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JAXTHIT
2 APE IR IR B ORI IZ B W CEBEEITEE R E L SO [1], American
Diabetes Association & American College of Sports Medicine &RIDAR Y v
3V AT — AV RTHE, FRE»D ERE (R RIEFRBEED 50%2L F) o
HEj A 7e & 3 BB E, 150 43/IEL BAT 9 Z LR STV S [2].
—J7, 2 BUBEPRIRBF TR IHER L O OO IHFREBO O, (K)DMK
L, +o7mE - BEOEBRIEZITZRWATRENER & 5. 2 BPERIFEE I
BT, BEAIETTENVRE ORGRE O FIRTET A, B - FER#H~— P —L &0
£ 9 7B A R MER LI EIT A e <, Fi, 138 AL DI TIXERM
MAEIZ LD FBNT — 2 Z AN THREE &2 L T\ 5720 [3-8], 2 Tk
PRIGEBFE 21T D REHERED U 2 7 R+ & ARTREE O B (RIEE) & D B 2 71~
HTDIiE, HREHELZZBICHIET 2 ENEELEZHND. Non-
exercise activity thermogenesis (NEAT) (X, FEMRAI7ZR AR — Y IEESCH, ) b

—=r 7 USN OB ERR A EEFITHCL2BEATHDS (K 1) [9].
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NEAT |ZIdadse - 1), 1@ER - Vo, HUOWie SIS RGN G £
[9], KT 2,000kcal/H & DEANENDH D LGS TWS[10]. EHEE
IX NEAT MK <, NEAT 2802 Z E BB OWEICHNTH D Z LR L E
2o TS A1, NEAT 7%, MiHERESSH, 2 AUWEIRpI, MEEREIE, &M FEE
7 EOMRBIERE L O XD RBEE L OO IS LTV . F
7o, WP R U O ARIRRTF R BNPIIAFZARY v 7 v Ra—2A LR E
DIER SN TWDOANASF~Y—HA—ThV, A A Y ARGUHE & OBIE )
A s cwna12-16]. DARBEFICBWT, ABFEH KN —=
ZUEBNP & FIF 508 [17], fEFFH ISR O TIE, EEFRE N E < 72 512HEV BNP

W ERATDHLHRESNTEY[18,19], LAEZEH L TORWIHIRESR &



B RO 2 BBEIRIF B BT 2 FIRTEE) & BNP ORRICHOWTIZ L <022 T
AY/4A%

B T H HIEINC K 2 =L ¥ — B2 EfEICHE TE 2 3 IRocigEh &5t
[20-23] & HIWNC, MtHERB S 3 6 L O 2 BRUFEPRIW A8 0O NEAT % B BLAYIZETAMm
L, NEAT &FE - JREMRH~—D—, SHITBNP EORF#HIZOWTHTHRDL Z & %

AWFFEDOHH & L.



I. B

ARAFZED BWIE, BIRO X 9512, MFFRER T E B L O 2 AERFEE IR 5
NEAT &8 « JRER#~— I — L OBEEICOWTHET 22 THDHD, KD 2

Do T TR L7z,

1. 3WRICIEEHEF CHIE L7z B A AR TE) (NEAT) & e, miEEE 7>
7 A NI EDORF T A —2 — L OREIZ DOV TS [24, 25]
2. 3WITIEEVEH CHIE L7z B EAEISITE) (NEAT) & 4% BNP JREE & D BRI

DUV TS [26]



II. 3 RICTHEBYERH CTRIE L7 HHAEITE) (NEAT) & ImbEE, mERE =7

AN EDRE TG A —F — L DREE

M-1. 5k
MERTFA v & Hk

ESLEBRE R v 2 —ERFEIRBERERIE - PR K O% G RSk
Z 2012 4 8 H 225 2013 4F 12 A £ TIZ%2 SN MBERE R A 4 L O 2 lfE IR
JREFE xR & Lo, R A fubEle T3, TRE R EERFEELNR L TS HF130k6f
LLUBRS LTz, EMIRICES) (ARBEEEH I NL—=27) Z2{T>oTW5
FROMPIREIE, HEERORE - FPREPEEAR E ADL 2K F S8 5 X9 ROMFAR
BOH L EE BRI LTz, HIREIMTICEXE R AR =V EFH 217DV E D

WZHER L, HEATERICRIT 5 NEAT OAZRIET H 2 & ailkAlc. RFEREL
FEEA 2 72 DITHIES KT BT 25-30 keal /kg (FIABMATE) / H D38 H5E 417
> 7.

2 TUREIRIBR OFSWr 1T, HbAlc=6. 5%, ZCfErEMmpEfE (FPG) =126 mg/dl,
BHRs LS = 200 mg/d1, F721% 75g 7 R UHEARHRAE (0GTT) (23T 2 HFfH
fiE73 200 mg/dl LA & L7z [27]. MiHERESR & O2Wr it L LT, IFG (Impaired
Fasting Glucose) [FZZERFMAPE(EAS 110-125 mg/dl, OGTT ¢ 2 FFfEMEAS 140
mg/d1 RO, 16T (Impaired Glucose Tolerance) [ XZ2AEHF MBEIEAS 110 mg/d]
Riifi T, OGTT @ 2 RFEfEAY 140 mg/dl LA E 199 mg/dl LA T & L7z [27].

ARBFFEIX ENL E R E R e 7 — B R B S OFEIC L 0 R &2 15 CEE
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S OKEFEE NCGM-G-001212). F£72, T R COSMENOEHIC L HFE

25T, HFRIZ~ VY X ESICHl > TEES L.

FERAIER L OEEEN - A(FEHORE

YRS ke B R, (KE, B GIfEan) OREEIT-7-. £, &
v oo gENmERESR HEM-762) ZHvy, EBiofERNEZ1T> 7.
MERRA L 12 RFE DL O ZEIREE CThiafT L, FPG (Glucose Assay Kit; Ff
Wi T 3kRUS %), HbAle (HA-8180; 7—7Z7 L A), # =L A7 1 —/L (Tcho-
15 FEHISE T3EpRASt), MR (TG-LH; okl T2¥mkUa4b), high-
density lipoprotein (HDL) == L 27 o — L (Cholestest N HDL; &f—{b F3KLhL
R &4t), low-density lipoprotein (LDL) =t L 2F 11—/l (Cholestest LDL;
AL AR, A A U > (Btest TOSOH 11; 3R —kki&4h)
ZRE L. &I, A AU URPUEOREE L LT, homeostasis model of
assessment—insulin resistance (HOMA-IR) Z RO FHERXAZHWTHEHE L=
HOMA-TR=FPG X Ifi.i5 1 > A U >-/405 [28].

X 51T, DM B AR RE & R4 97 2 72 82 NIHON KOHDEN #1884 o> L EE # (ECG-
1550) % FH\Y, coefficient of variation of R-R intervals (CVR-R) ZFHHIL
7o A AR BENNERERS (HEM-9000A1) % AWy, BIIRAT 7 X AD

fEfE &L LT augmentation index (Alxg;) EHEEHOME (eSBP) % &ML 7=.

BRIEE)E (PAL : physical activity level) DHEIE



H & ATRIC T 5 B IREE & I1T 4 o0 8o 3 oeTiEEEE (Active Style
Pro HJA-3501T) Z MWTHIE L7z, #EREIL, ARSBBER ZRE, MBI 3Kk
JCIEEN R AEE L, HRIEEEIIE MATE I8k LT 7 HRIE Sz, 3
WOCTREREHELERFHIAY 1 A 8 RFRICHI 7272V GG, £ 07T — 2 13t £ v Bk
gL 7=,

AW CHEM Lie 3 WoniRBh EFHI A - Atk - o4 7 MO NEE % EfElc
AL, BTEROFRIEE)R L OB T EER TRV EERIFEB T IIBN T,
HEAETEIC BT 2 IREE 2 EMICHETR TH 5. “HFEHUKIETHIIL
7o S RTEEh & & O IR IZ I\ TR D TRV Z Y DS HERE S 41T 5 [20].

B X —i4E & (TEE : total energy expenditure) (% 3 RICIHENEE T
HIE & 7= metabolic equivalent values (METs) 75 iEEHEFHI PR S 72 [H]
RGNS REH SN, AEEHE (BMR : basal metabolic rate) (T4Ffm,
PRI, B, BARKEZ LK E T2 RkoERF IR TRDZ. BR (kcal/H)
={(0.1283 + 0.0481 X PRAE{AE (kg) +0.0234 X HK (cm) - 0.0138 X
MEle — 0.5473 X MEARE (B 1, otk 2) X 293)) [29]. NEAT OfEE &

LT, PAL=TEE/BMR &K 7-.

WL ETREAT
TRTONRT A —=F —[TPHEEERLE TR L. HEEFHIT — 2B LW
AT — 2 DB 47250 T, Mann-Whitney @ UMEB L OVt BEE W

THENT L72. PAL &% /XT A —H — L OIS LT-BR A AR5 72 DI EBF o



ITo 7. v L BMI TR L7-FF L& B THENT L7-. PAL S AREIMEREE O
URAZKT-EOMBBEICBIT DB LEZET LT, BHLLMHED 2 BEHIHITT
AT 24T > 7=, FEHEHTIZ1Z SPSS version 19 (IBM Co., Ltd., Chicago, IL)

ZRERH L, AE/KEXp0.05 & LT,

-2, #5R
R 1IE 80 44, Bk 38 4, Lotk 42 472 o7-. VMR 57,613, 6 5%,
V-5 BML 13 26. 24, 6kg/m” Th o7z, 44 ZBRRIBKRD 2 BPERIFEETH Y,

17 273 TFG, 19 473 IGT Th - 7=,
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& | RAOEH

210k St xit HEICETS
pf

n 80 38 42
£ (%) 576 + 13.6 56.2 + 134 58.9 + 139 0.39
&E (cm) 160.6 % 9.1 168.0 = 6.0 153.9 + 5.6 <0.001
RE (ke) 68.0 £ 15.2 742 £ 147 624 + 136 <0.001
BMI (kg/m’) 262 + 46 261 + 38 263 + 52 089
fEE (cm) 920 + 118 926 + 108 914 + 127 0.66
INERAME (mmHg) 1295 + 172 1278 + 135 131.1 + 200 0.40
HARHME (mmHg) 79.2 + 125 785 + 112 798 £ 136 0.64
e RO M 4 {E (mg/dl) 1211 + 250 122.6 + 26.6 119.7 + 236 0.61
HbA1c (%) 6.7+ 1.1 67+ 12 6.6+ 1.0 0.74
AL 27A—)b (mg/d) 2136 + 383 2039 =+ 33.6 222.3 + 406 0.03
e ERERA (mg/dl) 1321 + 925 1241 +622 1394 % 1135 0.46
HDLaLATA—)L (mg/d) 535 + 15.7 50.6 + 17.2 56.1 + 13.9 0.12
LDLALATA—)L (mg/d) 1273 + 442 1285 + 28.1 126.3 + 54.3 0.20
mFAVRY (@ U/ml) 97+ 66 98 £ 75 96 + 57 0.84
HOMA-IR 30 + 24 32+ 30 29+ 18 0.56
METs-B§fd/ A 31+23 33+ 25 29 + 21 0.85
PAL 164 £ 017 163 % 0.16 164 %017 0.49
HEBERHE (keal/day) 13189 +£ 2724 14999 + 2255 11153 + 1984 <0.001

T—AIFEHELZ#FE. BML body mass index; HDL: high-density lipoprotein; LDL: low—density lipoprotein;
HOMA-IR: homeostasis model assessment-insulin resistance; METs: metabolic equivalent values: PAL: physical

activity level
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5, KRE, BRI L Y A0 A&, a3 VAT m—Eids

PEL Y b LMD T -7, s, BMI, JEDH, IGHESIE, SLRMIE,

Vyand
gu
i oy

NERE OB, HbAlc, HHMEAERS, HDL = L AT w—/L, LDL 2 L A7 m—/)L, &

A AV v, HOMA-IR, 1 H&H 720 D METs X KFf§] (METs -

ZITRenmno7z (R 1).

IKffE]/ H), PAL IZH %

% 2 12 PAL & &R T A —& — L OFBREIZ W CoRT. PAL I3ER, it

HENG, migA > AV >, HOMA-IR & B DOHEIEZ~ L7z, PAL & FlnDRICAE

BlE IR O ho7=. —JF, METs « BFfl/H SR T A —% — L DRicZE D

KO BERBEIIERO o T2,

2 PALER B/ AT A—2—LDIERERE R

HHER R pfE
Fir (%) 0.113 0.32
BMI (kg/m?) -0.173 0.13
REEE (cm) -0.27 0.02
IRSEEA M E (mmHg) -0.05 0.66
YEERHAME (mmHg) -0.163 0.15
ZERERF I AENE (mg/dI) -0.075 0.51
HbA1c (%) 0.153 0.18
BaLXx7a—)L (mg/d) 0.134 0.24
RERERA (mg/dl) -0.262 0.02
HDLIL XF7A—)L (mg/dl) 0.12 0.29
LDLIL X FA—JL (mg/dl) 0.047 0.68
mEFAVR) Y (WU/ml) -0.311 0.01
HOMA-IR -0.271 0.02

BMI: body mass index; HDL: high—density lipoprotein; LDL: low—density lipoprotein;
HOMA-IR: homeostasis model assessment—insulin resistance

Wiz, FmiHiEET L, vk L O BMI
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Dit Rz 7~

R MBEEREES LV 2RRRHFEFRIZHEITHPALER B/ NFTA—2—LDIRELRE
#®

FRRFEETIL FEWMHFUBMEAZET L

ZAE{L 1R % (95% CI) pfE Z 4L 1% %K (95% CI) piE
B2 (cm) -0.238 (-0.448 to -0.028)  0.03 -0.124 (-0.226 to -0.022) ~ 0.02
URHEHA M E (mmHg) -0.063 (-0.290 to 0.204) 0.58 -0.021 (-0.243 to 0.201) 0.85
PRARFAME (mmHg) -0.133 (-0.352 to 0.086) 0.23 -0.093 (-0.304 to 0.118) 0.38
ZERERF M HEE (mg/dI) -0.063 (-0.291 to 0.165) 0.58 -0.044 (-0.273 to 0.185) 0.70
FRHERERA (me/dI) -0.253 (-0.473 to -0.033)  0.02 -0.239 (-0.461 to -0.017)  0.04
MEFEA R (B U/ml) -0.279 (-0.486 to -0.072)  0.01 -0.224 (-0.414 to -0.034)  0.02
HOMA-IR -0.240 (-0.451 to -0.029)  0.03 -0.193 (-0.392 to 0.006) 0.06

T—ARILFEE FIEL{FE. PAL: physical activity level: BMI: body mass index; CI: confidence interval;
HOMA-IR: homeostasis model assessment—insulin resistance

DERF T IB\NT, R CITEA S PAL IZEHE, TPRERSRES, MiEA RV B L
OVHOMA-TIR E B O AZ R LT, s ORE X, HOMA-TR ZFR\U\NT, 4Eip
& BMI TH#E#% b AE Tho7-73, PAL LI EDORICE#EIZRD o7~ (F

3).
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#4 BEBSIUKEICHITEPALERH/NSA—F—LDIBALFREE

FHARETIL FEWHBLUBMEARERETIL
B4 (n=238) T A (b1 %k (95% CI) plE 1EHE{L{R%k (95% CI) pliE
FEEA (cm) -0.290 (-0.602 to 0.022) 0.07 -0.098 (-0.216 to 0.02) 0.11
URNHEEAIE (mmHg) -0.381 (-0.722 to —0.04) 0.03 -0.351 (-0.693 to —0.009) 0.04
YisRHAME (mmHg) -0.309 (-0.646 to 0.028) 0.07 -0.269 (-0.611 to 0.073) 0.12
ZHERFMAEE (mg/dD) -0.422 (-0.739 to —0.15) 0.01 -0.369 (-0.689 to —0.049) 0.03
HERERA (mg/dI) -0.348 (-0.680 to —0.105) 0.04 -0.302 (-0.641 to 0.037) 0.08
m;FA R (U U/ml) -0.279 (-0.486 to —0.016) <0.01 -0.362 (—0.640 to —0.084) 0.01
HOMA-IR -0.460 (-0.761 to —0.159) <0.01 -0.371 (-0.652 to —0.09) 0.01
L (n = 42) ZAE{b R 5K (95% CD piE ZAE{b R 3K (95% CI pliE
FEEH (cm) -0.241 (-0.571 to 0.089) 0.15 -0.161 (=0.327 to 0.005) 0.06
IRfEHAME (mmHg) -0.037 (-0.377 to 0.303) 0.83 -0.001 (-0.255 to 0.253) 0.99
HhEREAME (mmHg) -0.067 (-0.390 to 0.256) 0.68 -0.034 (-0.341 to 0.273) 0.82
ZERERFMFEME (me/dl) 0.104 (-0.243 to 0.035) 0.55 0.108 (-0.244 to 0.46) 0.54
FERERA (mg/dl) -0.243 (-0.578 to 0.092) 0.15 -0.237 (-0.578 to 0.104) 0.17
mEFARY (4 U/ml) -0.098(-0.415 to 0.219) 0.54 -0.059 (-0.348 to 0.23) 0.68
HOMA-IR -0.038 (—0.359 to 0.283) 0.81 -0.006 (-0.333 to 0.321) 0.97

T—ARITEEIZHE{FZE. PAL physical activity level: BMI: body mass index; CI: confidence interval:
HOMA-IR: Homeostasis model assessment—insulin resistance

FAIZEM 384) Lot (42 4) T TEMT LR 2 3. BiEickswn

T, i & AR R\ PAL I HE A I, 22 R iRy ol (s, PMERRRG, Mg R Y

B LUV HOMA-IR EE DR EZ /R LT =, Filin L BMI

SHEKIL 12BNV T PAL

VZUHESA M, ZEfE R MUBEE, MiE 1 > AV >3 L OVHOMA-IR & A DR HE S R 5

-, —7, MEIZBWTIE PAL EfRE ST A — & — L DRIz

OIRno T,

B 7 BAE A 7

BT, BTEEROFKIFEEINC L D= F—{HEET LML & BEDT;

EINS TS, BT ER TRV IRIEENC K 5 =1L — 118 BI2H OBI3R



Wigmot- (K2).

K2 H#ITFHOBEEFHE LUETERTHVREERICLSI ALY —EEROB X HE

400 p < 0.001
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F77, cSBP B L O Alxp Tt L 0 b BHICBWTHEIE» o772 (R 5). CVR-

RICHELFEITRD o208, BYEICBUWT, CVR-R E BT EEROHRIEEIC X

HTFILFX —EEEIZEOHEE (r = 0.419, p = 0.009) Z7xL TV /-,

®5 BIRRATORRBICD BEE HEBEDS L&

Bt (n=38) &tk (n=42) MEICETS

pfE

¢SBP (mmHg) 1303 = 146 1394 =+ 223

Alxss 697 + 133 866 *+ 97

CVR-R (%) 37 £ 22 34 = 21

0.04

<0.001

0.55

T—ARIE T E +1ZHFZE BML body mass index; ¢SBP: central systdlic blood
pressure; Alxs:the heart ratecorrected augmentation index; CVRR: the coe fficient

of variation of RR intervals
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M-3. &%

ABFFRIZBNT, Fex i 3 WoTiSBEF 4 HW CRFBIICIIE L7z A #ETE
D PAL (=NEAT) & k% 7R T 2 — % — L ORI OV T, Flnk X
OV BMI 233 L7727 MW T PAL LR, i1 AU >, FdEARRG &
OMNCADOBEN R SN2 E2vD, NBAT @V 2 EIXEERIER, A > A
VE, & ERYEREIEIC R U THFE LWBEER S D L RIE SN D.

F72, PAL EGHANT A —=F =L OBEEICE W THLENR OGN Z LIZHo0
TIE, K, KRE LW TR OBENC M EO B2 220335 L T\ 5 aliE
WERFZZ BTz, L L, BHEICBWTIE, Fin, &, AEZFELZED PAL
R, Mg > A Y >, HOMA-IR & O£ LW Z RO - —T7, Zotk
WZRWTIEZD XL D REEIIEE DT, B DI DENZT TIEB LELZHHA
THZEETERNWEEZLND. S HIZ, PAL TR XL X — 14T &% AR
HETHRLIIEETH D, PALIZIZBLGER R ONRN-T2 2 & h, FEREAH
BOEMERICEEZRITLTVD EHE IV, LMW T, PAL &R
WRIA=Z =L OMICIHFE LWEER SR WEBO—>E LT, gAY
YINY A ZDPINS WD ERFET HNDHD, Figure 1ITRLIEL DI, BTE
KO KRIEINC L D= VX —HEEDEMEL Y b LMEICBWTHEID/II WD
ZEPEAEL TV EEZLND. BITITLMEA X FO Y R 7&K T IR
L[30,31], 24 Rl oIp =2 > b e — 2 WEIE L ERPA LN L RS> TND
[32]. BATERDOHRIEENC L 5= F L F—IHEENRKE W T EIXRHITER &

DY R NFIZEWRREEN DL EEZEZOND. £72, cSBP I8 LT Alxys Bk
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KU H BB THEIRNE W HFERND, BTIZEIRA T 1 7 1 ZITKE
LTCHIFE LWEEE o LoRB SN, 2 BUREIRFE A 12T D @ IE S35
ARG EN OIERAL B L T Y [33], augmentation index & ZQJEAHARIEEh
TIEOBMRIZH 2 L BE SN TVD[34]. LMo T, BT AEMREREZ &
# L, HOLIIJES augmentation index DK T ZE L Oh LiLZeV. FiT D A
BT F VAT, SATAMAE, IR, BMI, (REENAER, mMIEZ2AEICdESE
D2 EBHLE RS TWAI35]. Lo, RO CIRAR TIRE A TR
(CHER LT ST Y, 3 IoTiFE &G CRIE L 72 TIC K 2 =0 L% —H#
& OBEICOW TG L7ZAFEIIARNIZERA I TTH 5. NEAT &fUGH T A
— X —DERRCHBAIT EROHRIFENC L 5 = x L F - B RICB T 5 B LEIC
DT, EOMNPRAT = ALIAHATHY, SBROMENLETHD.
AHFFEDIRFUC DN TR D . cross—sectional AFFED 7= NEAT &G/ <F
A —=Z—=DEAIZB T D REBRICOWVWTERT D Z X TE V. Flin, M5,
BMI, BE#pE, AR—YM) N L—= U T OfE#E e & NEAT 10 8% 5.2
HEBEZLNDRMER T HTE L), BRFEREOELCEEBR TR EDE
APEBRTE TRV, HERE R TR T E L 2 TR REEE 25 A7
REJEREMTHD Z & BRDORF L LTHEZ 5. IFG, 16T B8R 2 Al
BEPRIF BB Z N OHEMIZB W TIE, NEAT ER#ART A —X—L ORICEE
RBEEITRD oo Sk, KO U T NAY A ZDOREVFIEN LTS S .
B DRI Lz 3 woniGBhEGHE A AT ISR 2 A B TE) T T ¢

EMEIC A RTEENE 2 E T 285 T 52336, 37], Leenders S IZAITH DN

17



HWENOHE SN D TR VX —HEEICEENE U 9 D aHethlc oW TR L
TW5AI[38]. 3 WotiEEh &R CHIE L7 FIRIEEN &34 3 L & NEAT & —F L7

WHEEPEIZOW T H BE T NS LEZZIDbND.

18



IV. TiTEEREREE B L O 2 RERIFEEICKIT 5 B EAEITE & mIE B-type

natriuretic peptide (BNP) ff & o BEHE

IV-1. 5
WETFA v &FHE

ESLEBRE R v 2 —ERFEIRBERERIE - PRk K O% G RSk
Z 2012 4F 8 H7226 2013 4F 12 A £ TITZ 2 SN MFERE R ¥ 46 L OY 2 BUpE IR
PBF AR L Ule, B0 bR N3, IBE R EISHREER L O EE L2 AR L
TWLEIIHR I VRSN L7z, BNP LR/ NT A —F —1TxF3 2 NEAT DEED
BT 2720, EMAR AR —VIEFEHOH I N L —= FIREF L TN D
FTIERS LTz, DARRRBHEEELZ AL TV E BRI LT,

ARGV ENL E R E R e ¥ — B B2 OFEIC L 0 RAT &2 15 CEE
7o KFBE S  NCGM-G-001212). F£72, T XTOZMENLEB L DFE

25T, WEIE~ L R ES I o THEES L.

FEHIER L OEEZY - ELFEHORE
sz 2 &, (KE, BE CIAE&Ei) OMEETT->72. £, &
v Ao BEmERES HEM-762) & vy, ERio e 217> 7.
IMIEARATE 12 REREI A D22 JIRAE CHEfT L, FPG, HbAlc, = L AT 1 —/L,
FEfERG, HDL 2L A5 m—)L, LDL I L AT a—/b, fjEA v AU &2 HIE L

7. A LAY HEHMEORSEE L LT, HOMA-IR 2B H U7=. I BNP JEEE |3t

19



W E R EEEAWTHE Lz (7T —%7 2 he-BNP-JP, 7R v h ¥y /3V)

[39].

FAEB R (PAL : physical activity level) DHIE

HATE 31T 2 B IRIEE EIT A 2 0 8o 3 RoeTEB & EF (Active Style
Pro HJA-3501IT) Z MW THIE L7z, #ERFE L, ABRSBERZERE, 23R
TGN EFT LA L, SIEEIRITA mATE FIER L T 7 AEIE Sz, 3
WoCTHEY AT AR AN 1 A 8 BERNCH /2722 5a, £ 07 — 2 13T & 0 &

S U 7-. NEAT Of5#Z L LU, PAL=TEE/BMR Z R 7-.

FERHARAT

FTRTONT A= =T PE AR MERAE TR L7, BNP, v, BMI, FEPH,
i+, FPG, HbAle, M+ > AV, HOMA-IR & PAL & OFRBIBIMRIZOWT,
Spearman DMENZAHBILRE A AV TEMEE L 72, PAL & BNP OMISZ L 72 FHEBAfR &
FHARD 728, EEF N E1T > 72 BNP O HIAEIZ L 0, 5 BNP #£(=8. 0 pg/ml)
EAX BNP B (<8.0 pg/ml) @ 2 BEZA1), IfiEA > A U, HOMA-IR 3 L TUYPAL
DFEIZHOWT, Mann-Whitney @ U BEZ HVWTHRNT L7z, HEEHIENTICIZ SPSS
version 19 (IBM Co., Ltd., Chicago, IL) ZfiH L, AEAKHEX p<0.05 & L

7=

IV-2. #E&
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AWFFE DRI AFNVIEHE « BRAMVEHEIC LV, 80 AT EEHANARL TV 5 18
%, DAREOEENS DHF 14, BHEREEEDOH HH 14, i 20 L4 03RS,

60 4 (BME28 4, LtE324) NxtgLnoiz.

6 BEBRE DOFHH

n 60
F#5 (R) 547 + 12.2
& (cm) 161.3 = 8.9
AE (ke) 69.2 + 16.1
BMI (kg/m?) 265 + 5.1
FEER (cm) 92.4 + 13.1
URHEHAME (mmHg) 1288 + 17.6
PREREAME (mmHg) 80.5 + 12,5
#BaLXT7a—)L (mg/dl) 217 + 394
FiERERA (mg/dl) 1365 = 1014
HDLaL X7 H—/L (mg/dl) 53.8 + 16.6
LDLaLRTAa—)L (mg/dl) 1295 + 4592
RS RF M AE(E (mg/dI) 1229 + 256
HbATc (%) 6.7 = 1.1
BNP (pg/ml) 140 = 146
mEFAR)Y (U U/ml) 96 + 6.9
HOMA-IR 30 + 26
METs-BFfEl/H 32+ 25
PAL 1.67 = 0.19

HBERBH=E (kcal/day)

1344.4 £ 269.9

T—RILFEHEZH{FZ. BMI body mass index; HDL: high—density lipoprotein; LDL: low—
density lipoprotein; BNP: B—type natriuretic peptide; HOMA-IR: homeostasis model assessment—
insulin resistance; METs: metabolic equivalent values; PAL: physical activity level

£ 6 | ZHERE OEFERBIFFBIZ OWTIRT. 31 4N 2 BERFEETHY, 144
23 IFG, 15 44725 IGT Th o 7. #EBRE OFlIL 27T-T4 1 Th o 7=

PAL [ Ifn % BNP J&2 1 & IEOFERE (r=0. 296, p=0.02) (X 3) &R L7-.
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X3 M%EBNP;RE EPALDRER

80
70
60
50
40
30
20
10

O \\.\.\\\\\.\\\\.\\\\\.\\\ I

1.2 1.4 1.6 1.8 2 2.2

r=0.296
p=0.02

M #EBNP;EE (pg/ml)

FEHBIX BMT E A OFRE (r=-0.431, p<0.001) Z7/R L7243, PAL & OFE/AH
BIIFR® 20y o 72 (r=0. 096, p=0.46). BMI | PAL & HE/RFAREZ RS20 o7z
(r=-0. 11, p=0.4). PAL X Shapiro-Wilk IREN D EBSA L TWDH EBZ DI
73, I BNP R EEIXIEERLAT T o 72728 (p<0.001), IMHE BNP 5 EE 1351 4%
L, i L BML Z 3% L7 7 V& AW CEBIFR T 21T - 72, PAL 1345

TR, F -, MEENE BMI A% VTS, log IMUE BNP JEE & 1 o> B
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LT\ (EnFh, B£=0.29, p=0.01 & B=0.282, p=0.02).

*7 MIEBNPEE LR B/ \SA—4—LNDERER &

HHER R plE
Fir (%) 0.441 <0.001
BMI (kg/m?) -0.256 0.05
FEEE (ecm) -0.279 0.03
INHEHAMME (mmHg) 0.175 0.19
YRERHAME (mmHg) -0.070 0.60
#BaLxFao—)L (mg/dl) 0.116 0.38
FERERA (mg/dI) -0.186 0.15
HDLIL XTA—)L (mg/dl) -0.057 0.66
LDLaLXFAa—/L (mg/dl) -0.048 0.72
ZRERFIAEE (mg/dI) -0.237 0.07
HbA1c (%) 0.050 0.71
m;FA R (WU/ml) -0.350 <0.01
HOMA-IR -0.363 <0.01

BMI: body mass index; HDL: high—density lipoprotein; LDL: low—density
lipoprotein; BNP: B—type natriuretic peptide; HOMA-IR: homeostasis model
assessment—insulin resistance

T ME BNP R EE LR T A — & — L OFHIBERIRIC DV CoRd. 1M BNP
TP LR - PRREIME, MISNEE T n 7 7 A L, Z2iEREMAEE, HbAle & D
FICIT A B2 MBIXEE O o 7c. —J7, M4 BNP 2 & JEPH, BMI, Mg~
Z Y B LV HOMA-TIR & DRNZIZE DB 2D, Fiin & OMICITIEDOMEE %
FasDTz. PAL TRHET 5 &, M BNP AL & {1 > A U >3 LUV HOMA-IR & O
FWOFAERBEEIIR b kot (FNEi, B=-0.204, p=0.12 & B=-0.271,
p=0. 13). 72, PAL & MiEA > A VU 3 K OVHOMA-IR & O OBfRIZ DN T,
14 BNP 2 TR L7256, AR RBEEIIER O e » 7o (€, B=-0. 253,
p=0.05 & B=-0.2, p=0.13).

IMHE BNP 215 & A > R Y ARPUE & OBIFR AT ~D 728, BNP O HRfE THER
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F 2 BRSO, @ BNP BE & AKX BNP BEICEIT 2 MiE A o A U YR & HOMA-TR
[ZOWTHERFT L7, & BNP BRI 2 MiEA v AU VK (8.1£6.4
U/ml) 1&, IKBNP BEICRIT D MG A > AU U (11.2£7.4 pU/ml) IVAEE
< (X 4A), 1 BNP BEICISIT D HOMA-TR (2.4%1.9) 1K BNP #EIZRIT D
HOMA-TIR (3. 7%3.0) L W AEITE -7z (X14B).

E4A EBNPE L {EBNPEICE 1T AMBE A R E D L

20 p =0.036

18

16

14

12

10

MmEALVRYVRBE (M U/ml)

EBNPEE {EBNPEE
(n=30) (n=30)
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4B mBNPE# L{EBNPEIZH 1T HHOMA-IRMD HLB
p =0.036

HOMA-IR

EBNP#E {EBNPEE
(n=30) (n=230)

S 5IT, IHE BNP JEE O WU AL THIE A > A U A & HOMA-IR (22U THE
M &2 1T o7z, Kruskal-Wallis BREIZ LY, MIEA > AU SRE L HOMA-IR
ONHEIZ f5E BNP IR EE DO W - CHE R ZEZR O (p=0.02). Q4 2B
HMIEA LAY CREL QL IR MIEA v A Y VRE LD A RIS

(p=0.02) (B 54), [RERIZ, Q4 1Z351F 5 HOMA-IR 1% Q1 IZ351F % HOMA-IR LV

HEIE > T7= (p=0.02) (]X] 5B).
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E5A MiEBNPEREOMAMEICETAME RV EEDHE
25.01 [ p=002 \
[ p =0.34

p=0.12

20.04

15.0

10.0 1

5.0- ?

Q1 Q2 Q3 Q4
I $ZBNPRE B

& AR VREE (0 U/mi)

X|5B M #EBNPREE O M5 EE(Z3(THHOMA-IRD EL &

10.0 | p=0.02
p =0.32 |
! p =0.09 |
8.0
o
< 6.0
=
o
I
4.0
2.0
04
Qf Q2 Q3 Q4
Ifl $ZBNP;R B

2 MpEIRp A (BVE 13 4, Lotk 18 4), IFG (BYES 4, &PE9 4), IGT
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(BME 10 4, &ME 5 4) 1I231F A IfE BNP 2B 13, F1F4 14. 3+13. 5 pg/ml,
12.9£17.2 pg/ml, 14.5%+15.1 pg/ml TH Y, PAL L, FHF 1.66%0. 22,
1.65%+0.15, 1.66+0.2 Tdh-o7=. MHEEBNP EE B L OVPAL ICBIL T, 2 BUkER

SR, IFG, 16T OEM THERZEILR D)o 7-.

IV-2. &%

BITD cross—sectional AFFEIZ L - T, IHE BNP R & %\ E NT-proBNP 2
FEDS PN [16] 0 BMT, EPH, MigA > AU R L AOREZ /R 2 & 25
vk sirz(13,14]. UL, BEEFRICHT 55 KES) (NEAT) 23 BNP (T4
R DRBIZONTII o TV, £, BEOHEICHFERERFE 2 A

BRI xR e LIZb D3 <, EMIBIRZAT > TOZR W R RE & 20

3t

I 2 TRUBE PR IR B (281 D NEAT & BNP O REGR & i~ AMFSEIE, 2 BB RS
BEOEEPIECHTI2H MR L LTET DL ZA00 5. Bk, KF,
W70 CARGREE O (RIEE) Td> 2 NEAT[9]72% BNP 125 % DB SW TR L7Z
WFZRIIARMFZE 3D CTH 5. Chainani-—Wu HIXT A 7 A XA VN BNP 12525
I OWTak— MIEEZITo 7. #6I1E, ST AR 3 hHIZEIT S BNP O
{b7% BMI OZALFREZFIHE L 7 th bEBIRA 2 7 OLFE L HAREICEHEL WD Z &
R L7y, ARBFJEICIIT 5 PAL & i BNP JREE & O OIEDRE & GE L7z
FRTHD. £, MAE 3 DHIZBWTBNP O BIZ B BL A 2 Y
DEALEAOEEZR L TEY, BNP EH &1 2 R U ARPTESE O BRI R

R TuW A [40].
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F R U T LRRART T R E R X R Y AREUNE & oA OB EEZ <
DOHFFETH BN E SN TE 2 [12-16,41]. BEE BT LT MY 7 LFRA~T
F RIKAELE, R CEEICRI L T DT b U U AFIRST T REZEERCIC
£ V77 AOHEME BN SDT Y T LR TF ROGWETIZE D
SN TS [42-44]. BNP (FAENGEARICHEIL L T 5T b U 7 KRR T
F RZREITHES LBV o2 RdE L [45], ~L A% o Y — AHREAITE (L5
Aiky (PPARy) OB FHEBZTEMEIIED Z L TRIMEO b2 L
[46], 7T 4 R F o OHWEIEIMSE[4T], 4 VAV AARGUELZSGET 5.

— 7, MitHERERM & BNP OBRMRIC O\ T O EF v R FIER D700, R
I IAE BNP JREE DI & BT 2 (BT 24 v Xk 1,51, LtEicisid
DAY AL 1.95) &) BRFEE N S B3 [12], MPHERE R E S 2 FbE R R
FANZRB W THSE BNP JREDNMENZ EDA D= X NIAHTHDH. RFRIZBD
C, PAL 23MM4% BNP JREE & IEDMBIZR L, BNP 234 A U ARFUEOFEIES
BMI, FEPHEBAOMBEEZ R LTI L, EHIT, MiFA AU PREE L HOMA-IR 23
IR BNP £ L D & & BNP BEICI W TR o 72 2 & v, PAL (SNEAT) EL< 725 2
Sl oLE L B L, A R RGO tE & fE BNP JRE O ERICE
H9 2 wrREME DS R S 5 . I BNP R 0O B, R A b L R AR L (48],
B DRIEZIR T S [49], NEN /3R 2 {28 L [45], PPAR v BInF A ML S
TT A RRT T ORWEREINEE 5 [46,47]. NEAT Z @D 5 2 & idhs - BRE
BW~—H—LlFE LW A RT Z LICh A, MmiE BNP EED LHEN LTS

RRIZAHMER B D Y 27 /NS < F 500 LV, i, MU4E BNP OiRER
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FOEWIENED B, B0 T < BelElifiia & B afelifiEiz sy
TH hay RUTOEMRBLEZRED, A AU URPIEZGESE D LW
a7 50,51]. Lo L, DRI M AE BNP R 5 & A OBIE % 7~ L [52-57],
ODARRBFITIBWT BNP IFAENI MR X 0 PR 722 G e & et L, A >
2 U AARBUE (RS 5 L OMmE S A6 5 [68,59]. MiFFRERF & B LW
2 AUEIRIABE T D PAL, BNP, A > A YU AKFIEDBIFRIZ OV TIE AR
RINEL, 5%, Yo NP A XORERILRDLFENPLETHD.
ABFFEDRIR & LT, cross—sectional AFFED 7= K REURICONTITS N D
BRVWEBE—IZHT oD, Fio, BIEER R & OBTER 723G R 1 D3 TR R
ICHEE 52 TV DRI GE TE V. X518, Fx 1L IFG, 16T, 2 BUHER
BT G & L TIHE L7, AFRORREEZ@EEHICY TIH L2 &iF
TERWEAS D, PERE TR T # & 2 BUEIRM BT 2 5 A TSR B E 75k
MTHY Y TNV A XN ENTe, ENENOHENICEKIT S PAL, BNP, A
VAN AARGHEDRBRMREEE TH D 0NN TN B2, TFG, 16T, 2 BpEIR
JREFIZHIT D PAL, BNP, A RV GO REROHEICOWTHET 57
DI, VI F T NH A ZORZBRIFFEDR RO D . Fex BFFEITEN L7z
3 WOCTEB EAHT B W AIS 12361 5 B MATE) N Cted TIEREIZ & (RTE B & 2
ETE DM TH H03(36,37], Leenders HIFHITHONMBE N SHER SN DT
R —EEBIZIRZENAE L D D ATREMEIC DWW THERE L T\ 5 [38]. 3 IRotiE
B CHIE LSRR E BN L7 L NEAT & —E L2 W AREMEIC W T b B JE

TARELEFZIDND.
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V. BPVIZ
ARWFZEICT XD, MPERERF &I L O 2 B RIF RS ICHB W T, 3 WRoTiREI &Rt

TR L7z NEAT 1, REERAEGE, @A o AU e, & PRI e 25t L Caf
FLOVWBEZ R L, BICHIT RO NEAT [ZBIR AT 4 7R AWK L THAFE L
WBE A B O LRI SN2, & 5IZ, NEAT LB - [RER#E~— Db —D L HofF
T 72 BAFRPEICIN A, NEAT AS1#E BNP JREED EF LBHE L, BNP &4 L CHEm <
A VRN ARG AR UGET D ATREMENE 2 Hhvie. 2 BUREIRFRE OIREIZ B
THEBFEI IR FRIE L WORHEADIRERIE TH H. AR & PR EE O & KIg

#)CTo D NEAT 23, EENWEIEO—Bh & 72 D AlHetE N /RIg S 7z,
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