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is associated with improvement of clinical signs of arthri-
tis, Arthritis Rheum, 2002; 46: 2776-2784. (= ¥ ¥ X L
~v V)

305) Weger W: Current status and new developments in the
treatment of psoriasis and psoriatic arthritis with bio-
logical agents review, Br J Pharmacol, 2010; 160: 810~
820.(Z ¥ ¥ A L~V VD) ’

306) Mease PJ, Gladman DD, Keystone EC, et al: Alefacept in
combination with methotrexate for the treatment of pso-
riatic arthritis, Arthritis Rheum, 2006; 54: 1638-1645.(=
EF YA LUV II)

9) ZOMOAREE

9)-1. BIEREATFOAF

HAEE : C2, Cl (hoFEHRSEOHE)

HEX  BEHSSSBOBECREHARTIE
% SERSEIREC L - TREREELZFHTL
LBEBHLOTEBRLTEHTIRETHS.

B OB EHY YT’ Ly ywFRELEbI
LEDTVF=YPFHENTH LY, T F=®
&i%@dig@ﬂfﬂﬁ;klofﬁ%@!&éﬁﬁ”ﬁ*?}?ﬂé’\héﬂ
BEFPDEOT, BHICHEREEBERCIAVORE
WOER UL, BLWEEERES Y, ﬁwhvﬁ
T FETHENALNZVEAICE, fhoihERE
SICEIBRERVEY OFREET b EE ﬁ%
B, EEIREE LCIZ#BIT 2w (C2), fho3Es)
CARSEOBA I EEREE 5272w (CL).

307) Nash P, Clegg DO: Psoriatic arthritis therapy: NSAIDs
and traditional DMARDs, Ann Rheum Dis, 2005; 64
(Supple II): S74-S77. (=¥ F ¥ A LRy VI)

308) Gottlieb A, Korman NJ, Gorden KB, et al: Guidelines of
care for the management of psoriasis and psoriatic
arthritis, ] Am Acad Dermatol, 2008; 58: 851-864.(x. ¥ 5
VROV V)

9-2. FERATIA FHEHE fﬁs‘?& NSAID
HIEE Cl G, BIR), C2 (B5, mikk®)
B EEI Y P a— U CRENESRD SN D
2, BERMEITER S EHREFTE v,
B B NSAIDWE, 75 E&RICIERTERRERES

BT 2%, EECibtEOREIHRFTE 2w
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309) Sarzi-Puttini P, Santandrea S, Boccassini L, et al: The
role of NSAIDs in psoriatic arthritis: evidence form a
controlled study with nimesulide, Clin Exp Rheumatol,
2001; 19: S17-S20. (- EF Y A VRV IV) -

Ca27. BAalRemICH S BEERICAREREEX
WiEkrEEE (GMA) BEID?

HIEE © C1

IR BB ACH L CEEE 0 wES
REEE LT GMA BERFTS 2 L 2 EELTH B
5, TR .

BB mEEESRICHT b GMA BEOMRE
S L7 5 Y& AL RILERE (RCT) Ehw.
GMA ORI R & ZEEIc oW CIERHRE 2,
PR BRI R R A0 T R OB S 45 5
DHTH B, FEFILERTIZE T B R 21
Bl GMA BIEZ RA 17 BICHERR SN, BELRE
PR b oz EHE TN TR B,

310) Kanekura T, Kawabata H, Maruyama I, Kanzaki T:
Treatment of psoriatic arthritis with granulocyte and
monocyte adsorption apheresis, J Am Acad Dermatol,
2004; 50: 242-246.(Z & F Y A LL V)

311) Kanekura T, Hiraishi K, Kawahara K, et al: Granulocyte
and monocyte adsorption apheresis (GCAP) for refrac-
tory skin diseases caused by activated neutrophils and
psoriatic arthritis: Evidence that GCAP rempves Mac-
l-expressing neutrophils, Ther Apher Dial, 2006; 10:
247-256. (L E T Y A Ll IV)

312) &BORES  EEERICHT 2 ERNIREERERE BE
77 = b AFEMEE 2013 32 124-120.(x ¥ F VAL
v V) ) .

313) Sakanoue M, Takeda K, Kawai K, Kanekura T; Granulo-
cyte and monocyte adsorption apheresis (GCAP) for
refractory skin diseases due to activated neutrophils,
psoriasis, and associated arthropathy. Ther Apher Dial,
2013; 17: 477-483.(= ¥V A LRV V)

CQ28. FiA RS54 VICBES <Akl QOL &
[c 2

R - W1 Fo4 vicEoBRESRS I UE
BEEIBRIC X o CEIRMBES B R BRI S h
B9, BRLTY NAAELTOQOL HEITSHE
DFMPRLETH D, :

BB HAMAMEREREIRI Lo T,
JEfE R RE O QOL £E#%& (the Medical Out-
come Survey Short Forum 36 (SF-36) version 2) #%
ERE N7z, SF-36v2 TEHMlis b 8EHEOTNMNRE
DONBSEHEPD OQOLETZL @ QOLEER
T @QOLEEERT® 37— 7 BRauE (L
) BELZHTEA, BENIOQOLETZL
1541 (153%) @ QOL BT 2541 (255%) ® QOL
BERT 586 (592%) &7y 847% D BETH &
O QOLET 2 &D 7M. Thbb, HEMNCSIBE
B (NHE) BEOZ L HERNZ QOL OKT
B TnAZERRL, BEREPO LI, HEE
VRS, RN T QOL o T KE L, BF
WEEE L DMOBIC RSN TER B2 9 R 5 —2BHRT
BILERBLTWR EEDRS.

BERIENGEEETARETE BROTVWEE L
RTBECIRTERDI 35 E, KETLLERNT &0
g E N, i, BAORBES L EORICHE
Db DI LRI,

S5, BENLZ RGBSR oTndz 5T
7P AL DL ENENE, WHEEELERLE
TR bR, BEEEREELER - BERIEIC L
BRI ST, WO ERER H R B
WOBERFEHED—DOTH 5.

314) BRRK, WHEE BEREEY  QOLETHFEDSL
N AR EIREEEERR OBRNERICHE T 5 F4T.
EAZORFENEERDS (BTREXENESEE) F
K19 EEREE. (ZEFVALVRVY)

315) Sampogna F, Tabolli S, Séderfeldt B, et al: IDI Multipur-
pose Psoriasis Research on Vital Experiences
(IMPROVE) investigators: Measuring quality of life of
patients with different clinical types of psoriasis using
the SF-36, Br J Dermatol, 2006; 154 844~849. (=¥ 5/ X
L V)

316) Gelfand JM, Troxel AB, Lewis LD, et al: The risk of
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mortality in patients with psoriasis; results from a popu-
lation-based study, Arch Dermatol, 2007; 143: 1493-1499.
(LEF VA LAV IVY)

317) Huerta C, Rivero E, Rodriguez LA: Incidence and risk
factors for psoriasis in the general population, Arch Der-
matol, 2007; 143; 1559-1565.(= ¥ F ¥ X L~V IV)
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1. BiE5E
1) BHT 55
Q=
- BN IR E IR E R ERE (GMA) A5 A (TF
BT KO ‘
CMER YT (FHED Y-, BEOMBER YT
T L)
CMEEE (77 —% v b, BREO EEE LA
A b THRET)
- AR
- BT LPREH 1500 mL
< TIA IV (BUEEREN) B 500 mL
<RI 100~300 mL

- PLBEREFIFEE AR Y 7

- HEST 24
@R &

- BRI

- ERE T VO — IR

RN iIPAR A

-HEBHAVIY

T BEE

- MEEF, ACRE

CEEFa—T 2R

- =HER 2/

S10mLERYY Y 25K

*EERTER M IR EETE (GMA) IRV b
BB
18G T G YKV T Fa—T AT 4y b A
a5 .
G ATA Ay Mhza—F A—V—05 0T
C18GATFTA Yy P a—T
CIGNHNY E—F xR SIS &
2) HEOHEN
OREBLTTI43I V7 (3049
« ¥ B % D 57 C ~
SR, T4 IV, AIBRE
- BUREAEGEAR R Y S ORE, B
CY =7 F A b
@i (F1605)
C—REREOBZE (LE, IRE AR
- ISR (B, SEmE), migE L o8
- FREFIOEA. RIORTEREGEEEES
Tyvay FCEALT S,
-PUgEAT Vv a v MEAR, 530 mLEE
DR TCHE Y 7R EERS &, 60 0BERSE 5

(JLEf %= 1,800 mL).
- RIS P PR E AN A AR 2 ke L T
EAT 5.

@& (% 15 5) ,
CERASKET L7 ORI F A AR A v LTI
WEES LU 9 A AO ML RIS 5.

- 3gt, kI
- —fRREOBIE (LE, MRE KR

2. FERERpEREES (GMA) BEd
([CEET~EEIER

1) SSEMEBRE 80 fle it & LGB CHES L

R ENERERICEREEE (GMA) BETHEAT AMBREAOEREHNE

- PgEEH TELIVY TELEBIMART TEBRIRETR
HHE HHE MR E
WAV RN 2,000 Bifz 1,000~3,000 EEAL 500~1,500 BAr
ARY VAN A 2,000 BAL 1,000~3,000 B 47 500~1,500 BAL
BTty v 1,000 BA4L H 1 468 i) LR [
7 15~20 BAr/kg & 75~10 Bfi/kg
i 10~15 B /kg 4 75 Bfr/kg
AV IVEE 20 mg — 20~50 mg/FF
FTFEAF Y b

2256 @ HI4&RE: 125 (12), 22112257, 2015 (FRE 27)
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BHIAEED) FEfs, THIZS, RUERRER,
B AN, S5TE (& 14) ‘
2) WEVEEEEE 15 PR R L LSRR RSB TH
R
EREOE, S OMEETEE) OB
iR (F16)
(" PERL Bk B IRFE IR RIE (GMA) Bits2 7 B #
A7 UF I TOREE, 17 B0 REBR
KTETAI LY —bOHEDD)
PEQHEFHMN S EELR b OTE Do 7.

3. BEEIRIAEN S QR
RIAEE T REZ R D B B2 2 R 8.
BEERICHATZHE4E 7T Va—- VR L 5ER
THGTH B, FMAROEIBESL PO ADD 5%
Ak, A VYU THETA.
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Creutzfeldt-Jakob# (Creutzfeldt-Jakob disease .
CID)icfiFEsnsb e b 7Y F ViRlE, 2oRICHE
T 2R E, 34 70X AR EOMW
RERETEL, BEFEESRELETIRCT S
B B ER TH A, 7)) 4 VRITE,
BRERET A0 (NFEW), EEFERTZETAS
Pl (EEtE), BT 50 (BRE), O=Z200%
JRSY — VDT A,

IMEMECID | ERAHORFZE.

BEET)FVF D T4 VEHEGETOL
BEERE T 5RKENEER.

BT A U bPECEBRASS VR
JERFEZRCID DD, Bl ETHREGADH L L
PSRRIV E VPAERE L N U ERYE
CIDVR, 7 VIEHIRIME AT e MICIEHE L2 R
BICID 7% & D RGeS AERL.

EEHE T, 7))+ v REEOMBS R
RN LEEREENOBRYE, HHVIET A
VIRBEER L EERET A L 2 KBS
OSBRI NTWA, S5 (\WER
HEFNI 2P, RBERELECEEGRECIDE

FEORBREEENT HEED, B L3EE
TEZWV,

T F IRV E PICE R R BRI
NTHELT, BEPHEERZFIGEZ NI Lh b,
BEB L UOFHEOHEL - BRIz RE v,
BT, GEEECIDEFICELTE Y Ry v
ERATEEGTEPLETH .

KBTI, 199EPbERSNTHE 7 2
VIR —NA 5 ADT—F Fhuliz, ALE)
RHEPHEINEDO T -7 b BT 2T, bHED
TV VIROEF BT A,

AR IZ At e e
19964E 1 ZHEE D HZERFICID & 7 ¥ M IRINE
L OBESERE ST 2B, LEEOE
HLHEBRE L7727 A VIRIFRIEC X ) 2 EH
ERERSINZ. TP, DbPETHOTL %
57 F VIEOEEN T EFRETH o720, £
DFER, © MRFEERAEE AT 5CID(ACID)
DEFEVHENE LB LTERELTwA I L
DEHS P ER o720, THICETE, BERED
MR (E=s Y v 7)PSLE LB S, 19994
PIRBIZBEDOY — A 5 ¥ AR SN2
DOHPEEDT ) F VIR —NRA TG AT,
EOEE RS REREYDSD L. DIET
2, EEEEISEELNLERE D LI —
N 5 VARBSILE o TT Y F VREEIE A

* Epidemiologic features of human prion diseases in Japan : Nationwide surveillance data 1999~2015.
## Ryusuke AE, M.D. & Yosikazu NAKAMURA, M.D., M.P.H.: B ER-KFHIRERFE Y > ¥ — AREE£FIRF
(2329-0498 #FAR FTETHEEEHF3311-1) ; Department of Public Health, Jichi Medical University, Shimotsuke,

Tochigi 329-0498, Japan.
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== LT (AOBIEEREED)

A | BBEH(Y-— X157 ~4%)

241 252 245

2

200

100

1 HAEICETE T UL A ROERMNBBHR EFETH(N=2,499)

BTSN, FETIESL T TOEMZEBTT—
FOPPBENTND, —FHT, HIEOTF -
A5 VAFT=Fik, R F VRO LEEHIC
BT AMEI EBEGO LV o —FEIIE TV T
Wh, Thbh, BbXEEOT ) VFT—A
G YADT—FE, BB (EEOE -
4 5 v A (surveillance) | Tii% < [EREFF
(registration) | 12T 7= TH DY, #FIC
Hr ALV (DY EE—D)EDFH VT —F L w
Z5.

F—~NA 5L XF— 2 EBV
bPEOTY F L ROERE

19994F 4 B ~20154F 2 A (E3E15%) DEIFIZ,
7)) F VRS N T24,93661 O BETEFERIY —
NA G VARSI EE O N (B EED).
D) B2015% 2 HICHBEI NI —XA T
AFEBET CTIZER2 4996057 4+ VIR L BSE
(BHBW) &N, F—FN—REHFER T
5.

1. BIFEHOERER
OAENCBIT BT F VEORFER(=RE
) LT HOERMER B 1 ICRT. BREK
(BA DT T2 T —NA TV AF—FI2HED
&, BTEGETNES 7 7)) IZAOBERE 7 —
FIZEDTVTWS,

20004E LLRE, ZS/RE IS IMARATRRS b h
7295, 20104E LI IZHIT VW CHER LT B,
FHREEOBERIY — A T v AFTE& IR
Eh, FTUFURERE (BEBW) ShbET

DL, BOTHRERCTHE)ZET .
070, I IHEORFRERIISHE D B
RAENL. R, EFLO2014F TIHFREH
PERMEABIDPEHE TN TV B0, BRER
REPTEGEBETR)S R R>TWA,
HAE D NOEREMET DA SIEE LR
BTV 5 E10EMEIE B 4538 (ICD-10th)
T, TV VHEIRASLO(Z A Y T2V b - ¥
I 79) & ABL8 (R HER D Z DM DIEEE
A VARG 124 A, F1 ITRTIRTE,
ZOELLDPDOFEL(=T— F)PEREICE -
TREZWE TR S N2 E OB E Bk
LTwa, 1 Tid, 20055720 9 551KE
BERTEHEDOEIZT Y v THENELL L oTn
b, TOEMIX, -1 T ADOBERRE
PEELF L TETVRLILEERLTWS, §
bbb, TBEFSYF—NAL T Y AEEEND
BEARAL L 7)) F VIHROBRAEII SN b
I o TETWVEIENI DAL D.

2. BEEROERHERE

20134E 12 BT 2 bAED 7)) F VIREEZE(A
L1005 AXHER) 1316 TH Y, F—Nf TV X
I E 0 7219994 DREZE(0.7) LR TH 2 45
CERLTWAE(H2)., ZOBBRO LA T3
AT 570 I ERMBRINORERETHE
L7z o h, 4048 E50mALDERE TIIRE
BRBBL ATV ZOIIHL, FRLDEY
ERE (605, 70REM, 80LLE) Tk EHT
BN A SNz, FD720F 2 Tk, BB
(70 E) & F LI (40~695%) D 2 BEIC V)
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i 40 <o 40~69%%
D A ﬁﬁé%
1 %0
A S 14 e
& s-wﬂii4~¢ﬁwg@£f : o4
P e s e P A
0.7 0.8
& pp@ B 1096 (LQQ‘,\ s S g
B =%
2 hHBERCHTETVA U REBROERERE £ L0 2 BFER(N=
2,499)
TRERZR LA, B2 T, 200008, 40 VIR L ERET ) & R OREFACID) D& D 5

~BIFETRBRIIILS DT LALRD L —
H, OB ETCELIEALTwAIZ EXDR
B, DY, MEOREREDKPFILTORL
FOBHBEIED TN,

DOAEETT) F UBEORBERB L OEER
BEELTWBEEEICE, I VHEOEBREDN
BEIZHEIML w20 TR, £EOMEAR
EDFT7 U % v FEDERH (recognition) 25 _E
LTWA o L BIRT L ONFERTH 59, HHi
RREEDEARY — AL TV AFBERITLS
SWI BRI O S LY, LA
DPFIFET L CW2ER (EICERE) 25, &
T F VREBMENS L) ko /zT b
RELEREEZOND.

European Creutzfeldt-Jakob Disease Surveil-
lance Network (EUROCJD) 1%, EUsEEIZBIT 5
EZ L OCIDIETHDERHER E AL T 5.
hIRE IR YESNETIE, £E, TV
BB O BIREICR L7 BN L2\,

3. MBLURKBEHERDLT

T F VIRBEOUOSHFERIORT. &
D9 LB H1,07560 (43%), LcH™1,42451(57%)
L, BPEOT ) F VRBEILOEETF R
S, ELRFRBEAICHATY, LOREWREIMRR
SCERT D 5.

ENEE BB LT, bPETEEE T4
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EIEPH ISV LR E LTHIT O N
B0, JREIBITIE, IMFEECID (BFEDTT%), &
EMECID (15%), Gerstmann- Striussler-Scheinker
5 (GSS : 4%), dCJD(3%) DJEITHEENE\.
BECER R A IRSE (FFD X 4 6 LR & T
B5E, bPECRBLERETVAVETH
5,

BIREE OERIF TR ITRT. FEECID
PR E BEHTERT A0 L, GSS&
dCTDIE505% & HBAHE < L CHM S A IEM A
Hbhb, dCIDIZDWTIY, TEREE B L /28
HLREET) Iy EAOBRIEOXE T ZT
57280, BEPLERT COHBMIIEL &R
KE,

4, FEERBEHRBIOBEREEE

20104E D EZRAED AOSFHEZ AT, Fip
FER BT 24T o 72 BB (AOL0H AX) %
®3IRY. B bITT0BAICBERO Y~
THHRBN, SO K. Z OEMIE,
ENEORE L AT AY. Lo rBY, B
ELERTELROEEDT RV, ERFALER
DEEHTHTHD L, 408D HT08MAIH
T DBEBDOF VL MERNT S H—HT,
80EEfLICBR > CHEB DAL, EPISLE BT,
TV F URITIIEER RN EPEENT NS,
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g1 BEOK - REREERST GRE)

—_—_ BIEET )+ V% E%ﬁﬁ%@fu#wﬁ%ﬁ%%
erE T REE FEBREE KRR
CJB CID= GSS  FFI #oDfth*s DHHCD  CID oCID
‘L&\_ .
=2 1,075 (43) 817(43) 167(43) 47(47) 3 1 37(43) 1 2
s 1,424 (57) 1,006(57) 220(57) 52(53) 1 1 49(57) 5
FEREAE#S (77)
10~19 4 1 (0) 1 2 (2)
20~29 9 (0) 10 1 2 (2) 5 (6)
30~39 31 (1) 131 10 10010 7 (8)
40~49 81 (3) 47 (2) 11 (3) 12(12) 1 1 7 (8) 1 1
50~59 359 (14) 251(13) 39(10) 47(47) 2 20(23)
60~69 732 (29) 594(31) 87(22) 23(23) 1 25(29) 2
70~79 923 (37) 740(39) 156(40) 5 (5) 18(21) 4
80~89 338 (14) 253(13) 83(21) 2 (2)
90~99 18 10 (1) 8 (2
A 4 4
TREIRI D BE S | 2,499(100) 1,913(77) 387(15) 99 (4) = 4 2 86 (3) 1 7
HEFHERGE) | 684 69.1 71.5 54.3 545 57.7
R (R) 10.4 9.9 11.2 10.5 6.4 16.1
BEE () 95 95 93 75 61 81
FED () 15 22 15 22 46 15

IE5E) CID : Creutzfeldt-Jakob disease, GSS . Gerstmann-Straussler-Scheinker syndrome, FFI : fatal familial
insomnia. ¥EMAIIE % (MEREAOBEBETEEII0%ICE SRV EEHE). » 7+ v EARGTFORES
ToTwuhwilz &L, 7)Y EHEETFOEELED LV, CIDORKEWH 561z &1, = EEE
TUAVHEGEALRR), HBEBHEELRAET 48, BEERTER2LICI D ENBERZ LG, 7
VA VEREGTERETY 16, REETRAERF 1805 5.

SERIE-TC, bPEO T+ VREEOHE
FEDEREDIE S M AR D 5.

BB, BHPECBITLE T F R ER) ON
H105 A af BEE132.0 CEMFAER) Th 5.
5 EEEE - RERROHIEEE

TV F VR, R OB EERE
(PSD) #*MRITOMEMFEC R EDEEFT R EOE
BRHRPALNLVHAS L FET . /2L
3, BEET) 4 UIFETIEPSD 7 R B,
ERmCiE, #21IRTEBY, REHECIDD
63%, GSS?D87%TPSD#KL. ZDEHIZ,
BREBELPREMRPHEET 5 (55 IERO)HE
ErRBERIchrBREEBLCBILE, B
FHRICEIDEEZ NS, FRBEBNIC,
FEEELBEFRROMBEEZ TR 2 ITRT.
FNFNOFEICET AWML, KRR
R E N,

6. FELEDIRA

PN T VAREESTEHEIC2EH, FRE
it U CERBE OBRREE L BENL TV A,

A 7.4
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Vil

A

i 4
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:e

X : L
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®

3 FEEEROERAREER . AD105AH
BHEHB(N=2,499)

ERRE (20154E 2 ) T, 1,951%1 (&4ED78%)

DFFCVFER SN TV B,

ERr LT T TOHMEO TR I ITRT.
R LT TCOFHEEIE, MEHCIDA16
AR EFBEL, RATACID 204 B, FHEMECID
237 B L. GSSIE64 B (5 ) LRV E
W, FCEDEZETIE, 7 F URIE—RIC,
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F2 FEER - BREFROHBEE
B MEMECID®  ZHEMCID*  GSS WEBHEEDH SCID
aq 2499) (n=1,913) (n=387) (n=99) (n=86)
B DT (+) 2,478(99) 1,900(99) 380(98) 99(100) 85(99)
R FRAEAE
34/ U—-XR 1,926 (77) 72 (4) 211(55) 24 (24) 72(84)
EATHRAGE F 7ok B HmEE | 2,434(97) 1,891(99) 378(98) 68 (69) 84(98)
HEAREAE R 1,489(60) 1,179(62) 196(51) 46 (46) 60(70)
HERYLBE IR AR 1,353(54) 1,062(56) 200(52) 30 (30) 54(63)
ZNBSRETR 1,243(50) 937(49) 152(39) 81 (82) 64(74)
REEE 896(36) 781(41) 71(18) 6 (6) 36(42)
FEHAEIR 1,441(58) 1,161(61) 182(47) 40 (40) 52(60)
ED) - EERE 1,959(78) 1,580(83) 257(66) 43 (43) 73(85)
BT R
PSD (+) 1,811(72) 1,593 (83) 144(37) 13 (13) 56(65)
MRIFT B
PESHE 1,498(60) 1,162(61) 215(56) 51 (52) 59(69)
BEE(+) 2,116(85) 1,670(87) 356(92) 34 (34) 49(57)

W5EE) CJD | Creutzfeldt-Jakob disease, GSS : Gerstmann-Straussler-Scheinker syndrome. E5SAIZ%. *1 7
N F VEABRETFOREERITo TR WA EE&T, 2 7)) F v EREEFOLEREZED R WS, CIDOZREEL

HrBleEt

LHEEEINTWBEMN, it LT, i E
DT F VIREEDEMTFRIZEVY. BKTIE
—fIC, TVAVREBH SN BEIEOR,
WARCHEE L EFF L AT SNT, B,
EEEBREL 2o THILET S, —HT, bHF
E TR eRE R B S L VIEG TS 7 —
Al v, FOERE LT, AWEERRE
ML ER O AR EEGE, £ L TREI
TARBEOMEDOER EVIFAET 5 LHEZET
5.

7. BWOBEE EEBROIRR

ﬁﬁ%@%%ﬁmmwﬁﬁk£9<70%x
WOBW OFEERE S, FEFEP (definite),
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F3 HTEORR,LLETE TOHE

LR MEMCIDH  FHEWCID*  GSS WERBHEEDS ACID
(N=1,951) (n=1,535) (n=272) (n=54) (n=80)
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ABSTRACT

Objectives: We conducted a cross-sectional study to evaluate the socioeconomic systems supporting outpatients
with Parkinson’s disease (PD) in Japan.

Methods: The study was performed in 2013 at two private hospitals and one clinic in Hokkaido Prefecture, Japan.
A survey was conducted with 248 consecutive PD patients, and the data from 237 PD outpatients were analyzed after
excluding 11 patients who did not meet inclusion criteria. Monthly medical and transportation payments as a PD
outpatient were selected as outcome variables, and their association with various explanatory variables, such as
utilization of support systems for PD outpatients, were evaluated using logistic regression model analysis.
Results: After controlling for potential confounding variables, the utilization of the system providing financial aid
for treatment for patients with intractable disease was significantly inversely associated with monthly medical
payment among PD outpatients (OR 0.46; 95% CI, 0.22-0.95). Experience of hospital admission for PD treatment
was significantly positively associated with monthly transportation payment (OR 4.74; 95% CI, 2.18-10.32).
Monthly medical payment was also significantly positively associated with monthly transportation payment (OR
4.01; 95% CI, 2.23-7.51).

Conclusions: Use of Japanese public financial support systems may be associated with reductions in medical
payments for PD outpatients. However, those systems may not have supported transportation payments, and higher
transportation payments may be associated with an increased risk of hospitalization.

Key words: Parkinson’s disease; medical payment; cross-sectional study

Finding employment is difficult for PD patients because of
physical impairment, and consequently, their incomes tend to
be reduced,® medical costs for the treatment of PD as well as

INTRODUCTION

Parkinson’s disease (PD) is one of the most common

progressive and disabling neurological disorders throughout
the world. The prevalence of PD in Japan has been reported
to be about 95 per 100000 in 1993 in Hokkaido' and 175 per
100000 in 2005 in Kochi® and is suggested to be lower in
Japan than in Western countries.’? According to studies in
Japan, the quality of life (QoL) of PD patients is lower than in
the general population,® and QoL decreases with increasing
severity of PD.* The survival rate of PD patients was also
reported to be lower than that of the general population.®

for daily care tend to be relatively high.” Elderly patients
with PD are reported to have 84% greater total expenditures
compared to those without PD in the United States.® PD
patients have been reported to use significantly more health
care services across all categories and pay significantly
more out of pocket for their medical services than other
elderly individuals.!® PD has also been shown to have a
chronic course with growing disability and considerable
socioeconomic burden in Germany, as well.!!
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2 A Cross-Sectional Study of Social Systems for Patients With Parkinson’s Disease

As briefly explained by Murata et al,’? Japan has
‘maintained a nationwide social health insurance system
based on the German social health insurance model, and
Japanese citizens can receive services from any physician or
hospital. Although every patient pays between 10% and 30%
of the total medical charges (depending on age class as
defined in the public health insurance system), more subjects
with low income reported that they had stopped or postponed
necessary medical care in the past year.'?

In addition to the social health insurance system, there are
three kinds of public financial support systems for PD patients:
a system for patients with intractable diseases to receive
financial aid for treatment,'> a long-term-care insurance
system,'*17 and a system for patients with physical disability
certificates.'® PD patients are allowed to utilize these systems
depending on the stage of their illness and the degree of their
disability. However, there are few studies assessing what kind
of PD patients need the most financial aid and evaluating
whether these three systems successfully support PD patients
in receiving financial aid for medical costs and other payments
related to health problems. We therefore conducted a cross-
sectional study to clarify these issues in PD patients.

METHODS

The present cross-sectional study was conducted among PD
outpatients from February to October in 2013 at two private
hospitals and one clinic in Hokkaido Prefecture, Japan. These
three medical institutions are famous for treating PD patients
in Hokkaido, and each institution had at least two practicing
physicians with a certificate of specialty in neurology. The
inclusion criterion consisted of outpatients being treated for
PD at these three medical institutions. The exclusion criteria
consisted of patients who were institutionalized in a nursing
home or patients being supported by the Livelihood Protection
Law. Among consecutive PD outpatients of the three medical
institutes, written informed consent was obtained from every
participant. A structured questionnaire was completed through
a face-to-face interview with a public health nurse.

The questionnaire included the following items: six items
about personal characteristics, such as age, sex, working
status, size of household, annual income, and body mass index
(BMI; as an index for nutritional deficiency'®); four items
about clinical status, such as time since PD onset, time since
PD diagnosis, Hoehn and Yahr stage, and degree of
dysphagia (measured with 15 questions developed by Manor
et al?®2); six items about medical care, such as monthly
medical payments, monthly transportation payments, hospital
admission for PD treatment, and utilization of the systems for
patients with intractable disease receiving financial aid for
treatment, long-term care insurance, and patients with physical
disability certificates.

Monthly medical payments and monthly transportation
payments were selected as outcome variables. In the
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questionnaire, both were categorized into six classes: 0 yen,
<5000 yen, 5000-9999 yen, 10000-14999 yen, 15000-
19999 yen and 220000 yen (currently, 1 dollar is
approximately equal to 120 yen). However, we combined
some classes with low frequencies and created three new
classes for a more reliable analysis: 0 yen, <5000 yen, and
>5000 yen. Similarly, the subjects were divided into three
classes by monthly transportation payments: <5000 yen,
5000-9999 yen, and >10000 yen.

Among the explanatory variables, age, time since PD onset,
and time since PD diagnosis were categorized into two or
three classes with reference to their mean values. Hoehn and
Yahr stage was divided into two classes using stage 3 as a
cut-off point for severity. The degree of dysphagia was also
divided into two classes using a score of 11 as a cut-off point
for positivity in dysphagia.?®?! BMI was categorized into
three classes according to the Japanese standards of obesity:
<18.5, 18.5-24.9, and >25.0.

Because both of the outcome variables were ordinal
variables with three-level categories, univariate analysis was
conducted with the Kruscal-Wallis test, and multivariable
analysis was performed using the ordinal logistic model or
proportional odds model? to adjust for potential confounding
variables found to have a significant relationship in the
univariate analysis. Adjusted odds ratios (ORs) and their
95% confidence intervals (CIs) were calculated using the
model. The proportional odds model is reported to be derived
by assuming that the outcome variable was obtained by
categorizing some type of continuous variable.?? Similar to
the simple logistic regression model, an obtained OR shows
the strength of the association between the outcome and
explanatory variables. Generally speaking, the association is
thought to be relatively strong in terms of economical
considerations if the OR is more than 1.5. The SAS System
version 9.4 (SAS Institute, Tokyo, Japan) was utilized for
these analyses. The significance level was set at 5%, and two-
sided tests were conducted. This study was approved by the
Institutional Review Board of Sapporo Medical University.

RESULTS

Of the 251 consecutive PD outpatients from the three medical
institutes, written informed consent was obtained from 248
(98.8%). Excluding 11 patients that met the exclusion criteria,
the data of 237 outpatients were analyzed. The average
(standard deviation) age of the 237 PD outpatients at the time
of survey and disease onset were 71.2 (8.4) years, and 62.9
(10.3) years, respectively. Among them, 83 subjects were
male and 154 subjects were female ‘(male:female ratio,
1:1.86).

Table 1 shows the associations of various factors with
monthly medical payment divided into three classes. Time
since. PD onset (P=0.013) and time since PD diagnosis
(P=0.014) were significantly inversely associated with
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Table 1. Association of various factors with monthly medical payment
None <5000 yen 25000 yen
ltem Content P value?®
n % n % n %
<65 years 5 20.7 28 19.4 16 26.6
Age 65-74 years 8 31.0 65 445 23 35.9 0.607
275 years 13 48.3 55 36.1 24 375
Male 6 231 53 358 24 38.1
Sex Female 20 769 95 642 39 619 0.272
. <8.0 years 10 38.5 80 54.0 42 66.7
Time since PD onset 28.0 years 16 615 68 460 21 333 0.013
. ) . <5.0 years 12 48.0 79 534 44 71.0
Time since PD diagnosis >5.0 years 13 520 69 466 18 290 0.014
<3 5 19.2 64 43.2 35 55.6
Hoehn and Yahr stage >3 21 808 84 56.8 28 444 0.003
. <11 18 69.2 105 71.4 49 77.8
Degree of dysphagia 211 8 308 43 286 15 222 0.311
<18.5 3 115 23 15.5 7 11.1
BMI 18.5-24.9 16 61.5 96 64.9 42 66.7 0.886
225.0 7 26.9 29 19.6 14 222
No 24 92.3 135 91.2 55 87.3
Employed Yes 2 77 13 88 8 127 0.635
. No 23 88.5 125 84.5 57 90.5
Single households Yes 3 15 23 155 6 95 0.480
Utilization of system for patients with intractable No 3 11.5 43 291 31 49.2 <0.001
disease receiving financial aid for treatment Yes 23 88.5 105 70.9 32 50.8 ’
e . No 10 38.5 80 54.0 46 73.0
Utilization of long-term care insurance system Yes 16 615 68 46.0 17 27.0 0.001
Utilization of system for patients with No K 42.3 98 66.2 45 71.4 0.029
physical disability certificate Yes 15 57.7 50 338 . 18 28.6 e
. . No 17 65.4 93 62.8 47 74.6
Hospital admission for PD treatment Yes 9 346 55 379 16 254 0.179
<2.0 milion yen 15 67.7 50 34.7 19 30.2
Annual income 2.0-3.9 milion yen 10 38.5 72 50.0 30 47.6 0.041
) 24.0 million yen 1 3.9 22 15.3 14 222
BMI, body mass index; PD, Parkinson’s disease.
aUsing the Kruskal-Wallis test.
monthly medical payment. A Hoehn and Yahr stage >3 Table 2. Multivariable-adjusted odds ratios® of factors

was significantly inversely associated with monthly medical
payment (P =0.003). Utilization of the system for patients
with intractable disease receiving financial aid for treatment
was significantly inversely associated with monthly medical
payment (P < 0.001). Similarly, utilization of a long-term care
insurance system (P=0.001) and utilization of the system
for patients with physical disability certificates (P = 0.029)
were significantly inversely associated with monthly medical
payment. Lower annual income was significantly associated
with lower monthly medical payment (P = 0.041).

As shown in Table 2, even after adjusting for potential
confounding variables found to have a significant relationship
in the univariate analysis (see Table 1), the utilization of the
system for patients with intractable disease receiving financial
aid for treatment was significantly inversely associated with
monthly medical payment (OR 0.46; 95% CI, 0.22-0.95).

Table 3 shows the associations of various factors with
monthly transportation payment divided into three classes.
Utilization of the system for patients with intractable disease
receiving financial aid for treatment was significantly
positively associated with monthly transportation payment
(P=0.029). Utilization of the system for patients with

associated with monthly medical payment

Item OR 95% Cl

Time since onset 0.80 0.43-146

Hoehn and Yahr stage 23 0.75 0.39-143

Utilization of system for pz{tlent.s with intractable disease receiving 046 0.22-095
financial aid for treatment

Utilization of long-term care insurance system 0.66 0.34-1.28

Utilization of system for patients with physical disability certificate 0.77  0.39-1.50

Annual income 142 095-2.12

Cl, confidence interval; OR, odds ratio; PD, Parkinson’s disease.
aMonthly costs of transportation payment as PD patient were also
involved in this analysis, but its odds are not shown here because the
same results are shown in Table 4.

physical disability certificates was significantly positively
associated with monthly transportation payment (P = 0.012).
Likewise, hospital admission for PD treatment was
significantly positively associated with monthly trans-
portation payment (P <0.001). Monthly medical payment
was significantly positively associated with monthly
transportation payment (P <0.001). Other variables, such
as age, sex, time since PD onset, Hoehn and Yahr stage,
degree of dysphagia, and annual income, were not associated
with monthly transportation payment.
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