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ARIBIZB T 2B EBEFEEIIFE 2 WM ERT, BIETIE 32 T AZB LT
% (Table 1), BIIEO BT HEADFRKR LR L5HEETRHZVOIIHERE TH
D, KBIZBTOERFEZBRS O BEZFRICEERED LR T
(Fig. 1), £ & &mMmiE2Z ERXK & LB EMLENEHML TWDH Z Enb
(Table 2), 5% LB RELFIIWINT 2 LB TFHREIND,

Table 1. Change in the number of dialysis patients in Japan ( Quoted from reference 1)

[ e 1995 1996 1997 1998 1999 2000 2001 2002 2003 2004

EHEREMM AL 154413 167192 175988 185322 197213 206134 219183 229538 237710 248166
EMHASF M 26398 28409 28870 29641 31483 32018 33243 33710 33966 35084
ERfFECH Y 14406 15174 16102 16687 18524 18938 19850 20614 21672 22715

AOW00 GAXESFE 12207 13284 13949 14652 15567 16241 17219 18012 18627 19435
AR AR (%) 9938 998 9.7 99.7 99.7 99.9 9.0 99.6 99.1 987

[ e 2005 2006 2007 2008 2009 2010 2011 2012 2013 2014

EEEREMAD 257,765 264473 275242 283421 290661 298252 30485 310007 314438 320448
EMHASFH 36063 36373 36934 38180 37566 37512 38613 38055 38095 38327
IERIFECF Y 23983 24034 25253 27266 27646 28882 30743 30710 30751 30707

A0 GAXSHE 20176 20609 21512 22196 22795 23291 23854 24312 24701 25173
A AR, (%) 989 984 9389 99.0 985 986 9.0 990 98.7 992
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Fig. 1. Annual trend of people suspected of diabetes ( Vhk 27 FEFE RAERE - SeBREORER L0 )



Table 2. Major diseases leading to dialysis introduction ( % ) ( Quoted from reference 1)

1993 1994 1995 1956 1997 1958 1995 2000 2001 2002 2003

WEMTE 209 30.7 319 331 339 357 362 366 381 391 410
BERSRETE 414 405 304 389 366 350 336 25 324 319 291
WE{LE 6.2 6.1 6.3 6 ] 67 70 76 7.6 78 a5
RN 26 25 24 25 24 24 22 24 23 24 23
DEETIE AT R 08 08 0.8 0.8 L1 0.9 09 10 10 11 1.2
SLE Wi 12 L2 11 13 10 L1 12 09 10 09 07
AT 11 14 12 11 12 11 L1 Lo 11 0.9 Lo

Ry 3.3 39 4.5 50 5.8 56 g1 76 a0 84 B8R

2004 2006 2006 2007 2008 2008 2010 2011 2 2013 2014

BRI THE 413 420 429 434 433 445 436 443 442 138 435
WA E 281 274 256 238 228 219 210 202 104 188 178
LT a8 90 94 100 106 107 1.7 118 123 131 142

£ 5P TRATH 27 23 24 23 25 2.3 24 25 25 25 27
AMUERITYE AR SRR L1 L1 12 13 12 12 12 13 13 14 14
SLEWi# 08 08 08 08 08 07 08 o7 07 07 o7
BHFLAEE 08 L0 08 08 07 07 08 o7 03 03 o7

R 93 95 99 102 108 107 107 109 110 113 113

BUR O @A EFRIL. FHFER., SAFERS ER > TETNDHLEDOREDF
BIRMITIERE L TWRWR, XA T IFAF—D®UR, BAESEHTZEDHE AR
FlcrvAEmPBIEIEXEL VDL Y, Z W FBHTBFE Ok & A 0HE b
WML TBY, 2T 2E MBEELLE LR > TND,

BUR O BH BF OEWF LI T4 2MERH D, BHEFOL ILEH
REOBEML THBY, ROHMZBZRWERIKETH D, EMEEIZB O TEIRIZE
OPMRE E L TEHEETHY , BEENEM L -ET BT ICBFRMFSFEO
WA Z RS T 254, FEIEIC L2 EKAOEREBRBERO Y 27 L
Do ZDTE A2 OBRF OB TR ERO & VEA CIIRY
., ZKEHRBOMRE N LETH D, EERICENBEE ~B Pl w580 503K
HlagEhdT 256, TOEEER EIIRMFIESCEEIA T A4 v, EER
EMBEZELRDLIN, ZOMIWE R DT — X ITIEPBERT A —FZ = b0
AECTHLEEbHD (Fig.2), £/, REICEYHE AT A —X — % BH
EEKTEENLEWINTEHE A THoTo & LTHIEFITHEH T o EHHE
ThHHLEENRZ W (Fig.3), o, MHPREEOHLATRHME N TWNDEHON
FLAETHY, BERICEHADR LB INTZbDIEID RV, ZDOOLE
PEREREIN, RREON DX TOREIENELN TR WAEEL D D,
Flo, ZRTLHILMICEV ZORBARENERLGAENH Y | FRIZHE A 72
ENXMES D SCERIC R D HERE R B BN AR CHRINLIE G /LB L TH



MELRLIGAEVNZL  ME2Z2RLENCIoTEREEDNER D VREENH
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Fig. 2. Package insert from Lyrica® (7 7 o ¥ —#kX4t U U B 5 70 ®75 mg BT SCE. 2017 4EfiR)

- BHAEEDEE
bt TH | BE | ®%E | EE
(N=6) (N=6) (N=6) (N=6)
CLex (mL/min/1. 73m°) >80 50-<80 30-<50 <30
b 500mg 500mg 250mg 250mg
LARF 584 N
Cuax (ug/mL) 22.8%£6.3 | 16.0%+4.1 [ 11.0%£2.2| 9.5%3.0
ton () 0.5 1.0 0.5 0.5
(0.5-2.0) | (0.5-2.0) | (0.5-1.0) | (0.5-1.0)

AUCo-¢ (ug+h/mL) 167. 9+27. 9/ 250. 541. 0[171. 2+27. 8[215. 3+41. 0
ti2 (h) 7.6+0.5 | 12.7+1.4 [ 15.7+2.6 | 20.3%5.5

CL/F (mL/min/1.73m*)| 51.7+4.1 [ 31.2+4.8 [ 24.9+3.9 | 20.6+4.0
CLg (mL/min/1.73m%) | 32.5+8.3 [ 15.7+4.1 [10.0+£2.4| 6.6+2.7

ucb L057

Crax (12 g/mL) 0.36%0.03]0.77£0.17]0.58+0.17[ 1. 10%0. 36

o () 5.0 8.0 12.0 24.0
(2.0-8.0) | (6.0-12.0) | (8.0-12.0) |(12. 0-24.0)

AUCo-t (pg+h/mL) 5.9%0.6 | 24.0%£7.6 |20.7%10.0|66.5+45.8

te (h) 12. 4 19.0 20.3 26.8

(11.3-15. 3)|(17. 3-19. 9)[(19. 7-23.6) [ (17. 2-33. 3)
CLr (mL/min/1.73m%) |251.4+35 8|111.8+43,9|88.8+44.1| 31.3+11.6
A ASD, twn L Cfuch LOSTO vl Yol (Bie/ M- e A fif)

CL/F: RGOV 7T A Cle: B2 VT T A

Fig. 3. Package insert from E Keppra® (KEERLERKASHE 1 —4 7 5% 250 mg. i3S, 2017 4R



Wpk 2244 H 30 HAE CEASBAEBEREE®EM EEXAY v 7 OHHE -
HEICL D TF— L EROHEIZOWVWT ] NEHEIN, ZHEEIERERAL v

TR, BrOEmWEMELREE L, HWEEREZEAL, ¥BE2 0BT 5
& & BHITHEWIZ CHFE LAV, BEORIICHIMEIC RIS L7z B & it
T2 T?"——Ja@%ﬁ ZHEHE L TV D, ZO@EHII X LT H AR BT 3E Al Al 2 1
AN A BBAIZIERA T 22 LR ELOBAKF L L TEMEE D
* 7 VA H B % (Chronic Kidney Disease-Mineral and Bone Disorder :
CKD-MBD) D *fI&Z& 217 T\ 5, BAREYIZIE TERD & AR5 28 ) L <
BEFICHE LS EE Yo b a— V2 /ERk L, EAMIZEHMICTITo 5 M
RKpEOT —XICLV 7 r ha— o THRAOHBSMAE A — & 08
mzwEcitr>) &L TWw5b (Fig. 4),
T — 7] mmce s 4 R
 mmmcommonEns [f [ o tB oy [ SRR w?%p_qsgé 1
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Fig. 4. Control of phosphorus and calcium during treatment ( Quoted from reference 2 )
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LOGERBERORTARALSEIEARAERNREZOLNTND Y, TDOH T
m Y CERFERE TH LU I AR BERORIKNE 2D, £, BRI K L
TELDOBNBRENTHZMAL COL2ERNAH Y REEES OB 2 >~
TIAT U ADORKRTIC B2 52, REELDOEM, 27747 XD
Ty ZNES ME Y VEO EFRICE D) CRER O, v oA D RS
A TN EERNTWD, ZNbLORMBEEMI L., it L TE Y v ME % & E
T5H0 :%@@UV&%ﬁ@EW%ﬁﬁﬁgﬁhé

ABFgEIL, BmIREABRERRMEGES SR PR (4B T oKk AE
(CHDE | B ﬁT*%@%%$£® HIEbZBHE L TITo 2, Bikae
BKTFRFICHTIEYFEEL LT, ZOT UV MILAICEBL, F1ETIIHE
EENEEON T =T NV AMERECT L2877 LF 220 Tl
HNTHREIN TWEIRGETCORZEMEGFIMEZHA LN LT, 56 2% TIL,
HE R REIS TR F 2B D Clostridium difficile Bds# F#ifE (Clostridium
difficile associated diarrhea : CDAD) (2% L CA b =&Y — )L & & L T&K
H52Z 0o BERALNILE, VUVBREAZMREL THAHRL TV 720
OEIERFEAERZ AN E LT, BEIETEHMEESHTEEICBIT2E YU i
JEIZKT L TERNT v —HBRENORBET VX U ~BET 5 2 LR E
RIZEDL I REBEEZLZPHAONILE, HAETIE, BBHFEO D VIRE
ATy b — VR#ER®mY VlEZA T 5 MKRENETICH L TR
0 A X VKBLERAEBINT S Z EICLDEDMEEHEAHRERDOZ{LEHS
Wz Lc,

UEDOHFRRIZOWT, KX TIH4FEICOLEVFLRT S,

p=11113



%1 =
BEZETBRECBTAIHOPEREIHTI I 77 VIV OREEICHE
T 35

FLHE S

1 B335 BT 12 A R o0 ML L R I D 2.9% % 30 2 BRI TH D Y, I
BB TENBREBEENSNEANT DO ERT T — T O A
(& To Y E 2 ARG E & O AR IE 5 K OV IR % 13 HE SR 0
TICBTL2HEREGHETH Y | BIRET OMBE AT TICKEL L X D, KR
IR WTIEBEET B2 T 2 0 I E 2 7 5 4E BB 2R VB BB 1L R
ENTELT, TOBRFEHFEEFABHRICERALNLTWD, EEMICIZEBERE
% A1 522 (International Society for Peritoneal Dialysis : ISPD) 234U A K<
AV ERBRRLTEY Y, EAOKROEGIIAT VI VlEEO T B U RE
EREMBEPEARG LREOMRN D D L SN T WD, WA EBEYE O 72k
REIIRZICHFET HHEAT FUVKEEZIZILDE LT T LBMHEKE ToH
D BIRDOTA RTIA L TEKEODOR= Y F—BtE=U o LI
77X UUEELBRBREICET TR, AMTEHATEDEZEIATH
RV FREMICE 7 7 UX U UNE LEIREK L 0 b, PLEEIBFIIH O
MFEEIZEFLT 2 E Tl L, RIKTH 2 EBIXBERZMEET H Z & &
"LTWD, 77 L F 0 EREIZHOWNTIZ1E500mg % 1 H 2~3 [
BHEEHINTEBY, KBTI AVLN S BEHEEIK T EE~OKAE L
BT DHHA RT A4 IZ#OH D 1E250mg %= 1 H 2~3 L5 L LT
EHETH D Y,

7y U IR OEENARERHEIERE Y s AREATH DL,
OIEMEFITMEOMBESKZHET 22 LICXVREENZEET D,
7R r0EYEIRELE L TIE, SAFT AT EYT 2 0399%, JRF
RECARPEIRIT0%L FTHY | BHMEGROm VKA TH DD, B
R T E 1T 2 Y ENRE D M 5 Tl SR BRI 3 B DK T ISRV i
M, A i PR R ER R I EEE R TY, o0 BHMERTRYE
THERGEORENHELREINS,

B CIIERERSEHEZEOHIMEREICH L TE T 7 LEF U DBREKIC
B L CIXISPDHESE S 2 & 5 & T1T o> T &7, ISPDOHELES 5 &1 %}
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HZAARNOERENEFTICBIT IREMEB L OEMEEIAHATH DL, KiF5%

T EBEEFEZEOHOMBEREEICBWTEZ 7 ¥ U 2VISPDIC L 5 H#E
5 & Toh 51A500 mgzlH2FEIRAK G SN BEZ % FHICHAE L,
FOREMEFHEIT OV THRF LT,

28 HiE

i 2k 52
A ST 201344 1 H 1 H~2014 4 12 H 31 HE ToO 2 M & L, %t
L%, GPEAREPEERE T b RVEEIZE > TR WRFTO H 1 G E
Ezlrsin, HAEMBNICEZ 7 L3 % 1B 500mg, 1 H 2 B O # 5
WM SN EREEE & L, HAEMKEOZWIL T AT, R
FIATMERRH O FHT L BEE L 2O AL & MR R e I 7 F
TORPETERH L T TMREREICES>TWRWnI L] L W) BHRSBHTIES
SOREELEZICLE Y, BRARKEL LT 77 L2 v 2R 5HAB%BHK
MO/ONTHEREBRICEIV BT 7 X U SO 22 WHIE 23 &
N BEIIRAN Ui, £72, BERLAIE 3 » A LWNICHRIR T 2 5% 47 B e
DFAM 3T O TR o B RS Lo, ATEH 5 T 1% 4 38 [ 25 #8
LEGshlcbDlEnhEns v bLT,
2. A ITIE

OEEE =K

BEERR T E L THEER., M, BRERBROKE, 277130
G, EEENTE, EEESTOREE, BREMICE - RER, HEER
OGO AV ERIR sy BERE . & BB aaie o B M Bk (WBC) . 4 Ek#. ik
J LT F=E (Cr), mMiE7 V7 I fE (Alb), FHmeogIER OB &
LCTARTEUBTI /) b7 02727 —% (AST), 79=73/ k
FJUAT7 27— (ALT) ., RIEISOFHFE L LT C ks /37 (CRP)
EELANVT XOBGEOICHTHAE L, WRRAMIL, HMEEGRTET 3 A
W, BFEK TR 2BEBMUNTOREMERE L, 72, 77 F v 00
MENRE~BE 52 KL LTHEDH LT 2019 Fa bR
VZRER T Hy AR T menias . A Ay PofiHo
HEIZOWTHHAE L,

Flo. RMNGBRETORGFERELIMT 272087 7 LXK HRIE 3 #

7
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HUWIZEABEKEIC L 2IRFOFEESZH B (Renal-Kt/V : R-Kt/V) &
BATIC X DIRFEDOENEFZHT B (Peritoneal dailysis-Kt/V : P-Kt/V)., 1@ &
Y OKRFEBEBEIZLDZ VT F =271V 7T 7 A (Renal-creatinine
clearance : R-CCr) L EREENICL D7 LT F =227 U T X (Peritoneal
dialysis-creatinine clearance : P-CCr) H & L 7=,

QBT DT 7 NI A

BRIROT U M AFHIIZIERA D RIS T o7, MIEDP AR TH - -
22T, A S ONRYEDB MK O RICI 2 TEIREO FEBH 7225740 % 5
LVTRBELIVAEL, B 7 7 X BERTE2 Lo THBIE LIz, IRIER
BERIL, BRANE B 2 2R GBS THRLUCTEB L, mERKIX, &
BEICIVED LR S NAMOFIEAICEEICRo7cb D, KK £ TR
LlzbD & LTz,

@ % 4 MR FEAfh

LZRMEOFANIL, B AR L FRIETFSMAEDEZ 2 ETmEAERNEZES
DHRENCESL FEHEGORBLDREFICE 7 7 L2 U BREHM I
FHRERE 77 VX VICLDRIMENTOHL EHRLIZARICO N THAE
L7z, £7, WBC, #FiER#¥, M/ k%, AST, ALT, CRPIZCSWTixk 7
FLd U UoRGHEIEERERTROMEZHAEL 2, BIEHICSOW TR
Common Terminology Criteria for Adverse Events v4.0 (CTCAE) Z#HW T2/ L
— RNEEl &2 4T - 7=,

3. WA AT

HWHE AL, 7T mean £ SD 1T Ton L7z, B IRAR A E O V5 Al £ O bh g
I paired t-test Z 7=, FEEHEEMT Y 7 b iX SPSS Ver.21.0J Z vy, P < 0.05
ZH o THAIFMICAEERZE S LT,

4. fm B AY B RE

ARWFIEIL, YBimEEELZBE SO KRZG T, HAEFROREIC+ 2BLE
LCiT- 7z OKB&E S @ 271218-06),

A

FEHMICBWTHAOMEEEICH L TEZ 7 b o i3l Einr-i
Hix 184K GHKE 322 TH-T-, & CHoOREAOFHIZRLS, 77
8



VXV UVHAITREESATWE, TOHRTEEGERGE#ZEY 7 X I
PEOZRNHIE AR S BH 4 4 &5 5 B 2R LT, RICHK5ATE
3, AUNICEGABHRENTFM SN TR BE 14 R5HS 7B %R
Nl RERICHEE 134 B GHS 20 B2 Mg Uiz, x4 8% Tl
BGRTHRAERPAREETICE 77 bF vz ESNTE DT WA
7o, XGEH O R % Table 312777,

Table 3. Baselines characteristics of patients with exit site infection

Total number of patients 13
Total number of opportunity of administration 20
Age, meantSD 55.9+14.1
Sex (male / female) 6/7
Body weight (kg) , mean+SD 65.4£18.6
Administration period of CEX (days) , mean+SD 20.1+8.7
Duration of peritoneal dialysis (month) , mean+SD 12.4£12.0
Method of peritoneal dialysis
Continuous Ambulatory Peritoneal Dialysis 1 (7.6)
Automated Peritoneal Dialysis 12 (92.3)
Laboratory value
Serum creatinine (mg/dL) , mean+SD 10.0£2.6
Serum albumin (g/dL) , mean+SD 3.410.4
Primary disease
Diabetic nephropathy 6 (46.1)
Nephrosclerosis 3 (23.0)
Immunoglobulin A nephropathy 1 (7.6)
Chronic nephritis 1 (7.6)
Sarcoidosis 1 (7.6)
Drug-induced renal dysfunction 1 (7.6)
Concomitant drug
Amlodipine 2 (10.0)
Proton pump inhibitor 8 (40.0)
Histamine H,-receptor antagonist 0
Polaprezinc 0

Data provided are the number (%) of patients, unless otherwise indicated.
CEX : cefalexin

MENEFZEITICE ST RBEE L L TIIREREERE AR EZL . BT 7 LF v
D)5 201287 HThoTz, &6 T 14 BLU EOEEGNITHIT
Wiz, £z, BEMRPOGONTEIKRSBERIC OV T Table 4 1273, &
MRS TEHERAENMTONTEY | TOFEHFH CTHRREFIZFE S LTV
Mol AESNEZLDOTIEIAF VY VERZHEEGT N YRE N KRS THRI
ENTWiE, AF U U EZHEA T R UERE O 2K & Proteus mirabilis (2
WY B5E7 7 U ORNEERIEEEIE 4 ug / mLUTFToH Y. group B

9



Streptococcus (2T BN U= U COER/NEEMRIEREX 0.06 pg /
mLLLFTh o7,

Table 4. Clinical isolates of this study

Staphylococcus aureus (MSSA) 7
Corynebacterium sp 2
Group B Streptococcus 1
Proteus mirabilis 1
unknown 9

MSSA : methicillin-sensitive Staphylococcus aureus

Xt EE D R-Kt/V & P-Kt/V, 1K &H 7= Y D R-CCr & P-CCr & & BH D
FEfME %2 Table 5 (/R 3. EH4FEMR 1L 55.9 + 14.1 % . (K E 1 65.4 + 18.6 kg,
W NERE T E L 1242120 » A Th o7, EEZEHTOBE X, BEES 3
?® # Continuous Ambulatory Peritoneal Dialysis (CAPD) %1T->TEbVH . i
LISk o # 3 1X Automated Peritoneal Dialysis (APD) T{r-> CW\Wiz, HBEME T
To2&FFZH 2600, FHUEOEFE T R-KYV & P-Kt/V % &5 L7z total
KU/VIiZ 17 EE R LTz, JFHE L LTiT8EES 2. 5. 6. 7. 8, 13
T7m bRV THEEEZFHLTEY  BEFZ LBV T T AV Y
ZOFA LTV,

MEREENT O R AT E BT ERICBWTEETH Y, AFEHBE T IV
TRFITHRZZRFICHEHEMIC LV FEMNEERThLTWie, UMD iEE)
BIIHEMr 7ICEHEEEEHNET. W2 FHOKEKRKEZHEH L, ZBRE
EHIROVWE S A T DES>TATHATZEET L2 OCHEEIA TV, A
HICB L CH 2f CIHBPERFICIZA—T U AR, B 7 7 LR o B R
T/ —XAWTITbhTWic, £/, & THT —TNDOF 2 —T7 Xz
PEFE TR INTEBY ML RBICESTIEMIZRE O bR o T,

2. 1BWRN R
SRBHETORBARE LTI EBREIC L EL LW S i A o %
Heholt@BEn 14 (BEHXFZ8) HV., AYRITB.OWTHL 72, KK
il O B IS PR 73 BERE & L C Corynebacterium striatum R [FEE SN TRV . %
DR N_N= ) AT DR/ B IEEED 0.06 pg/ mL LR Th o
Too ARBIMPICHBAMEE LY ERERRICER LZAZIIROD O 2T,
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Table 5. Details of patients receiving cephalexin and assessment of residual renal function

Patients BW Admin_istrati Total R-CCr P-CCr Total
number S (kg) ggge(”dofy;’f) R-KUV P-KUV v (mUmin)  (mL/min) (mE/Cmrin)
1-1 37.0 14
1-2 F 373 14 1.30 1.22 2.52 70.9 14.3 85.2
2 F 37.8 14 0.54 0.98 1.52 21.3 24.0 45.3
3 F 43.4 28 1.11 1.07 2.18 40.1 34.7 74.8
4 M 52.3 28 0.11 1.58 1.69 4.2 36.0 40.2
5 F 53.5 14 0.41 1.48 1.89 17.6 29.0 46.6
6 M 54.8 28 0.92 1.38 2.30 38.4 28.8 67.2
7 M 61.0 21 1.20 0.93 2.13 64.2 21.0 85.2
8 F 64.8 14 0.74 1.08 1.82 33.2 16.5 49.7
9-1 65.0 42
9-2 F 650 14 0.12 1.45 1.57 4.2 29.7 33.9
10-1 68.4 28
10-2 M 68.9 14 1.41 0.90 2.31 68.3 20.3 88.6
10-3 69.7 14
11 M 80.3 14 0.14 1.16 1.30 24.0 30.0 54.0
12-1 84.7 14
192 F 88 4 23 0.77 1.12 1.89 41.8 31.7 73.5
13-1 90.8 14 1.39 0.09 1.48 5.2 43.0 48.2
13-2 M 91.6 36 0.35 1.18 1.53 21.6 42.4 64.0
13-3 93.5 14 1.39 0.09 1.48 5.2 43.0 48.2

All patients orally had administered a cephalexin dose of 500 mg every 12 h (500 mg twice daily)
BW : Body weight, CEX : cefalexin, R-Kt/V : Renal-Kt/V, P-Kt/V : Peritoneal dialysis- Kt/V,
R-CCr : Renal-creatinine clearance, P-CCr : Peritoneal dialysis- creatinine clearance

M : male, F: female

3. Atk

HEHMBPICERERE 7 7 LV VX DRERATH D LB EeERICH
L TWiebo e LTiE, THERZFRAT-BEZN 14 (H %%776) & >
72, CTCAE /3L L Cld grade 1l DEER LD Th oo, MAMERFE Z R L
ERFEFRDO N2> 72 (Table 6),

Table 6. Comparison of laboratory value before and after administration of CEX

before after P value ¥
WBC count (/mm?®) 6,100 + 2,400 5,900 + 2,700 0.43
Neutrophil count ( /mm ) 4,020 + 1,750 4,010 + 2,060 0.72
Platelet count ( /mm®) 21.2+£6.0 21.5+7.0 0.81
AST (IU/L) 20+ 8 22+ 6 0.12
ALT ( IU/L) 19+ 11 22 £ 15 0.30
CRP ( mg/dL) 0.17 £ 0.19 0.18 £0.18 0.91

Data provided are mean=SD of patients.

CEX : cefalexin, WBC : white blood cell, AST : aspartate aminotransferase,
ALT : alanine aminotransferase, CRP : C-reactive protein

% . P value were calculated using paired t-test
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C O

A TOMEBEETEZEICBITD2HOMERT1IEEHZD 1HIC 0.4 [1,
JEMER L 1 BRE S LEC02LHEREIEL TWHAEMETH S ¥, ZhE
THOEERCE L TE, A Y U BEOBRAIC L D2 FRIEROEK T 2L
HENHDLLOD O FEKOBGEICE2ENEICONWTIEBRE S 2 ME
BREEBZBIZLLERBRBEEELE L TEBY, Z0oREIXZ LW, EEXIC
T 2RBILZONEAOEERELEZ O THRAx BRI s Ty, 77 L
FUUERIUBLILHERE 7 ARMEATHLIET TV 0RO FKE G
JENEJ KT DRI A 2RI 50% L BE STV 5 ”LmD%@%k@ﬁ
*&b\ﬁ‘i%b\i&;é%@@ﬂiﬁ%‘%@ﬁ%%i%ﬂ%jﬁ%<J:IEI0T%D +
7y L¥T % 1 500mg, 1 H 2EKZAO®KE LSS OA MDD iR
2o — iy BRGNS H T B RIEE LTk, AFGERICE T 5 IBHKBEIC
DOWNWTIEMA ~OEFTIZ L VPR LEN, Rl 7y B oo
PPz E b RFtsh 5 Y,

LAMICEL T, TREROREN 14 TR LN, EEBIFEE O
total Kt/V (X 1.7 Ll L& HEE S T 5 28 1 FHE R 36 3 B E O total Kt/V
X230 Z/RLTEBY, thoxdREFLEKLTH 1L#HMHZ Y O total CCr
HbEoTWhEnolz, B 7 7L X2 XD FRIERIZIEBITEFICBWNT
LR A%RDOBHETRET 57209 HERBICKFETHZ LR —EDOHAT
BETLEMEMTH L, L, KBEFITE7 7 vXF v okE% 28 AR
IThn Tk, EMHEGIEF TITZDO Y 27 BNEIT /NS 5720 1E
BENRMLETHDLH, RFETIE, BAREERE 2R LZBRFIIRD e,
ST, EBRHERTAEF CORMNICBVW b7 7 LEX v O ERBIERI
T, R, B, BEIER STV ERIK &ﬁﬁﬁ*im@<”)$ﬁn%
FEOFERTH o7z, L, A XEICEHEZS WD OO EE
RM AR D 72 EDOFRE O H LT ERIILETH 5,

BRIIH . RERBBRAOBEE R L UL, &t bR
EERAEANRL W, 77X b9 =2F Vv Fhid ATy — 1L
DRI LD BT 7 L% oo FE Y i R R R il AR T i R O I A 8
(KT D BT 2 A | f I R R R B R R R LA I A B R L
BANEE ﬁﬂmzﬁruhmﬁﬁ@réH#F"@A(%TAM)i/ﬂw\@“é“) 7L

FUEFLOE LT = ARPEANTRERMKFRIC IR EMH 2 35
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LIZORTAMD D 3 Z D FIEICEZE L aRER BN, BT 7 L
F 2 0F ., BRERE DR T ISP U IR i R B R i oo R R 5 R ] 28 R E
EORTEIE NS 572 VBRI TR ICRB W T HBR Y WIH I X Ky
HENED LI ITEAT 0L TIEZWS, SFTHRBICEENLETH S,
Flo, BREMICBWTIEHHIC X D EAHORREICEITRWTZD, DO
BixbienwetBZBx i,

ARIFFRIXHESE R TO®%RGHEOFETH O | REH LIIEFIE DD 720720k
BEORBSLEMERAOBRHENRAZ L TV AEEND D, 72, AL L<
FAMTEISKHVWEN L EHWERTEE~OEHKELICHAT LA NI A
VICREOHDHEEELEOLEBAITZ TWRW S EC 5T D R I
REMTH D, BEMEOFMIZONTIL, BIEBEE~DOE B L &M T
ETVRVWEDABRITZND & DOHKSR-CCrig & o 5 ) fi] T o #¢ By 79 71 i
mECKBHEIME OBEALEBRBRICLIBRMVEEIND,

AT U 72 BRI 2 & 2 72 B CARMEZE TILREIE AT B 35 o 1 e e 1 it
LTRGRERPGELONL TV, £72, BREFEZFICHLTEZ 7 LF T
> % 1[E500 mg, 1H2EE G L TCHHAL2RAERITREO T, BT
B CTH D RN R I NI, RITICE W THEHEMNICHREINLIE S
EITERAGEE Eb 5,
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E2E
MEBHBFZ 2B T B Clostridium difficile BIE THEICKH TA A fu=F
S NVOEERIZETAHRE

HLE S

CDAD X, ABEBEEIZZLBOOLND THIIETH D, AIIZHK TS CDAD
DIEFEHRL L TEFA br =AYy — RN va~v A, YU HBERETOND,
Abha=FY—LOROEGILIEIED CDAD TIEANra~v A v BT X
D HLMRETEDL DD VEHETHY N awg v o HEEEO ST A
a~v A VUMERBREOHARNBESIN IO, BIENDLHPEIEE TO
CDAD T 1 BIRE LS TW5D P A hu =Y — Lo KNE)RED 5%
ELTIE, R"va~wA v W ER RO RAL AT AL FEY T 4131313
100% TH Y . BHITBAT LEDZHET 5, RIPRECEIEMRITH 7%~
12% . EEM%%iw%MT&ﬁ<\ﬂﬁ@&mswmumfhbxmﬁé
FICE DR AS% DBRESN D OB HEOFGEBHER STV DE Y, — i
Fho7m—AP4S02A6IC LV E R U A hr=XF Y — L ~R#fEZ1T 5,
EReFXF A =Y — L3 A =Y — VDK 65%DHEIEEE A
L. 14%~24.1% MR~k S0 5, BRI T RHE ToERNEE O KR
TIX, RBERA, PEEBSLOEEFERBETEEICBWVWTA br=F Y —
LOENEEICEEZRD N ARND, —F B Fuxi At bu=Fy—L
IR R B REIIHA LTI RV b OO, HE BRI T EF I rE Rk
Ak%@bfﬁ%#ﬁ%ﬂﬁ3%ﬂﬁ%#é(ﬁgm Z O 7= BRI G
LYU&@%@M%ﬁW@%éﬂTV%S“%Lﬂhbﬁﬁ%\ﬁﬂmbﬂ%%%b
ROBHEERFTOHNBEHEOLE IRV EVIERLH S P, £, HE
EHRTILOOT THEHRERBICIEIANATYRNRH Y > BEREICS D T#E
EBEOFHE N LEROMNEL N TIER Y, 4, A ITEHEERTHRE O
CDAD IZxfT 5 A ba=FY — LORENREZFTHENICHET S Z LI
FVBEEICSLTA M =X Y —LOBEELZBET AL TT U Y
DB E RZT 0B EIT o7,
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%28 ik
1. A&

AL 2013 4F 1 H 1 H~2014 4 12 H 31 HETO 24EM & Lz, %t
Bk, YBE ABEEE T FHIENR A L. Clostridium difficile (CD) #5514
HLLKITKRBBREICTHENER INA b =Y — L OO &5 2 HLE
ENFEELLE, Abo=F Y — L EGHGATET 3 AR RISz
Cr LV REFmMEARMEDHEHE REKIKEH E (estimate glomerular filtration
rate : eGFR) 23 10 mL/min A ECTH 7= F %2 [ %t B AE ). eGFR % 10 mL/min
Kl &b U <X ks (k& s LB ZEN) 217> TW5HEHE
Z [HEIEBEEIK N &L, BREBICEIHMAS T T 7
— FRYEBET A RN BT DA =Y — L DIBEEDH 5 AN
FE~OHRERIEEOR R 22FB 1L, A b=V — L&EHERIKRFD
eGFR 1T H AKIBF S OHR N2 MW AR ARM E D eGFR & HH LAl
Lz, KREmBOREHIC SV TIZLL F o DuBois & A7z,

eGFR (mL/min) =194xCr 0% x 48 i (5% ) 028" {A % M 5 +1.73 (& PE 12 x0.739)

RFRmEAE (m?) =RE2xH E °7%x0.007184

KEEHIZBW TR BB INEEEEEZHEMN L TV 72 BE IR
L7,

2. WA Ik

BEIE RN T & L CHER., PR, CDtoxin DR, Eir 1 » A UKNOH
B A B G- 1R BRiskf > WBC, Cr. Alb, fif#se & L T AST. ALT. CRP
EEFHNT XOBRFEMICHAE L., WERKSEZ T 572D CRP X
Aho=F Y =V EGERTROMGAA L2, BERRAMIX, 5% B4 F
T 3HM, IBEKTHI I cCoRMMBRELEZ, £/, CDADD Y 27K
FLLTHEDLDBAEL LTS m F Ry FHER 29 H, THEEEHR
32 FEAT u A FHERRIER POHHOFE, FEREHIROREEE
BLABERAOHOAEIZONTHFAEL -, CDAD O EIEE 1T Alb 23
3.0 g/dL Riifi 7> > WBC 75 15,000 /mm? 2L B & L IZEE O ER O A v % HIE
EEFELT Y,

BHRNROT U N LFFMIE, WRAZDE, LR, A he=FY—10D
B HHIZ CTIT o 72, M2 CTCRPOIEHRAT#% OHER & 34 L 72, 18I A 2
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IE. FEE s THRIEIR DR 2 e OFEAR & L E1R1E O HIWr & I 2 #8 & A9 IZFF
fli L7z, BHRRIT, A b =FY =L EHEKT2LAURNOEI L EHE LY,
3. WA AT

WA EX, §XTC meantSD IZ TR L7z, #EEAEOLBIZIEIT — 4 O
EHMER XS Z#HE L7z 9 2 T Student’s t-test, Mann Whitney’s U test
AW 4 FREHOEZIZ X Fisher’s exact probability test 2 i\ 7=, CRP ®
TR ET% O 1 paired t-test 2 7z, p<0.056H L <iE p<0.01 2% 5T
WAt FRICAHE R E L L, #at @Y 7 ik SPSS Ver.21.0) 2 fv 7z,
4. fig PR ECRE

AWFFEIE, YbifmEEFEEZBE SO KREZE T, WA ROKE IS+ DEE
L Tiro7e K& : 270220-10),

FAEMEIZIBWT CDAD IZX L TA b=y — A nEEINTZRBEOD
HCBRAN RIS Y T 2B EZR VIR, < IREE 43 4, BHIEBEHBIKT
W14 4 2Tt & LTz (Table7), XI5 E#F O &% Table 8 2”7, *f
MEEICBWTIADR KM EICLVBEAERINA =Y — LRk h
SNTWie, 2 BlBWTA he=FY— 1D 1 BYEHRGEEITENEN
1,174.44241.1 mg, 446.4+181.3 mg ThH v (X HEECTHEIZZ - 7= (p<0.01),
CODAD D U ZZ KT & LTHEDDDIHFMIED S B 7'a bR 7 HEHK
TEEBFHEEBEKTHECHAL WL EERFREICHE» > (p=0.03), 2#f
ICBEWTEEE REF T, HBABIEL O P EEOBE N L | Cr BN EIE
BB THECAEICE 72 (p<0.01) .
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Table 7. The number of patients by respective dosage of MNZ against CDAD

control (n=43)

renal impairment group (n=14)

1,500 (mg/day)
1,000 (mg/day)
750 (mg/day) -
500 (mg/day) -
250 (mg/day) -

15 (34.9)
28 (65.1)

2 (14.3)
7 (50.0)
5 (35.7)

Data provided are the number (%) of patients.
CDAD : Clostridium difficile associated diarrhea, MNZ : metronidazole.

Table 8. Baselines characteristics of patients with CDAD, by renal function

control renal impairment group p value
Total number of patients 43 14 -
Age, mean+SD 76.1+8.9 77.8+8.9 0.74 ©
Sex (male / female) 25/18 8/6 1.00 @
CD toxin 29 (67.4) 5 (35.7) 0.06 %
CD antigen 42 (97.7) 14 (100) 0.06
Severe disease 5 (11.6) 1 (7.1) 1.00 ¥
Administration of antibiotics
within ofe month 43 (100) 12 (85.7) 0.06 %
Dosage of MNZ (mg/day) , meantSD 1,174.4+£241.1 446.4+181.3 <0.019
Laboratory value
WBC count (/mm?) , meantSD 8,700+7,700 8,900+5,400 0.78 9
> 15,000 (/mm?) 6 (14.0) 1 (7.1) 0.67
Cr 0.91+0.69 6.03+2.15 <0.019
eGFR = 30 (mL/min) 38 (88.4) -
15 = eGFR <30 4 (9.3) -
10 = eGFR <15 1 (2.3) -
eGFR < 10 - 3 (21.4)
Hemodialysis - 8 (57.1)
Peritoneal dialysis - 3 (21.4)
Alb (g/dL) , mean+SD 2.5+0.6 2.1+0.6 0.119
< 2.5 g/dL 21 (50.0) 10 (71.4) 0.229%
AST (mg/dL) , meantSD 25+16 74£136 0.21"
ALT (mg/dL) , mean+SD 25+17 34456 0.87 "
CRP (mg/dL) , mean+SD 6.67+8.21 6.57+4.94 0.97 "
Concomitant drug
Lactobacillus preparation 17 (39.5) 8 (57.1) 0.35%
Proton pump inhibitor 22 (51.2) 12 (85.7) 0.03
Histamine H,-receptor antagonist 4 (9.3) 1 (7.1) 1.00 ¥
Non-Steroid Anti-Inflammatory Drugs 4 (9.3) 1 (7.1) 1.00 ¥

Data provided are the number (%) of patients, unless otherwise indicated.

2 . p value were calculated using Fisher’s exact probability test

®) . p value were calculated using Student’s t-test

© : p value were calculated using Mann Whitney’s U test
CDAD : Clostridium difficile associated diarrhea, MNZ : metronidazole, WBC : white blood cell,

Cr : serum creatinine, eGFR : estimated glomerular filtration rate, Alb : serum albumin,
AST : aspartate aminotransferase, ALT : alanine aminotransferase, CRP : C reactive protein
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2. 1B R

XFRRRE & EE B BRI TREDOTRIE A ] & Table 9 (27" ¥, A4 (Odds tt
1.17 (95%{E#E X [# 0.21-6.38), p=1.00), A b =Y — L& T 21 H
UMW O H33 (0dds t 6.25  (95%fF X [ 0.24-3.42), p=10.34), # k&
=Z = VO E GBI 2 BB TEIRO LN, 2R TOIRE
KBMOWNRIZ, FMBEHETEA ve=F Y — L& 501k 14 BLUNOKET R 5
&, Ahuo=FY— L5k 16 HEOMENEA LY ZOREN 14, &
DN a~w AV UHBEEFEN 14 Th - 72, BEIEBHAER TR T
WL DHARNAN LA, BHICL DN a~v A, VU EBEEEN 14
Tholm 2 TORBEREHI CoORGERIT. HBETIZT LI HSHZ Y 1,000 mg
2564, 1,500mg 28 14 ThH VY, HIEBFHEM N TIX 250 mg 28 1 4, 500
mgMnN 14 CTholz, 2HTOERM TOREEIT, ¥BRBETIT1LIHEHY
1,000mg A 44 Th bV, HIEBFHEM TR TIZ250mg 2214, 500mg 28 1
4 Thoi,

Table 9. Rate of cure of CDAD by renal function

renal impairment odds

control p value : 95% ClI
group ratio
Total number of patients 43 14 - - -
Effective number 36 (83.7) 12 (85.7) 1.00 1.17 0.21-6.38
Recurrence 4 (11.1) 2 (16.6) 0.34 % 6.25 0.24 - 3.42
Administration period of 11.243.0 10 4419 043

MNZ (days) , mean+SD

Data provided are the number (%) of patients, unless otherwise indicated.
% . p value were calculated using Fisher’s exact probability test

®) . p value were calculated using Student’s t-test

CDAD : Clostridium difficile associated diarrhea, MNZ : metronidazole

Abmr=FY—LE5HKT 3 AURNICERLA T TWIZEFIIXT 5
CRPDOA hu=FY— L% OE|EZ Fig.5 127" T, A hr=FY—)L
B H R CO CRP ONHE T X A TIX 7.97£9.85 mg/dL 7» % 1.61+2.68
mg/dL (p<0.01). EEJEBHEREMS T/ TiX. 5.70+3.43 mg/dL 2>5 2.86+1.19
mg/dL  (p = 0.03) ~Z{LLTEY, 2L LICHIFENIIHFEICHKEL T
W7z, AEHHTICE T 2L BICERNMADLEL 2 2RIEH OB
RO hoT, o, NRMENEH L <722 X5 RELBERLED L
T, EER TSR BEIER E DA a =& — Ui RE S T
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R 2 X T T HREFICOVWTHHER SR T,

A (n=25) B (n=11)
40.00 - 40.00
_’_'I: 30.00 -~ ; 30.00 +~
o b
€ 20.00 £ 20.00 -~
(a1 o
& 10.00 * % 10.00 - i §
0.00 —— — 0.00 —— —
Befoe after Before after
mean*=S.D. 7.97%x9.85 1.61+2.68 mean £ SD 5.70+3.43 2.86*t1.19
p value <0.019 p value 0.03%

Fig. 5. Comparison of CRP before and after administration of MNZ

A : control B : renal impairment group
9 . p value were calculated using paired t-test
CRP : C reactive protein, MNZ : metronidazole

4R B

AMREOBEERICBWTEEBRHRERTHE T e P AU 7HERD
FHEI G EN o T, BHEERTESE CIXEEERTO R 6.0 E %A
FHE Y A2 7 N 25~30% KT B - oHim /MR EREAL FEHEhTWD
Pri /IR IZ K 2 LSRR AOEIXZ, 7 r bR TILEEKE OGFHIC

0 R Ao m%%%ﬁ?%%M7u%yﬁy7m%%®W%ﬁéﬁ%w
BRPH L, 7u bR THEFEREZ OGSO G 1X CDAD U 27
HAFThh 2, Hy ZREBEFHE R E 2R 7o bRy FERM T
CODAD DY XRZ N T &b ENBESNTND 2D N2 TEEEDIKT b
CDAD » U 27 HF L LTEF LN THY 3V, BEAEK T HHIZ CDAD ©
FARTEINA DV R BERETH D, Zar HIZ LD A =& — )LDORERIR
PV 27 KN Tk, BHEER FT2IT U & L EEREBIEA KRG E
TEBELEZ RV ERBESA TS N, 2, e bR FERSE
G- HI B FNT IR L IC B3 . CDAD O EIEL D U A 7 K+ & 1E 72 57220
PHESNTEBY D RKHEDOT 7 M A~OTa bR FE KOG
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X2 BE T L nEREbn s,

AR OBRAE L TCHBEFORENEZTOND, TNNETDOA =X
Y=o HMEEBRE LT RE TCOMAANEEITFIEKR 2D CD
toxin (e L LT3 Y, RBFZE TR A AN L L CHIER 2D CD #T
JRBGME L LT WD RICHEN S D, D7D EIZ CDAD TldleWEH % A
AN TWDAMREMEIXEE TE 20, L2 LR s, AIEIR T CD HuR %D
O CD toxin BMETHMAT v FORKE, FEEORBEN S CDAD & w2
BETEL2bT TR ¥, WBEROBRE TRMOKEBZRIILEZDHIC
CDAD ¢ L THRERIEEI NI HE L H D,

R DA% 5 F 2 7o b CARBEIE Tl < AL & HE B AR TR L ol
ICBWTHME, BREOT U NI LIEIRD N7, o, HIE
BRI TEEO T 7 bW A X T4 CDAD ~D A b v =% YV — )L ORI RE
ﬁﬁ?bfnéﬁ%%%%bf%”R*Mif@%ﬁﬁn&mabf FIFA
SEDRETH D P RRBE L RIS RIER S OFERE L /2D CRP b A I
KFLTWH7=® CDAD IZXLTA M=K Y — L EZDEHKIEIZIEL T
WEL CHOIERDRICEEL G X R WATRRESRIR S iz, RBFSE TiX, 2
=Xy —Na2 EORERET XEPHALNCHE R, L2rL7en
oY 7 — FIEYEIR R T A R CTIHAEYEf R0 50 %% #E5E L Tk v 29,
AWFFE T EIEB A FHEO 64.2%2500mg & L <X 750mg TH G &1
TSI &, 250mg &G SNTIEB THBERK, L TWVDLZ &6 1
HAZELTS500mgH LLIE750mg BN EZIZRD b,

AR FRITHEIER CO®%RGFHEOFERETH O, 28 & HITIHERLK. HROIE
BV < DBHTOBRFTOTD, S BITBERERTEZFEICELD L0V KH
Bl e 5B OMIEA L BERBOEBNREEIND,
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% 3E
MBRBTBECBITD2 BRI~ —HBENORBT VX ~DE D EZIZ
L AHEALBEROREHE/LICET 25

HLE S

YU IMEE, MEEN 2 EIT L TWDHEL OBRFETHELZ2Y, Zhb
DEFDOLDTEBRA RNV MR ERERET HHEERRN - THH (Fig. 6), &
WrZz&ier CKD BREZEICBWTY v, ALY AfEEEIEICa b —Ld 35
eI EMTHROLEEZ AL T U ML L LI CKD-MBD & W93 LW
MEELTHRALNATVS ¥, L oBHEFTIE, AFEHIREHEIEO
MEENT TIEALE L T2MEY VIREZERT L2 LITH LW, - T, M
HENBETITY VIRERONRPLE L 25, B{E, &Y VIMEICHWD
TEMARERIERELTIE, IV TULERY VIREAR], RBTH A
F U RWBE, 7 = VEBRE K, BEXOR T v A% KB L EE D T
bivd, MKENBEE~OEXT v —HBEIZ. VR TIERAEZRT & &
BRI AN D LR L TAMTHRZUESEIAEENER ST
W5 T T BN T — R IIES TCOERMOBREIL 7% &R
b DD AR T OME R RIESE ZIEF I E W O £, L EONREES b
L RHEEICHD 2L KRBT F—v 22ERSED PR %
E L CREIICNIRT 5 2 & 288 L,

22 ]
2.0+

Relative Risk of Death
) —

T T T
<3 34 4-5 5-6 6-7 7-8 8-9 >9

Serum Phosphorus Concentration (mg/dL)

B Unadjusted
Case-Mix Adjusted
[ Muttivariable Adjusted

Fig. 6. Multivariable-adjusted relative risks for eight categories of serum phosphorus( Quoted from reference 34)
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KRBT VAT oV vl s EREOY VIRTFEREZAL Y v T
~— M L L CRIER Th 272 & OIS IER OB B %2 S
L ENMESINLTWD, KFRIZ, EXT~—HEHMENORBET X >
~OEY Y F2IC L LEBEE R OBEREROZELEZRHAEL 2,

28 ik

1. ARG

XRIT, HUPEICB W TERT v =BT 2L ST 544k B HE 7 i
FMHOBRET KRBT VX2 IV EXONTEERF L BT <~ — W% W
BELTRBT U2 2 BMEE S e Uiz, Flim, MBI, 30T ke 1 i
IR EB IR T 2ol XREFITL6H4 (B 44, Lt 12
4)e MR DY F A Table 10 (2R3, A MM % 2009 42 4 H ~10 H £ T,
WREeT 2 B GRMB%I12EME L2, EHMRG TORELHAT LD
B G- BAh 52 % TH D 201044 A~7 HICbREZIT o7z, &5 W
X, BRAMAEMEIC L VIRMGCEICAIY RS 2 O BEOHBEIT > 72,

Table 10. Demographic profile of the subjects

All 12 week 52 week
Total patient no. 16 14 9
Age (Y) , meantSD 66+9 64+11 61+12
Sex (M /F) 4112 3/11 1/8
Hemodialysis vintage (M) , meanSD 129435 117+49 131450

Substitution of sevelamer hydrochloride

with lanthanum carbonate 9 (56.3) 7 (50.0) 4 (44.4)
Combined use of sevelamer hydrochloride
and lanthanum carbonate y 7 (43.8) 7 (50.0) 5 (55.6)
Use of other phosphorus agents
Precipitated calcium carbonate 8 (50.0) 8 (57.1) 7 (77.8)
Use of vitamin Dj;
Oral alfacalcidol 2 (12.5) 1 (7.1) 1 (11.1)
Intravenous maxacalcitol 9 (56.3) 8 (57.1) 6 (66.7)
Use of cathartic drug
Sennoside 12 (75.0) 11 (78.6) 8 (88.9)
Powdered rhubarb 6 (37.5) 6 (42.9) 5 (55.6)
Sorbitol 7 (43.8) 4 (33.3) 5 (55.6)
Glycerin enema 1 (6.3) 1 (7.1) 1 (11.1)
Use of cinacalcet 5 (31.3) 4 (33.3) 3 (33.3)

Data provided are the number (%) of patients, unless otherwise indicated.
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2. BT 5 %

HALAERFEIR DO X 7 — VEEliIL, KEE T v 7 o o &R GG & 5815 2
% .4 % .8 W% I N 12 3 % 1217V, Gastrointestinal Symptom Rating Scale
HB%)%%WKMLit\%ﬁ%%ﬁﬂﬁf%ok%KﬁLTSHWW:
OO THLERIER O X 7 — VEl 217 - 7=,

M., A{bFHmEL,. BEXCOOEHaiOMmE Y 8 & Payne R iZ XL Y #f
ELEMIED VY Y MEZFAEL T,
3. WA FEAT

— X DM FHI M EHE . Wilcoxon O & S AFIEM FAfR &2 L V7w, P<

0.05 % H » T FHICHERESL LTz, HEHEHT Y 7 MX SPSS Ver.21.0
AW,
4. fa B Fid 8

AWML, MENEE S L CYRmEFAZERICL VAR ZzZ T, BF
e D77 A4 —DREICHSBEEL TITW, BEFICIFIAEICE D072
L EICLDREE S ETITo7 OKRE S : 2103031-02),

O3 HT AER
1. 36 R A

MNREE 164 DO H 12 HH QMR G5 ATHE Td - 724 13 14 4 (87.5%)
TH o7 (Table10), B H5H I L 7Ze o= 24 OFIEEHEIZ, & b2 5B
SHUWIZHBLLETH THY, KBTI 2 hik (BT v —HEEIZH
) ICX0VIRLE, 24 LB THIITRECTCH R, BENDLOHE
WXV R T 2 o idik &l o7,

MG 5N ATEETdH » 72 F T, GSRS & A 2 7 13 # 5B 44 A1 1.85+0.51,
P 5B 4t 2 38 % 1.52+0.50, 4 # % 1.37+0.26. 8 # % 1.44+0.37.12 i #% 1.25+0.24
Ery MG 2 BHELVABEICKEL L2 B TCHMENICEEL T
(Hgn HEMA 7 TR ERMA 27 385G/ 3.21£1.74, & 5.
hh 2 W 2.07+0.83.4 % 1.76+0.83.8 i % 1.57+0.56,12 1% 1.41+0.48 & 72
D BEHBM 2 BRIV ARICKEL.L2 @B CHLMEMICEKEL T
(Fig.8), TOMOEE CHRAZHWICHERZITIRD NN o7,
FTHIA a7 X REBE(LEZBOTIEFARH Y | FTAORMESLHIEIZLY
#E L7z (Fig. 9), FHMA a7 NEAL LREYITIEFIR TRT YR8 H 0 |
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HAITRDO LN o0, BIFA 3T & REAZE D &I EG 2 4
Bl (29%) & -7z,

7.00 -
6.00 -
(/2]
o
S 5.00 -
wn
Tg 4.00 -
o
+
£ 3.00
8
2.00 - G\L\
1.00 — ;-3 ‘ S e oé
. Before 2 week 4 week 8 week 12 week
Mean+SD 1.85+£0.51 1.52+0.50 1.37+0.26 1.44+0.37 1.25+0.24
p value ¥ 0.02 <0.01 0.01 <0.01

Fig. 7. Changes in GSRS total score (short-term evaluation) (n = 14)
?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test
Black line is average score, gray line is personal score
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Before 2 week 4 week 8 week 12 week
Mean=SD 3.21+£1.74 2.07+0.83 1.76+0.83 1.57+0.56 1.41+0.48
p value @ 0.01 <0.01 <0.01 <0.01

Fig. 8. Changes in GSRS constipation score (short-term evaluation) (n = 14)
?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test
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Diarrhea scores
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1.00 — e
Before 2 week 4 week 8 week 12 week

Mean+SD 1.33+0.43 1.43+0.50 1.36+0.32 1.52+0.51 1.1940.23
p value @ 0.34 0.45 0.22 0.22

Fig. 9. Changes in GSRS Diarrhea score (short-term evaluation) (n = 14)
?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test
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Mean+SD 1.33+0.43

1.43+0.50 1.36+0.32 1.52+0.51 1.19+0.23

p value ¥

0.22 0.37 0.06 0.25

Fig. 10. Changes in GSRS abdominal pain score (short-term evaluation) (n=14)
?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test
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i A, S BE T DR A a2 7 NEAL L2 ERNIE T R CTREET v 2 D
WEFTHY 2 ORBRFMITRESN CHE®ZOFHIA CTh - 72 (Fig. 10),
JEARFEBLIZ L, RIET X OBEICTHIS L, 2flk#E Lz, & 5B 2
WU TIE, BEPIELERD X5 RAMEHORBLILR O L2057,

2. R HIHFEAm
Dk G- To =144 O H H 52 B MkK L TRIET7 > % > &R

ALTWEDIX, 94 Th -7 (Table 10), #F5-B#S 12 # LLFE (& 5 1k
Elp o 24 OFIEEE T, MEI LT T AEOK T EMEY) VEO%ET
bolz, £, 3LITHWEPIC L »r HU ED ABEZ &5 L TH 0 & x 54+
& L7z, 52 k& G5 S 7z 94 @O GSRS R A = 713 Bt 5B 4 A 2.00+0.57,
P 5B 46 2 38 % 1.59+0.34. 4 18 % 1.33+0.29. 8 # % 1.50+0.45, 12 # % 1.29+0.28,

W% 1.30£0.29 L 700 L BRI L Y 52 @M% CH ML THEICSRE
L CW7, GSRS fHFL A =7 1%, & 5 BAtAle 3.741£1.92, & 5B 1h 2
2.11+0.96.4 # 1% 1.59+0.70.8 # % 1.37+0.54,12 # [ 1% 1.37+0.56, 52 i@ [ %
1.85¢0.63 TH VY GV & x 52 MM#%Z b A EICHE L Tz (Fig. 11), 7o ¥,

— X339 _T meantSD THE L 7=,

3. MY VEEMEI LYY AE

R AEE CIX, MY VEBXOCHMEI LT AEIZE BT, G0 X
Al & ZALIZR O b v oo 7= (Fig. 12),

BRI~ —WBRE, RRT X2 KRBV U LD L H RS &L Fig. 13
DERYTHY, EXT~v—HBRE T RBICHES LTV,
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11-a. GSRS total scores (n=9)
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1.00 —
Before 12 week

©
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Mean+SD 2.00+£0.57

1.29+0.28

1.30+0.29

p value ¥ <0.01

11-b. GSRS constipation scores (n =9)
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52 week

Mean+SD 3.74+£1.92

1.37+0.56

1.85+0.63

p value ¥ <0.01

<0.01

Fig. 11. Changes in each GSRS score (long-term evaluation)
?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test

27



12-a. Serum phosphorus level (n = 14, week before the beginning of hemodialysis)
8.0
1.0 ¢
6.0 -

il
o
T

Serum phosphorus level
( mg/dL )
N
o

D
o o o
T

0.0 : :
Before 2 week 4 week 8 week 12 week

Mean+SD 5.3+1.1 51+1.7 50+1.2  4.7+0.9 4.9+0.8
p value @ 0.86 0.51 0.23 0.37

12-b. Adjusted calcium level (n = 14, week before the beginning of hemodialysis)

14.0 .
12.0 &
0.0 - W
8.0
6.0
40

2.0 -

Ajusted calcium level ( mg/dL )

0.0 :
Before 2 week 4 week 8 week 12 week

Mean+SD  9.8#0.5  10.0+0.7  9.7+0.7  9.9+0.6  10.4+1.7
p value ¥ 0.16 0.96 0.75 0.14

Fig. 12. Changes in laboratory values during the investigation period
?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test
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Fig. 13. Changes in the doses of phosphate binder drugs (n=9)
m Sevelamer hydrochloride

Lanthanum carbonate
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W5 I RIET L F TN T v — R L Bl L TR BER S D 2 <L BE
DOV URER (REILVYT AL LT ERT v —HRE) »HIREBRT
Zo~POUBERZLZEICEoTMEY VEOKRTROMIE Y VMHOTA FF
A VERFORE, 1 AORMAEKEZRL ST Y, SEOREICE T
FRDOERTH T, £, H 2 EOELRIERIZD RN, BT <~ —
WWENOOEHIZ LY ARKANOHELTIERS ED X 5 I2EMIT D0 IEH
HMNTIE RV, RIFETIE, XTI v —HBENORET % ~DH) 0 %%

CEVERAaT IR EIN., TOMENERT S 2 & DR

Nz, ZTOZELEFBEWAFEDO QOLOLFHEICHEH KD EEbN S,

AWM T, EXT~—HBENPORB T 2~ FE2 52 L1280,

FEHTEE OMERERIT 2 HE & WO EHIM T GSRS IZHBWT 3.21+1.74 /n H
2.07+0.83 ~ HEMICKZFEI N, BBWRIERKEBLZMT XETHD
N, FRIEERVEL TAORGEIZEEM THEA, 58, BRGRFEASFN R
720 (Table 10) U1 W B 2 iR I BT DALz + 5 Z LITRETH - 7=,
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Z DO DEALIRIER T, FIER BN S B EIC BB T 2R AL b0 L%
ITRVWbDRALNT, THOFBEIFELIL, BFEMTORT Y FRRE
b OO, THEG OB Z2FHEIZ L ISR TH - I,

KRB NT, EXT v —HBENGRET 2 ~08 0 F 21X, (#
MIER Z2 B 68w L, £ O RITAET TH D 72O ERER 2 A3 5 1M
RENBEIZBWTCIIAFH O DL ERmENT, £72. 5B TA
DB 2\ 2475 2 LR 8K, BHER OB LB TE 5720, @@
U2 RERENEETH L L EbhT,
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B4
MEFENTBECRBTOEFY VREHER 7 v dF TV KBRICKHFRITED
BARZR & HALSERIZE Y DA%

FLHE ME

BAE, @V VIEICH WD Z R AREREAE LTEX, I v aEdhaY
VWRGERI, KRBT 2 AT ARG, 7 = VR EoKk T, A/ o
X KBIEBENRZT OGN, HATIIAE ST 52 F Y VIREEZERT
HZEDNEHELWVEM DR, ZDO LI RGETIERY YW ERZOFH T
HZ &I, FOMEE L TMERELEOHEMEZH <, MiKENEE ORI
BEB ORI LENY VIRERTEDLNA TS EWVWIHEEH Y O D
BTENT) AMETERZAT2EFANLEEND, 2. VREFEFIZLD
HALSIER BRIEE 05, EXT v —HBE I3 TOBEMOMEIT 7% &
LI OO 3 KIRTOMMRBEIESEEIFIEF ICE D O, H 3 wETIR, &
RIv—HBENOREBET V% U ~ERET 52 L THRMNZERIEIR % #
AR ESED 2L 2@E LS ) KR L L TmiEENBHEIC X DHL
FRAER O FF 2 (3 AkHE L TR 2N D,

A7 v A F VKRB, RAMEEFTBE BT 28 Y v MEDREIC
WINE BT LI N T L EERY VREATHD, A7 v A+ KRk
BlIL, EXT~v—RBELRFOFEELZAL. P2 0HNARER., B L OE
N7 FeT7 72022 RbENPLMKRENEZOMEY VEZKTIE 5
B F AR TOREICEBNTRAZ o4 kB, EX5~—Hmg
Wi L CHRMEAE L TN < (29%), THIAZ W (25%) =
ERHONICAR s TWE Y, ZoRIT, o) CIREAR LB LTHZEO
BEEIEERZRD 0, L LAans, 2hAbofaik, BEfFo Y v W& #l % wash
out LA mAdF I KBILESELZHMTEELEERETHY, BEFDO Y WA
Fl L DOHFEMIZ X2 AMHESCHEAATRIER DO EAITH L 22 & 72> TR\, K4
ZEX. EFEO Y VIR ERORLTITay ba— VN E Y CfE 2 AT S
WEHEFIZEBWTAZ oA KBS E A L2G &Iy Tiig Y
VEEHEAERIERN ED XS ICET D EHEL 2,
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A A %
T WML 2016 4F 1 A~8 HE TL L7, *GF, UBICBWTEEFD Y
VR FER) D B TIXIMIE Y EN = 2 b v — LR 7R 4 Sk G B A R E AT R o
BET . SHICAIZ A X KRBLBEZBIIAT S E & L, Fim,
B BT Rk R 7 S BRATH B IR T koo, R EBHIT 6 4 (FE
24, M 44), HEOEF % Table 11 (1R-T, HEHMFI1X, T ET
AL THWEY VREAZ2EFES, 27 04 % 2 KBS O A & I3 5ER
BEIC L VB AIT o7, EREICHOWCTIIREH P &EOLEFIZ/T
o T,
2. MAEITIE

HALERIEAR O X 7 — VRRAl L. B 5-BR A RT. 5B 4h 2 W%, 4 B% IO

B %ITATV . GSRS & 7= *, GSRS X, BRI - IE - WILRE -

THI - D5 >DELERIER Z I5HOEMIC TR § 22 a7 RTHY |
ARBFETIEZE O HARGERFRRZ e, &, Ak FmaE s LTmiE ) i,
Payne U K W MHIE L 7=MIED L > U AfE, MiE~F 7 0 Bl % & 55144
AT, BEH-BAG 2 L, 4%, 6 W%, WIS 8 % OBIL U D OB ANICH
L, MATAZ e AFX T KBILEKEISZ2EA6T D-0MET7 =V F i
¥ G-BRMAET, EEMG 2 %, WO 6 HEOBIZILODOEHATICHA L
oo Eo. AEHETOEZHEZFHM T 272DICENICKOIRFZZ VT T~
A (hemodlaly5|s-Kt/V: HD-Kt/V) Z##& L7-, HD-Kt/V 1. A7 a4 % v
K BB AL 8k $ 5 Al BHEIDNOMEEZFAEL, Uk 4%, 8 EZOMHEEZH
L, S, MIMTORFIZLAMIBY VHE~OREBLHERT I-DE
H 2 (normalized protein catabolic rate : nPCR) % #i#& L 7=, nPCR @ iL1fi
X, KtV &E UEH B ICIT - 72,
3. ML EHEAT

T — X ORI FIL. Wilcoxon O S AFIEM I EIC L V1T, P<
0.05 % H > TR FHICHERAEL Lz, et Y 7 MiX SPSS Ver.21.0J
Wiz,

=
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AL, MBAEE & L T imMBEFEAEZER LIV AR LT, B
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fx D77 ANy —DREIZHDEE L TITW, BFICITHEEICE D +07%
gjﬁ% kj{%&:i 5 [ﬁ‘ﬁ%ﬁ%‘f:i???o f: (%muﬁéﬁ : 280219- 03)

Table 11. Demographic profile of the subjects

All

Total patient no. 6
Age (Y) , meantSD 69.0+7.0
Sex (M/F) 214
Hemodialysis vintage (M) , mean+SD 242.3+98.2
Use of phosphorus agents

Precipitated calcium carbonate 5 (83.3)

Lanthanum carbonate 6 (100)

Bixalomer 2 (33.3)
Use of vitamin D3 analogs

Oral alfacalcidol 1 (16.7)

Intravenous maxacalcitol 2 (33.3)
Use of erythropoietin

Darbepoetin alfa 2 (33.3)
Use of cathartic drug

Sennoside 3 (50.0)

Powdered rhubarb 3 (50.0)

Suppository compounding sodium bicarbonate and sodium phosphate 1 (6.3)
Use of cinacalcet 0

Data provided are the number (%) of patients, unless otherwise indicated.

O3 HT AER
1. IIBREE~DOAT a4 F v KBILEE D5 5k

SRBE 64T TR 8HEMOMFHRENTTR TH -7, TGk D A
s A UKBILSEOES EIXT750mg A 54, 250mg B 14 ThoT-, &
Bt 8 B DR 7 v A% KBS DE 5 &% 1500 mg 28 3 4. 500 mg
W24, 250mg N 14 THoT-,
2. Jif PR A AT A

B R AR A U g U il B 5 BHARRT 7.441.0 mo/dL, £ 5B 4 2 B %
5.9+1.3 mg/dL.4 4% 5.8+1.5 mg/dL. 6 1 1% 5.8+1.4 mg/dL. 8 # % 5.8+1.3 mg/dL
Y KB 2EZIVAEICKEL (p<0.05) 8% THAkHAIZK
#FL Tz (Fig. 14-a), MIEH LY 7 MMEE, FAEBM PV TE 55
BET & ZLITERO biLZe o7 (Fig. 14-b),

MmiE~EF 27 vt (Fig. 15-a) LMy 7 = U F & (Fig. 15-b) L&
HMEF I W THRERGR & LB oo lc, X7 1A% Kb
BRI DEAMOEZEITR O bR o T,
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WRFEOZ VT Z AR VEHELZFMT 2 HD-Kt/V ITFHEHM B ICE
WG BItARET & BLIZRER O bz o7 (Fig. 16-a), BFH O X 37
BIE L5 T 2 nPCRIZFAEM B FIcB W TR GG & 2 XD 6
¥ (Fig. 16-b), FEHME P OMIFY VEORK FiX, BEHE s AFERED
EE I NERbNT,

14-a. Serum phosphorus level (n =6, week before the beginning of hemodialysis)

10.0

ol ]

1 |

—
— @

4.0

Serum phosphorus
(mg/dL)

2.0

0.0

Before 2 week 4 week 6 week 8 week

Mean+SD 7.4+1.0 5.9+1.3 5.8%1.5 5.8%1.4 5.8+1.3
p value @ 0.04 0.05 0.03 0.04

14

b. Adjusted calcium level (n =6, week before the beginning of hemodialysis)

14.0 -
120
100 o — 5 — 1
8.0 L
6.0
4.0
2.0
0.0

Adjusted calcium
(mg/dL)

Before 2 week 4 week 6 week 8 week

Mean+SD  9.7#0.4  9.6+0.5  9.4+0.4  9.5+0.8  9.2+1.2
p value ¥ 0.85 0.28 0.54 0.35

Fig. 14. Changes in laboratory values during the investigation period
?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test
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15-a. Hemoglobin level (n = 6, week before the beginning of hemodialysis)

15.0
- -— . O S
~ L 1 i 0k, il
&210.0 -
c
S
o
w 5.0
o
=
2
0.0

Before 2 week 4 week 6 week 8 week

Mean+SD 12.2+1.7 12.2+1.3 12.1+£1.2 11.8+£1.1 11.9+1.1
p value ¥ 0.85 0.28 0.54 0.35

15-b. Ferritin level (n =6, week before the beginning of hemodialysis)

400.0 -
£300.0 [
£
_5200. 0 - s l/‘
* |
E100. 0 - |
0.0
Before 2 week 6 week
Mean+SD 183.2+25.8 183.6+77.5 202.4+121.9
p value ¥ 0.99 0.72

Fig. 15. Changes in laboratory values during the investigation period
?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test
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16-a. HD-Kt/V (n = 6, week before the beginning of hemodialysis)
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1.00

HD-Kt/V
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0.00

Mean£SD
p value ¥

16-b. nPCR

2.00

1.50
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S

Mean£SD
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Fig. 16. Changes in HD-Kt/V and nPCR during the investigation period

B 1 1 -
Before 4 week 8 week
1.7440.25 1.78+0.22 1.79+0.20
0.82 0.74

(n = 6, week before the beginning of hemodialysis)

—

- .
Before 4 week 8 week
1.00+0.09 1.01+0.31 0.92+0.08
0.88 0.08

?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test
HD-K/V : Hemodialysis-Kt/V, nPCR : normalized protein catabolic rate

2. {HAL &R E IR O FEAL

XERBHZE DO GSRS A a7 id., &5 AT 1.81+£0.49. & 5B 45 2
1.89+1.01.4 % 1.78+0.92 8 1% 1.87+1.03 & 72 v GAE MM T i1z Bk ix
S o 7= (Fig. 17),

HHAMA =7 TIE A =2 7 3% 56 maT 2.3920.85, % 5B 4n 2 1A £

2.34+1.93.4 1% 2.56+1.44 8 i 4 3.2842.19 L 2 0 A MM I Z b1
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S 7= (Fig. 18-a), FHI A 2 71X & 5B thRT 2.2240.91 . & 5Bl 4h 2
1% 2.06+1.16.4 #H 1% 1.28+0.39.8 #H 1% 1.06+0.13 & 72 v | & 5-BA45 4 1% X
DHEEICHEL (p<0.05) 8%k CHMBEMIZHKEL TW/= (Fig. 18-b),

B A 2 70, # 5 BIMART 1.58+1.02. & 5-BH 44 2 £ 1.75+1.41.4 #H %
1.42+0.80.8 1% 1.67+0.98 & 720 FHEHM T ICELITE O BN o1
(Fig. 19-a), {HILANE A = 7%, & 5BA4GHET 1.79+0.68. % 5-BA 45 2 1%
1.88+1.56.4 i #% 1.92+1.20. 8 # 4 1.96+1.34 L 72 v  FHAHI R P I B{LIXR
Stz (Fig. 19-b), MER A =2 71, &KEBIMAET 1.00+0, & 5B 4k 2
% 1.39+0.68.4 il 1% 1.56+1.36.8 # % 1.28+0.68 L 7¢ v . 34 iR ic &1k iX
BB o7- (Fig. 19-c), A7 a4 X U KBLEIT T 27 7 VED =D
ELBATHORNMRT D EIICHWA L TV, & 55 AH I EE X Ik
DR & §F 2 TIE B2 2 il (33.3%) dHoT-, WRANIZTF 27 7 VEEEZ H 6
MUDE S THOLRNMRT HREDORIEE L D2 & TIRAER LRI E
L7,

7.00
» 6.00 -
L
8500
wn
Tg 400 -
2
% 3.00 -
By o
2.00 G =) C O
1.00 —
Before 2 week 4 week 8 week
Mean+SD 1.81+0.49 1.89+1.01 1.78+0.92 1.87+1.03
p value ¥ 0.87 0.93 0.90

Fig. 17. Changes in GSRS total score during the investigation period (n =6)

?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test
Black line is average score, gray line is personal score.

GSRS : gastrointestinal symptom rating scale
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18-a. Constipation scores (n =6)
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1.00 : : b
Before 2 week 4 week 8 week
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p value ¥ 0.95 0.81 0.38

18-b. Diarrhea scores (n =6)
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p value ¥ 0.78 0.05 0.02

Fig. 18. Changes in each GSRS score during the investigation period
?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test
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19-a. Reflux scores (n=6)
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19-b. Indigestion scores (n =6)
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19-c. Abdominal pain scores (n = 6)
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p value 2) 0.22 0.36 0.36

Fig. 19. Changes in each GSRS score during the investigation period
?: p values were compared to those before administration and calculated using the Wilcoxon signed rank test
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BRVEBEDNRD,

A% VAKBALSOERBER L LTRFABMOA TS5, FH
OHBUTRGHE L EMICELZ L FEORBERIRKIFHOLE 2 03 L
EPICEET 2 O AN GEDO Y L WERONIRIC L0 ERAERE 23
HEANL N ERERE LT WO Y VAR E FRIEZEZ LT
WA oA xF VKBS OFHICEI D BARANDWHEARERS ED X S IC
ZALT 20 6 TER W, KFZETIE, BEFEO Y VIREA ZANRL T
HIMEENTEF~A 7 a4 % KBILEEEZ BT 25 Z &1 X5 HEIIHFER
DEAEZRHE LT, THAaT 2R ZOMOEHNA 2T IZELBD L
T, BIERIC L 2 NIRMEE DS R EE L 22 20EFI RO BN oz, THIA
a7 G 4 BRIV ABEICKEL.8 BE THLMBMICKEL TV
(Fig. 18-b), AMFFETIE, RAEHMM T ICIH W THEMIEDO L F ®ITEE L T
WA, BFICEIVBECHEINTWEARERD 5, EHEE SO K6
RIRIEIRME LM T RETH L0, EFREoORFEIFBEFH CHEEA, &5

BGREEEN Y (Table 1), IV B2 mitk 2B 1T 2 £ &2 M+ 5
ZEIINETH oo, MR BT B F TR OFF 2 2358 < |t R A {58 R S
ENIRTHZLICKVERE THABRYVIET IS RBERD D, RIFEICE
WTHERMEORENITORIZNE I DB LNTIER VN, A7 ad % KEE
fbEEDOBEMBPEHGICLY TRHA T RGBS NTZEFELTEEDO LS o E
HbBEZ2 LD,

AKIFFRICBNT, BEOY VEROANRTIZa Y be— LN E )
MIEZK L TR A% KE(bE&EL AT 22 & 13MEY VEEAEKT S
EHTENTE, o, THIEROLENR O bz, D HHToHmE Tl
HOHMNAT aA X KEBILEEZ GO U R OO I K E AT B I
BWTAMTH® D,
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AT, BHEREETERE, L Vb ETMEEOEDRIEOM ElIC
WT, EFEIRCTOMAMREE LICEELMEHOFMEIT 72, TORR, U
KODPOEMBMANTELNTDO TU TIZHRIET D,

FLIETIE, BEREMEZICBTO2HAMEREEICST L2877 LF v
DOHERBE S ENENEBADOTA RTA L TEORBENERLDER L, A
TOHREZREETHD 500 mgZ 1 H2RHEES TCoReME/HHIMEIZOWNT
BEFEOICHE L, TORKE, WHOTA KT 4 TOHRELEIZBWD
THOLLREMER IR ONT ., A0 2LZ 2T H 5 A8 TH 5 A HEME S
bkl ol,

B2ETII.BHEEKTAEZTDO CDAD T2 A n=F Y —1okEE
FEHEZHWDIREDBET REDTIPEL TRV, T2 TA br=F
V=L DO EPIRENRICE 2 DB AT HEICHA L, KR m A A
IEOHER R ERIRE B2 10 mL/min K& & U < X &AL gL o B %
[EJE BRI T, Tl b4 ] & U, HEEBEEE TR
Abhv=FY =L EEEL TR LB LS., MBER CIREO R =R,
BRBICETROON RN o7, RFEICL Y EIEBHER TEZICHT D
A=Y= VOBEITREDRICEBELG 2RV RPN E RS
7=

FBIETEH., &Y VIERBEICBWTERT v —EBE D RET V& v
~ED B ZDZ LI XD HEAESRIERDREENICED XS ICELT 5 iRE
Lo RET 2 0 ~OE 0 FZITEMIERZ 2HM CTHARENICHE S T,
Mz T 52 WMZICEBNTHMk L ThFES T, REMMGS., miFY
VIED ERIZBO NN o Tl DRBET X U ~DE D 2L ENTRE
O QOL D FICHHEH kD Z EBHALMNE R T,

FABETIX, FHoE ) VIEREAITh D A7 14 x KR RIME
RICTFRRZ N2 EICEB L, BIERICER % 2RELEIERDBZ WEBEFD U &~
WEH & DB K D ELERIER & MiE ) Y EORF A EHE LT, £
O R MAOH I LY RAFRITEY SMEER TEIR E TR X 27 OdiEn
OO, MY VO3 b — 2T BEF TIE A7 v F %k
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PLE, K#FZE ik, BIRBHAEOD T —T VO EKEEICK T2 & 7
7LX Ty, HIEBHERTERZEO CDAD IZHT DA e =4 — )L Mk
BT E O CKD-MBD (X3 5 KEET > % & 27 v 4% L OKEREERIZ D
WT, ERRIR T oM AR &2 BRI 21T o 72,

JRPLHEAIAT & L CREONy RYy- A4 R THE#HZ L TW5 &kkx 72 Clinical
Question Z# B W5, Z i 5 Clinical Question 23 Rk SR 72 & T T
/WA . FFIC Research Question & L CH LMRTHIMLEND D, AAFSE
X, P EAIEN & L CHEERK O B8 T4 £ 7z Clinical Question % Research
Question & L CHEERK TOMHBE L KICT — XM 2170, B OISR
EELDIELDTHD, TNENDHRIZVS DL DORFAITH 20, REI
NIERGEOFTHIZRAMRE/DI LN TE, SHRFBBEEFMN I SR
HEOHBEMFHD WS F T, Fon-&lZELEHEL, BohizBERZ
ERRIZTZ7 A=Ay 7T 52 DR REREMKIEORBICEMR T D &
E 2D,
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(R B R R 2 R KGR e E A R PR EORMICEH OB LR L F
KR

AT TTRIRRIZE A T W2 Wil ik 2 ok a i T vk R,
LT IcteZ E 2B LEZERN L XX TS NEZEITLPOEH L ET,

44



Alb serum albumin (g 7 /v ~7 X )

ALT  alanine aminotransferase (7 7 =073/ F 7 U A7 =7 —1&)

APD  automated Peritoneal Dialysis ( H & i§ 5% #7)

AST  aspartate aminotransferase (7 AT XU BT I ) TV AT =T —F)
BW Body weight

CAPD continuous Ambulatory Peritoneal Dialysis (#5757 #5 17 =8 15 % #7)
CD Clostridium difficile (7 @ A N YT A« F 47 4 V)

CDAD Clostridium difficile associated diarrhea (Clostridium difficile B T i1 JiE )
CKD-MBD Chronic Kidney Disease-Mineral and Bone Disorder (12 I % gk 9% (2
IH - IR T ACHEF)

Cr serum creatinine (MyEZ L7 F =)

A

CRP  C-reactive protein (C it & v 73 7)

CTCAE Common Terminology Criteria for Adverse Events

eGFR estimated glomerular filtration rate (5% 5% ER (K8 1 &)
GSRS Gastrointestinal Symptom Rating Scale

HD-Kt/V hemodialysis-Kt/V

ISPD International Society for Peritoneal Dialysis ([FFEE R & F5)
MSSA  methicillin-sensitive Staphylococcus aureus

nPCR normalized protein catabolic rate (1 #4L & 1 B 1L =R)
Peritoneal dialysis-creatinine clearance P-CCr

P-Kt/V  Peritoneal dailysis-Kt/V

QOL quality of life (ZAiEFDE)

Renal-creatinine clearance R-CCr

R-Kt/V  Renal-Kt/V

WBC  white blood cell (A ifi Ek)
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