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AA7=Z04 F—YADREEA - fRRE(E
EDKSICEZSNTNSH?

ORMHMEDTHZME =04 K A (SAA) O N KBS (AA) HIRMIELTRET 3. £BDXE
Bl IOLET 51, BWEEIZDORECHEE (TH), B &ER) TH?. BEHUINFRED
IBMERIE CORFRIG SAA LRI REDERERD. SAADEDT7 AV I TTHS SAAT D&
LGFZEFURIRFD—DOTHD.

[ HEROEE  ZHBL, TEFVADES (B

)=

AAT3IBA F=YATRT7T IS FA (AA) EEPHMIL L CHRRICIEE T 5. 2ol aiskAgk
AMET7 I 04 F AEE (SAA) T, SAA FSEAAMNER L LT R R CTREN LA T2
M) < F, WO L) REMEIERE CRENIC SAA 28 B L, #iELo#EfE T SAA @ C K
IBADEBRES N AA Lo THhAET 2% SAA OFRMEIFEDOLESLMETH S 2 Lid, SAA % HH
FTHET I T4 FREPSERT 2 &) BIES, mEOTT A Mo 4 UdE Ll Ll R i
WEICL VY O Fh L OREFIHI L THD I L HHATH 5.

SAA ZZRBICELEAT, FERT A V¥ A4 7T THDH SAAL OXLEET L RDTHE D LA T
ERD. BBINIIESAALS 7 LVOMERER, SAALL 7 LVASBIBIRICEI < (CQ4-7 BHE). SAA
OREDENZL 20 EBEINLDPWIRICIZ R > TWARW. MEGd Y AZHFEEINBL AAD
MRS~ by 7 AR MO MBER AP ERAET 5720, N L 2@ EMORTFOBLoBE
HRE S NZ 2FEEIAHTH 5.

B IEHWIFA S 5%, BRINCHEE 2501, HLELEICL 5 TH, FiEE L 2EAR
BRETHD. WHITHHTHY, SHEGEEEZ I ba—v L, FEEE 22 SAA OB EZHHITH
EIEEDHWINEND Z EATRENTVEY. 22751, WO I35 1, WL Tlddw
PETIEENE EINRTVS.

@Rk

1. Yamada T. Serum amyloid A (SAA) : a concise review of biology, assay methods and clinical significance.
Clin Chem Lab Med 1999 ; 37 : 381-388.

2. IHE®E. AAT IO F—Y ADRERM. AAT7 IO F—3ABHE7 740 (LHMEE, HEkE,
PRIE, AHER, SBHBGE). 054, 2022, pll-25.

3. Lachmann HJ, Goodman H]J, et al. Natural history and outcome in systemic AA amyloidosis. N Engl ] Med
2007 ; 356 : 2361-2371.

4. Baba S, Masago SA, et al. A novel allelic variant of serum amyloid A, SAA1 gamma. Genomic evidence,
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5. Okuda Y, Takasugi K. Successful use of a humanized anti-interleukin 6 receptor antibody, tocilizumab, to
treat amyloid A amyloidosis complicated in juvenile idiopathic arthritis. Arthritis Rheum 2006 ; 54 : 2997~
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AA7 =04 F—YADBERFEDEED ?

OFFRICHIF BRI TIIEE Y I FEEDMEEERICHITZ AA7Z =04 R—Y RADBERG
1.3~13.3% LRRFFHIC K W BB D HEEFFMEBICHD. BREDAATZOA R—YADLER
BORRKY, AFHICHITS AA 704 R—Y ZADEBEHIF 2,000~3,000 ZHIELTH D EHES
ns.

[#BOWE : ZFHBL IEFVADEE 1 B]

OfZH

WA CIRIIRIC X o TREBATAA 7 I 04 F— 3 ZADOEMEIZ 022~068% L HE S Tw5B 2
AFTIE, BEIY v ~F (RA) BEZEOZMBID 14~26% 12, LIS oMM TIX 1.3~13.3%
WCAA 7 I04 F=Y 2ARRD LN EHHE IR TWEYS, RiIED Okuda S OEFEREDOKETIZ,
194D AA T I 04 F=Y ZAOEFIPEFHFIN, TORFRBL LTERAIRIZ Y (£4FD
602%) Z L BWEEINTWET. FARAICBT 2 EEORBEEDY >~ 7Y ¥ IR 5~10%THDH L %
ERET 5 L BEREUZ 2000-3000 #HiETH L EHESNS.

@32k

1. Simms RW, Prout MN, et al. The epidemiology of AL and AA amyloidosis. Baillieres Clin Rheumatol 1994 ;
8 1 627-634.

2. Hazenberg BP, van Rijswijk MH. Where has secondary amyloid gone? Ann Rheum Dis 2000 ; 59 : 577-579.

. Toyoshima H, Kusaba T, et al. Cause of death in autopsied RA patients. Ryumachi 1993 ; 33 : 209-214.

4. Kuroda T, Tanabe N, et al. Comparison of gastroduodenal, renal and abdominal fat biopsies for diagnosing
amyloidosis in rheumatoid arthritis. Clin Rheumatol 2002 ; 21 : 123-128.

5. Kuroda T, Wada Y, et al. Diagnosis and treatment of AA amyloidosis with rheumatoid arthritis : State of
the art. In Sarantseva S (ed) InTech, Croatia, 2011, p.41-62.

6. Okuda Y, Yamada A, et al. Results of upper gastrointestinal biopsy screening for RA patients during last
three decades. Mod Rheumatol 2023 ; 33 : S1997.

7. Okuda Y, Yamada T, et al. First nationwide survey of 199 patients with amyloid A amyloidosis in Japan.
Intern Med 2018 ; 57 : 3351-3355.
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EDLSHEFITAA7Z=Z0OA F—I REESRED?

ORIREE, EUNEZHSEREREOEFEEZIBICEBS T IOANR—VYRAERS. TNICINAT, &
BRZIFUSHETIBES, Ex - [Elt, HEETASOHEESEES, DIASERIBIRUEESIC
AA7Z0O0A R—YREEES. NEZFRE O EBEICIPIRPH CERETVEHEEERTS CEHNEE
TH3.

[#EDEwE 1 IEFVADEI 1 A]

)=

AA 7 304 K= 238 MHERIES RG22 L X D AL, Y v<F RA) I
BOWTTFREAERTAERBEIETH 7. HEOMELRIH Y, RA TEZOFREIZRS L2, —
FHULAE, < OREBEHRBICBVTO AAT IO F=Y RAFIET LI EDBWPS IR o7, AAT 3
OA F—3 ZFRMFE AL REREFIC L D AT RO EZHIFFCE 570, MR L ) RIEE VIR
BETHIENEETHS.

HOSEERER D S b, REMEMPEHRL EEETRERD AA7 IO F=Y RA260FT 270K
BEEEDOWENUIEE CTH 5. H O RIEREFERIZ I8 L RAERIS O LJ- 380 5N 5D, 5 K6
AHRPIYEET LI ATEND GG L H DV FEEET L. W TR, [ERELR L
PEVEJE 2 A D DA, RA RUZREUEBIEI 28, WMEHEEHER L COMBIOSEOFRE, 70—V
R S e ESAEVER R B O A B, BN OGS &R STEICE (L EEONMW, LR
B CTOREOHIIRILFNITD AA T I0A F—Y R0REDRD W IEE L ET S, fEfe L CRRE)s
MBEOFREL 202 Z L DL VA, BAR, RLEOHWMTEE, ME7 L7 F=vo LABRDON, T
BRo7IE, REOWAD D HO LN ZHAED L. HLIERE LTS, WEH<iER RGO THDYE
CHE DLV, OARREE L CORIE, Wi - b T L7235E 1B b s, SRS L
WA IEHER DI ERET B HIREEE 1T, BEHLEICBV COHEENRESHIREZ 1T ) Ba i
A7) ==y 7 LTEREZRT ) L b RMBEROFEL LTHENTH 5.

@3ZHk

1. Okuda Y, Yamada T, et al. First Nationwide Survey of 199 Patients with Amyloid A Amyloidosis in Japan.
Intern Med 2018 ; 57 : 3351-3355.

2. Lachmann HJ, Goodman HJB, et al. Natural history and outcome in systemic AA amyloidosis. N Engl ] Med
2007 ; 356 : 2361-2371.

3. Blank N, Hegenbart U, et al. Obesity is a significant susceptibility factor for idiopathic AA amyloidosis.
Amyloid 2018 ; 25 : 37-45.

4. Scott JK, Taylor DM, et al. Intravenous drug users who require dialysis : causes of renal failure and out-
comes. Clin Kidney J 2018 ; 11 : 270-274.

5. BT, B v~ FICABE LA AA T I 0 K= 20ZW L iR, BKY 7 ~<F 2006 18 : 291-297.
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AA7=04A4 R—YRAZEDKSICEEMTHh ?

OERTHESNIHERICHBVT, IVT—Ly RERBETF 04 RZH#EAL, 7 SAA/AATIFICELS
RERETAIATTHD I LZETRT . EREROBRICBVTERERSEFIRERISEF, B
TR ZERT 3.

[#EBDEE 1 1, TEFTVADES 1 Al

OfZH

AA 7 304 F—2 2 3B RBICHZE L, IS EIR, BaEL L CHE/LT 5. L
Ao THRIEMRBEE D FRBRLEBF CEHPAL D E I W THREARE R LA OREEZEEH) N &
TH5 (CQI-5 #BM). ABIBAIE, FEEMIERSREANIGRIRI NS A, S50 L ) W43
TZIBNREAKRE TS (CQ4-6 ZBHR).

BoONFMERICOE, avI—Ly FERATY I oA FEEEERL, JLSAA/AA JUKIZ X 5 0%
Rt TAA Y4 T THAHIEZMET A Dy £ FTIIREREDOEHELEDHEIC R 255D 5
B, RS 4 T TR SN T 2 THIRGUAOH T I2IZME % CHEZTRETH 5. 72721,
AL TWwE AA EEIEHTERYE SAA @ CRinEhsr 1/3 Z RAML TV B DT, SAA T BHED
AL ASZ DRI T BB IR D TEE LWL avT—Ly Fof~ 7>
WA ) 7 DB X B GRS AA ¥ 4 TTH D Z EIZFIH SN H 5 7228, oy 47
THHRTEILENDH B0, RSNV,

7 IaA4 FBEEHEL TR EPAAHLREETIE, 7I04 F—Y AT 2 #7800
MBI T — 2 3 VT, Puk ROV E W R R A S IR RE T H B AT AA DS
T ¥ 4 THRBTETHIIZTAA 7T I O F—Y A LTHEE, AADBRETHIEREZGELTE
W,

@32k

L B2HFEE. 73304 F— Z0REMBILSZW. WL K 2016 ; 34 : 481-485.
2. Yamada T, Hirano N, et al. Generation and characterization of rat monoclonal antibodies against human
serum amyloid A. Scand J Immunol 1997 ; 46 : 175-179.
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(%% - mts - B
AA 7 =04 F—Y ATHBEES NDHERIBOIIS ?

OHEILEELLICBTIIERZRDilRT 3. BERISL, HEIEEMENEL. IBEEISIHINS [EiR(E
EHECTH DD BREERNESS.
[HED®RS 1, TEFVIAD®EE 1 A]

)=

AAT7I8A F=3RIIBVWTIET I 0 FO&HOFHEEHICILE T 5. AR LT, HL
WO, TEBENRNE R EAGEIRE N B AT, AL L QICH T TG THIERDSE L, o LR R s
K7D RERMONRSAMRIRDIERIND. 72& 213, FIChErD LRI ESTEV - T
WIFEETTEBICEEL D 0T, HESEEICTTWARATHH T ZHRBTOBREIRE S -
THTOREEMNTE 2. BHSAE 2 &, WHLEERTORMERIE, + 854 2 5 - 2RifH390~
95%, HRIEELEA80%, HIEAT65% Th o7z, L7zho T, + BB R BRI R INS.
PDhidara—vy FROETORERTH L, TZHENOREISL I L1, SRS -8B
WTAABHAOLAE *BHERENEECTERCTHM L 2ME2S WO L o TWDS, FRALIC
IoTT7Iuf FEBEEDPRL LD, JUk, MBEOFTAEIAH—TH L I L, TR S N7z
DESHREDEIIDIDEEZOND. LIzh o T, MHETH TN %2 2 B0 MBRF % 3R
L, S LTIRKHETEZ2ED L2 L2 Ly, JEREIRITWS | 4RI CRER TEETH 575,
KR AT 50% 58 & K172, BHHEETT I A F— ¥ 22 5% TE FIERE I K.

@Rk

1. Kuroda T, Tanabe N, et al. Comparison of gastroduodenal, renal and abdominal fat biopsies for diagnosing
amyloidosis in rheumatoid arthritis. Clin Rheumatol 2002 ; 21 : 123-128.

2. WHRE, FiE M BV FICEHR L2 KT I a4 F— 2 124 BloBRNRE. 52385
EMIZEBZHETFHREPLELT. V=5 1994 ; 34 1 936-946.

3. Yamada T, Okuda Y. AA amyloid quantification in biopsy samples from stomach. Ann Clin Lab Sci 2012 ;
42 1 3-6.
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CERE

BEREEREOREEDR, AA7Z0AM F—Y ADEETFHD
IeHICERMIFMH SAA, CRP REAIEEREINDH ?

OMBE7 =04 RA (SAA) IRETEENEINT 2RUMEATHY, AA P04 R—Y A TS
T3 AABEDMPFIERATHSD. NEDFAICE SAA DIFHINELETHENNETH DI, BIHER
EMRBICBVTIFZDFRED S ICERRZRIGD SAA BEATEZ #1295, CRP (F SAA [CIFIFN
793, BUENTERINS. —2B(C CRP & SAA D LEEHNTRET 2BEDHZH7=0A
R—y 2@ EHONBIEETIF SAA DRAIEHEZEH UL,
[HEEDBE 1 1, IEFVADES 1B

Oz

MiE7 Ia4 FAZKH SAA) BEAMMEAOVEST, MY v~F RA) & EDREERRIC
BWT, TNF-a, IL-18, IL-6 ORI CTHIEA S A SN, ZOMAPREDSENT 5. SAAIX AA T
304 K=Y ATHET 2 AABADOTEMKTH Y, Lo THRERBZEHRL, SAA & ILHEfEDL
Fiary ba—nd 52 EDRETHICEETHS.

Gillmore 51X 80 %D AA 7 I 0 A F—Y ABEFEEIFRIC, SAA HEZRBITHIEL, 10 mg/L L
T2y ba—)b SN BE TSR RE O MR (2 T 10 AL 90% TH - 7245, 10mg/L BLE
TIIESEEDREDNS C DEFITA LN, 10ELEFERITIO%TH-722 &2 WG LTV EL

Lachmann 513 374 &0 AA 7304 F—=Y ABFEEFRIS, Md SAA fEoH#ERE, 7IuAf Fik
#% SAP ¥ v F CREFIICEIFL TWwb. SAA BfE# (>155 mg/L) (AR (<4 mg/L) 12~
THEY A7 25177 5 <, SAA OFIHEAS 10 mg/L LT OIEFID 60% T7 I B A Nk o)
A5, 6mg/L UT OB TIIBBIEOUXNASNZZ EZ2HE L TW5S.

AAT ITA F—Y ZADOFIERTICIMLA O SAA % RRRENICHE L7801 X HF2E1 2 w25, SAA %
HEMFELTICa Y b —VT52 LT, AA7 IO F—Y ADMRBBEED AL LT IETFHHICO %D
HZERWHATDHY, —EosIEdRBICB VT, SAA%Z dmg/LUTICayba— L3562
MHAA T ITA F=Y ZADFRHICORHE I LB SN TwaY CRP b SAA L LAMWEN T
HY, CRPIZSAA DB — =L DEZH, —HICCRP & SAA O LAY RMT 2HEDH 2
727 I F=Y AP EEDLN LA IZIE SAA OWENTE T L,

@3Zik

1. Rapa R, Lachmann HJ. Secondary AA amyloidosis. Rheum Dis Clin North Am 2018 ; 44 : 585-603.

2. Gillmore JD, Lovat LB, et al. Amyloid load and clinical outcome in AA amyloidosis in relation to circulating
concentration of serum amyloid A protein. Lancet 2001 ; 358 (9275) : 24-29.

3. Lachmann H]J, Goodman HJ, et al. Natural history and outcome in systemic AA amyloidosis. N Engl ] Med
2007 ; 356 : 2361-2371.

4. Ben-Zvi I, Livneh A. Chronic inflammation in FMF : markers, risk factors, outcomes and therapy. Nat Rev
Rheumatol 2011 ; 7 : 105-112.
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BMERNEERBOBERICSVT AA7=Z04 F— AR
URI%ZFHET DIHIC, BEFZROFERTHRENDID ?

OAA7 =04 FOEEFEREAZ I— NI B SAAT BILFD exon3 [CIMILEGFLENSGY, 7
S04 R—YARESETICBVTT LIV 1.3 D&, 7L 1.7 DBAEBICE <. SAATEILF
LEIDETIE, ESOEREVWRIESEEDINR TR, REDOYUXTFHETIFRL, RERDETOUR T
ffie T 2DNIRENTHS.

[HEED®E 1 2, TEFVADEE [ B]

)=

AA 7 304 FORIERE SAA BLREICELEAT, BETEIRLRY, EUIHREINTVWDT
AV 54 7H 3 (SAAL, SAA2, SAA4) 5. L TOHFIENLVON SAAL T, HHERTERA
ELTHELDLINDTHAH. SAAI X 1.1 (52Val, 57Ala), 1.3 (52Ala, 57Ala), 1.5 (52Ala,
57Val) @ 3 DDOMIBIETLZHINHFAEL. exon 3ICHAFALDOT L IVIZTI—FENTWAE. KIET
1, R, BEY v ~F RA) EHELT, AAT7 IO F—Y 240 RA Tt 1.3 DHHENAH T
W, AA7 304 F=Y ASEDRMERTTH S, —F, LITUVIVHEIZAATIOS, F—Y &
B RA THZIEL, FECHHEELZ SN TWAE S, —flERy e, 1.1, 1.3, 1.5O7 LIVEHE
X, 7304 F—Y RIEAPERA A7H1) <036, 037, 027, 73IaAf F—Y ZA&HRA B3#) T
017, 051, 032 TH o7z, ZOHMPIWS LI > TR VA SAALS DA T HHEEFEIC L 5 L%
AbND. SAARIEI LEMAETH 7 I 0L F= Y ARZH LB L 2wt

VEDXHC, BEHMERREREDOT I 04 F—3 AIEIC SAAT BT ZRFES$ 575,
SIEAA T IO F=V ADFEHEEMMR N &, BETLZROEH PRI >TuiEnI Lo
EZET 5L, BUHREERRKEBERECBVWTT IOf F=Y AFEY 2 7L W5 O RFER
TRV, —HFT, 7304 F=Y2AOBTRFHICD L3 7T VUNBEET 23728, 7304 F—=
A% 5EhE L7 BEOFRIMEICH N2 2 L1355,

121 SAAL 70— — RO - 13D U A7 7 UL EHESIN TV, EBRIZH T 1
HENRTWARW,

@3k

1. Baba S, Masago SA, et al. A novel allelic variant of serum amyloid A. SAAlg : Genomic evidence, evolution,
frequency, and implication as a risk factor for reactive systemic amyloidosis. Hum Mol Genet 1995 ; 4 :
1083-1087.

2. Yamada T, Okuda Y, et al. An allele of serum amyloid Al associated with amyloidosis in both Japanese and
Caucasians. Amyloid 2003 ; 10 : 7-11.

3. Moriguchi M, Terai C, et al. Influence of genotypes at SAAI and SAAZ2 loci on the development and the
length of latent period of secondary AA-amyloidosis in patients with rheumatoid arthritis. Hum Genet
1999 ; 105 : 360-366.

4. Yamada T, Okuda Y, et al. Relative serum amyloid A (SAA) values : the influence of SAA1 genotypes
and corticosteroid treatment in Japanese patients with rheumatoid arthritis. Ann Rheum Dis 2001 ; 60 :
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124-127.

5. Moriguchi M, Terai C, et al. A novel single-nucleotide polymorphism at the 5—flanking region of SAA1
associated with risk of type AA amyloidosis secondary to rheumatoid arthritis. Arthritis Rheum 2001 ;
44 : 1266-1272.

cad-s

/& &)

AA 7 =04 F—Y AGHEETY O ¥ FiaE(C
BIBREAT 0O FHIHERENDH ?

ORFOA RODBEICKY CRP ¥ AA 7=0O4 ROFIFFEEHTH S SAA IFET TSN CRP LERTM
B7Z0O4 KA (SAA) ~NDOERMRMEL. REREFTU O FE (csDMARDs) »EMFHISIEIDE
RICHIEIHROFAEIRF TOR/EUVNICEHEFERT S ZEFEREEZSNZN, AETHHTH
RIABEDOERIEEFDRNETHD.

[#RDEE 11, TIEFVRADEE : C]

OfRH

AAT IO F—Y AGP0BHTY v<F (RA) ERICEIEREA 704 F (A704 F) "R
DV TR ORI B S, 27104 FLY CRP R SAA IFK T4 %75 CRP IZHAT SAA ~OKF
ARV, RAZPES7-AA 7304 F—Y RIS LTHEELIT I BAI1213, RA OEBB(LAEE
THDHH, A+ FLFH— MEOFPMEEANIEREREOLOMHTELVSEL SV, 704
F=Y ZANOFHEARE SN TVWE Y7 0FAT7 73 FE2MDET LRI v~ F I (csD-
MARDs) 4= FNEF]CTIIREORI T THED LB HOMMBLETH LA LL L, o
I oA T e L FOMHIZAENTH AL A5Fa4 FAHE L PICE L QR E T D KY9E
R RO A XY M ARG FHREEASERED D VEEIVLETH L. A7 04 FOMAHICH
L CIESEAHIBIGR L E HRF OMEE LIRS CH 525, SAA RN LGl oIk % HiR
TRETH 5.

@3z

1. Migita K, Yamasaki K, et al. Impaired degradation of serum amyloid A (SAA) protein by cytokine-stim-
ulated monocytes. Clin Exp Immunol 2001 ; 123 : 408-411.

2. Okuda Y, Takasugi K. Successful use of a humanized anti-interleukin—6 receptor antibody, tocilizumab, to
treat amyloid A amyloidosis complicating juvenile idiopathic arthritis. Arthritis Rheum 2006 ; 54 : 2997-
3000.

3. Kuroda T, Tanabe N, et al. Treatment with biologic agents improves the prognosis of patients with rheu-
matoid arthritis and amyloidosis. ] Rheumatol 2012 ; 39 : 1348-1354.

4. Nakamura T. Developments in the Treatment of Amyloid A Amyloidosis Secondary to Rheumatoid
Arthritis. In Fernandez-Escamilla AM (ed) In Tech, 2015, chapter 9, p.217-243.

5. Roubille C, Coffy A, et al. Ten—year analysis of the risk of severe outcomes related to low-dose glucocorti-
coids in early rheumatoid arthritis, Rheumatology (Oxford) 2021 ; 60 : 3738-3746.
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AA7 =0 F—=YRAGHUIVFHERBDEFEICSNT
EVFHNRFIDRFIIHIRTEDN ?

OAA7=Z0A4 R—YAGHUIITFHEBEBEICHBVTIF, ERESZESHLEL, AA ZBEOHIEKEK
THBHME7Z=04 R A (SAA) OMEEEZEKL IV bO—ILT 3 EHESSEEOERMELE, F
BOWECDLBND. BEHYIYF RA) [CBVTIE, EPZNEFORREFUOIIFE (csD-
MARDs) &V RA I T ZBEMRIFE L, SAA DIIFIRIRBEVNC EHNTRENTNSIz8, AAT
S04 R=YRAGHU DY FHEREOEEBICBVLWTEYZNREIDBEZHIET S.
[HEDBME 11, TEFVANEE :B]

)

AA 7304 F=Y 2598, ERBIZIE, 7304 FEREATHAIMET Iuf FA (SAA) oL
ANBHICHEELTBY, CG4-6I12HIRICSAAZ YA bary ba—$52 e GEEMEUTIZHA
%) TENAATIOA F—Y ZAOMEMILICMZ, EOWEHEICH DL S, Licdi>TSAA O LA
% X772 LTV A RSEMRBZ BRI T 200 EHITH 5. MEROEYRETEIA T TH S
ZEN% L, SAA O ERICEBEMEZRL TWS TNF-a, IL-6 % EORIEEF A M A v 2 HET 54
WA AN X 2 EF T SAA 2 BRMLTICHM T2 2 EATAA T I 0/ F—Y 2R IR
HELEZOLNTWVES,

IL-6 ZH AT % IL-6 ZAEKPUKTH S 2 ) X~v7 (TCZ) oMY v ~F (RA) &HAA T3
O A F— 3 ZANOERRICE T 2SS BT 5. Okuda S 335 4P SO PRI ST 212 & 0F
L7z AA T IuAf F—Y ZRHNIH LT TCZ oG- 2T WHILED 7 I a4 FipgE»Ed Lzt %
WHELTWBL r—231) =Xk LT Miyagawa 51, AA 7 I 04 F&A&HF L7 TNF &S
D540 RABEICTCZ #1545 L 3HITEAR, BHEEOKELADO TV 2EE Kuroda 5 IEHILE T
IuAf F—=32&45PEL726 %0 RA BHIC TNF lERZHS- L, HLET I s F—Y 208%E%
BOZEERE LTSS Okuda 51360 %D AA 7 I T4 F—Y 240 RA BE 20412, TNF
FESEE G & TCZ BKGHO 2R CTORBB LR SHIIEEIT o7z, TO#E TCZ#ET, I SAA
I DOWAE, EHEROUGEE, BAROBAEN INF HEERL ) EI -2 L 2WMEL TV

AW 2R A B 5 O BRI RIE TNF BLESE B X U8 IL-6 HEETEoF MMEl#E ShTw 575,
Okuda & DD B HEIC TL-6 BLEHRIC B W TEEREO YR 2 F AL <!, 72 TNF HE3E
RPN BNTH IL-6 HEEOREEZRTHMED DD, IL-6 HEROEBEIRIEIN TS, &Y
FHHEANOMAICEE L TIBEGHEY R 7, BEaE (042, BA%, HILEEEL EoHER
%) B EERAEICHB LEAZKET2 L0 EETH .

ﬁll

@32k

1. Okuda Y, Takasugi K. Successful use of a humanized anti-interleukin-6 receptor antibody, tocilizumab, to
treat amyloid A amyloidosis complicating juvenile idiopathic arthritis. Arthritis Rheum 2006 ; 54 : 2997-
3000.

2. Miyagawa I, Nakayamada S, et al. Study on the safety and efficacy of tocilizumab, an anti-IL-6 receptor
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antibody, in patients with rheumatoid arthritis complicated with AA amyloidosis. Mod Rheumatol 2014 ;
24 1 405-409.

. Kuroda T, Wada Y, et al. Effective anti-TNF-alpha therapy can induce rapid resolution and sustained
decrease of gastroduodenal mucosal amyloid deposits in reactive amyloidosis associated with rheumatoid
arthritis. J] Rheumatol 2009 ; 36 : 2409-415.

. Okuda Y, Ohnishi M, et al. Comparison of the clinical utility of tocilizumab and anti-TNF therapy in AA
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