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1. MRE=R

T4 ORiax TIIHALRFADFEERL Z1T> T 5.
BEMOFmALERZ LY, BREE—KEHFSREL T
bOWVRRAEZIToTWh. L ZADREH, MR%E
EORFETRDP IS hb 6, RIMRD R
B R AUV RN ETHET H 2 AL 72,

(-1 A)
REE— R R 2 &, HAEEICEEB LTV RIK
(F4AR) LRB\LZVIR (E1A) PHEELT.

ZORRE1700[0#E x50 Tia9 5 & ¥ v 7Bl
ey % e U7,

(-1 B)
1700rpm (2T 5 m a9 5 & ¥ o 7 Db hd:
C7.

Wi % & COWBWIIIREE S L < IZREE ST
BB EDPMERI N BAERE O 20 AT O
BT, BERBRPRAIIHE T 200 ? ZOMRFIO
R, B, TN ALIEIAWTH B,

GO RS SR

AWEZD, Pk EFY

T B RS 5 A8 e D 72 0\ 2 B U % 4T o 2B [l %
DRBFBDH BN D Z LA 2 THB Y Pink urine
syndrome (PUS) &3 hTwab, BUKRIZX A1
WET Y =V ANEREEZ LN TV Y 2 fif
DAHFAB IR % BT B ENALIETFI AL VR A D %
B, WEHIEHUBRL T2 T %L, F4TL
b AHBI 72T ICBRE L T 2 b Tl o 72,

T4 1L LLRT, IR 274212 3 T methylglyoxal (MG)
DB L, BEWNERIL X L A (reactive oxygen
species: ROS) *°renin angiotensin system (RAS) #%
UL, EIREZMERMESERE SN T2tk %
WELAY. NS5O EPLRAIEIOFRBBIRD
TREIZ S MG-ROSRASH B G- F 5D T v e
72

Z 2T 41320124, 2013 D AERZ ZHE %
MR, ZoORBBIROEEREEZ TV, €OMG
ROS-RAS DRI & & 72 - tB R B X 71 = X 2
DI % A7z
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2. A&

20124 L 20134F ICHAL R A @B 2 25 L 7
5071409 &, HEw L7cH Bz A3 528% & B9l
—IRDHEH T & 72 2 o 72103% & BRAE L 7249404 %
TRH L Lz, "gploET—5 (HE, KE M
FE, GOHAE, BURATR) S RESERICIENR L 72 AR (2B
557 v — MRARR LSRG EIROA 2 TERES
L7z

SHINEREE M TH IR AT Ty 7 2R L
body mass index (BMI) % @RI { & L 72 Bl
WZCTHE20000, L0062 fhiE L, RECHEFIS A
THEPBH, RPMG, &4 > 2 VIE (£ > 2 Vi
k) OFRIETH AR F Cpeptide (CPR), BN
RASTCHE DL T H 5 JR H angiotensinogen, &k N
ROS® 5 £ T & % JR W thiobarbituric acid-reactive
substances (TBARS), FRH Na*#kift & 2 12 L2,
TG EIR & OB 2 M) L7z,

ENT S ARY BN = BNV S
RGN SLETHMA 2TV, FEPSRIITbI 7,

ETERUREAT

BB L7 5l Pl = R A= TR L, 1
oA L2 hr o 72 BUEIE P YL (range) ICTHRFL L 72,
LA OFEEFRIE Shapiro-Wilk test & FHWTfT o 7z
BMI Bl % FRpH B (2 53 1F 72 & [ o> $ il o 5 3
Kruskal-Wallis 12 & %53 #57#7 (ANOVA on Ranks)
= HWTI o7z, HEEYFEHEIL Spearman rank order

T T 7z, REEIROFEZHERERIZ, Fl,
PR, BMIL I, (O4A% RpH7Z & & M2 fe L
7ea Y A7 A4y 7 ElEareitorz. £72RpH 2R
R0, A, MR, BML IE, (OdA% BER, R
i methylglyoxal, CPR, JK Hangiotensinogen, JR H
TBARS, SR Na*HEt&E 7% &2 7285 e L-E G
Gt ERITo7z. T v — MIBU DAL ERE OGO
WU g 2 W TIT o 72, pfiED 005K Td %
bOEAEREEHELT.

3. BR

GO & R BIROFETHTEHL, TO@EST—%
(BE, fh&E, ME, O BRATR) %Rl
bONELITHL. WHEHEI4940% (B1HE36514, &«
T1,289%) O 9 LFRBHIRE R L 7z013216% (44%)
Thotz. FEHIRERE LIRS Rd o708 1k
L CHEoEA, BML IE, EEE L, R
pH2MEA o7z, T b D) 5 BMI &R pH D plED
bIk<, @R EmaEESE LNz, (WTho
p il 1 0.0001 i)

TR IR OH % LR AR, i, PRI BMI,
ME, %, JRpH A ZERHE LY AT 1 v
7 AT a o722 2%, JKpH (B =-1392, p <
0.0001), BMI ( g =0085, p < 00001), L-H1%k (B
=0011, p = 0019) 2SHZHT- & LTt sz

FRpH & BMIZYMAL L 7:(RFTd 5 Z & % L ) FEM
\ZHERR S A 720102, x5 % BMIGIIC 4 BEIZ0 L

®1 WROIFIORET -2 EFRBEREH EEFHORL T — 2 DR

TRFe R O A EvoE ] I L Y P

NE 4940 4724 216

P51 /%) 3651 / 1289 3478 / 1246 173 / 43

Btk (%) 7391 7362 80.09 0.031
4 ilin (%) 1840 = 114 1840 = 1.15 1836 = 0.74 0.496
BMI (kg/m?) 21.38 = 3.00 2133 = 2.96 2248 * 356 <0.0001
JRpH 597 = 044 598 = 044 575 = 0.37 <0.0001
SBP (mm Hg) 12822 = 1574 12803 * 15.68 13240 * 16.63 0.0002
DBP (mm Hg) 7315 = 11.05 7303 + 11.05 76.00 = 10.75 0.0001
ARE ¢ (Il /43) 8897 = 15.86 88.81 * 1578 9264 = 17.10 0.0014

Tl = R

BMI: body mass index, SBP: @I, DBP: Lol .



(% & # : BMIA%20kg/m24 fii, 1E & B : BMIA®
20kg/m?LL I+, 25kg/m?Aiif, EGHE @ BMIA%25kgm?
Pl E30kg/m2aim, = B Al B - BMI A330kg/m2LL |E),

EHOMEL Ty 2 KL 723 OHFK2TH D, BMI

AT A IS EATHEMEALE, W, (OA%, FiEsi
R L7725, RpHIZZEALL %2 22> 72. BMI & JR pH

FVF L LB LT\ WT EASHIET L /2.

W23t 5B & JRpH BN 3HEC A FH L (FRIERE
JRpH 2S5 DLk 6 A, spPERE: IR pH 25 6 DLE 7 i,
TOA B RpHATUE), &HORSLT -5 %
WBL2b00REK3ITHS.

CZOZEPEBMIZTE &L RpHDMER W & IEBRS
WA, JRpHAMEWEI TIEBMIAE WAL W%
2SNz BB O IR pH 23MEAE & 7 2 Bl AFAE
THEEZLNDLD, MIE - TREH G H3HE
KITHZehs, READOHFEIFREEIROFER &
M CHES TV AL CAD EREN (-) |
BT, FEEIRAREOBMI (24.7i4.46kg/m2)
ZIERE O BMI (212299 kg/m?) & ¥ L THEIC
M TH o7 (p = 000575) 25, FRpHIZIEM#ETZE
Dotz CERE59+079 vs M 1 60047, p =
084976) —77, WR&EH (+) IZBWTIE, FAREEDKR

FRIERE TP ERE & L € BMIATHE T H o 7. H (68+024) (3MEEDOIRpH (59+038) L0 A E
®2 HEHICH =BT — 2 DR
it L 1B pl JIES i b2 e P JIE i p3
NE 3216 1217 425 82
s /%) 2244 / 972 964 / 253 366 / 59 71/5

Btk 69.78 79.21 <0.001 86.12 <0.001 93.90 <0.001
BMI  (kg/m?) 1969 = 144 232 = 085 0.029 2678 = 141 0.045 3244 = 214 <0.001
H i (%) 1835 = 1.07 1843 = 1.15 0.029 1858 = 1.39 0.045 18.84 = 1.66 0.190
X pH 598 = 044 596 = 043 0.358 594 = 043 0.670 585 = 043 0.265
SBP  (mmHg) 12536 = 1493 131.02 = 14.84 <0001 13766 = 1530 <0.001 150.13 * 1819  <0.001
DBP (mmHg) 7241 * 10.62 7325 £ 11.16 0.024 7634 = 1153 <0001 8420 = 1420  <0.001
O (\/493) 8395 + 1577 8303 + 1579 0.082 89.95 + 15.80 0.031 9867 = 1714  <0.001

bl o vs, IEH, p2: IEH vs. JBTE, p3: BLW vs. B AL . TFIOME + kR

LR BMI < 20 kg/m?2 1IEH##:: 20 kg/m? < BMI < 25 kg/m2, ili#: 25 kg/m? < BMI < 30 kg/m?,

BMI: body mass index, SBP: )i+, DBP: $LiRMIIE

&3 XRAEIZRpHAIC

DFELEEEDE

7o FE NI A - BMI > 30 kg/m?

#3227 — 2 DEE

PRVERE RN 2k
JK pH >5, <6 >6, <7 2 >7 D2 b3
NI 1605 3137 198
1451 B/ %) 1144 / 461 2366 / 771 141 7 57
B (%) 71.28 7542 0.574 7121 0.72 0.885
JR pH 548 + 0.11 6.14 + 023 <0.001 714 + 028 <0.001 <0.001
AF- i (%) 1843 + 146 1837 + 094 0.116 1858 + 153 0.006 0.203
BMI (kg/m?) 2152 = 312 2132 = 312 0.032 2116 = 298 047 0.116
SBP  (mm Hg) 12830 + 1587 12832 += 1571 0974 126.03 += 1512 0.04 0.048
DBP (mm Hg) 7361 = 11.02 7296 = 11.03 0.051 7247 = 1161 0.56 0.190
O (|7 4) 89.87 = 15.71 88.69 = 1593 0.023 86.13 = 15.56 0.03 0.002

PLIERVERE vs. HOItERE, p2: HIERE vs. 7V U BE, p3: BRUERE vs. 7V D BE FI9MH + FEERE.

BMI: body mass index, SBP: [} 1T, DBP: $E5REIIM0A .



WM TH - 72 (p = 0.02790) ASBMIICIZZED % 22>
7z. (H# : 220+305kg/m? vs #E# : 21.0=303kg/
m? p = 0.08928) EHEAEIHE A3 % I A LI AR
B SRICBIE L, BT D 2556 1A % <
ELFRBEREPSE LD EEZ NS,

DRI 4 \3MEL 7 — & % S Al & BE G L 72 B R
ELE, DA RIS MG R L Z s & 5 BN
ROSDIEK, &5 IZIZROSHIAIZ L 2 BN RAS T
PG LTWEZ e 2HE LY. ZZTINHRET-L
JRPpH DB #EA MG L72 b OhF 4 THDH. IR
L7212 3_To (LAY W23 pH & MBS %
RL7z. ZZCTRpHOMANAT-ZHL 2T 572012
JRpH & fEJE 2 8 & L4FHs, MBI, BMIL, e, (GA%L,
JE B, JR MG, CPR, JR " angiotensinogen, R H
TBARS, R Na* #7225 s L 723 6] 55 #7
24To 728 2 AR TBARSHEME (f=-0421, p <
0.0001) & FRH angiotensinogen it (5 = 0000, p <
0.0001) AHAZHET-& LCHiisnze.

AT G &R R IR pH DI T 232 12 S 5 72
B, FREIH SR L 72 AEE BT 27 v — b
RIRNT L7z, 2L AL OEFRIBRT (BFFE, &
B, MUE, SVEME, BERFEBAMLA, ), &

A, BHAMEE, AL L OKAORE L HE

TV 3= VEERL, KRR & BEAREFRT, AR L)
BV TRBERARE L EFEDORZIIRDO LN 0o
72, ERRoLN0E (1) #wE1TERO 3kgll
FofkERI (G#36% vs MHE27%, p = 0.038) (2)
MENL - (FE10% vs HERE14%, p = 0047) (3)
FEEDL Y (HBELT% vs ERE12%, P = 0034) (4)
HER, thEMCEEE? S V. (AR FH824%
vs HEFE18%, p = 0041, ML @ H#42% vs HEHE
36%, p = 0035), (5) HWdopF&TL{AND
WXHHETER o 72 (AHE86% vs HEHEZT%, p =
0899) D hE> T VLD ETL L ERLITHERHT
HRIE o7z (CH#E 67% vs R 57%, p = 0.045)
(6) MERRMEEDE Y (FH#E33% vs #E#£80%, p <
00001) (7) A EF%2n EFbND. (FH24% vs
HEHE18%, p = 0039) TN DER,LFBMILE B
FTHONIMEL D SEEDPHFET, HWb OB HNT
EWBELAES WO & T, Eillaeihd
2, FOLABIRERINE & 72 LB % <, IR
FFENIRE RS GE DN D BN\ T L AERR ST

x4 FIRICHHE L 72300004 & &7 — & £ fRpH D EAER

vs. U-pH b

N 300 -

TERI BB/ %) 200 / 100 -

BMI (kg/m?) 234 * 52 -0.35 0011
SBP (mm Hg) 1297 + 193 -027 0.024
DBP (mm Hg) 757 + 111 -0.20 0.030
JE B (cm) 780 + 132 -040 0.005
TREIEE (Il / 43) 932 * 177 001 0.863
CPR (ug/H) 215 * 17 -0.26 0.022
AGT (ng/ H) 16154 (110.9-745979) - 047 <0.001
TBARS (uM/ H) 43 = 14 -0.70 <0.001
MG (nM/ H) 12370 + 4986 - 044 <0.001
U-Na (mM/ H) 1305 = 310 -044 <0.001
U-pH 60 = 06 - -

FIgE + FERZE, b L idP Rl (range) .

BMI: body mass index, SBP: WU E] M)+, DBP: $LiE# M)+, CPR: JR C-peptide HEMt&, AGT: JK FF angiotensinogen il &,
TBARS: JRH thiobarbituric acid-reactive substances HEllt&#, MG: JK H methylglyoxal HEflt&, U-Na: JRH Na+ k= .
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4. EE

ZIFREEEDNDIEEBICBVWTE, RHE—K
THET 2 ERGEIRZ B3 5 B3 4k 04.4% TRE
DO, RLTHZBRTIEI W LRI N,
T 722 O JFE I AL & R pH DR T O 9™ 20 A3
LTRG L TR RO TH % 2 L MR S k.

PRAZIRIRIE S L < SRERHE AT 2 72001213,
(1) &L SN 0IT EIRPIRERIREEA LA 27,
(2) ROBRMALS 5 URpHOIT) 7,
DWTNDPHPLETH 5.

(1) RPREEE ERDOAEEM

ARWFZECIL, M PRERIEFE B & OR A R Bk & %
WE L TWawoT, JRPRERERE FADSIREENT O
FERTdH 5 EWET L LIIARTETHL. B E
FOBRADTHGEE 1 + » %% /v L CRpHAIR T S8 5
DIAIEETH 525, BIWPEEAEIUS X ) RR~D
7)) ARBER DR B O & TIRIBREEABARL, SR
TR ERPEE D BT 2 IR E A oD 5,
Tox OWETCHRBEIRAETE TR L D bR
GEmDH Y, Waedul s LB ErERs £ v
Db L, FoReBRARCIIERL) E
BEEFLWITREND ), TV AFEFEFTH-TDH
FFICRIER D 2% CHEIIL T b bIFTlEind L d)
BHGES AL VO T, FERICENEE A EIGE D
ZL o TWLUEEELH L. Zo8s, BmdRE
FIROIFE R Tl 7 BRI A St - T2 5 72
B EILE W) S e IZh D, JRpHART & A5 —3k
Lholz—Rlrb iz, IS ZHHT 570
DI, JRAPOREERED L OIRRERREIX5%
PFAT) NEBETREEZ R TV 5.

(2) RpHOET

JRpH DT i,

1) JR~OH Otk d L < ik

2) HHOWEBETICL > THl&RISh 5.

1) R~ oH otk

QI PO pH LT (HYEEO EH) b LI

QIRAEICBUT 2 H OFWEIMI L > TR 5 L%
Z BN,

2) H* OWEERE T, Rb~07 »E=7 (NH3)
DEFFERTIC Lo TR EEZHN 5.

1) Rp~o H oK
O pH DR
MHEDOpHIEANY ¥ =V ¥ - Ny 2N LD
(Henderson-Hasselbalch equation) : pH = 6.1 + log
(HCO3/CO, x 0.03) = 762 + log (HCO3/CO) IZ & >
THES N TS, 2oLy, MmepHET X
HCOs DAL T 2> CO. DA RIC L o THREZ % &
FzbNb. HCOr DEHARIIERHIC L o TR ENTH
DERBETICL) 2GS T3 2 7201 pH
BETLR T %5, FrOMETL BT (&
FIRBPE) BTl R pH DR T A3 7748 R o J5 [H T
Holz. F720H CODBRITMFEA A7 £ & )
25705, B X o TR 2 2 1 NI AE (3 B C b
WHIZCONERT 5 7-OMAFpHIE TOREK E % 5.
TG EIRA R CHRED [WONE ] 23% <, HERGE
FEDRA GBI ST L 22 & R pHAR T O — R AR [ 4
W-IREBERE DG BF T db A TRtk 2%ik < B b L 5. A&
IZFER L 72 COD BT RS —JRIZ & 1) 3 < g
% W REMEDS IV, 7 R P S P0G i f A C U S A
FAGMEDSTCAET 27280, AIEFHWRINUTHE, 1M+ R,
DABIER A 72 LB\ BARRREACT 2 1 b 20\
IZBW ORGSR IEE & B, ST, SR &%
BICHEL CW—HEEZ N5,
@RME B 2 H 058
FREANOH WS R T 5 0%, B foRME 12
ZEBl L T A Na™-H* exchanger (NHE) Oif1E bIC
L0 Na* FIRINASHEH L CH OJRFPwAERKT %
ToblEZHENTWSED 8 NHEGHMIIHE~ 7 KT
WX o THIEH SN TBY, ZOEEILHFD—27A%E
MIRMIENROSOM K TH 5. T4 (T ALRAE
ROSHERATE LTMG & RASIZFEE L TW A,
MG, #E, BE o\ 78I VERSN
A7 NVTe FTHALEHAIYETL 559, MG
G CREAEDSIER L, EOMPIRED L7350,
MG 353 FE AV S\ 720 SR ERR T S AL 7R A
BlZBW Tmegalin /- L THWIXNE LS. MGIEHM
JENROSHE A % 3K &€, ROS% M3 5 % &



ROS & 37 L 72 #2812 £ - Tinsulin signaling % F&
EL, A VA) VPO K EEBEEICEDb o T
%1012 2 OFfETCH MG & CPRIGBIE A2 > 72

MG (X ROS#E K % /i L Tl ALRME N RAS % TTE
S, E5HIZROS & RASIZHHAEICHENE L &> THH
IHR LT w019 Z o3 (RS I O RAS
JTiE 1X megalin FEIRFIH] S NHE {E I K2 Bl L &
574 BB AL TW 9 10 20720 MG X
EIMESSAE L D50 < B LT\ 518 19 20 JRARAEPY
OMGIX JR Ml & M g N OROSHE K %2 /v L T
transforming growth factor beta (TGF- ) ##A&
4595, 2O TGF- f 7 megalin D3 % #fl§ 5 72
%, megalin % /i L 72 MG R & H O FIIAN A L T
JRAIANOFEME DG NS 520 2. 2. 20 F 7> megalin I&
Na*-H* exchanger (NHE) & # &K%k L NHE %
PIHI L CWwWAb 729, megain?SWA 352 128D
NHE {& 255K L Nat FF I & H 73 3R 9 %%,

TCIZEARDBEDORLTIE, Z OMRWEDI T
B S T B REMEAYE <, B & 13 BIR % < IR pH
MR L CTIRERAWT I 5 T REME A = .

MG TIE, WEBRIC X 2 IRREEDHRIZE 5T
PRAERERDSEER L, RpHDE 7 < & b IRERDHT H
LT\ 2% ) & B AR IRE I AE A3 R> MG O HE K 72 &1
LD IRpHMMET LTV 572D REEAHTHI L T\ 5541
PRIELTVDEDEEZOND. Ko TRGHBIROD
FRIIFFEIEE 2 DL b s,

2) H* O ERIT

H O FERIZRPA~DT Y E=7 (NHy) 75l
LoTHlfs b (NH; + HY — NH,* NH,* OIE
TRAPICHE-RE S S) 5%, NHyx AT 5720 D5
FWN) FrvyIveaoftiiasng (Fuy v
+ H0 — 7% 3 U + NHY) 20 AR Cld R
NH;H%E %2 1T > TR WO CHiEIZREETH 575, b
LR R DR NH MK T LTz &35 &5
DOT I BRABHBEEVFLET LURESH ), 5%
T3 BAH S EOMESLEE Bb s,

HEEB A, blood urea nitrogen (BUN) # Bk &
% JRNONH W & i 8% 2 L CTRpH %K
TEE5,

RIFFECTIEIRF B L P O JREE, RFEEFE, NH,
FLUELTBLY, INLEMERFICAN TV
V72 % TBARS % angiotensinogen %3 4% 24 |2 fift 37, [K 1
THHPE)POHEIIHEEEbN S, 41k, 1
5 ORTF 2B E LIoHE 217 ) WEDPD 5.

JR pH QAR T X B W) 1k 2 B O A 2 & 3 HFSEFR L
DB E > THRI D Z EPMERINTNLY, B
I L) ROSHHIH S NMRAS DIl s s 2 &
AL Bbn 2% 30 BTN E TR pH MK
$AHEMEDSEA L, BREIU LY RpHA EAT
% L MEAME T 230 32,39 L OREFIZBWTDH
JRpH >7 CTRIMESHEIIKETH 572, &%, F
A DB SEE R % GFIl LTV REA D B, B R
BV T LB FHEORHA AL T b, WEDPS
, BEEZANLZNT, WEEE2EMIBEFIZE
WEIRDSH 57, HBtRExET 5D LB FI2E o
7.

BrEAEORET TS L IR 8 L %
WMo LT ZEDPEHOBEERELE LML,

HEE

FALKFRRBEE - BT - P B OB KRR &
PAZRAFARERIN, Meassl, SCRREENE, PUROIERZ
EHAR— b2 ExF L RIS R EEE
YE—D=HEA S A, BRINEFS A, REERS
b, FRED CHS A, ERRHEERS A, A RETS A,
FITHEF S A, EBREFSA, TERFSADOESA
IEIRBARERIL, 7 >~ 7 — NRIUB XL i 7 — 4 3%
BUZHH IV 272&5 F L, o) Tl
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