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Chronic kidney disease (CKD) and life-style related metabolic disorders such as
hypertension, and diabetes, are independent risk factors for excess cardiovascular
events, however the common pathological mechanisms or causative molecules have
remained to be addressed. The present study identified glucose degraded molecule —
methylglyoxal as one of the candidates. Methylglyoxal induces cellular and organ
damage by enhancing oxidative stress. Furthermore, it was suggested that the
degraded process of methylglyoxal may facilitate purine metabolism, leading to uric
acid production.

SR
(@A < 1)
R P &
2008 A 1, 300, 000 390, 000 1,690, 000
2009 - 600, 000 180, 000 780, 000
2010 4 500, 000 150, 000 650, 000
i
i
o Fk 2, 400, 000 720, 000 3, 120, 000

TFFE7 B« [t 3R
BHFEDOSE - HIE © WRSRERIRES - BIRNET
F—U— R BT

1. WHEBAR Y MO 5 D Z L SHERR S VD — 7, 1B g AR
18 B S 30 I P DB S AE R IR - T BN L TV 2 8 I3 AT B E R S RIS



BH LTS Z &SN T,

2. WFFEDOHW

12 P B gl & AETE S IE N & ORI iF k@ o
MAEREERAEEG 95 &0 2 EERGLO
HéL (D) mIECHERB CHEMIL TN 5
T RUBEOBALREM TCH DL AT VT
F X — L NEEBERE THHEML TS
M, (2) BREF1% & BEEE LTV B2, (3) vitro
TREEMEDSHER SN D MO TR LT,

3. WHEDTIE

(1) AF TV A F Y — L O EEDHEN
Wik w~ N7 77 40 —EHESHH
(LC/MS 1£) Z# W T o A F 77U A

F— VIREHEILE 2N L, 1B A4,

WERIF . e L R o0 ik 2 IEE . JE &
1To7=,

Q) BB L, BHIE, MERE~—D—,
M AF LT Y FXH—L b DE, B
Ft4 & ORE A KR L7z,

B AF NI Y FXH—L & F DRI fiE
WCohDXOMAN~D B DN TEE
FHAAEZ FHTHET LT,

4. WFIERE

FNATIVAFFH—NLOHEIL, oo7 ==
LU T R VBB LR EITWEEY
B\ LC/MS B CHIE 24T -T2, &
DOFER, ML AF LT FFH—ik, B
FEREIR T, BEIRIOAME, 4 2 Y RHT
PEEBIE LTz,

(2) BT, BETRICBWTI, BRBER
FHONEEINREEZ O, OIS R A OHE
LT EMIEELTWD I EMN
s (1, K1, K2, X3),

B) AF NI Y A XV — L idEEEME (v b
KEDIRN AR, & MARRRER) (23 LT
AR PRI bR E 2B L, —F.
R 8 DAL 53 79 T & D R IT I
BEEREMEICH AL T e T 0 — %28
MmMEE, Zhiciz7 ) ARERNES LT
Wz, bbb, AFAVT Y FFH—o
IIRNTCHE L TV D X 9 A IREE TIIRE IR
R - R AMETE S D ATREME D RIR
=i,
DLEOBIERER LY, WESMYTH D AT
VT A — XA TR R & B
g O ILBEORRWE TH Y . LI
fo - MARPEEICE S LT D, SHiT, &
ORI EE 2D
HREMERH D T EBIRIE I LT,

#1

Table 2. The Correlation Between the Percentage Changes
During the 5-Year Period of IMT, PWV, SBP, ACR, and eGFR and
the MG and DG {Using Simple Linear Regression Analysis)

Variable
Dependent Independent R? r P
% change of IMT MG 0.3932 0.6271 <0.01
DG 0.0803 0.2835 NS
% change of PWV MG 0.3246 0.5697 <0.01
DG 0.001 0.0316 NS
% change of ACR MG 0.0979 0.3129 <0.05
DG 0.1787 0.4227 <0.01
% change of SBP MG 0.257 0.5089 <0.01
DG 0.0013 -0.0363 NS
% change of eGFR MG 0.1294 0.3597 <0.01
DG 0.0061 0.0781 NS

NS indicates not significant.
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