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ERBBINAE X, WEMREBEE, x5 R) v 2P v R
O — A% %4 L TEEERRE (CKD), LIERE
(CVD) ICHH#E§ 2 Lz 5Nb, EIREEIAEIZ CKD
DOFRIELHELTBY, F7CKD EZHIIBVWTEIKR
R IE VR R st & B L T\ B, SRR T
BFREE RGN AR TH S L ST 5, MEENT
BEOERIBRIMGE B U TiE, GRS
D—DOTHbHEDUEEFH->TVWDHI LN, FH U
F A& Yy — CRHERIC X B R R IE A5 LT
RIBMEAK T 2 MRS 5 X0, ZOHBILERICE AW
B EOUHEZ ME L CHAT A LICR 5.

LIS

RIBOKRE DA DPRE S D Z &b, Rk
PEMEAME T 3 2 18P (CKD) C ik mi IR R I e
BRDODOLNLZ DLW, THEFTCKDIZALNS
PRI MLE (B RRAR T ORERPEIACT) (1 2HE - T
BT 2K DO TREOWKEIANETHL L HE
ALNTE LA LREDOWIZERGED S, ERERIM
SEIL A O EBEHRETH 2130 ) TlE %<, \MESR
CKD, .LIEHE (CVD) EHWEIHMRT LI LA
bhroTETNS,

KA TIERRIBRIMIE & CKD OB %2 i IZEL L,

F 72 MAENT L O FRRIMLGE O BRI DT b FEb
T 5.

1 EREMEE & CKD & DRYE

1-1 BHHE

Iseki 5IEHARAND IR — MIFZEIZB VT, IMFER
Bl & BRI T~ (2 L 7= il
DOLFR) BABICHEELTBYY, FkticBwT
FRERIAE (6.0 mg/dL DL E) I3 RMEAREREOE
BT THHIEERLTWAEY, X5 Iseki 51X
— R Z 2 10 SE M OBIERER D 5, MiERE
fEDZALEIE eGFR OZ L LM L TWwWb 2 L %
RL, GFR OiEFFICIIRBROIEFALDVEETH A &
s LT AY, Kamei 513, 2008 4F & 2010 4F (2 4%
EWBEZ T2 HARN 165,847 N (29~74 1%, B 40
%, 16 #BEHFEASDF—%) ZH D5,
IEFHIPHN T OB IRIEAE 1525 eGFR AL M ICA RIS
ML TWAB I EZRLTWVADY,

—F, ERBRINE L FRE L DOEEZ RS &, IgA
BHEWCE LT, FE O I EIRERINAE (i bR B4 7.0
mg/dL DL |) 2% IgA BHE DB HRBEF#£ICB§ % fa bR
WTFThHsrEHELTEDY, X512 Syrjanen 5 i,
Ve VR R G IR & R MR A (I PR A 5k >
7.6 mg/dL, ZM>55mg/dL) (& [gA B i #E 4T O fi
KT CThHBHELTWDY, FBRHICEL T,
Ficociello 5 1%, 355 AT VT I VIRDH % 1 TRk
PRIGEE & A~6 AEBIZE L, MR EEAE 3 ] GFR
ETFEABICHET L EMELTVS (OR1.4; 95%
CL,1.1,1.8)"., ¥ 72, Cosmo 5 1%, BREZAD TV
20,142 N> 2 RUPEIR G EH % 4 EIBIEE L, BE O
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%

Study RR (95% CI) Weight
Mean age < 60 years :
Domrongkitc (2005) I — 1.19 (1.03, 1.38) 5.19
Obermayr (2008) - 1.30 (1.26, 1.34) 9.58
Chien (2010) — 1.18 (1.07, 1.31) 6.92
Bellomo (2010) ; 1.61 (1.00, 2,60) 0.91
Wang [M] (2011) —_— 1.19 (1.01, 1.40) 4.75
Wang [W] (2011) . 1.16 (0.95, 1.42) 3.56
Sonoda (2011) —— 1.15 (1.06, 1.25) 7.71
Kawashima [M] (2011) | —— 1.43 (1.28, 1.59) 6.62
Yamada [M] (2011) | —— 1.42 (1.28, 1.58) 6.75
Yamada [W] (2011) —_— 1.32 (1.12, 1.56) 4.57
Ben-dov [M] (2011) e — 1.20 (0.97, 1.48) 3.49
Ben-dov [W] (2011) : 1.51 (1.03, 2.21) 1.37
Mok [M] (2012) — 1.24 (1.13,1.36) 7.22
Mok [W] (2012) — 1.13 (1.01, 1.27) 6.33
Zhang (2012) — 1.24 (1.08, 1.43) 5.40
Ryoo [M] (2013) : 1.39 (1.12,1.72) 3.35
Subtotal (I-squared=46.4%, p=0.022) ¢ 1.26 (1.21, 1.31) 83.73

|

|
Mean age > 60 years !
Chonchol (2007) —_ 1.00 (0.88, 1.13) 6.01
Yen (2009) — 1.00 (0.85, 1.18) 4.62
Sedaghat (2013) — 1.12 (0.98, 1.28) 5.64
Subtotal (I-squared=0.0%, p=0.409) < | 1.04 (0.96, 1.13) 16.27

|
Overall (I-squared=65.9%, p=0.000) <I> 1.22 (1.16, 1.28) 100.00

|

I ' I I I
5 1 15 2 25

RR per 1 mg/dl higher in SUA levels

1 IERBRMEE CKD RIEICEAT A2 X 27 R
RR : A fElRRE, SUA : IMiEREE

(k10 X v 51H)

JRIBIMAE (X CKD FHED ) A7 TH A & i L Tw
59 BRALIEIZ DWW TIE, Momoki & 13 A M T
TE B DD B AL B 45 ANCBWT, EIRE
IMiE (% JREEME 8.0 mg/dL L E) A XV b (50
% LI F® eGFRILF % 7213 ESRD) @ B3 % #at L,
1 PR R MLAE (X B R LAE OB PR O PN FTh % L it
HLTWABY,

F AR 912, Zhu 513, MiEREEME & CKD
DEFEIZOVTHRFT L2150 aFx— M R
99,205 N\) #HW/=XZT7F Y Y RZBWT, MiER
18 1 mg/dL @ F 5 1% CKD @5 4E % 1.22 1% L7 &
LT ERMEL TS, S SICMEREEME L CKD
DFERENZ DV T 60 ARG CTIRA R RS A SN
7oA, 60 UL ECIEBE A R SNk o 7o LS L
-(1/\510)'

L7=055 T, —EMB L OFMHEBIZBNTY,
FRERIMIE (X CKD OFE - R EHE L Tnw5b &%
Ao,

1-2 BREBMAEREICK 2 BRBERIF (FAHRE)

(1) EIRERIMAE 15 & B 5

Goicoechea & (X, CKD &% (CKD A 75— ¥ G3)
W7 a7/ —)v 100 mg/ H O et iH# & 17\ 24
A ABEL, BEREEROWIE (F2) L.O0MmiEY) A
7, BIXUOARY A7 ORE LSO LzEHELT
WaW X512 Goicoechea H1X, ZDHWf%ExX b 9 54F
ke L 72 BRIRRER DGR D, 707 ) ) — s
Mixary P o— VI L TREEA XY b (ETE
A, CrofEh, eGFR ® 50% LK) oA & 24K
Tz#RD (K3), 797 7 —=VvoEHG#EIZ CKD
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I 7% PR ER &

(mg/dL)
8 —

5 T T T T
0 6 12 24 (R)

—|— 707U/ —IVE (n=57)

eGFR

(mL/min/1.73 m?)

50

45 —

40 —

35 —

30 l l l l

—A- BEIGER (n=56)

2 MERERMEET & CKD ERMH
(SCHK 11 X D FEIX)

1.0 RHEEBIANCH (%)

0.8

0.6

(&M, Crf&hn, eGFR50% M EET)

HR, 0.32 (0.15-0.69); P=0.004

|
48 60 72 84 (B)

M3 7O7Y/ —JLia#EE CKD ER
(k12 X v 51H)

OMERRIPFIL, LME) 227 AT 5 EHELT
\/\Z)IZ),

Whelton 513, HHFH v F o+ 5 —YHER
THbH77F VA5 v MEFORMEREICKIZT
BIEEREL, 72 7F VA5 v MERICX BIRBI
TRIEDEOIT EFREREOBAL IR S, FEE
PRV LRELTHILRRLTVEY, oz hs
O BAEAD S ML IR EEME 1 mg/dL DX F 1& eGFR 1 mL/
min OWHITHYL T 5 LHEE L TWwb, 72 Shibaga-
ki 1%, CKD A7 —3 G3b~5 D EH 70 ANxf LT

TrTF¥FVAYy b 24 @G L&A, CKD
27—V G DEZIIBVTTITFVAY v MR
G2 X 1) eGFR O3 % 78, LG IR R H O 34 1%
eGFR OFEFFICBIE L Tz LT bW,

Hosoya 5 1%, FEEELEL CKD X7 —3Y G3 D
BEEWNRIC, BRI F o+ F Yy —PRHEET
HHIEOFVRAF Y 160mg B (62 ) L3> b
o— Vit (61 N) &2 BICbYEKETET 5
2MEHBGABR A AT - 72458, PO ®R Y A8 v M
THIRBAE % 45% KT L7275, eGFRICIZHELZL%E
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Difference of SUA __Events/Patients

Study (Year) Decline* (mg/dl)  Treatment Control Relative risk (95% CI)
T

Siu, YP (2006) 4.03 1/25 1/26 : 1.04 (0.07, 15.74)
|

Liu, J (2007) 4.01 0/24 2/23 - : 0.19 (0.01, 3.80)
|
|

Lei, J (2009) 243 3/29 15/28 ® : 0.19 (0.06, 0.60)
|

Deng, YH (2010) 275 8/29 18/32 R E— 0.49 (0.25, 0.95)
i

Shen, H (2010) 243 0/25 2/26 ® ; 0.21 (0.01, 4.12)
|

Shi, YJ (2011) 1.80 1/21 0/19 : o 273 (0.12, 63.19)
|

Tan, Y (2011) 3.41 16/72 36/68 —_— 0.42 (0.26, 0.68)
1

Goicoechea (2015) 1.90 9/57 24/56 —_— 0.37 (0.19,0.72)
|

Sircar, D (2015) 3.40 6/45 4/48 : g 1.60 (0.48, 5.30)
|

Kao, MP (2011) 3.37 0/27 0/26 ! (Excluded)

ESRD or 25% or 50% decline in eGFR or Scr doubling :

Overall (P=12.5%), N*=10 44/354 102/352 <> 0.45 (0.31, 0.64)

ESRD !

Overall (P=0.0%), N=10 24/354  42/352 <> 059 (0.37, 0.96)

Cardiovascular events :

Overall (P=46.0%), N=3 24/164  45/167 <> 0.40 (0.17, 0.62)

All-cause mortality :
|

Overall (P=0%), N=12 17/437  20/403 <> 0.86 (050, 1.46)
|

[ [ |
0.01 0.1 1 10

A. I & RE (mg/dI)

K4 CKDBETORBETEEOMR (X 27FUIX)

Treatment better

SUA : i /RER, ESRD : KMIE# &

(SCHK 16 £ 0 51H)

B. MiFY L7 F =2 (mg/dl)

14

12

10

ow

B Fosinopril # (n=15)

12M

ow

[ Losartan 3 (n=12)
7O7Y /= IVEERIEICE B2%E (CKD 8%, non DM)

X5

12M

C. [UiEHAME (mmHg)

Control better

180
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100 ~
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2w

[ ] No ACEI, No ARB & (n=23)

ACEL: 7 v V%7 v ¥ VEMBEEMEE, ARB: 7 ¥ V4 7 v ¥ ViR ik

(TR 17 X 0 FEX)

12M
* 1 p<0.05 vs OW
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IRE Lol LEALIMERFVZS Y NIRRT VT
IUVHRIEREE 33% KT &2 HE L Tnwa Y,
PEXY, 7ary /=, 7=2TFV A%y},
MR FVZRYy Ve bDXFH U F o F ¥ -l
ERN X BRI E R R 2 I AR D B
EEZOLND.

4R £ 912 Wang 5 i1d, BEEEREIHICE
J % RIRRE T O AR 2 ME L7z 11530 (R
753 N) W2 A5T7F) Y RITBWT, RERET
Wk (7aT) =V I, FATYH—E 1@,
Ny X7a<ay 1wl k7 L7 F= v omdb,
eGFR O EHICHHE L CTWw A LML TEBY, RERK
TR IR RPN CA R T B T REME 2 RIE L
“Cl/\éw),

(2) W PRER IMLAE 765 86 v By & B s 53

W2, CKD 2B W THEIRMRIMAERHE 2 h i3 % &
M, BREEICED X9 B E2 KITTHITDOVTH
L7z Talaat 5 OWf7E% X 5127x317, CKD IZB W
TT7 a7 J =i X % ERERINIEGE 2 Hid 5 &,
MW 2B BEoOMmMER LY - Ty IFF v
(RA) ZMHEEDOMRH B CTIX LA 2R E b o 7205,
RA RIHFIHDOIEMHABEIC BN TR I E LR LA 2R
LTw/, LALLM 12 7 HEom+E I 7o 3
—IIZHE - 7 BEESEOWEIC X ) FHICB W TERIT
AN T\, —J, iE7 L7 F= L, B
HIEE 12 7 HRI2 BT, RAZHIHIZEOIERAREIC B
WCOAFEZ ERZRLTW:, 202 EiE, &R
FRIMJE 1X CKD (2B 2 Wi - BhEEOMEICHEE
ThHY, SHICZOMF L LTRAZRIENSEE R
HEWHLELTWAI EZRBL TS,

422 T
a1 > X U ImiE
(x&2RYy o RO-L)

REHER
N

X6 mRERINE & mInE

= REZIMAE & metabolic syndrome & DESE

T PR R IAE (X A TG BB R R Z D% CTdH 5 metabol-
ic syndrome (MetS) & #IZICHM L TW5 T &A%
LNTWA, I RER X NBEIR TG TE AL & IEAHRE 2 7R
L, MetS O LR HEMT 213 EATLHI L
BHONTWD, —#IIC, MetS & &R ER ML 25 B
BB & LT, WIRIRDERICE D IREREA: O
ToE & A4 ¥ R VIPUEIC X B TOREEOPEIHK T
HRENEZ LN TW5D, Nagahama 5%, 4 4ER O
Rax— MIZEIZB VT, EIRIRILE L MR MetS
DRIEL BT 5 LARLTWDY, ZOZ LidE
PRIZIMAE & MetS IZAHEAIZHE LG5 TWwb Z & &R
LTw%, X512, Thomas 5%, MetS & CKD D3¢
JEICBT 225 71 T AIZBWT, MetS & CKD
FIEICAHBICHET AL 2HE LTS (v Ak
1.55 (1.34~1.80)),

ERIRIE & SILE - BRE L OEIZO>VwWTok
FNCOBKREEZZLDOLEH6DEICTHRD, Ti
bHERBRIAE, 4 > A) Y#\PitE (&4 22~
i), WIMEIZ=FHTRBEICHEL T, SRR
MSE - ERBRRIE LB THA Y A VP2 EL T
W B RPERRIZIRBERS AT, JEVE OIS & % B )
WD WTL %, T72FRERIIE X RAROITHEZ
S L CHEIME, CKD O%E - #EICEHDb > T b L
Zz2HN, 5|2 CKD OFHE - M1 85 R R I IE
EERVEROMHEOGHE D BIE L TL 21tk 5.

3 ®RERIMAE & CKD & ORSERFF

R ER IMUEE (X A N R B 2 2 5 X2 29 & DRk
B ENTETWA, Kang 51, JREEIZE ML

=)

F
®wo
E
mS
|

-
-
-="
-

RA: L= -F7LoFFI

- BRBEOBE (EF)



240
RER
H!

HAZENE2HERE Vol 34 No.2 2019

lil oAt
v
é‘lﬁ@il&i

e

RAS up -regulation

HUVEC \

7'-‘/‘/‘/ I
\ I /
V i}
OAT : AR (A b T AR—5—
HUVEC : b b E®ERIRA K& A1
RAS: L= - ProFF2I0%

— T7KRb—

S

K7 RERICKZHNEMRREEORF

(3CHk 20 X v 51H)
122
. Fl PR EE
GFR #% -—
MR BERF
A A
[ |
AREE RIE B{EX ML Z L=
NO DETF g;—;B NADPH # ¥ 4 —+ ToIOFFUOI R
| MCP-1 |

X8 =RERIEH CKD DFEIEE -

ERICHE5T 28%F

(SCHk 21 X Y 51H)

B (HVSMC) B X Ve b T #F AR P Rz f
s (HUVEC) @ C-reactive protein (CRP) £ 4= % it
T BZERRL, T2 DRMRIZE S CRPEAIX
EWREAF Y b Y AKR—=%— (0AT) HEHETH S
TERAY FIZE)HESNSLZ L2 5, CRP#EAIS
ZIRERDS OAT Z 4 L CHIBNICA S 2 L LT H
HZEERLTNAS,

INBEEE ZTYu 5IiE, JREEHPIR MR E %
RIEFEZUTOLH)ITIRBLTWEY, H7I1TRT
X 9 ICHUVEC I2BWT, JRERIE OAT Z 4 L CHillg
WD AN, EVERFEEZFEL, ThDRTO
RA RO MAL, 7T VF T vy v NEEIIDRDD
LN TOIRERIC X DIEMERFEELEB LT VO 7
Yy NEAOWFIINEMIEOZLRT R b= X
ANOHERIZHE TS L LTWDE, ZoREIImEhT

FPBALE 2R3 & SN A IREEDS, MIFPIZELD A
INLENEMEEELRTIEEZRLTED,
DT EAIIRBOPURALIER 2”3 & FIRES, SR ERI
JE TIEPR M E N -T2 DL E BRI 7 Tb H
V) 2MED - TWAIEZHMALTVS

7z Jalal 51, ERERIMAEAY CKD OFHE - MR
M55 58F L LT, WEMBEEIZMZ T, RiE,
BILANL R, Loy -7y IFTFr vy RotlERE
5L DEIREALE TS GFROKTAEETH S
ELTwd (X8)%,

-
—

4 ER - SRERMAESE ICH (T 5 BEMERERIE

4-1 ERBEEKEECH T 3 BIEDSREE
ML PRIEAE 2 46 < MEFF 9 51T &9 JaUks 5 o i/ B
Fa <, 1247 AL, MEREEE % 6.0 mg/dL LLF



o R IR ITLAE & 95 L o> B 5

IZHERFC & 2 AUEE 1L, 6.0mg/dL UL ETH o728
FICHLT, BEEHORBROBEHEIAZIMET L

THREPIE SR DI BB I EDPHILNT WS,

% 7= Shoji 1%, JREERE MM S 705U 267
BHZDOWTDOHRAMERICBNT, HRELEIL
72 BB O MERBE O3 7.0 mg/dL TH - 72Dl
xFLC, WRAIED - 72 BE O MG R OF-391%
6.4 mg/dL T, ZOPEiE 6.0 mg/dL ML FICHERF S
TWizEHE L Twb2),

INHDZ Ens, [FEIRERILE - 5B O G T A
R4 V820 T, FEEZ BV CREER W%
R L Om R B 2032 PikT 5 7201213,
RIBORIE P TOEFFRIT L E 2 55 6.4mg/dL &
D LKV, I REEME 6.0 mg/dL LA T & iG# HAE & 5
HEEINTWBES,

-

4-2 CKD IZ#(T % BEMBEREE

Ak U7z & 912, SRERIAE % 19 CKD B & 1%t
5 ERBRGR I EEEOERIENCAENTH L &%
ZHNTWS, LA L CKDIZBF % HEEIMLE IR
IZoWTIE, ThFEFTHL2TIEARL, ARG
BT 2 HERMIE R CTd 5 6.0 mg/dL LLF % i
HLTE.

i Chang 5%, propensity score matching % f v
72 CKD & DM 2 A7 WBIRIR W 2 7o Tw»
520 oMM A a7 o E T, KHEETFE~
v F- &7z CKD fER # #ET L, 24E [ T eGFR %% 30
% WAT B AT ZFERRERIRT O L U TR

-
=
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BN 21T > T 5d, F9IRT L)1, B FEIm
TH R 6.0, 6.5, 7.0mg/dL DWW TN ORI T,
PREGASABREAS S Y & Fei U A BICAAF AT &
WO RERTH o772 (%4, p=0.004, p=0.007, p<
0.001, log-rank #5E). FDHT, #ixd KV Y
M35 IREEAE T & % 6.0 mg/dL OEEFRMEIZB W T, 6.0
mg/dL £ TIEIT L A LEREKTEZRL TR W
A%, 6.0mg/dL UL ECTIIARICEREBR T2 &3
L5, CKD Ot % IE 58 % 720 O I R ERfiE
BHAEME L 6.0mg/dLKiie 352 L 2Rl C
W5,

AWFFE 1L retrospective ZRIF7ETH B WHE LR RIE %R
5.2 %2 CTah Y, CKD 2B 2B &M% Bl iE
JREEfEE LT 6.0mg/dLLLFE LTRWE b s,

4-3 EE - SRERIMAESREICE T 2 BERMERERED
TBR

N
=

FRBIAE XA D Tld 7z L, S RBIAA
BAEREE F E L TV B L ORI TE TV S,
Kanda 513, 4,188 ADMI{ER ® 28— MFZEH
5, FREEIME - PR BRIME (X B PR REAC T & B (U
H—7) LTWwWbEHELTWA, 72 Matsukuma
51, 1,218 AD [gA BHEBHITB VT, ik IR EEH
ERIIB AR LB L TV DA, FiCMicBun it
SRR IMAE - PR R IMAE A3 BRI A 4 L B L
TwizeLTwa Jh—7H%R)», 2512, Ue
dono 5%, 48 NOFEAIZE VT, 4 X)) Y B &
ONRSTIEREEZ ) T T v AR % v OB

I,

a) b) c)
14 14 14
@ _'_‘1_‘_‘1_‘_‘_' [} [}
- -+ -+
c© © : o
= 0.75- = 0.75 = 0.75
2 2 2
c S c
@ 05- @ 05- @ 05-
2 = TA-UA< 6.0 mg/dL Q = TA-UA< 6.5 mg/dL Q = TA-UA< 7.0 mg/dL
= — TA-UA > 6.0 mg/dL =] — TA-UA > 6.5 mg/dL =] — TA-UA > 7.0 mg/dL
g 0.25- g 0.25- g 0.25-
g Stratified log-rank, p=0.004 g Stratified log-rank, p=0.007 g Stratified log-rank, p<0.001
O o4 O o4 O o4
T T T T T T T T T T T T T T T
0 0.5 1 1.5 2 0 0.5 1 1.5 2 0 0.5 1 1.5 2

Patients at risk Follow-up (years)

Low TA-UA group 111
Hight TA-UA group 111

111
111

111
108

109
101

108
95

113
113

Follow-up (years)

113
113

Follow-up (years)

110
110

107
101

106
93

134
134

134
130

130
126

123
110

121
93

9 CKD BEICH T % BEMSREE
TA-UA : ¢35 i PR i
(k24 X v 51H)
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ITENE/ ST A — & —OBE 24TV, B O R
i - ARPR R ML (3 3 | B A B IR A T b (FF
BEREIRT) LR L TW e Hii LT3,

—0, MEREEME & OIEE ) A 7 OREIZ DO W T,
AREVE 5 UE 2 B W TS IR R & O A ) 2 2
Z W L 72 BRI 22 & % PIUMA study (2B W C,
M5 FRERAE L O ) A 7 RIET L B L TR Y,
ORI R R INE O A& 72 & TR ERINGE T3 5
n, Wb ]Hh—7HEBHONE LI Tn
5.

MEREEZS—=F 2V VI, TVINA <=9, §
FHR M RWALIE O X 9 iR B % PR3 500
BEtE2Sd 5 2 L Hh 5, EULAR (3 —u v X v <F
#2) O [WEATA FI4 »2016] TREMICHZ
% HEE i R ERAE & L Cid 3 mg/dL AR 1 3ESE L 72
WELTWEY, Do ki, REOFFOPEILM
FADSHRR VR B T T L, RIRERINE - 1%
PRI IMAE A3 1 BRI T ISR L T 2 & i D
MTETWBR I ERn, BIED L 2 A iEH HEEME R
B THRE LCTid3.0mg/dLUL EASZ Y TH D L
Zibhb,

k]

5 MERENBEICH T SERERMETR

5-1 KREIBFRLBEICH T 3BARERRT

BHBEDYMK T 9 % & BIRFRIMEATRED 5D L 912
70, BHHEREABEML L TV A BN BRE TIIE BB
PERBIMAEZ 2L TW5A, Lo LERREBILT & &R

RIFEE (%)

HAGENT R 23RS Vol. 34 No.2 2019

MRIMAEDFEEEIZ LT LHMHET 2 b DTl RnwE S
TW5, ZOMEE L TR THITII,
O BfEA70 N2 DREEZ ) T 5 2 AHHN
ERA)
@ RBOENIEE (BEPEE) 259T0ET %
@ RBOEAKLTAALNS
LEWEZLNTWA,
JREBGHEAVEOWE TH 572012, EIRBRIAE A3 FE
g B &, BHMIPEN OWmBIEI%), KT, B,
REER EWIRAET AT LML TS, FeRko#Hs
T, S X 2 B RERL S I FRIE 2 B I3
ANEENTRE S kM v PR R ILAE C s AR 15 95 0 F8E AR
FEAMR W E ENTWD, KIFIZBT 5 RKPBEA RO
FRFEEICE L CRE L2 E Lol TIE, 10
VRS & 912, RIEIARERE B 2 i m B i 225
VESREE L, BATEA 2 401 F TIXE BB IR O &R R
MUREEE & MR TdH - 7oA, TP L, FF
WCENMEABRIIHR L TWAEZEDBHLE o TW
AW ZOZ kix, ENBEEICBT S SRR G
WL THRZERE S5 2 T\Wa5,

5-2 FEMBEICH T 2= RBMEK

Bk L7z & 918, RWEAEEZ BT %953 i
KAV, BAEPREIC LI L, F§
BN ARICIIIR L TV 22 e R e o T
W5, ENTEAROIFEIEEAIN S 5 2 &1k, K
AR BEHIRO RIEMET A DA A VIEAERROKTIC

18
16 |__154
14
12
10 O $i# (n=324)
27 | HD®A
8 : i B &t (n=169)
6 —o
41 3.4
4 -
, 1.2
0.6

; . b 0 0

>2 4 2-0% 0-2 4% >2 4

10 KEBARLEBEICHZERAREEE
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