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Alb (g/dL)

T-Bil (mg/dL) 1.1
AST @au/L) 60.9
ALT auw) 42.9
v-GTP (au/L) 323
M/MR# (x104/mL) 12.7
JakarEVERE (% 83.2

HEZES6FE(% 71%

1.2

1.1

86.4
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EAEFBRFMERMEE FRERRBESIRIFEFE
FET NV T — WALRERGPERTR B DR IRAREA & 2WHE, TRRRIEDBRRICE T 255
ST FEREE

FET NV — VTR R A L BB RR
FET Va3 — NIRRT RIC I T 2 SR BER G T DR BARNT

MFESHEE : REE— FEENIERKY - HLBAE - 3R

WREE : (1) FET A a—NHAERHERTESR & BB - E7 Vv a— ik
fERHPERFZE B (NAFLD: non-alcoholic fatty liver disease) & 1844 B g%

(chronic kidney disease: CKD) [33tif L7-J/RiE2 EM L 45, T72bbil
FEOLERF, B, BE, SEMEREDEFEEEREZZRITEHL.
AR ARFERBEA P VR ERIERA =X L LTS, NAFLD B3F 174
4 24 4 (14%) (2 CKD 238 0f L, £ DfERIE T body mass index (BMI)
miE. ®mILER X OFET Vv a— HEAEREFS. (NASH : non-alcoholic
steatohepatitis) Toh >7-, CKD O&HfiL. non-NASH NAFLD £# T
824H 54 (6%) THo=DIZH~T, NASH BAEFTIZ 924 H 194 (21%)
L HEICNASH THETH o7, AiFFE T NASH £F 2B\ T CKD &6f0
BEREWZ ERIXLDTHLNIZ -T2,

(2) FETNa—NERERHERTE BRI I T 2 SRS EEm T D FRIRAT :
FRCERRETET D LBRIEA F LR ZHEGE L, NASH/NAFLD D& % B3
%o EDFFEF LN 7201, 5 74 4 O NAFLD 2% (non-NASH
33 4 & NASH41 4) OFFARMRRIZIT 28R HEEHE 3 BIE T mRNA &
% real-time RT-PCR {:T/EE L 72, non-NASH (Ztt~_T NASH 0728, i
fig COSEMEIEE T, transferrin receptor 1 DF I A E < . hepcidin DF
BIED> o 72, NASH TIESRERIC U TRIERIZE LT % X & transferrin
receptor 1 & hepcidin OFBSENIEE STV D ATREMEIRIR X7z,

A. BIZEERY IFEFEEER. HOWVIIAZRY v
(1) ZET v —NVAERRRAHERT R A & 18 7 JEMRFE DTN T ORI L 2

PRI : FET V= — VAERR R MERT
% B (NAFLD: non-alcoholic fatty
liver disease) D% < ITHERIF. B
. mARME s & AESERE S &
WZRIET D, 535 L. NAFLD

-102 -

%, FEE. NAFLD i3 MEREBD
falR+Th B,

1B MR SR (chronic kidney disease:
CKD) IREIENR (FEH) OER
R+ THHOHRRLT, DfERE



O L7 fElREF & L THEER

BRTHB, CKD biEME, ¥ERR

FERICEETDHZENEN, £,

NAFLD & CKD i34tz B X kL

ARA VA AARGIEERRIEA I =

AhET5, (K1)

ZD X 5iZ, NAFLD & CKD (33
BLICREZER LT EBAEENS
A5, T OB & {72 R R,
i, WA HO2 BFERBFHREICE
VT NAFLD % CKD O3hsr L 7= fakk
[AFTdD (Targher et al. Am Soc
Nephrology 2008: Targher et al.
Diabetologia 2008) . @#EEFHIZE
VT NAFLD i3 CKD OB L 7= fEkk
A+ TCd 5 (Changet al. Metabolism
2008), ¢#HEINE, LarL, £1
O OMETIIFERVBEITEINTES
7. NAFLD ® 5 &, &7 Th b3
T v a—AEREIERF R (NASH;
non-alcoholic steatohepatitis) 72D 7)>
HEHIEAEGAT (simple steatosis, AT
TlX non-NASH NAFLD & #7571 %)
ROPAATH D, £z, AARAICD
WT DT —Z IR0,

Z ZTAFETIE, BRAD
NAFLD B3 CHAERE T L,
NASH F 73BT O EZ
a3 >N T SE B & X512 CKD D&
BEZF, I6IZCKD #2805
fERRR F 2 fET L T=,

(2) FETa—NAEREERFRRIC
BT 2 SR B EE S T DRI -

e ERETH LA ML 2%
## L, NAFLD, 72/, T% NASH @

HREROERICEASET S, LaL,
NASH/NAFLD THIZENER TS
BEFEEXAALZEDRZ W, £2T
NASH/NAFLD 25317 A 8k F DRkE
BLUOZEOEFEHLNTT S0,
BEOICEBT 2 SMNHEEEET O
FELEARAT LT,

B. BFREFE

Tk 20 £ - IET L a— VAR RERAE
PERIZ BT 2 KRB EBETO
FEBUEAT -

&t 74 4 ® NAFLD B3 (non-NASH
NAFLD &3 33 4 & NASH &34 41
4) DIFERRFERR) S RNA 2 L,
BOAFMIA~DIRY IARIZEAET 5
transferrin receptor Bz ¥ (TfR1 &
TfR2). ¥ X UFFHIRED O HW X T
+ 256150 b OO - IHEIT 5
hepcidin BT+ DFt 3 BT D
mRNA &% real-time RT-PCR £ TE

L7,

TRK 21, 22 5 : ET AV —NLHEEE

PR 28 & 1B P s

ERSLER R FEATBIRIE & TR
RIRBE CHAMRZ T L7 NAFLD &
F1T4 8558 E L, EmoPRIE

(HEFH) 1254 (18-78). BHE 102
4 (59%), BMI oFR{E (#H) X
26.2 (18.6-43.4), fCim (BMI=25)
% 61%., FERFZ 31%., mAEMAE%
48%, EIMES 34%ICB0F LTz,

B, AWFERT (v N4 L B
TRENTR I B3 5 e BRee ) (AL 1
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6 G AN Y - EATEAE - RIBE
EERETRE 1R, EEWEICETS
BB (CEK 1 9ETHRFE - B
EFBEETE LS. BRI
T AR (ERk 2 O FEEA S BA
ETREA4155) wEFLTHTLE,
Ee. AMEREIEBALER KT L
MNRBFRREOMEBEZRASTERINT
W3, £ 74+ —hLFKartr M

+HBELTCRBEOREZXETH T,

BEANBREEDCT- DY I LVOELL
2T, YN T — 2 EBEILE
B, ‘

C. WrEEmE
SERR 20 £ - JET NV a— VAR
FEREABRIZERT % SAHEEEET O
FREMRAT

FFCco8DEHEIX non"NASH |2kt
~_XTNASH TEETH- 7,

transferrin receptor 1 MFH I
non-NASH (Zth~T NASH T&E<.
#1Z transferrin receptor 2 O3 ik
non-NASH (Ztt~T NASH T2 -
77 BT HRHE L O stage DEETTIZMES T,
transferrin receptor 1 DR EH X L H
L. #{Z transferrin receptor 2 DFH
HE T S EmCH 7,

hepcidin % HIT non-NASH 2tk
AT NASH TEbolz, B
stage DHEITIZHE - T hepeidin DI E,
KT 2EmICh o7, T, 8o
EFE 2T 5 hepcidin DIGE & & D
FEEE & LT, hepcidin mRNA/ferritin
¥ 7213 hepcidin mRNA /hepatic iron
score ZEHHEIL7=, Th b ok

non-NASH [ZH~T NASH Ti&hx»
77

TRk 21, 22 %  ET A2 — ViR
BEYERT % B L 18 M IR :

%5 LT~ NAFLD & 17440 5
B, FFAERBEZE T 924 (53%) 2
NASH, %9 D 824 (47%) M
non-NASH NAFLD (EEiMEAERGAT)
Too7-, NASH BFE 1L non-NASH
NAFLD BFIZHRTEER T, Lk
%< . BMI " BE T, &IMEDOEJH
%holz, (R1)

CKD DZEEX B ABRBFED
TR ST, & 3 [REGME,
¥ 7213 eGFR < 60 mL/min/1.73 m?2
B3WALLERRTHZ &, & LT

4 NAFLD £3#\23817 % eGFR 0
HRfE (#iFH) X 82.3 (46.5-161.8) T,
BT RE 10%IZRD T,

NAFLD #3174 &4 24 & (14%)
iz CKD & #F L7z, CKD ORHIL,
Wil 1 (eGFR=90) 2N 74, 2

(eGFR = 60-89) 3 9 4 . /% # 3(eGFR
=30-59) 84 T, 4 (eGFR=
15-29) BLUYEH 5 (eGFR <15) I
0&ThHoilz, (F1)

CKD D& 1%, non-NASH NAFLD
BETISRAT 54 (6%) Thol-
DIZEERT, NASH BE Tl 92 49
194 (21%) LHFEIC NASH THE=E
Tholz, (F1)

NAFLD B#F 2B\ T CKD AftL
AEICEET DaRA T3, BEEMR
H¥rCid, NASH (P=0.007). BMI &
& (P=0.003), ®ME (P=0.00)T
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bholz (R2), ZEREMTTIIRME
DN LTfERRFTh o7z (K 3),

D. Z%
(1) TN a—NHRERHERTERE &

18 1 BRI -

SENIUH T, FER TREZHIC
eERZ W L1577~ HA AN NAFLD BE1C
Bit D CKD A HFDEREIEA 5T A
-7z, CKD i, non-NASH NAFLD
BEIDVLNAFLD AE TV <R
o,

CKD iXKMBR»H (B 0B b
TLMERBOBEKREFTHY, CKD
DERRFEREONITAZLIIEE
ThHd, —HIZ CKD OfikE+ &
LTRIE., #RE. SR ENmH
T3, 4|, NAFLD &2k}
BIERIAF & L NASH, BMI &1E,
B&IE % FE Lz, '

NASH 78 CKD ZERIZAHFT 28
FFIITRHATH 5, AUFFIIHERHIZE T
57, NASH & CKD FRIEDK F
BARIC DWW TITIBETE RV, AR
& LT, NASH 73 A > R U ViEHiHE%
WEIED, EEREMTA MLV
RBILA ML RAEZERTHIET
CKD ORIEZFRET S Z LITHES
b,

A%, ORI i3, NASH -
NAFLD #B#(z317 % CKD REDH
ELERAFEZRHOLNNCTS, @
NASH 7 CKD FIE # {5 5 45 T4
FEHRTHIMLERD D, M,
@CKD £#&IZR!T 5 NASH - NALFD
WZOWTOMALEETH D,

(2) FET N a—NEREMERFRAIC

BT 2 SR E RS T O RBAFN -
JRZBEPERT D L. T2 RE

T 570z, gL transferrin
receptor 1 MFHE LT S & THHM
~OFOR Y AR EZIHE L. —F
hepcidin DEHZ LEI® T2
W26 OBKOWIRZMEITH, LEZ
bhTWa, FFTOBHOERIT
non-NASH (Zkb_T NASH TEE T
Hol-DT, %%, NASH TiZ
transferrin receptor 1 M FEERIMEE .,
— 7 hepcidin OFEBENEHEE FHEX
iz, LaL, SEOEGFHIMEN
DOFE R T, transferrin receptor 1
DOFE BT non-NASH 2 kt~T NASH
T& < . hepcidin ® % 1T non-NASH
\ZHET NASH TIED o 72, 2B D
RN B, NASH 2B W TIXSERIC
JRET DB EE STV 5 ATREM
DR S 472,

S, ZFUNTHORB L)L, S
DIZIEEERTEE D D WVIIHREL ~ L%
HETHZENREETH S,

E. &

(1) AR CREZEMICHEREDZR L
7= HAN NAFLD B&iZH17 5 CKD
\ZDOWTHFFE L=, NASH Tit 21% &
BERIZ CKD 2 &0F L7z, CKD 5o
fElRE 725 NASH, BMI &fE, =i
JETHDHZ EAVHEA LT,

(2)FFCOFDEFEIT non-NASH 2
t~_T NASH THE CTh o7, NASH
TIISERICAT L TREMICERTS
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72 1. Patient characteristics

Cheracteristic Totel (n = 174) NASH (7 =9) o NASH(i=82) P
Az®) 54(18789) & (Q478) 49(1879) <0001
Sex 0.009
Mele 102(59%) 45(49% 57 (70%

Ferrale T@41%) 47(51% 25 (30%
BM (kg/urd) 262(186434) 26.5(19.1-39.4) 252 (18643.4) 0®
Obesity 106(61%) 61 (6% 45(55%) 0.6
Diabetes 3(31%) 3B(36% 20 (24%) 0.14
Dyslipiderria 84(48%) 44(48% 40(49%) 100
Hypertersion 59(34%) 39 (42% 20 (24% 0w
Platelet court (<10%.L) 218(46373) 189(4.635.1) 242(123373) <0001
AST(IUL) 49(10447) 61 (10447) 39(16-151) <0001
ALT(IUL) T7(12:358) 0 (16316) 75 (12-358) 014
+GIP (IUL) 73(19-1681) 76.(19-1681) 6 (19-568) 059
Albuin (g/dL) 46(2955) 45(29:52) 48(4055) <0001
Fasting glucose (mg/dL) 102 (65452) 103 (65452) 9(76333) 017
Total cholesterol (ng/dL) 20 (52349) 192(52:289) 217 (99:344) 0,003
HDL cholesterol (mg/dL) 47(251) 46(25-9) 49(3577) 012
Trighyceride (mg/dL) 136 (35-1454) 131 (42-1454) 139(35410) 056
GR (il /min/1. 73 1) 83 (46.5-161.8) 8.1(465161.8) 8.7(5381379) 018
Proteinuria 17(10%) 12(13%) 56% 0.14
XD 2A4(14% 19(21%) 56% 0,007

Stage 007

1 7(4% 6(7% 1(1%)

2 9(5% 5(5% 4(5%

3 8(5%) 8(9% 0(%)

4 0(0% 0(0%) 0(0%)

5 0(0%) 0(0%) 0(0%)
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722. Univariate analysis of factors associated with CKD in NAFLD patients

Factor No (KD (n = 150) KD (1 =24) P

Az () 55(18-78) 54(31-78) 0.19
Male 89(59%) 13 (54%) 0.66
BM (kg/nt) 25.6(18.643.4) 283(21.1-35.1) 0.003
Diabetes 42 (28%) 11 (46%) 0.10
Dyslipidemia 72.(48%) 12(50%) 1.00
Hypertension 43 (29%) 16 (67%) 0.001
AST(IUL) 50(10:210) 45(21-447) 0.82
ALT (IUL) 78 (12-358) 65 (18-254) 045
¥-GIP (IUL) 77 (19-568) 72(29-1681) 0.87
NASH 73 (49%) 19 (79%) 0.007

Values are nmedian (range) or nurbers (%o). Where no other unit is specified, values refer to nurrbers of
patients.

< 3. Multivariate analysis of factors independently associated with CKD in NAFLD patients

Factor Odds ratio 95% confidence interval P
BMI (kg/m’) 1.09 0.98-1.21 0.11
Hypertension 3.90 1.42 -10.71 0.008
NASH 2.46 0.82-7.42 0.11

Data are from a total of 174 patients.
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