWN“H%VL@I @ﬂuuLNaﬂﬂﬁOﬁﬂﬂqu(ﬂ@LﬁﬂLLUﬂ'ﬂLSﬂa%} AITAAANTEAU PCT N

n3Uszana s PCT lulsagiianunuiitaiiiavasawias (procalcitonin use in systemic

autoimmune diseases)

gﬂ"ﬂaﬂﬁﬁma:é'ﬂLauluﬂzjuiiﬂﬂﬁﬁmmmﬁaLﬁamamumd inazlasun1IsnEIeY

[

a v > o val A 1 a A 2K o I U =1 A U 1 o A
pnaniiduni MlrianuiFsIdansaaLse y9dniudaslimnasaungndasuazuaniig
281N RIRYUINNIIAALT D aanmnma:é"ﬂLaUﬁLﬁﬂﬁnﬂEﬂQﬁﬁmmuLﬁaLﬁmlad

' a o a A a ad A a = ' A
AuLed uazgaalun1IIueuiEINUMasy wiained Faus Gelinnsdinwiwudn PCT &
sz lymilunnslidn marker Lﬁaﬁﬁﬂﬁﬂm's:a@L%al,mﬂﬁﬁ'ﬂslupjﬂ';ﬂﬂz\juﬁl,ﬁmﬁﬂ'aﬁm‘&j’ﬂaU

v Vv o . . 1,25
7'l autoimmune dlsease(

6)

,26 { o, s ' ' o

) padssandngioldiulidnadeszay  PcT lu
A (1,2 \ Ay o A a i ) o LA 2 A
hl faunaniiduniuan 9 lasianiza13finiw (viologic agents) 64 lidin13dnw
Fuwzlumudisufisuszwiedihedldsvueslldsuenanfiduiu hdmadaszay PCT

A ' L A 2 A a @ o AV o
$%30}a WARNWAILINDINUNITANBINGN1IAII952@Y PCT lugdonlduen
cyclophosphamide, MTX, anti-TNF agents &az IL-6  wWuin PCT {uszlozilumsidu

(27,28)

marker SRILAMEAATALLANILIE sLu;j:ﬂmIﬁ?mTaé'ﬂLaugmmmﬁ(rheumatoid arthritis,

RA) #aadauuafiiotindionuinszey PCT "l.ahmn@han”ulun@uﬁ%’nmﬁazlm%amw

(anti-TNF %38 IL-6 receptor antagonist) LLa:VL&iVLﬁ%'ﬂEﬂﬁ?ilm%uﬂﬂ‘w(zs)
ANuANdasuiniIvadTEal PCT ﬁ’lﬁﬁl,flmhq@]@”@Mﬂ'}ﬁﬁaiﬂm’szﬁ@L%‘ya

uwuafliFs Snaomsaunsdnmlena1ald Ebernard uazame dnwnlunilae systemic lupus

erythematosus (SLE) Llae systemic antineutrophil cytoplasmic antibody-associated vasculitis
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(AAV) 738 53 71e lFAgada PCT 0.5 ng/ml § sensitivity 100 % uaz specificity 84 %'~

Scire unzAme Jaszau PCT ludtly autoimmune disease il 44 MNouathodu 2
ngu lasnga A fa ;‘TﬂaUﬁvlajwuvsé'ﬂgmmiam%aLLUﬂﬁL’%U 24 7y @NANTEALU PCT
= 0.24 ng/ml (interquartile range (IQR) = 0.12-0.51) W3suLABUM ngy B ﬁa;\?ﬂ’mﬁlwu
Mé’ﬂgmmiﬁm"ﬁmmﬂﬁﬁa 20 ¥ @INANNIEAU PCT=1.11 ng/ml  (IQR = 0.59-3.76)
(P=0.0007) %aﬁz\maoﬂéjuLﬂ%ﬂmﬁwﬁuwmzﬁu PCT danuuanesnuateldnydiagnig
afid U1 WBC, ESR uaz CRP wuilduandrariuadnidinddgneaiid dgada PCT
= 0.5 ng/ml ﬁsensitivity 75%, specificity 75%, positive predictive value (PPV) 71% L&z
negative predictive value (NPV) 78% Lﬁaamnlunﬁﬁﬂmﬁwﬁmsmmauﬂﬂaﬂ
autoimmune disease WA INRANLUITLANNLIN Q’ﬂw AOSD 4 lu 5 318 fi5zau PCT qﬂmﬁ
liwuwdngiunsaaifauuafise #a991NAALLI8 AOSD aan wudienasvasszal PCT
lugfilngu A ¥l 0.23 ng/ml (IQR 0.13-0.35) LL@:M;@QM@'M B LvinNU 0.93 ng/ml
(IQR: 0.54-4.41) (P = 0.0000) uazilen sensitivity uaz specificity tazwidun 73% uaz 89%
auEaL” Tamaki et al Anwn lugi autoimmune disease 98 1o wudﬂumﬁuﬁ@m%a
wuafisediszay PCT gaannnigih Uﬁayfl,umjukﬂﬁﬁﬁu mean + SD = 4.539 + 9.677 Uas
0.116 + 0.127; p < 0.0001 AINFIA IﬂUﬁﬂ'sﬂluﬂa;mﬁa@L%aLLuﬂﬁL’%'ﬁ 15 14 29 Ty Hvzeu
PCT 2 05 ng/ml LLag r;?ﬂ’;&l 14 318ivzauU PCT < 0.5 ng/ml (pneumonia, pulmonary
abscess, UTI, phlebitis, pulmonary TB L8z PCP) luﬁﬂmﬁagluﬂ@ﬂiﬂﬁﬁﬁuﬁ 2 e
1w AOSD #sz@lU PCT >0.5 ng/ml (0.55 ng/ml W&z 0.78 ng/ml) 31N area under the curve
(AUC) 184 Receiver-operating characteristic (ROC) curve &MU PCT fa 0.791 (95%
confidence interval (Cl) 0.694-0.900) Wuin fnymdafiafigazas PCT g 0.53 ng/mi,
sensitivity 53.3% (95%Cl 35.4-71.2) uaz specificity 97.1% (95%Cl 93.2-100) 1ilatihan
AT=AULL multivariate analysis @1 PCT = 0.5 ng/ml ﬁaLﬂuﬂﬂfﬁ”mﬁlma%m”zyém%'umiﬁﬂ
\Fouuafi3e odds ratio (OR) l& 59.085 (95%CI 7.705-453.088, p < 0.0001)" Delévaux
WazAme AnwLABIRUTEAY PCT IRQﬂUUﬂéuiiﬂﬁﬁﬂﬁigﬂLau (inflammatory  disease)
w2 ndu Ae mjuﬁ 1 fadauuaili3uniadan LLazﬂijN‘ﬁl 2 lifmsdadouuadise
WUIN92AU PCT > 0.5 ng/ml 39/60 (65%) 318 sl,umju‘ﬁ' 1 UAz3EAU PCT <0.5 ng/ml N8
lumju‘ﬁl 2, sensitivity 65%, specificity 96%, PPV 89% Laz NPV 84% mnmiﬁﬂ‘mﬁ =AU
PCT > 0.5 ng/ml aw3algidu marker lumsitassnsaadauuafissle® Joo wazam
ﬁnmlug&fﬂm 79 Twdsznaueas AOSD, ankylosing spondylitis (AS), Behcet's disease
(BD), microscopic polyangiitis (MPA), polyarteritis nodosa (PAN), RA, Sjogren’s disease
(SD), SLE uaz SSC m_ia;gﬂ'smflu 2 ngw fia néjuﬁaglmwz‘[iﬂﬁwﬁu LLﬂ:ﬂ@jwﬁﬁm%a
WUATILIY WUHN 32AU CRP Waz PCT ﬁmgalumjwﬁﬁm%LLﬂﬂﬁL’%ﬂmﬂﬂ’hmjwﬁagﬂu
szpzlsani5y (CRP 11.96 mg/dL + 9.60 uaz 6.42 mg/dL + 7.01 (P = 0.003), PCT 2.44
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ng/mL + 6.55 W&z 0.09 ng/mL + 0.09 (P <0.001) @u&1aU) AUC 283 ROC curve §1%A3U
CRP usz PCT @0 0.70 (0.58-0.82) uaz 0.84 (0.75-0.93) (P < 0.05) mu&eU Fewuin PCT
fenuluazanuswzlumsifisdsnsiadouuaiieldanin CRP LLmﬁ’lﬁ!@ﬁ@]‘ﬁlaﬁq@]
289 PCT 0.09 ng/mL $93 sensitivity 81.3% uazdl specificity 78.7% @slunns@nmnitnuin
mﬂ"ﬁ@ﬂﬁmaa PCT 71 0.09 ng/ml ax3fasunzdadauuailisoamsigeszey PCT
WndwRsasniasldesnlenganugs®

fimIfnEILUY meta-analysis 189 Wu uazame Liganumsld PCT lumsasiam
nn:@@ﬁaumﬁﬁﬂuﬂﬂw autoimmune disease WU AUC 283 ROC curve §1%3U PCT
W8z CRP @i 0.91 (95%CI 0.88-0.93) Uaz 0.81 (95%CI 0.78-0.84) enuaaulasfd pooled
sensitivity §1%$U PCT 0.75 (95%Cl 0.63-0.84) WazCRP 0.77 (95%CI 0.67-0.85), pooled
specificity #1%3U PCT 0.90 (95%Cl 0.85-0.93) ez CRP 0.56 (95%CI 0.25-0.83),
positive likelihood ratio (PLR) §113U PCT 7.28 (95%CI 5.10-10.38) 1u°11m:ﬁ negative
likelihoodratio (NLR) &%3L PCT 0.28 (95%Cl 0.18-0.40) azifiwledn wn PCT ﬁ'sm”uﬁ;ga
sunsataslumyifianziadenuaiiiels waniniszaudslisunsadaniizfiaie

o ) Aa o 31
wuafispaanldldagretoan arsinisdaauszay PCT  1dusens®”

Song ULazAhE
WisuiausznIng PCT uwaz CRP 1unﬁazﬁﬂL§aLLuﬂﬁL’§81u;§ﬂasJ autoimmune disease 668
au Wuin pooled sensitivity §1%31 PCT 66.8% (95%Cl 60.0-73.2) W&z CRP 81.3% (95%Cl
75.3-86.3), pooled specificity #%IU PCT 89.8% (95%Cl 86.6-92.4) lLaz CRP 63.0%
(95%CI 58.5-67.5), ¢in PLR, NLR Waz diagnostic OR (DOR) 183 PCT 5.930 (3.593-9.786),
0.352 (0.229-0.539) @z 19.33 (10.25-36.45) M@y §Iue1 PLR, NLR Waz DOR w89
CRP 2.228 (1.376-3.608), 0.367 (0.252-0.534) Waz 7.066 (3.559-14.03) AMNEAU f1 AUC
289 ROC curve §1%31 PCT Ao 0.884, Q* index 0.814 Waz&n3U CRP Aa 0.789, Q* index
0.726 uaadlWiAnin PCT ﬁmmgﬂﬁmmjuﬂwmﬂﬂh CRP lumstreifasunziade
LLUﬂﬁL%illuE\Tﬂ’m autoimmune disease"”

nMeumsansni ldnsn ludhadunsld PeT sngaslumsitesunnsiade
wuafiiss anadasdnilafisrfiaveslsn lundu autoimmune disease w3a nazliaiiiy
lwmsininday inzluamzmanilenavhliszdy pCT ingeduld Taglinunangiums
foLTauuafiusiudae G'fmzvlﬁnémi’luauﬁmlmwﬁamﬁmaﬂmlumjm autoimmune

disease @8 1/

Systemic lupus erythematosus (SLE)

21m3 17 whkanwde (uansiinulddasludile SLE szazlsaiiby wiadnnaz
A X oA X 4 d o . e e o p
AoLTaNadn 6‘1%Lﬂuﬂtymwmmmwmuuwmﬁpnm lun1siftanuuangasnizihaanain
b Lﬁamim\‘lLmumﬁ'ﬂmvlﬁamagﬂﬁmua:mmmu F3189UNIANBINLIN S2au PCT

lugthe SLE szazlsarinsy dd > 0.05 ng/mi lalaslinuns@adaunafliSoudis uaz
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saulngjszau PCT aziugslaifiu 0.5 ng/ml 633 326U PCT 0.5 ng/ml 3uidud1aadalu

@ { a a & A a o a X 1,33-35
ﬂ']ﬁi‘]jl,l,ilﬂﬁ']W\(?;lﬁLﬂﬂﬁ]qﬂﬂqﬁﬂﬂL’ﬁ@LLUﬂV\Liﬂaaﬂ%qﬂizﬂﬁiiﬂﬂ"llﬁﬂiuﬁdﬁjﬂ SLE VL@T( )

33,36)

' [ ' ' v a o °o A 11, o
Waszau PCT vLNWU?Wﬁﬂ?WNﬁNW%ﬁ(ﬂUﬂ']iﬂ']Lill"llaﬂiiﬂ SLE( @\‘]L"ﬁusluﬂ"ﬁﬁﬂiﬂqmaﬂ

Quintana uazAmz Wisuifisuszau PCT lufihe SLE ngwfiegluszuzlinasy (SLEDAI S
5) AMWI% 21 TUUAT nﬁjuﬁaglmmﬂiﬂﬁn’%u (SLEDAI > 5) 31%3% 32 918 WU ALaie

3x6u PCT 167 0.08 ng/ml uaz 0.418 ng/ml auden™

Schwenger uazAmz Anweilae
SLE 25 eilifinnzfadauuefiGosiudas wudn 4 95" percentile v893x6U PCT < 0.5
ng/iml #ile 17 lu 25 imﬁagimwﬂiﬂﬁwﬁu (SLEDAI >4) suaduszayu PCT & 0.16
ng/ml (95" percentile 0.46) Waz Hihn 8 1u 25 ﬁﬂﬁagﬂmwﬂmmu dadpszay PCT o
0.15 ng/ml (95" percentile 0.38) @9%u 326U PCT 0.5 ng/ml ﬁmﬂumﬁ;@ﬂ”@ﬁmmmlﬂﬁ

) Yu uazame Anwuielnuszau PCT uaz CRP lunisuen

2 o \ o o (34
faufazagluszazliniisy
a & aa X a o a ' a &
maz@adenuaiiiueanangthe SLE fegluszuzlsaduiy 114 o wudlunizdeide
A a A £ & ) ' P~ o { '
wuafiiFalinuAnduniszdu PCT uaz CRP ud PCT fianyhuazanudumiziginiy
CRP 970 ROC curve 30d@1893z0U PCT @a 0.38 ng/ml laudl sensitivity 74.5%, specificity
95.5%, PPV 92.1%, NPV 84.2% L8z AUC 283d ROC curve 0.896 (0.829-0.963) Tuwnuen
ﬁ!@(ﬁ@“ﬂm CRP @8 0.71 mg/dl, sensitivity 70.2%, specificity 62.7%, PPV 56.9%, NPV 75.0%
uaz AUC w84 ROC curve 0.698 (0.600-0.795) (P < 0.05) @4t PCT 390a21utnanzau
111N CRP IuﬂﬁiﬁaUfiﬁﬁldfmma:ﬁ@L%al,mﬂﬁﬁﬂluﬁﬂ'aU SLE szazlsamisy uazwuin
o a v o o ) a & aa A @
320U PCT flanudunuinuszauanaiuusiveinziaidaunafiss Gmansald PCT
a o o o Aa 37 O
Tuns@aenunanasmsinsnedadjime1e””  Bador wazamzdnmlugile SLE 67 1o
lugthen@aaunafiis 10 Motiu wud1szal PCT 0.19 ng/mi (0.06 ng/mi luriloflida
\Touunfii3s) A13aaa PCT @a 0.17 ng/mi, sensitivity 83%, specificity 71%, NPV 94% Uaz
" Y { 1 Qs 1 d
PPV 42% LL@]HWLﬂﬁﬂ%ﬂ’]Q@]@]@] PCT +u 0.05 ng/ml EWUI1 PPV 100% LLae NPV 88% <3
awAwinszay PCT  lufthendadeunafise dszaundounitlunisdinmau 9 e1a
WasunanlunsfnsiiifihendadeunaiiTodwiuies wazdrulngiidunisdade
A ' = & 4 A o ' o A ~
el udetndlsfiauaninindn NPV 289 PCT A132@l 0.17 ng/ml diautinags Gia19azdl
dyelamitlunsle PCT saulunns rule out’ waz PCT #iszau 0.5 ng/ml 8132814013 rule in
a & aa 2(38)
mMzdadauuafisele
wdlun1sdinsaas Lanoix wazame wWudiszau PCT lidanuuandrsnulugis
SLE fidarauuafiiouazlugihe sLE NagluszuzliamGulasiiswiugie SLE 60 1o
fnsfadasiudisiiNgs 5 e (pulmonary tuberculosis 74NU  lobar pneumonia,
pulmonary cryptococcosis, peritonitis, Streptococcus pneumoniae septicemia L& chronic
wound) 3 PCT Un@nnsng (< 0.5 ng/ml) anatiasananniiiudihenfaraiiumniay

a s d ' ' o v ' a 36
wn usndunmsiadsiamziidudulvwgiserariliszay PCT Ligafin 0.5 ng/mi™
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nanlasasy dnaensnunsdnmasivayuniliadaszal PCT 0.5 ng/mi lu
mitwitssnzdagauuafioludie SLE Negluszuzlyaiisuld

Rheumatoid arthritis (RA)

v o = & o ' o P o
luiiﬂ"lli’]aﬂLﬁ‘l_l;iln@]aﬂ@T&lﬂ']iﬁﬂH’]‘ll%’]@Laﬂﬁ]']%')%lnﬂWU'J']iﬁ@U PCT VIJJLWNT%

28,34,39 v 9 X { '
¢ ) sato uazame lediaszau PCT Gluaﬂm RA ﬁagslmwz

wifazagluszazlsaiiiuiona
TsafuSus1uiu 18 718 wuin PCT < 0.1 ng/ml LLa:Lfial‘*ﬁqﬂﬁ'@ 32U PCT 2 0.5 ng/ml
WU3161 OR 19.13 (95%Cl 2.44-149.78), specificity 98.2%, PPV 94.1, PLR 14.33 s‘ﬁagaqu
AnInIELan 9 3% CRP, ESR, WBC u6 sensitivity doudrsdfesonar 25.8 Faralal
mmm@‘i’@mmqmsamﬁmmﬂﬁﬁmaaﬂvlﬂ"lﬁﬁﬁ:é'u PCT < 0.5 ng/ml A23l781n13N13
asfiinsawlunsaadula®™  Schwenger uszAme wuhlugihe RA 27 moliwuany
LANANIVBITZAY PCT sl,u;&’ﬂ'm RA ﬁayﬂuimﬂiﬂﬁmﬁu (ANaIVBIT2AL PCT = 0.20
ng/ml wasi 95" percentile = 0.43) LLazQ’ﬂw RA ﬁaglmzﬂzkﬂmu (AINA1NVITZAL
PCT = 0.23 ng/ml uazfi 95" percentile = 0.38)™ azifinlad1 526U PCT 0.5 ng/ml 391w

dnanasgunaanIntanltlunyiiadonsdegeuuafioludin RA ld

ANCA-associated vasculitis (AAV)

lu ANCA-associated vasculitis (AAV) 8181300T19WLTZAL PCT iingaldluszes

4 . a . a & aa . w o(11,25,34,40,41)
‘Y]Iiﬂﬂ’lL5U§$LLL§GI@]EJVL%J‘W‘]Jﬂ’li(ﬂ(ﬂL‘EE]LLSLIﬂ‘Y]Li?JTJ&I@]’JEJVL@

Schwenger LAt
wudij’ﬂaUgranulomatosiswith polyangiitis (GPA) ﬁa%l;lui:ilzi‘iﬂﬁ’]ﬁu 17 e Janand
2893500 PCT = 0.19 ng/ml (95" percentile 0.89) U/Sauifinuniy K1l GPA ﬁagﬂmwz
150890 39 18 §ANa19Te93EAL PCT = 0.19 ng/ml (95" percentile 0.42) Tugfilan
microscopic polyangiitis (MPA) ﬁayﬂuizﬂﬂiﬂﬁﬂﬁu 5 78 wazluszezlsaaiu 13 7o 4
ANa19U893TAU PCT = 0.27 (95" percentile 0.61) uaz 0.21 ng/ml (95" percentile 0.34)
anuiau lugihe GPA Afinnsfadaunafisesindis sman 7 e wuindszeu PCT
ﬁgamnﬂ'j@ﬂaﬂﬁvl,&iﬁm's:a@l,%al,l,mﬁl% (fN819289526L PCT 1.36 ng/ml uaz 95
percentile 9.78 (P<0.01)) uazANyAAALBII=TY PCT 71 95" percentile Tugtlay AAV flaglu
see:T50rI50 §0 0.89 9t 350D PCT 1 ng/ml smanmalfidudngadalumaifhdsnizde

" Komatsuda uwazamse AnwLAINUIZAL PCT sl,u;‘d]”ﬂm

L%al,mﬂﬁﬁ'ﬂlugﬂw AAv g™
myeloperoxidase-antineutrophil cytoplasmic antibodies-associated glomerulonephritis (MPO-
ANCA-associated glomerulonephritis) LLﬂd;ﬂ'ﬂwLﬂu 2 ngw fa n§y A (PCT < 0.5 ng/ml) i
$1mu 58 318 uaz ngu B (PCT 2 0.5 ng/ml) H51w71 9 118 Toglinumsaadasiudas Tu
qjﬂmnﬂiwmaamju A dmﬁﬂmlumﬁu B wui 3 11 9 1y SnnzfadenueiliZuuszide

a 1 v = L A dv a .ﬁ' a
i’]“llE’NiXUU‘Y]’NL@uﬁWUl‘ﬂLLﬂZﬁjﬁﬁTﬂZ‘S’JN@’JU 198 Jdsddadamadundasizisass
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il 4 Mo dlseunSenwdis uazdthe 1 1o SUeifdeadniauizass anduldiiszey
PCT 0.5 ng/ml sansaldidudraadalumaifadsnzdaibounafiiouazdanlugie
42 Y o {

MPO-ANCA-associated  glomerulonephritis 16> uanainfifidnwaton1sdnsifitae
suvaywitszay PCT lugihs AAV aziugannnlunz@adeuuafisoannninluszozlie
o a A A X o o (112534)

fisudsonaiuduanas

@3Un 3260 PCT 1.0 ng/ml Fadudrgadafiuuzinlildlunisusnniziode

oo o a . . " 34
LL‘LJ‘F]‘Y]Liﬂaaﬂﬂ’]ﬂi:ﬂzﬂ%i‘u‘ﬂadiiﬂl% naay ANCA-associated vasculitis (AAV)( )

Giant cell arteritis and polymyalgia rheumatica (GCA and PMR)

a = A & @ DX ] @ = % K2 o v
finsaunmadnsudsadnteslufihe GCA Salduamsdnmadiuadsnuldud
Delévaux uazAmiz wuinszau PCT lugihis GCA $1wau 13 meftlddnnizfadeuuaiise
Ja1Na920932@L PCT = 0.1 ng/ml (W88 0.1-0.2) Utue?l AINA1IVBITZAL CRP = 84 mgll
Aa o 29 . A a @ @ o
(Wae 57-310)°” Schmidt uazamsz AnwuABIiUIzaL PCT luffils GCA uaz PMR d1uau
46 118 WU zau PCT dnfuaziiszaulaiiiv 0.124 ng/mi Tugthannme uazlinunizéa
& o (43)
Wasiueae
320U PCT 1A130da3na3gi 0.5 ng/ml awnsaldlunisifiasbusnnniziage

uwuafiiFulugias GCA uaz PMR e

Takayasu Arteritis (TA)

U o é a Yo o dl ]

Tombetti uazAniz Anwlugilie TA d1wau 41 1o Dadigihwswan 14 ofaglu

oA ' A a X [ X ' A [
szpzlaiisy wuilddmadndues szau PCT Tugthe TA nnae lasduaduesszay
PCT = 0.02 ng/ml (SD 0.01 ng/ml) LazfNg4gAL8ITEAU PCT = 0.08 ng/ml ilaiIsuiiiuy
o ' X Aa a & A f ) = ° '
Aunguaiugy (dheniinnzdadelunszumfeaiiununnzden) S1wan 49 1o wud
ALaRE28930U PCT = 28.8 ng/ml (SD 53.3 ng/ml) 3et#ulad1 PCT snansnlsidu marker

) a & oy 44
1%mﬂ’smmnm’sm@L%@LLU@ﬁL’%ﬂiu@ﬂaﬂ TA 1™

Behget’s disease (BD)

Adam uazADHE ANBWALINLIZAY IL-6, PCT Uaz CRP lugthe BD ﬁagluszﬂzisﬂ
sy 1w 15 518 WisuNsUAUNFUAILAN (AUFINIWLDINTI) WU 320D IL6 uaz
CRP lugtle BD ﬁa%ﬂmwﬂsﬂﬁﬁﬁuLﬁugamnﬂdwmjumquazmﬁﬁfﬂéﬂﬁ'zymaaﬁa (P<
0.05) lwwnuzfiszau PCT wudw"[&iﬁmwLmﬂ@haﬁusluwgmmmg'u 9143261 IL-6 uaz CRP
Famanzaunumsuanizazlsamisy wazszau PCT mansashanldlunmsifadsusnniig

Aa ' o a @ 45
@mL%aLmﬂﬁﬁsaaﬂmmwﬂsﬂmLsulu;dﬂm BD ¢

Adult-onset Still’s disease (AOSD)
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lwifilhe AOSD wWuinszau PCT L‘W‘NQGVL@TI@UleiWUﬂﬂiaﬂL%aLmﬂﬁL%U laglane
agnabalugnefidlasaudae ™ asunanunumaaslolalasl (TNFa) lumnszduldifa
mswes PCT lwidaaunndu azfiuldainnsamanuszay TNFa lugfilas AOSD Fafl
auFIRUETUM IS UTesln dutu TNFa Ssfanudanlumsss PcT luihe AOSD
fifldlas laiwundngimuns@eda® Chent uszaaiz Jaszay PCT lugihe A0SD AT143w
e s 38 519 Tasuvain 12 7o fansdadauuadise uas 26 Melifnzdade
WUINA19adaT89IzaL PCT 0.5 ng/ml fmsunzdaauuaiisud sensitivity 100%,
specificity 76.9%, NPV 100% uaz PPV 66.7% udtlddngadazasszau PCT 1.4 ng/m
WU sensitivity, specificity, NPV 1az PPV t¥innu 100% @"’aifu?idLLu:ﬁﬂﬁfﬁwqﬂﬁmm"’u

oy { N o aAa o a s aa (24
PCT 1.4 ng/ml lujtle AOSD Afldadslunmiifiassnnsiadouuaiise®

Ankylosing spondylitis (AS)

Ozmen ULAZAHE ﬁ'lﬁﬂﬂ'fl%ﬁﬂw AS 61 318 Wy ddthe 17 51 (Fewaz 28) ay
luszuzlsai3u 4 Bath AS Disease Activity Index (BASDAI) > 4 uaztjil 44 1o (Faunz
72) ayj’Im:mT‘mmu (BASDAI <4), iNadu8932al ESR YNNU 14 (6-34) mm/hr uaz 4 (2-
7) mm/hr (P< 0.001)1%;511';{1 AS LAZNNAILNYN ANAAUAINANVBITZAY CRP 1Y
0.91 (0.37-2.72) mg/dl  uaz 0.15 (0.07-0.25) mg/dl (P<0.001) lugilay AS usznguaiuay
aUSGL uazIzal PCT wuddnd (< 0.05 ng/mi) lugihe AS nnau uaznguaIugu aziiu
1691 szeu PCT hifanusuwnsnumsiiSuvaslsa AS wazaansaldtialunsifiaas

Aa ¥ ¥ @y 46
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Suspected bacterial infection in a patient with rheumatic or

connective tissue disease

k J

Does the patient have any of the conditions known to
be associated with raised PCT level in the absence of
bacterial infection (e.g. AAV, AOSD)?

I I

No Yes

Serum PCT level in conjunction Different cut-off values for PCT

with other clinical and laboratory may have lo be used. Interpret

parameters can be used by the results with caution.

applying same principles as in

patienis withoul underlying A PCT cut-off value of 1 ng/ml

rheumatic conditions. and 1.4 ng/ml has been
suggested for patients with AAV

PCT cut-off value depends on and AQOSD respectively.

the type of infection; for
infections with SIRS generally
accepted cut-off is 0.5 ng/ml, a
lower cut-off value may have to
be used for localized infections
without SIRS.

PCT: procalcitonin; AAV: ANCA-associated vasculitis; AOSD: adult-onset Still's disease; SIRS: systemic

inflammatoryresponse syndrome
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