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1. WFRERY

(BHY) EENRSEZAEIC X 0 A4 U 2B I3 2 MR igm  (CKD) fEE D SREE
DEWAEPHED 1 > ThH v | FEEIREZ 2 8 UM LM IBRT AZIT 5
ZLiE. CKD BEDOAGTHUEDZOICEE TH S, LnL, PEEL EO
CKD BBE CTITEERIBIED U 27 N 5728, WER CT I & 8 D et 1253 il R
IND, EEIR MRA (FEENR CT M &R & [REORZMmEZ A L, &Kz M
WA Z e HENRRAE Gl D Z E N ATRETH D, AMFZETIE, HEED
HHEED CKD [BFH ORBENREZE D FERELZH LT L, RIE~Y—T — L O
A b LAY — =R GRS T A —F —OEENRPEAE~D B AT 5
ZEEAE LT,

(F71k) CKD B 108 4 (B 76 44, oMk 32 44, FHFHR 72. 1 = 10. 15K,
SERHE R BRI E B 35.7 £ 12.8mL/min/1. 73 m’, stage G3a:30 4 ; G3b:4l
45 G4:32 445 Gb:544) Gl L, mEk MRA 2 VT, BRI D F
3 K OESERE 25/ L7, eEERA B A2 (250%) & BHE 3 5 BEIRAY /N T A —
H—m R Em T AT (7 BRI TREAT L7,

(FEJ) 108409 B 724 (67%) ([SHEEINRA B 25807, HEEA Bk
72 L A RACEIE T 4 K FIXSHENREE IR [SHEhR R RN I SR
carotid maximum intima—media thickness (maximum—IMT)] (4 XLtk 4. 44,
IS EREX M 1.87-10.54; p<0.001) DI TIH o7z, Maximum—IMT OFEE (X dHh
RAE B DL & AERBE A7 D= (p=0.010),

Gisam) EEENLEE O CKD BEICB W COREIRE B2 O 135 < .
maximum-IMT O S EEARA B4 DAL L 7= B R+ CTd - 7=, Maximum—IMT
X, FEENSEEO CKD BFEICBWTC, BEEkAEREOTRIFRE L 220 9
HEZEZDLINT,



2. MWFEER

EENRIAZIC X 0 A U 2 B RE R (F0E, OAFEZE) 1318 MBS (CKD)
BEOHEOEWAEIHED 1 > TH D 1, CKD B IIFERF, @i, IFER
iE 72 E OBREEL O A R ERE O A0 0% < 2 & BITBIERIECEE L A
LR ST L0 BhIREE LS ERE L3 2o 8 FE CKD B & bhik U@l IRE
BOFIEY 27 3@t (K1), EEIRE BT B REEARC DRSS AR5 5| =
L2728, EENRZ U R LS BN R AZ I % L IR 7R IR A ZAT 9
Ll CKD BEOAEMTERULEOLDICEETH S, HENK computed
tomography (CT) I EILE AN Z FFIRNICTEA U COREBINIR 2 503 2 R
ETHYEBIRY T — T VIEERE L L CREND L JEBRD T —T
IVERRRAE L RS ORBIRIKZE OBWEEE AT 5 2 &R A X ENT TR EN T
L7280 HEREE ANA Y A7 BEFIZBI D EIIROFANTEE LA Hn
HILTWD, EEE, BEROEEE D CKD 3 651 44 (2% L OBk CT M & %
AT L7 E 2 A, 8. 1%ITHEIIRE BERELZRDTET2HERHD S L
L. PEERELLEO CKD B TIRE AN & 2 BlEE (EEAIRIE) 2 RBIET DG
e 5720, HEIR CT MEEEOMITHARIRSNS T (R, 20, F
HRELL E O CKD B IIEBIRE B DO NA Y A7 THDHIZH b 5T, @i
THENIROFEM AT IV TV W E WY BLIRA D 5, HENK magnetic resonance
angiography (MRA) |FiTFBA%E S N2 EBIARO GG T TH 0 | B HRO&E A
BT 5 2 & 70 < 20-30 43 Oftg THRBIR CT M &5 & [F1% O B Rz O
PWREEHTDHZ EARENTNS S (K 2), w2, EEIKMRA I% CKD B2#& T
b LZETHEITT 5 Z LN AR EEIIROFHMFETH D (F 1), LirL, dEE
Ik MRA Z FHVNTHEEEELL F o> CKD F8 3 O Bk 2 FEA L 72 AF9E1T 13 46 DFEHISE
FEFZE DI Th 0 °, PEREELL 0> CKD g O BlRIEZE D FERIZ L < 5o T
WRN, AREFZE T, MEFFINC 2 B OPEEN S EE D CKD BFHE O )
AR MRA 7 — & Z VT, HEEN D BEE O CKD BE OB kA O FEEZ I 5
ML, RIE—DT—BLUOBILA L A —H—Z G TR/ NT A — K —
DIEENIRIRAE~ D B % 2B Effr 2 T2 2 L 2 HN & LT,



3. WA

(1) WFgeT A1

AWFFEIT . —hEEX i S BRI CThH 5, AFRITABERRFHE I W E
Bt X —DMHEEBEITL > TKRBFEATHY, ~V T UFEEICHEN
HmERRANC > TEBENT-, £®TOSMELY, ERICLIRELZEREL
7o, WEZEO—BRE L THi T S A7z elBhlR MRA i 2 W CREEh R4S % G
i L. EEIRA EIRAZ OB 2T LTz, MERAETLIL 2 L AT r—/L,
HDL =2 L A7 v —)b, HPEfENH, HbAle, HEERERIATEME & [estimated
glomerular filtration rate (eGFR) ], RIE~—H— (IL-6) ZHIEL. K
A CIRE A PR E, Mk A L A~—H— (8-0HdG). SHBHIRME S LM
T, SHEREEILE [SHENRE KRNI EE SRR © carotid maximum intima-
media thickness (maximum—IMT)] ZFHfid 5, IL-6 & 8-OHdG IIAMFFEE T
HEL, NN OBREHBIZIAFZHEO—RE L THELZ DAL
oo BTANTHOERET (i, MR, BN, NRZE 2B L7z, &
BRA B L BT DR N T A — X — % BB AT ¢ v 7 AR
Z FHTEHT L T2,

(2) EEIR MRA |2 X 2 sef B IRBEZE O FEA 5 15

EEEIR MRA (X 4 BEOREM R CThH D EWIERE L R I Y=y ZIZT3T A
7 MRI #&& (Ingenia CX: Philips Medical Systems, Amsterdam, The
Netherlands) % MW\ CHpt Sz, SEEIK MRA 113 workstation (Virtual
Place Arata; Aze, Ltd, Tokyo, Japan)|Z CHENT Z4v. #REREE 72 2 4 O
FREFFIERIC Ko TRt S v7e, mBR A2 O BHRE IR 3 IR ¥ L 91T, s
2L, <BOWHEAZ, >50%peA2, F6 L OPAZEIC /T L7 1, 50%LL b o> Bl Rp A2
B uBiRa ERE L ER LY,

(3) BT WA IZ X 2 maximum—IMT O FFAH F7 1%

Maximum-IMT (X HVBER KZHE S Wi EEEE ¥ — OB FHRE=RICTY
=T RGBS 7 v —7 (Aplio TA500; Toshiba, Tokyo, Japan) Z V> TaEf
L7, SHEDUR IMT (ZSEEMIROZEE SIS 1T D NIZE & IR O k8 K OV & 44
BEOREZFRT 2 DOVAT/rma—F 4 UREOEREE LCHIE L (K 4),
Max imum—IMT (XM O SEENR, SR I L N EENRO S0 36 1T 8152
AIREZR I R OSHBER IMNT & EFK L7z (B 4), § T OSHBE) R S A IR R
BE R ERR A AR X 0 ETT STz,



(4) FEREI/NT A —H —DHE

MR A ¥ X ORBREILBRER KRR S We EERE & —IRRAERIC
THIE LTz, eGFR IZFH ABIRFES ) DB SN TV D HEF L © eGFR
(mL/min/1. 73 m®) = 194X age**®"X serum creatinine ™" (& Tl% 0.739
%) "ERWTEM UL, @il EXGHE M E>140 mmHg 35 X OV & 72 13 PE5E S
MAE>90 mmHg F 72 I1XIAEDOEEIEOMEH & &3 L7, FERIFIL HbAlc fE
>6.5%., FIZIXIMBERE FECA AU VRIFIOMH L ER Lz, IREREEX
LDL =t L A7 1 —/L>140mg/dL F 721X HDL =2 L A7 17— 1<40mg/dL F 721X F ik
NENG>150mg/dL & 72 IXBIAEDO IR E R FIOMEH & E% Uiz, @RI MIE iM%
PREZAE>T. Omg/dL F 721X BIAE D JRBEME FIOMEH & EFR LT,

(5) WERHRMT T 15

HEEHAEMT X SPSS 29. 0 (IBM Corp., Armonk, NY, USA) ZH\W\TITo 7z, ML
BT AR S £ 7R E [ prgape ], h 7 2 — BB E S L X
—k Y NCERRLEE, B Y RT ¢ v 7 [BUFSHT &2 AW OEB A B k42 & B
THRFZEZRE L, BHEER VAT 4 v 7 BlRol CHBIIG Bk L FE
RBEN R SN AR ERCCEEER VAT 4 v 7 BlRao 21T -1,
Maximum—IMT O % 7 = U — & B RA B A2 OB E OBI# ML, Fisher O IEffE
BEZ AWTEME L7z, &2 TOMHTIZBW T, p0. 05 2t aEZEH D &
L7,



4. WRIERE - RAF

LEEmpbEH D CKD B D 5 b, LA T ORINFENE L AL - LT E 2 k5
E LT, kGfetli & 72 2 B \CEBEM R A~OS N E2KE L, CE CHE %2 s
L7z,

(BRI )

Lo BSPRIAER (MofBiEtk) CRRRAT R (OIS, O s AR 9
ERaE . TR PAZEMEEIIRIE(L) > DI EIREE A BE o dueE B IR MRA & fE 1T 7
EDEE

2. WEERE/NLEE D CKD B (eGFR60 mL/min/l. 73m> A0i) (ML EHT B .
JEET B E, BBMEE L5 T)

(BRI HE)

1. =2 A — D —HEERE

2. KN&EEAT DA

3. AWFZEICRE N EF O NRWEE



5. fE&

(1) BEE =

114 A DA AAN BTz, SEREROBEENH 5 EE T 6T, W
T ORI K B 7 B ENRIE R A Bt DIER A AT REE LW o Tz, B
BRE (gENT. EERENT. BB 252 T D EEIIW N7, R
ARSC B DA BT L 2 B T O 7= DT AREZRAER] (6 1) ZBRS L. 108
LT R L Lz, BESERAR 2, BE 7o —F v — 2K 51R-7,
724 (67%) ORBFITHEEBRA ERELZRD, 124056, 244 (33%) 0
HERER 2. 354 (49%) 2NOpIiRs v F 77 7 4 — &7 S iic, i)
RER AT SN2 24 D5 B, T4 (29%) 725 90%LL b tsh Rk Ze % 58
D, R AEBNIRIZ AN 2 e T S v Te, ORFIRS T 7T T 4 —E AT S
72354 D55, 1564 (43%) PEMBEMEEZ RS, BilEEmRIELEE T I iz,

(2) EENRA Bz & BE T 5 K+
HAEET AT 4 v 7RGSO SR, body mass index (4w XEt [OR]
1.13, 95%{E4EX [ [CI] 1.01-1.28; p=0.031) , ULHEHIME (OR 1.03, 95%
CI 1.00-1.07; p=0.030) , SGLT2 PHEZEOMEAH (OR 0.27, 95% CI 0.07-
1.00; p=0.029) , HDL = L 25 m—,L (OR 0.97, 95% CI 0.94-0.99;
p=0.015) , HbAlc (OR 2.14, 95% CI 1.11-4.11; p=0.011) , HEREEA 4>
(OR 0.82, 95% CI 0.69-0.98; p=0.018) , JREHHEME (OR 1.94, 95% CI
1.08-3.48; p=0.006) , maximum—IMT (OR 5.34, 95% CI 2.38-11.96;
p<0.001) ANEBEINRE ERE L AEICEET LR F & LTRIES N (R
3), TNHDORFEHANTELLERT AT 4 v 7RSI AT LIZE 2 A,
maximum-IMT (OR 4.44, 95% CI 1.87-10.54; p<0.001) AN L C bl
IRAEEMAE L BET 5 Z LRSI,

(3) Maximum-IMT & SEEWIRA B AeZE O B4

(2) OFHTITEY | maximum—IMT | TEEIIRA ESEAE DS U7 BEK 7 TH 5
ZEDIRENTZTZ, maximum- IMT O EEIRA BERZE O THIFEE & LCoF A
P A et L7, Maximum—IMT OFREE I EEIRA SIS DB & A B 7R B 258
»bi= (p=0.010) (X 6),



6. BE

ARAFFE THe» 1P EEFE) B SO CKD E &2 5t BRI BNIRA B2 DAEFE %
FHE L. & SISEBIRA ERAE L BE T D ERIRAN N T A — X — & fffT LT-, %
DFER, PEENDEED CKD BFEICB W COEBIRA ERAEDOHEE L 67% & &
<. maximum—IMT O AN EBRA BERAEOMN. L7-BEK T THDHZ &, &5
(2 maximum—IMT OFEEE & @A B2 OB IZIEMHE T2 2 L 2B 6T L
Too THUHOFERND, maximum—IMT [Z, HEEFE) 5 EE O CKD B I2B W
T, EBERAERZED TRFRIE L 720 5 5 2 EBRRIEB I LT,

CKD CTIZENIREE(L DO IIES L OERANINE T 5 Z L85 TW5D 2, Al
MTHFZE Clx, BHEEEAME T 21 o CRBIIROBHARTELHZE S BN 5 = &
DRITWD B B CKD BT EBIR CT I/ 1& 5 2 fafT L 72 FEt T,
8% HEENRA EAE (>50%) 2RO LTV D L, BHTE AR CKD BH I
RS 5 2 Wi T U= M at Tk, 40-45%I 2R EhRA B pkAE (>50%) 72338 b T
UND IS RRIFZE T TR EE N B BRSO CKD BRI BT 6T R ENRA Bk
72 (>50%) WO, ZNHOFMFELY . CKD BEFICB T 2B BElkaED
B TE < . SEREZIISEITEAICE LN SN D 2 &R Sz,

Max imum—IMT (XBIARAE L35 K OV A R R O fE S S 7= FFRIE CH 5
117 Maximum—IMT X BB BE IR 5 O 72\ Bl PR IP R IS B W CREBh IR B sk 42 & fH
B4 2 2 LD EHOMFETRENTWS B2 B OMFZE it maximum—IMT
BRI E BRI B 2R W IS B\ R EIIREEZAZ 00 FE 6 L OMEEE & FA
B9 2 Z ERHEINTWD 2 AL CTliE. maximum—IMT (RS RERS & B35
WICBWCHREIIRE EAE & EHEZ R L7, 26085, maximum—IMT
IXEREEREEOAEICE D O TIEBIIREG RO AR THEE CTH D Z &2
RN,

CKD fB3& T, FERIA. miiE, JEEEFEZ & Ol A 720 i &8 i R K+
22Ty BHERAECERIL A b L A 72 & CKD R4 00 1L G R IK 1~ 23 B ki A b
DERSCRIEICE G L TWDH EZEXLNTWD 2, LovL, ABFJE T CKD FF
B OLMIE fERRIR -3 KON B 70 Oifl 4 fERR IR 7 D W00 b 23 i B IR Bk
22 LB A RO o 7o, HAEEMAT ClX, body mass index. IXAEHAMLE .
HDL = L A7 m—/L HbAle, JREHPEER W< OO ERRE T2 B IRA
ez L BE A FRO T ZEEMAT TII I N O OREMEITW TR B IR L
oo ZOHAE LT, ZNHO/BMBEKTFNBAEWVICEELI T BIEH LA Z &
MNEZ BT, EEINRAE IRV EE L 5 2 2 RK I EENSEED
CKD TIZAF T LICRAR D0 b LivZe, CKD BFITHIT D eBfRp%E D fi
BRI OfRIHICIZ S B2 M AMNETH D,



AHFFEDORRS R E LT, HlE OB Th ) BERIRASAL T ANBEL D
AR S D Z b RBRERENHEMRD DO HARANBE TH D RFRFERE
IR MR T T D DITE L WD LW I ERET b D, ARAFZERE R
ZIFET D2, ZAFEEZEOLZ Al SN MLETH D,

fig & LT, W) D EHE D CKD B 128V O BIIRA B RAE OB 1T &
<, maximum-IMT @ A3 efBhRA EILZE DAL L 7= B K Th - 7=,
Maximum—IMT (%, SEEEENSEE D CKD BEIZB W T, WBEIRE EZE0 TH
RIEL 720 92 LB 2Bz,
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8. #* -
%1 CKD stage & EEHIBED Y R 7 B L OEEIREEAR O 7= OB B 2l Fik

BHae ;
ERHTED | EMIKCT | EBIR
CKD stage (eGFR, !
ml/min/1.73m2) | UA7 | DEER | MRA
G1 >90
BE CHL AThE
G2 60~89
G4 15~29 HY | #HIBHY
5E
G5 <15

R DL E o CKD F8% (CKD stage G3-5) (FIEEHIEIEDO Y X7 R”H Y |
SEEIR CT M5 & & O EfT IR S 5

F2 BELER

2B (108 44)
B W5 (year) 72.1 £ 10.1
BE (number, %) 76 (70.4)
Body mass index (kg/m?) 24.0 = 3.8
WA A ME  (mmHg) 130.3 + 13.7
MR (number, %) 72 (66.7)
B RE  (number, %) 47 (43.5)
= Im)E  (number, %) 90 (83.3)
PERIHE (number, %) 42 (38.9)
m RBEIMAE (number, %) 81 (75.0)
FEE R AIE (number, %) 87 (80.6)
EENAREE B OBEE  (number, %) 0 (0.0)
P/ (number, %) 20 (18.5)
AR F F (number, %) 66 (61.1)
EPA #1%] (number, %) 22 (20.4)
JREERE T3 (number, %) 70 (64.8)
DPP4 fHE3E (number, %) 26 (24.1)




SGLT2 PHFHK (number, %) 21 (19.4)
RASRIHEH (number, %) 72 (66.7)
Ca +5H1F (number, %) 66 (61.1)
B HEWTEE  (number, %) 9 (8.3)
FIRE (number, %) 18 (16.7)
T 2R F 8A (number, %) 13 (12.0)
G3a 30 (27.8)
CKD stage G3b 41 (38.0)
(number, %) G4 32 (29.6)
Gb 5 (4.6)
eGFR (mL/min/1.73 m®) 35.7 + 12.8
Creatinine (mg/dL) 1.66 = 0.79
Albumin (g/dL) 4.1 £ 0.4
Hemoglobin (g/dL) 13.0 = 1.9
Sodium (mEq/L) 140.0 £ 2.3
Potassium (mEq/L) 4.5 £ 0.5
Chloride (mEq/L) 105.9 £ 2.7
Total calcium (mg/dL) 9.3 £ 0.5
Phosphate (mg/dL) 3.5 = 0.7
Magnesium (mg/dL) 2.0 £ 0.2
Uric acid (mg/dL) 5.9 = 1.3
HDL = v A7 7 —/L (mg/dL) 55.1 £ 16.2
IDL =z L A7 a—/ (mg/dL) 96.0 £ 30.6

PPERERS  (mg/dL)

112.0 [83.0-144.5]

UEH (@) (mg/dL)

12.5 [7.0-25.0]

EPA/AA Lt

0.27 [0.17-0.49]

HbAlc (%) 6.2 =+ 0.8
C-reactive protein (mg/dL) 0.11 [0.05-0.21]
IL-6 (pg/mL) 3.3 [2.4-5.3]
Ferritin (ng/mL) 72.0 [42.8-114.1]
Transferrin saturation (%) 30.1 = 10.1
HIREEA A (mEq/L) 24.6 £ 2.7
pRE A YRR (g/gCr) 0.35 [0.03-1.24]
JRH 8-0HdG (ng/mgCr) 7.9 £ 3.9
Maximum—IMT (mm) 2.1 = 0.8




3 HEEIRABEREL BES LZRTFOLER VAT 4 v 7 BRI

B HEBOORT (v LEBARAT 4 T
=5 53 A EILGEARTy
F v X P fif 7> Xt P fE
(95%(F X [H]) (95%(= F X [H])

b (year) 1.02 (0.98-1.06) 0.33

B (ves vs. no) 0.52 (0.22-1.23) 0. 14

Body mass index (kg/m?) 1.13 (1.01-1.28) | 0.031% | 1.03 (0.87-1.21) 0.74

I 5 50 1M (mmHg) 1.03 (1.00-1.07) | 0.030% | 1.01 (0.97-1.05) 0. 52

MRJEEE (yes vs. no) 0.74 (0.32-1.70) 0.48

fIIEE (ves vs. no) 1.48 (0.66-3.32) 0.34

ELE (yes vs. no) 1.10 (0.38-3.19) 0. 86

BERIE (ves vs. no) 0.62 (0.26-1.44) 0.26

mRERIAE (yes vs. no) 0.80 (0.32-2.00) 0. 64

JEE R EIE (ves vs. no) 1.00 (0.36-2.75) 1. 00

frifn/ it (ves vs. no) 0.83 (0.29-2.38) 0.72

24 F L (yes vs. no) 0.89 (0.39-2.01) 0.78

EPA #4%] (yes vs. no) 0.70 (0.25-1.98) 0. 49

JREEM: T3 (yes vs. no) 0.79 (0.34-1.80) 0.57

DPP4 PHE#E (yes vs. no) 0.72 (0.27-1.93) 0.51

SGLT2 PHEZE (yes vs. no) 0.27 (0.07-1.00) | 0.029% | 0.76 (0.15-3.86) 0.74

RA RPHEZHE (yves vs. no) 1.06 (0.46-2.48) 0. 89

Ca #EHi#E (ves vs. no) 0.59 (0.26-1.34) 0.21

B JEWTEE (yes vs. no) 0.55 (0.11-2.77) 0. 45

FIREE (yes vs. no) 0.81 (0.26-2.50) 0.71

T Y 2u Rz T A 2.20 (0.66-7.39) 0.21

(yes vs. no)

eGFR (mL/min/1. 73 m?) 0.98 (0.95-1.01) 0.25

Albumin (g/dL) 0.35 (0.11-1.13) 0.07

Hemoglobin (g/dL) 0.99 (0.80-1.23) 0.95

Sodium (mEq/L) 1.06 (0.89-1.26) 0.53

Potassium (mEq/L) 0.89 (0.38-2.11) 0.79

Chloride (mEq/L) 1.13 (0.97-1.32) 0.11

Total calcium (mg/dL) 0.58 (0.25-1.35) 0.20

Phosphate (mg/dL) 0.93 (0.50-1.72) 0. 82




Magnesium (mg/dL) 0.26 (0.05-1.51) 0.13
Uric acid (mg/dL) 1.03 (0. 76-1.40) 0. 86
HDL = L 25 m—/L (mg/dL) | 0.97 (0.94-0.99) | 0.015% | 0.99 (0.96-1.02) 0.56
LDL L ZF m— L (mg/dL) | 0.99 (0.98-1.01) 0.43
HYERERS (mg/dL) 1.00 (0.99-1.01) 0.38
U REH (@) (mg/dL) 1.01 (0.99-1.03) 0. 47
EPA/AA L 1.10 (0.34-3.56) 0.87
HbAle (%) 2.14 (1.11-4.11) | 0.011% | 1.33 (0.64-2.77) 0. 43
C-reactive protein (mg/dL) | 1.60 (0.60-4.26) 0. 29
IL-6 (pg/mL) 1.03 (0.96-1.12) 0.21
Ferritin (ng/mL) 1.00 (0.99-1.01) 0.13
Transferrin saturation (%) | 0.97 (0.94-1.01) 0.21
HEREEA A (mEq/L) 0.82 (0.69-0.98) | 0.018% | 0.89 (0.72-1.09) 0.25
PREAPEE (g/gCr) 1.94 (1.08-3.48) | 0.006% | 1.51 (0.82-2.78) 0.15
JR 1 8-0HdG (ng/mgCr) 1.02 (0.91-1.14) 0.75
Maximum-IMT (mm) 5.34 (2.38-11.96) | <0.001% | 4.44 (1.87-10.54) | <0.001%

s FICAE (p<0. 05)




X 1 CKD iz} 2 BhIREE(L DR FF
L R ——

il 1814 2
Eﬁﬁ BRI RRL R
\Haﬁiﬁﬁ\f \/ J
| mwEe |

v

i BN AR &
(BRIDE . D AATESE)

2 EEIPRMRA DA A —

MRT 251 2 W CEBIIRZ R T 5, BEHSCERAl 2N 25 2 L7, 20-
30 73y TiREEINRDO L (1) Zitd 52 ENFMETH D,



B 3 EBIAR MRA 12 K 5 e BYARIRZE D BRI %2 D B AE BE 474

PAEIEL

<50%3k %=

>50%3k %=

FAZE

B 4 BEWRBEIC L D> HERIEE O

~

B AT 2 R C B2 BE D I I A K (INT) (1) % I
L. &HEV IMT Z maximum—IMT (3) &5 5.



X5 B&F7e—Fv—h

T EIIRMRAZ JEf Tz
TEENSEEOCKDEE
(n=114)

A

TEARIZLSEEET (n=3)
BIEFRICLLEEET (n=3)

RiTimEsE
(n=108)

n=72 (67%

<50% 7 —>
| n=14(13%)

FRAtal
n=22 (20%) S

25-75% 7
| n=10 (42%)
L
n=7 (29%)
M
LB FH57— i
Efafran it £ 5 (43%)
=35 (49% —
il NEEE
n=20 (57%)
BEEHRSLAh-T
=
n=13 (18%)

B 6 Maximum—IMT DR & EBIIRA B I%2 D35 B 0D B

n=53
100
90
B’g 80
i 70
B 60
S
pu 30
R 40
=
30
&R
B 20
10
0

1.1-2.0

n=43 n=10

2.1-3.0 3.1-4.0
Maximum-IMTDF& E (mm)

OMRZEx L

W 2>50% K% @<50% KA

R B
i/

- TEEWEE

(p=0.010)




9. T OML (BAE T DR 30)

ARFFRITIEE T b N 2 SN TR Y . BERNEE CoBEFR N EITH T,
DITFICERSTDOX A NAR—UETEH N LET,

Prevalence of significant coronary artery stenosis and relationship with carotid
maximum intima-media thickness in asymptomatic patients with moderate-to-

severe chronic kidney disease

Keiji Hirai!, Hirofumi Shibata?, Kazuya Shizukuishi’, Masashi Hatori’, Yousuke
Taniguchi3, Yusuke Ugata3, Hiroyuki Jinnouchi?, Kiyonori Ito!, Kenichi Sakakura?,

Susumu Ookawara!, Yoshiyuki Morishita!, Noriko Oyama-Manabe*, Hideo Fujita®.

1. Division of Nephrology, Saitama Medical Center, Jichi Medical University, Saitama,
Japan

2. Saitama Central Clinic

3. Division of Cardiovascular Medicine, Saitama Medical Center, Jichi Medical
University, Saitama, Japan

4. Department of Radiology, Saitama Medical Center, Jichi Medical University,

Saitama, Japan

Running Title: Coronary artery stenosis in CKD stage G3-5

Corresponding author: Keiji Hirai, M.D., Ph.D.,

Division of Nephrology, First Department of Integrated Medicine, Saitama Medical
Center, Jichi Medical University, 1-847 Amanuma-cho, Omiya-ku, Saitama-shi, Saitama-
ken, Japan 330-8503

Tel: +81-48-647-2111

Fax: +81-48-647-6831

E-mail: keijihirai@kfy.biglobe.ne.jp


mailto:keijihirai@kfy.biglobe.ne.jp

