w R —

HEERBRZERICEITS
mE7Z0414KA (SAA) OFERE

filr W A&V

A o B Y

3 9

EEERIEZ (UC) DiG# HATILRLE, HiR
WD & NEERINE R~ &, XD @R B
DEREMEI NG X I 1Tk o, BEREIEHITED M
i3 C ItEE R (CRP) ffhAL 7 a7 2
F v (FC) DN A A =—=h =LA s
NTW32, IME73IeA KA (SAA) X CRP
O BB RIE~— A — L B UEENENSH
HEHEN 2, SAAIFB L ICHFiECRELSN D A
HHEATH D, IL-1B L IL-6 B XU/ F/iZ
TNF-a ORI CTHENICHEEI NS, UC TIX
17 SAA fE 2B FE & B L, KEGNEEEA a
7 (MES) 0/1 OHBNBI LT, SAA H3IHE
1ZCRP X 0 HE < FCIZULIT % 2 &SR X
N7z, £7-, CRPEEMEHITH SAA DEBHEIEE
SN/ Lo, CRPEMAENIC B 2 AT
Wb EHRTRERD 5, X512, SAA FEBLX
IL-1a & D IL-18 8205 <, IL-18 &bk
7 vaandadg FREMEB (GRB) DFH
fEEZ N L TAT A FRIGECEEG T2 L&
N270, SAAEEDA T v A BRSO
M7 fREE & e 2 AIEEMEDS D 5, JAK BHESETH
%7 4L 3F =7 ®SELECTION T SAA 1%
UC BERISEIE E MBI, 74 a5 =75
BRI D SAA KA 1Z Z DR DK ks & B

o I 2
W | Y

O B R

LT, SAMAZIEHT5Z LT, A7
REIGHED TR 7 4 L 2 F = FI2RT 2 iG8
BIHRHIE L £, UC DIgHHRE L~ D 1% H 23
Fxnz,

& U & Ic

EEMEAG R (ulcerative colitis : UC) 13, B
HICKIBOMBEZZL, Vo ASCEEZET
BERAHAD O F A IR R RIEIRETH
V. BT, RSO, TR 2 b
Wiz, 2 DBEFIHREEMREZERDIER
Y,

UC DIHETIE, ek, 0o DRtk D8ssE
ZHNE LBIRNEEMRZ B L L TE D,
HEIR I B AR 2 B L C D NRBRNE R Ic R 5 7
WREBIDTFEDH S D o TE LY, 2D
&, FEFEIF LD EXROHETH 2 NS ELE
CREEAIE) 20 &3 2 £ 28, RN ZEETHE
WHED 7 OITIFREL SN T»32Y, B L
LTI, BEEGI o EMEE AP R RMERF 113 5-7
2 /%) FILEE (5-aminosalicylic acid : 5-ASA)
BKZ -, PEREDL EOSERIC B 1T 5 B
AlZiFATa4 FEHws, 61, A7
FHhulE - AEE AR, BV ArvEA
¥ XA ¥+ —+ (Janus kinase : JAK) PHE %
75 £ @ advanced therapy HSEEEEINL & 72 549,

Key words : BBERNGS, SIEWEEE, E7 SnA FA, SAA

VALBREE R Y AR IE RS I Rb Y ey
VXY TR P A Ly AL

DRERS S — AR PURBAT AR R

DR BN BRI AR
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UC O BEEoE =% Y > 7 TR,
#H, FRRIRPANA A —h =D HEBHET
mHER (RDYY, EHEGZ2E]TH 2
STRIDE-II ¢l C KJEMEEE (C-reactive pro-
tein: CRP) tffiia N 7w 5 7 F v (fecal
calprotectin : FC) 7St X nTw2%, —7,
MiE7 v A F A (serum amyloid A : SAA) 13
CRP X ) bl AaRIE~>—A—Lk&D I BH
B ORI TG ST ™Y, x5
IZ, SAAIZ UC DA A ST, BffiY v ~<F, k&
Yo, WEIIREERZ £ O LMmEEE, SHkEA%
PETiZE S (chronic obstructive pulmonary dis-
ease : COPD) % Yo, BE %M 124
Hl&Pe4¢ (chronic rhinosinusitis with nasal pol-
yps : CRSWNP) 7 E SRR RIS BT 2 ENE
Btk —A— ¢t L ToORMESHFIN T
2 19~23)o

ARETlE, SAA OEYERVEE, BRETREM:
ATl B9 9 % SAA £ CRP OE W, A7 8aA F
FOGHEDFHNC BT % SAA D ARENE: % e,
UC I BT 2 SAA DRIV E % a9
%,

I SAA QEFRE : EPFIRFEE LT
RIRFEDHERF

SAA 1Z 104 HD 7 =/ eh 5 7e 2 Ak E
THDY, SIEMEEEO AN IERBIL <L
AHEHE DR 1000 f51ET 22 b LTl
SAAL, 2, 4DTAY 7 4 —LDHERINTE
D, TOIHIBLAMHERL L THEET 2D
SAA1 & SAA2 TH %Y, SAA I3E b ICHFIETRE
XN A I KIS E oA L
HENTELY, HEAMETHRRT 2, 7,
SAAIZ X7 S uA F—3 2DUMEEATH
27304 FA (amyloid A : AA) DHIEKYIE
THH D, SAAEMHEORHIE ZXET v A
F—Y2ZDHIE-ERBDODVAIJHRTLIN
%27,28)0

SAA 13T & L CRIEVEY A F A4 vl
FoTHEEEN, 20T IL-1823b - &
HEELFERNTTH 5, IL-6 HFEMHHTIZ

SAA FHBUFRENTH 2 DITH L, IL-18 Hijfh
CHEZ SR AR 5, X 512 IL-6 % TNF-
o EDOIHBIC X Y, BEEIFEIC BT 5 SAA
BEFIXEPICHR SN 22, 2o IL-18 %
B & U MRIEE S I ARSI B T 5
SAA LR DFEEAE AN AN EEZSNTVS
73, IFN-y, TGF-B8 OG- % R"B§ 285 b &H

2330 Fd RAEMEY A N A A v OFEEZ T
Th<, Z ORIERF & SAA BB R T
FTZEBHEINT VB, in vitro TIL-18 &
m%@ﬂﬂ@?ﬁ&mzfm%—&—%ﬁhﬁ

THBLMAN L 25, IL-18 D%AT, &
5wim6&ﬂ%kﬂﬁbk%éﬁymfm
E— ¥ —JEEDEE 2 LRI NEY, IL
1B73SAA2 77U E—% —% IL-6 > ¥ F V5%
RIS, Bt IL-6 BRI N T 2 s
DD MRS N, KIEART—FIZBIT 5
IL-18 —IL-6 O 2 B4 22 7 3 SAA 353812
RIELEZOND,

CRP & SAAZRIEMEY A P AA vick-T
FHIFEZZ1T % 553 HdE L T 553, CRP 23
IL-1a/B D E % RBREIZZT 2 DICx L,
SAA IFIL-18 D&% X h i =13 3%, %
7o, WEEFMiTH CRP & SAA I3 & b 12 STAT3
IS % /i U CHBLT 2% %3, SAA DiiE
I3 STAT3 & NF-xB DifMEALIc X b 8 < 1,
NS DGR T OMLIEMBSEETH S 2k
DEZIN TV B, 20 kS RRBIEFE O
WIZ X D, SAA L CRP D@3 75 2 T REME DS
b5, ek, SAAIFRIEEYA FAALickD
FKENFEI N AWMEATH 225, Wi
SAADSKIEMEY A4 b A A v 2 FET2 2 L LW
EXNTVLBY,

I UC OARFEREBEFTMICE TS
SAA DE&

UC @ BEAL I PE V> SAA X it & 7 239,
CRP 2 UC B~ —A— ¢ LTALHVS
NTV32, SAALYHbLbETHIET S Z LT,
WSS EIE O FHEE D M LT % & EX
m%lmo)o
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KIGWNHEEZ 27 (Mayo endoscopic score :
MES) 0/1 HI5IGE % &HH N4 4 < — & — CHTfi
L7 & 2%, SAA IX ROC fi#EdTco AUC 25 0.69
ThHbh, Hv b4 7{H32mg/L TEE 80%,
Fr¥LJE 58% %" L, CRP (AUC0.56, # v b
7 fif 0.12 mg/dL TI&EE 34%, FFEEE81%) X
Db E <, FC (AUC0.68, /1 b4 71H 174 ug/g
THKEE 75%, FFREE 57%) IPUl L 2, 2o
FEFD 5 SAA I3 MES 0/1 HRlIcHERTH %
TREMED R S Nz, £/, SAMADARL ST,
M ~€ 7 vty (Hb) #EEE, {Hd HbRE
%, CRP FC LilAaabE %2 £ UC BH

BW B BISEMEHMIc A & T2 A b b
3)41,42>o

—J5, fREHIR R (216 4F) (TR S HEH]
T, SAA & CRP TNHSEMIGEIE O FHIREIC
AEAR Ao LT 2MELH D, BE
S X o THAEDS R 2 HIHEED S H 2 2 L i
HEPBLETH D,

I 7040 REETTOSAARED
ERPREVE R

AT8RA FEETICH S UC EHFIZEBWT,
5 SAA 1% CRP & g U T R % SR
TEBZNAL AT —A—Th 3 UHEINRB I N
T 284 Zfl, CRSWNP 1231 3 S
b SAAEEE 25704 FORIGEET D
Bz R Ll s H 2%,

UC %% %512 SAA & CRP DFRIFIHERS %
Wat L 7ERER S <id, CRPIZAFuA F (7
L R=vuy)E5ick > TE®RET 25T,
SAA IFFEHAERICIE U T IC BR CLEk7 o
HEGI 3 2 #1514k, AT v A FEAR
), &%\ IFIER ERAMAE (8.0mg/L) TOZE
By CCHR 7 DREFI 4 : THIR, 25 miicl) SHERR
N7, CRP M UCHIIC BT 2 5 EIEE)
DFMICRNT 2 SAADH A2 3% L 723
B HB L2 ERT S E, CRP LKL
TEBIED K E > SAA B3 & ) IEHEICIGE S0E
BT 2 AREE D B, 2D X H i, UCD
HRHIER A T e A iz & OIREAHE

BT S SAADFHMEDBHHRE I NS D, 251
A Fld SAA FEAEZET 2 b B $ 54749
DG, SHBOX SR LMEDNBETH D,

NV 2704 RRIGEFRICHT S
SAA DA EEME

AT70A4 FFRILVEYTHEL 7 Vaansdadg
F (glucocorticoid : GC) &, #MI@EN®D 7'V
aanFast FEEME (glucocorticoid recep-
tor: GR) Icfi& 3%, £ D GRICIXZ GRa &
GRBD 74V 7 #—LDFEMEL, GRa Bk
FEMEICBEG§ 2479, —75, GRBIF GCIZid
WEEd, GRe DHEBEZIH T 2 2 L3/ 5
nTwz Lz 2, IL-18 1¥ GRa &
GRB DRIUHE LRI T I VA STV
%, CRSWNP & S B /A < IL-18 Hliiz i
GRa & GRB D¥BlIEZHE L 72 £ 25, GRB
DEMD GRa £ ) b K&E L, IL-18 IREKE
f71 GRa/GRB HIFE T L 7%, UC & DA
RS 3 \F 2 Bt Tk, GC IEZM:RET
'3 GRa DFEHHE <, GCEHMERETIZ GRB
DD -7, s DD S, GC I
T3, IL-18 OEFBIC X ) GRB FENFHE
SNGCEIIMEZ R THIF RS NS, 7,
AT RA FiEN UC BEORBHMETIX, JE
WEERE LD S IL-18 DB E -7 2 L
LEWEY s TE Y, UCHIAKITIZIL-18 &
IGEHEDIREEICH 2 Z LRSI NS, HHAD X
HITIL-1B IR IL-6 12T L TE T3 2 & T
SAA FHEZMBINCED 2P 2 L5, SAAE
EIXIL-18 EiEEDREEZ KT 2 L B 2 5
N3, NS%25522E, UCHEIZETS
HBIERT O SAA 2P 13 TL-18 &1 o [ HE /Y 214G
WOy, A7uAf FRIGEZFHITS9 2
THH ML S 5,

V 7«4 )IF=TORKEARICE TS
SAA DR

7 4 NI F =713 JAKL 2 ELENICHET %
JAK JHEHETH 5, HERE~TIEDIGBIE UC
BEANRE L7 IR0 (B 0b/IIHHE
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#®1 UCOZETAHWShBZNAAT—H—

NAA | p— . L ) fRB
oy | WK IR NA Ao —H— b LTORM (2095 & 11 F)
© T VE I R DI R B PERTAT (<
-IL-6% > JOhE M >
crp |y | CWOEBUDETAIIEE | w2 R s | 16
HA R AL kDT - .
i CAET R b T - B EAF
- e - AP TR UC THM
- Al - 27U A FHG T CRPIEHEHIT S UC DF
san || CLOERUOLT BRI | EDEE AT i
FA EAAVICEDFEE | - MES 0/1 HIBIAEIX, CRP XV bE5<, FC &
- B b T Gl
. 1 RAIER I 358 i
PO IISIREIE |y oy & #< K0
- N + CRP [&MEp] T b 5 RIS B I o 31l 12 5
< IL- M SN
IRG | i ifff;fﬁj?;gﬁ RIS W T b E R 268
- w3y . . AN HIRE A 2 B
 FESI - R - 1 L ico FIT &0 & HilGGE O FHREDY 245
faz: & CiEk
. ST-ik :D\/'\‘ i, ,”; B z
PRI D 5 v 2 UC DI, i FHAT I AT
- - - Rl & i\ AHES
cS1007 v RXPET7 73— SR — 5 —
FC | e ;@;g§$§8;gmw KIS R ) — 7, SR B, 7 | 268
CEER - o p 1y g | TR YRS THIRE  JEX T A R
Y2 TF < VRIS Al s‘—lé:‘ 7 r
R 43 ’E;HE’(}EH L T BHEFICIZHNENE A 22 2 7]
HEbED
" :
RO R % S ~e 7n
CEa 2L EVENE 37
e feffith~E /0
{3 1 - IR — 5 — Gyl
. Jffi | - fliho~ErOEY - B FERER SRR ) — 770 5 DL, : .
K o fefith~E /0
ZE DB G R IM), ey BLO
Pt G Comt T bigEa s | DT
T) oD Y e ey
B - EE 56
PGE IR e | o MUM® Lo IR NBIEISRR, il
PGE- | 1o | pomot B b geepe gy | M RGN & B0 187
MUM C Ul | ESAERED PRI FC & A%
CErE - IR~ — A —

CRP: C KBME®H, ELISA: Bk sf@illEss, FC: b 7u 5 7 5, FEIA: SRS ek, FIT:
GRS AR EIIRTE, IL: A v ¥ —aA Fy, LA: 557 v 7 AEEE, LRG: a4y Yy Fa2 7Y a7sas
A v, MES: KIGWN#HEEA a7, PGE,: 70 A% 75 vV E,, PGEE-MUM : 70 2% 752 E FENH
Y, SAA: iET I v A FA, UC: EEMEAER CUk6~16 & b fFHR)
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BB BT 2
(2025 4 11 H)

- SAA % CRPEM £ 713 CRPER L H DY TMEL 72 5E1E, T2 bDDAREE

- [k

“LRG &, A7 uT 7 F v E3ERBRREMELZFA-HPRIChbE T 581, 722 bDDAEE

ARV 2 RIEVEIS R O BWIHIBI S HI D B4y, ELISA#:, FEIAE, A4/ 7u< bk LAEEZIEEang
FEHEEIC X DHE L 256 ICBE, 2L, BERSENTRES N, T, ERCAmEEd e & ofikds 3 »
AL ERifET 2 BETH - T, AIRMIMEDZED S N BEICE T, BNAs ZEEEESTEbLN 254
ONHEBEHTOMIRAE & LTI, £72, 2 OEEZZHRERE X ORI E o 2 1< Sl
JREEIESHIN D4, ELISAYE, FEIAL, £auAf FEEDE, Ao/ 7nv b3 LAKICIYIEL &
B&I, 3pHIIRZRE L LCHE, 221, BENZBEELS, Rdx 1 » HIC BT A,
Z OFFM B B X OB R 2 2R E X R 5 o 5 T 12 Fdk

< (BN 72 RRETERE RO W) £ 72 1 WEIUE 2 HW E LT, AMES X OKBREEREZ R —HRichd
oG5, £33 5DD0ARFEE

- ANEVREVBEZUE 0 METITo GA1, EEh~e o rviERE LTEE
cANEJUEVREZ G0 A FERIEC L 2ERIETTo 561, Bidh~E ey & LTEE

- PGE-MUM (JR) &, UC & DJREE oM Z BN E LT, JRZMAE & L, CLEIA 32 X b JIE L 728542,
3AAIIAZREE LCHE, 7721, EXENRBEEDS, AREE 15 I 1R HEICE, 203
I B X OBRER R 2 2R R L ORI o AR I B

- UC O¥EEINEZHNE LT, AT uT 27+ (E), LRG %72 3 KIBRGEEREZ H—Hhichb b Tfio
2580, B3 0DREE

CRP: C KJBIE#E 1, ELISA: B uiEllEik, FC:#hh ) 7 a5 7 F v, FEIA: S0OGREGENE, FIT:
FELENEIRT, IL: A vy —uA X, LA: 77 v 7 AEEDE, LRG: v vy Fa27Yarar
A, MES: KEWNEEEA 27, PGE,: 7024275V E, PGE-MUM : 7ux% 75 v E FH8AH
P, SAA: iET I v A FA, UC: EEMEAER CUk6~16 & D fEHR)
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SELECTION B¢z, 74 LT F =7
200 mg DEH R - KERMEOBFHITMZ T, B
RINFAIEE & LT SAA OHERS b KRt S dudz,
R—2 74 TlE, I SAA IZEBIEEN %
#£ 9 Mayo A 27 EIEDOMBIZ R L, BT
1%, SAA IZAYENEHIOBRERESE, AT 0
A FHEREE OIS ML i L THE
g7, X510, R—2 54 VIkD SAA
B, 74 V3 F =785 108K O NIRST
TERRARAE & OMBEDSED 5,

74N TF = TEREHROHRE A THADS L,
438, 10HHD SAAIF, R—Z2 54 v L BN
THBEIED > 725V, F1, LW FNEHI DG
BROEEIZ» LD OT, =274 o
5.10 8 O SAA HDWAIREIE, 77 FREL
(HERTT7A4NTFZTHTHBIIKRE» S
70, X510, 74V TF =7 K B SAA (KAE
VEERIR IS (IR YGE 8 X ST Rdcs)
LEBEL Tw Y,

EFhHbic

ARETIE, UCBIFICB T I SAA DK
A IO W TS L 72, SAAIZCRP L D b
R T 2 BEDE L, LA TRA F#
5T CHREAE S KT 284 Fw—h—
ELTHEHENS, A7 uA Pk UC BED
KGRI IL-18 OFsB0sE <, F72, SAA
DFEBZIL-18HIIC k> THFEINB 1= 0,
SAA Fifii % TL-18 itk o BN e L LT
vz ZETcATuA FRIGEEZ FHITE 27
B2 5, JAKHEHRTHE 740 aF=7
DGR TIE, SAA I3 UC % HEGEEIME: & AHEH
L, 74035 = 7185850 SAAMK T IZEFIRE)
WL 72, % SAA ZTEH T3 2 LT,
TuA FRIMEDOTH, 740 F =71
2R FHE 2 £, UC OB~ DTS
HosifEzn 5,

(FIEAR] MBS, TRRZEXY 7R -2y
S ABRALH:, BX U EA 7 7 — < HRalath X 3kt
FEZEL 0D, BIRER, HEREEXV TR -3

ALV ARASMHDOHETH 5, ILHERSEIFHHR TR
SHEM SN 7 U A KD PRI - i BE 9 2 A 1
FU7F g v ARASt, =1 RAat,
BLUEA 7 7 —~<thlatral 7,

[ ] AHCoXF4HANVIA T4 v 71d EMCHE
A&t LESPEDEZA F3i D BEH B G 354 L 72,

X 73
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In recent years, treatment targets in ulcerative colitis (UC) have shifted from clinical
remission to the higher goal of endoscopic remission. Biomarkers such as C-reactive
protein (CRP) and fecal calprotectin (FC) are widely used to assess disease activity;
however, serum amyloid A (SAA) has attracted attention as a potentially more sensitive
inflammatory marker than CRP. SAA is an acute—phase protein mainly produced in the
liver and is synergistically induced by interleukin (IL)-14, IL-6 and/or tumor necrosis
factor (TNF)-a. In UC, SAA levels are associated with disease severity, and the dis-
criminatory performance of SAA for identifying Mayo endoscopic subscores (MES) of
0 or 1 has been reported to be superior to that of CRP and comparable to that of FC. Fur-
thermore, since fluctuations in SAA have been reported in UC patients with normal CRP,
SAA may also be useful for evaluating disease activity in CRP-negative cases. In addi-
tion, SAA expression is more strongly influenced by IL-183 than by IL-1«, and high IL-
13 activity is thought to contribute to steroid responsiveness via upregulation of gluco-
corticoid receptor (GR) B expression; therefore, elevated SAA may serve as a biomarker
of steroid responsiveness. In the SELECTION trial of filgotinib, a Janus kinase (JAK)
inhibitor, SAA levels correlated with UC disease activity, and early reductions in SAA
after filgotinib initiation were associated with subsequent clinical improvement. Thus,
the use of SAA in combination with other biomarkers may help optimize UC manage-
ment, including prediction of steroid responsiveness and assessment of therapeutic effi-
cacy of filgotinib.
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