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L JXU®IZ

T, BEIRERICHT SHBEISEEYBERICINA, BREONT—T IR
PTRNANZWREDHRITXD, HREL WEHZRITTERR, REBRN
L LI WEEG WO R U7z TR EE(L L TWAEADFEIEL TH 0,
Hen - ERNCEERMELLTETFSNTWS, —4, BEIREEOBE
BB LU THEETRERZEL TETWSA, glERLILET X MDORET
MBEAL TG HRBTHEREARBRVORERTH 5.

L EBRIREBITXTT 5 R O REBN IR BRARIIAC R BUR 7 > b &5 SEHIEE
2T hABREMNES, BEIRHRE OFEREIIRNIED L ™, £&T
BOWHRRD TRV, 20k, LERHIREBEHFOTREHET D
fERIEERHNILERMICERNH D EE L 5N5,

A, #R4 BRI XD EIRKEBRE 2 B OHREBIIEREBIIBNWT, &
HEREVREO—RERT & OBRENLEAD SN TNDS, FLTHFHORIE
T—H—TH5 S100A12 EHIZEH L. BUREEREFOTRIETIZEA T
IRWInEE 2, AR E T Uz,

SETR A DITI3 5 I-HIFEAS, BRI IZBD 20RO R L BRI S
BRI BED SR ERORER L, BOER LV ERE DFAE TR E
MKTEL 2T 5.



2. BHR

PreoCiE 52D AR € 72 & O p if LR 5B 0 73 RN IR BIR D s R AL 43 B
HTHDEZEASNTWD, EF, EENRKEOIREIEICIIEYRIETINA,
A7 — 7 )& M Wz @B & I {7 B & il (PCI:percutaneous coronary
intervention) WHENLL TETWS (K 1),

B | : HENRERORE (F£K) & AE mfT B (PCI : A1)

Bagieglasty

LU S, RAEERERICBWTIEIREEMRIEOAZITIR I L
EWIGHRIZ PCL 28U 2B ORT, A X2 MRAERIZENRD 5N2h- Tz
LT oENIRE N (2)°
M 2: ZE lBIRERICHT S PCI &P’

A B
1.0+ < 1.0 o
E= L e S -
'__g 5 0.9 .-}:t-:_‘:_“lﬂh ical therapy 0.9+ . M:;;-_;:..M.\P;'
£6 P e E- Medical theragy
FE_ o8- T 2 08 AR
o2 o " z
[ 'E " V'I:,
SEE o4 A
g E
e e =
ZET os- g 0.5+
E q‘ Hazard ratio, 1.05; 95% CI (0.87-1.27); P-062 Hazard ratio, 0.B7; 95% CI {0.65-1.16); P-0.13
0.54 0.5
a ] F 4 &
=T L e e S LI i e i e b o o 0+ T T T T T
0 1 2 3 q Y & 7 ] 1 2 3 L] 5 ] 7
Years Years
Mo, at Risk No. at Risk
Medical therapy 1136 1017 959 334 638 408 192 10 Medical therapy 1138 1073 1029 517 717 468 302 38
PCI 1149 1013 952 @33 837 417 200 35 PCi 114% 1094 1051 %29 733 488 312 44




INSORERID, BIZEIIRIAE Z MRS 2 DA TIHEERKEED T2

DYFITDRNS T, KD HHEOWENEE THD I LAVRS Nz,
T, BIIREGE 2 2 DA EEEROREIEBERENEES L T HmEN
ZER SN TS, £ T, BURMEDOY—H—2HETHI LITLD, HEE
DOEBOTRIEENAREL RS I ENEZ O, A IDEEFRE S N/ZHHRO
Y—H—TdH5SI00EHIZEHL /=

S100 FHIIEE 20 FERA LB T 77 2 U =R NTHB Y., ZNEnH
HI DHEEBVHERINTNDN ", ZOHF T HOLMERIEERBIZEAEG L TW
% SI00A12 BAICHRAIIBEALE (R D).

# 1:S100 EHEORES JUEEERS

S100A1 M RE
S100A2, S100A3, S100A4, EMEE

S100AS, S100A6, S100A10

S100A7, S100A7L1/A15 L) 2
S100A8, S100A9, S100A12 RIETE LR
S100B PREZE

S100A12 ERFHEK/Y 707 7 —2 B XU HERIZ ED B ML ERD 5 58
HENDHI T LEEEBE T, REMKBETERL TSI EHLN
I NTWnD M0, R B EY 22 /K (RAGE:receptor for advanced
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glycation-end products) & #& 5 L\ #z 5 IKIF T d % NF-kB(nuclear factor-kappa
BYOFBI L Z ML T 7. WNEMIET® ICAM(intercellular adhesion
molecule)-1 % VCAM(vascular cell adhesion molecule)-1 DFEHJTHE Z{E L .
AMEROBEECHEEZEMET Z &Ik D, BIREEEEFICEES L TS &
ZZ 5N TNB(E 3),

B 3:5100A12 ZEH D #&H|
R ER
o S100A
Q \ — S100A8/A9  S100ATL1
X - ﬁ‘m:'-—TLR-nt
/}' T S m———m—"1 | m——"m"

N e
S100A12 Wl A &
NF-KB

Caspases y ¢ : " .
J' NF-KB
a8 Lo s
B /Y07y — e e roiferation
Apoptosis A IS —> | 2 matory
Activation of RAGE and TLR-4 by $100 proteins cascade

BIRAEL DT Bk

ICAM-1, VCAM-1¥Ed
!
HIERDOEE - bk
i

e Adherence and  Adherence ‘7“ — . /EJZ > Bgfq_‘_
Smooth-muscle  Foam-cell T-cell aggregation of and entry 7 9 ﬂ:f L‘-—-

migration formation activation platelets of laukocytos




3. ELEER ~ bt MEFEHMIRE S100A12 BH~

BLGERRT T4 THSFERUZE FHMMEREHWT, In vitro THE#
THZEIZXD, SI0ALI2 EHDOEE EHRAL 2.

BERS T 47 £V 20 ol #EARE ML ZFTVy, Mono-Poly resolving medium
2A. 30T - 3500 @iz - 20 4 TiEO L. BB mERE L LR mEkiz s
BEL. BIROET 5 EIREE B LT 1 R B T o T2

R, #EENSHBoNaMROREE EEFIC S100A12 BRI END
CEEMRL. BRRE (K 4) B OB (X 5) iFEnEmy s &%
MR L=, &5, PMA(phorboll2-myristatel3-acetate:107 M) & £
LPS (1ipopolysaccharide:1 ng/ml) OFWMIT LD bo— b EEBL T
SIARR BRI OEANTIET 2 L bMR L (K 6).

B 4: bt b BiEREE EEF O S100A12 BEA R RMK A T3

S100A12 ng/mL

50 950 | -
40 200 |
_ r) | ,f
30 150 .
20 ] ST 100 ]
10 ] I ---- { 50 | I
0 = T T T T 1 0 _&! T T 1 1
0 12 24 3% 48 60 0 12 24 36 48 60
Frfs (hour) BFE (hour)
HEHMmER n=6 £ HIMmER 1n=6

Bz aEimas: 50x10%/oL
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B 5: & b HMERESE BEF O S100A12 BBARABEFEREICHEN

S100A12 ng/mL

95 100 ]
920 .
75
15 ] .‘,.~‘
.-"“ hd | t‘,‘.
]n A ...‘... .‘o."
: - .'.‘ [ 9% . +
."!. ‘.':
0 ". ¥ T - T 1 0 ' T T T T 1
0 m o 30 40 50 0 10 90 30 40 50
HHR 3 (< 10%/mL) #H R E (X 104/nl)
BEZAMmER n=4 ZEEMER n=4

A 2FaN— MR 24 B
B4 6: & b HmEkEERE EF A D S100A12 EEA T PMA B KL TR LPS #IECTHEM

S100A12 ng/mL *.P<0.01 versus control

25 1 10 7

20

15

10 7

Control  PMA LPS . Control  PMA LPS
BEFAmR n=3 LA MR 1=3
A FaN— MR 24 K Mg 50x10%/nL
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4. STt ~S100A12 BHDAY F LI X D8~

RIZHARHRIEERCHBRECERZETOASZFITERL, RIEY
—H—TH5SI00A12 EH 2D S EHMEh 2R LTz,
WNERIIRBBEONE I EESRH 15 4T, SMEEEE. RERESR. B,
CEEMEEBERA Uz, BRI RIVNAZF 21 0 5~10 ng % 4~ 12 AF&ES
L. ZORIE T S100A12 BE B X OEREEE CRP (C-reactive protein) ZHEL 7.
BETRIVEHER 6L 411 48K, BHEOHIQ3%) Tho%. 7 RINAFF
Yid 1 B8 neixs,. THREHEIZ42 ATH o@D,
RUN—AFA VBHOBEER

Fiti CPEFHRERZ) _ 61.4211.4
FiE, n (%) 5 (33)

...... Body mass index (kg/m’) o 23:652:4
T RIWNASF U iGR (mg) 7.9+2.6

e LR AVINA D T BT () =77z A
B L FE, 1 (%) 9 (60)
BRI, n (%) 1(7)
R, n (%) 3 (20)

7 RIVNZA S F 2 OiEER% T, UL (high-density lipoprotein) 3L X510
—NWIREFRDRL -7, 83V AF2—)b, LDL(low-density
lipoprotein) AL A0 — )L BLUOFHEHIZABICETZ23EDAE (FEI) .



£ 3T RMUNAYF BB L 28R R\OFE

Rl el
BalL A5 0—)) (mg/dL) 267.2+18.6 190.8430.8 *
ARG (mg/dL) 211.7+160.4 141.3+108.9 *
HDL IV A50—)) (mg/dL)  60.7+14.4 60.8+13.2
LDL I3V A5 0—)) (mg/dL)  164.2429.6 101.8+29.9 *

LDL: low-density lipoprotein, HDL: high-density lipoprotein, *: p<0.01

XBIET MUNASF S ORI & 0 ERE (R TR EABLERDEH
5775 S100A12 BEIET VSRS T2 ORFbic A EIE F 22D (R 6).

B 6:7 MIVNZ S F LBRRIC & B M OREREE (RP & 100412 OZHL

e CRP _ S100A12
1223. 6+£1032. 3 5. 8+46. 0
ng/mL 1185. 3+1031. 0 ng/mL 41. 1£37. 6
4000 200 1 \
3000 1 150 1
2000 100 1
1000 50 1 ]
O —
o, 0
0 T 0 ) ]
TR EER B Rl EE%
p=0. 76 p<0. 05



L ED#E R L 0 ERIE A~1280) OXFF EERIET O S100A12ERA %
BARITEADEE, S100A12 BEILSEREE (RP £ 0 HASY F ARERIZB T 5181
RIEDECZ BB XIRT 57— — LRV B D A REHAR STz,

b, AFFROHR

SI00A12 ERIZHEREBCEMEBEEORELRLECHET S I ENRESN
TWWBH 9 IBRBRERICBWTIX, JIEE PR —F oy M " RE0%k
EEDMERBIZBWTHIH S100A12 EHO EAMR NS, BRE{CTOR
RGBS L Twad 9, KEIIRE O mE FRH#E T SI00A12 EEFEESHM
LTWd M Eno B ERRINT NS,

ERiCESREERETI > ho—)L &L Tmd S100A12 EEHA LR L
THO EEIRY 5 — BRI X > TEBIRA O SI00A12 ERBREN LRI 5,
BIIREE(LIRA T S100A12 BRHORBESML T2 & T28E "HRDHENT
W3, ZN5OTEMNS S100A12 BERILOLMERBDORIE Y — I —TH S0l HE
BRRENTND,

FTHE, BALRmH o 5100412 ERIBENEEREOREBIZES L,
% B R EBIIRTE BN 1 D) U 2 R B IR B BFOFELME TN hOF
BEHETLOIRTELUTERANE SN ERFNT S EDARMFE L T L7z,

b, MHEEFGE

2002 47 11 A~2010 ¢ 8 AAZEAERBLERENBHI AbL L e &2 E Bk R
BRECTHU, BBIRMTERICRYILZZEEE 652 AeNRE L (FEER
64. 1-=9. 6 &, B/ XZ=033119). SEIERNE, SEBAR, BRE, BH
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T MEAR R, BRI, AERIEMG R BERRA LU (RUFEL bR R
M RUEEERL TRRENL). |

AR T B 21772 D BRI RMEIIRA (BaBiR® U < IRIBER) 24
AUL7z—R (5-6Fr1) 2 SEHIRIMLHEE 10 ml Z WL 7. 2D, 3, 000 rpm, 4C,
15 > TELSEEL 78, -80°CTR7EL /2. # H Enzyme-linked immunosorbent
assay (ELISA) Fw b (Cyclex, Nagano, Japan) Z MW, S100A12 EHREZAl
& U7, S100A12 BRI OEIE FRIZ 78 pg/ml TH Y, SI100A8 % S100A9 /2 ED
find S100 ERTFMRM L7z o7z, EREEE CRP id latex nephelometry iE& W
THIELZZ 9, BRE SBAUE, MERE, DRBTERE, OH7—7
RET—F IR EORRGIKEE 2/t U, S100A12 €8 & OBRRERFL &,
ML - RERERE - FRFEOBHIIENENDIT A BT oz 12,

FRELMEA N MIABBRREREET 5.04%, B FRRITET 2 88k
FHLT i, RO, MY, BIRAETEIR, RMNEIRIDTT R, O
RIFEDEATL BT o b EEHR UK, BE®E. SBiAkIGERL TWDE
FIZHL T, Z2RENSBREOTRIRUEZREL., MBEANEEREL TWDHERIC
WP R 2 T BRI T TFERORREMR L /.

FEHEATIX SPSS vV 7 by =7 (SPSS versionl6. 0, Chicago, IL, USA) &M\
TiT o7z, &K S S100A12 A & OHBIBIR OMRE B KO HEIR 47
B{7ofz. Fiz. S100A12 BAMICL O XRE 4 546012050, Kaplan-Meier 7
IR EINT 4 SMCTEOEERAN L. 351 lox HANT— [T
FNFEHREHNT, BEOFPRICEEESXTWORTERAL .
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1. ®AR

R—=AT71 VHOBEEERER 4 1TRT . LI T =TT K DBRITEE
997 RS (1. b3 WWE/BF) 1T LITia - 7. AEBMRFRIL 286 HWE (28%) .

BT FATEORZSIS 436 JRZE (43. T%) . EDNEEURENL 228 A (22. 9%) . AEE#E
P 33B. 3 THD., 14 WE (N ITBIRT 57 MRETH o, ATk
BEME 945 /R (94. 8%) 20t U THirT L7z, DA, T12 WA (75. 3%) 13 AE
HEAT > b TH D, 233WE Q4. T8) BRERUAT > b2ER L, 30 RER
NIV—= RN DOATR T U, Iy T 4 TN —E2ER LREN | RE
IR, 4 WA MESIGER YR 2ty U, 17 WEICEREE NS
JEGIRRTN 2 HifT L 7=,

APFITB TSI T O S100A12 BEEREOHMERT (W7 . S100A12EH
REEVIESME 11 1 ng/ml, F924E 6. 50 ng/ml TH V. BEHERZA 26. 6 ng/nl.
REERZEIL L 04 ng/nl THolz. WNABITEA SI00A12 ERREZTNETN
0.039 B3LTF498. 4 ng/nl TH o7z, SI00A12 EEHBERIERSMERE RN 0
ele®. MBEBZTRI ERIVEHASHERT T E2MERL. IROM |
i A RR DEZ Wiz,

12



K 4EN—ZA 571 FOEEER

Flfy (FHHREREZ) 64.1£9.6
B n (%) 533 (81.7)
Body mass index (kg/m?) 24.2%0.1
BILE n (%) 481(73.8)
EEREE n (%) 427 (65.5)
¥R n (%) 278 (42.6)
BLEE n (%) 234 (35.9)
e EN IR B SRR (%) 139 (21.3)
=% CRP (ng/mL) 2877277
R IR R (mL/min/1.73m2) 68.1+0.87
IR (%) | 60.740.5
BEIF O 2 n (%) 206 (31.6)
AR

0 FAZE n (%) 1(0.2)

1 B9RZ n (%) 260 (39.9)

2 BRE n (%) 243 (37.3)

3 BIRE n(%) 109 (16.7)

EEHHIFE n (%) 39 (6.0)

CRP: C-reactive protein

13



B 7:A&WFFEICHBT S S100A12 EHRBRE DR

A B w
0w gz
3 400 K
=1 E‘ 100
E 300 m
1] th B0
0 —
E 200 g &0
Lel] =) 40
g E
e oogll =
= z 20
< 0 ol _
° %% TR % N % Ty, %0 P %0 %0t %0 %0, T %0, % %

S100A12 (ng/mL) Log-S100A12

S100A12 EH & B REGRIEERE & OMBERERZRA L2 E 25, BifEk - i/
R - BREEE CRP S A BRIEDOMBEZRL, ARiliEREABRADHBEZRLZ (&
0. Rz, FNS O (BMER - FRifEK - /i - SEGE CRP) 2R E L
T, S100A12 BRI RAR L L TEER T ZIT/R>/c & 25, milkEE (RP (8
=+0. 246, p<0. 001) A3 S100A12 FEAICBEE T 2 ABRIFIETH 5 2 LA SN

I&aie,
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7% 5:S100A12 EEH & SEEKIFE & OHHEIREf%

ERIRIEEE HHESFREX p fE
£ i +0.071 0.072
Body mass index (kg/m’) -0.022 0.570
HIMER (/mm®) +0.148 <0.001
FRILER (x10%/pL) -0.095 0.015
/MR (x10%/pL) +0.084 0.033
ANEFOE S Ale (%) +0.058 0.145
BV A5FO0—)l (mg/dL) +0.020 0.618
FERENG (mg/dL) +0.011 0.786
LDL O L A5 10—)l (mg/dL) +0.027 0.506
HDL J L A5 10—)l (mg/dL) +0.024 0.546
= B CRP (ng/mL, log) +0.248 0.001
HeERERAIEBE (mL/min/1.73m%)  -0.027 0.488
EEHE (%) -0.069 0.080

LDL: low-density lipoprotein, HDL: high-density lipoprotein, CRP: C-reactive

protein
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Rizxt g2z S100A12 ERRBEICKD 4 5025 g 217 o 72 (K 6) .

% 6:S100A12 EHREICK D MRZ 4 hiN

#iPA (ng/mL) V2548 (ng/ml)
Q1 : 0. 00~<3. 38 1. 89+0. 07
Q2 : 3. 38~<6. 50 4. 98+0. 07
Q3 : 6. 50~<11. 41 8. 64+0. 12
Q4:11. 41~498. 4 28. 9x3. 84

WREHF DT LR, 9731639 H (25~2190 H) D &iH i

12 108 44 (16. 69) ICEZLME A X MAFEELZ (ED . 4N OBEE R

=FE S ITRT,

7% 7:S100A12 T H 4 AL O LLE A X > M FRIE

S100A12 [ 4 5347 01 Q2 Q3 Q4
AR EET 20102 4 7 6 12
PoUAEEFE (W T 5 e BRI 17 P 11 13 14 10
PSRBT E: S 1 5 1 5
fze 0 0 3 2
BOEHE AR 1 0 1 0
AR BN AR f £7 P 4 0 1 2
Y 3 A | M 2 . T -
FELMmMEA N F(MACE) 21 27 28 32

MACE: major adverse cardiovascular event
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xE8NR—ZAT1 ED S100A12 EH 4 | BELY =

S100A12 FEH 4 7L 01 Q2 3 04

iy (FEHREERZE) 63398 63.6+9.4 65.588.9  63.9+10.1
(B 129/34 141/22 125/38 138/25
BMI (kg/m®) 24.3+0.3 24.3+0.2 23.8+0.2  24.3x0.3
ML, n (%) 115 (71%) 126 (77%) 126 (83%) 120 (74%)
Be'E FHE, n (%) 112 (69%) 105 (64%) 98 (60%) 112 (69%)
BRI, n (%) 59 36%) 70 (43%) 71 (44%) 78 (48%)
BEF, n (%) 108 (66%) 122 (75%) 108 (66%) 125 (77%)
FKIEHE, n (%) 32 (20%) 39 (24%) 31 (19%) 37 (23%)
HIfER (/mm?) 6223+1202  6644+1375  6465:122  7022+1427%
FRIMER (x10%/uL) 435+5 43145 42345 429+47
ifit /R (x10*/uL) 21.4+0.5 23.7+0.5 222405  24.5:0.8§
ANEFOE Y Ale (%)  5.97+0.10  6.21+0.11  6.05£0.08 6.22:+0.10
RS (mg/dL) 148+7.0 154+6.8 146£6.1  169+8.4
LDL-chol (mg/dL) 110+£2.6 109+2.7 112+2.6  110£1.3
HDL-chol (mg/dL) 48+1.1 47+1.0 48+1.1 48+1.1
=% CRP (ng/mL) 13144248  2036+475 34224720 4735+618+
eGFR (mL/min/1.73m%) 67.5+1.6 69.3+1.5 69.4+1.8  66.2+2.0
EERHE (%) 62.0£0.98  61.7+0.95  60.0+1.05 59.1+1.14*
S100A12 (ng/mL) 1.89+0.07  4.98+0.07  8.64+0.12 28.9+3.841

BMI: body mass index, LDL-chol: low-density lipoprotein cholesterol, HDL-chol:

high-density lipoprotein cholesterol, CRP: C-reactive protein, eGFR: estimated

glomerular filtration rate, *: p<0.05, § p<0.01, +p<0.001
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S100A12 BEHIBEIZL D 4 401240 ) Kaplan-Meier H—T @i zfr->7c & Z
%, S100A12 s 47 (Q4) THRICFELME 1 N> FORERNZGNT &N
RE Nz (4 8A: log-rank test, p=0.026). — /4. mEEE CRP THHRZ 4 4L
SV TERETTIIEELME A R M RARICHFENAREER G NN
(B 8B:p=0. 074) .

E] 8:Kaplan-Meier Curve f#4fT (MACE)

A S100A12

_ 100

= x?=9.28, p=0.026

> 9%

T 80 [

Ko

[=]

=

o 70

©

>

S 6o

=

m 50 - 1 1 1 1 1 1
Number at risk 0 1 2 3 4 5 6

Q1 163 130 113 85 64 30 8

Q2 163 127 96 67 44 32 15

Q3 163 127 93 55 30 22 11

Q4 163 112 73 37 20 14 8 o Q1

years —_— Q2

B hs-CRP = gi

£ 100

ol %?=6.92, p=0.074

= 90

2

)]

S 8o

S

n -

a 70 - N

2

S 60 f ==

7]

50 ]l 1 1 1 1 1 1

Number at risk 0 1 2 3 4 S 6

Q1 163 122 92 64 44 33 17

Q2 163 126 97 57 43 22 10

Q3 163 124 98 74 49 3" 8

Q4 163 124 88 49 22 12 7

years

18



Eir, FELIMEA XY MEIZEDANY MREEZE 4 HETRELEES
%, W TRLAEBIUMEREENARICENWI EREIN (EhEn

p=0. 043, p=0.044:49).
9: Kaplan-Meier Curve &t (-f X2 MMg)

DAZ AR z= A

~ 100 100
=]
= L LI Q1 g Q1Q2
2
s 95| | o2| %[
3 - Q3
2 =
2 g9 Q3] g9
g Q4
2 o4
- ul 1 1 1 1 1 1 [ 1 1 1 1 1 1
] 85 85

0 1 2 3 4 5 6 0 1 2 3 4 5 6

years - years
Log-rank test x°=8.17, p=0.043 Log-rank test x*=8.13, p=0.044

& i DIME A X MIRIE DML U 2 fERET 2 a9 572012, Cox HpilN
Y— RETIVIRIT (B LB 217072, £9. 7))V | &L THRMZEG
BrRT2aRE L. File - 1 - mILE - BEEREEE - BERSE - B - E B IR R
FKIEHE - Body mass index BLINS100A12 BEHZHHELE L L. EFIV 2 TR
) | CHEBREREDOTFRICEG T 2RFTH S, HEERERKIERE - &k
BE CRP - E 5B 2R - BRIA B OO AR - AR RE - FHIE A T > b &R
PCL ONIL—=2 IRl - 77 L7 b2 — < ek MA T 2 b) ZRiHEEE L TNA
Jzo BTV 3 TRETIV 2 THMULEME - BEEEFE - BERE - BN
DY IZFENETNIGHEI A - PERER - LDL 2L AFo—)L - L aL A5 0—
- NEZDOEZ Ale - Brinkman index 72 & DA AR E L THEMA
U. &t o7,
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fER, BTV LIZBWTIEHEIME - BRFEB I S100A12 ZEA, EF)V 21
BWTIFEMIE - HEE R E - LERTERB LU SI00A12ER, £V 3
WZBWTIRIGEIME, HbAle, HERDRERMRIEE S, FAEBRKHZES I S100A12
EHVERDDNEA N MREOFRIRTF E U THE S, S100A12 EHEW
THOETIIZBWTHOME L N MRIEE FRIT DM U ZEBRKRTF & L

TRIEEN"E (FE9.

# 9:Cox WWHINY — RETIVIENT (LEEMT)

B N — B EE(95%18 #E X i) p fE
ETI)I1
& I 2.66 (1.49-4.75) 0.001
¥ RIw 1.52 (1.04-2.22) 0.031
...... S100A12 ZEH (log)........................ 1.80.(1.17-2.76)  ........0.007
EFN2
5 IfiL 2.56 (1.43-4.59) 0.002
eGFR (mL/min/1.73m?) 0.99 (0.98-1.00) 0.004
EZERHE (%) 0.97 (0.96-0.98) <0.001
...... SI00A12 EH (o). 1:59.(105-2,42) 0030
E7 )3
e 300 i FE 1.01(1.00-1.02) 0.004
ANETOEY Ale(%) 1.19 (1.05-1.35) 0.009
eGFR (mL/min/1.73m’) 0.99 (0.98-1.00) 0.005
EERHE (%) 0.97 (0.96-0.99) <0.001
S100A12 ZEH (log) 1.64 (1.06-2.53) 0.025

eGFR: estimated glomerular filtration rate
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