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GRre 3 - A% TIE, 8- RER#ANT A—F—,
BARERA IS B R (estimated glomerular filtration rate :
eGFR), N&EumMMEF MU 7 A FR T F F iRk
(N-terminal pro-brain type natriuretic peptide : NT-
ProBNP) (Zflz, &EEE C IS ME&E A (high sensitivi-
ty C-reactive protein : hsCRP), 7574 "&x 7 F D
MmiEEZzRE LA 72720, 774 RAZF EICB
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T A THE L7z
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573+19mmHg), KIEE Y REH IV AT =)L (low
density lipoprotein cholesterol : LDL-C) (7621 2* &
73=19mg/dl), ~EZ ¥ ¥ Alc (6.0£09525 6.1+
1.0%), eGFR (67=17 #*5 67+15ml/min/1.73m?),
NT-ProBNP (247 =486 »*5 244+364pg/ml), hsCRP
(0.152%0.307 2 5 0.115+0.296 mg/dl) O & EIZHH
LEALERD SN oz L, BIEE) REHD
L A2 5 1 — )V (high density lipoprotein cholesterol :
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lyceride : TG) &/ B2 D (142834 5 123+65
mg/dl, P=0.008), 774 K%t Fi3AELEM (9.1
£7.055164+135ug/ml, P=0.0001) 2R L7 (%2,
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¥ 5-Hi 37 H P value
IGREIRIME 5 mmHg 123+12 122+12 0.613
PEERMIME © mmHg 707 73+19 0.518
LDL-cholesterol ; mg/dl 7621 73+19 0.087
HDL-cholesterol ; mg/dl 49=11 52=11 <0.0001
Triglyceride ; mg/dl 142+83 123+£65 0.008
Hb Alc: % 6.0x0.9 6.1x1.0 0.367
eGFR : ml/min/1.73m? 6717 67+15 0.209
NT-ProBNP ; pg/ml 247+ 486 244+ 364 0.207
hsCRP ; mg/dl 0.152+0.307 0.115%0.296 0.194
Adiponectin ; pg/ml 9.1+x7.0 16.4+13.5 0.0001

LDL =low density lipoprotein, HDL = high density lipoprotein,

HbAlc=hemoglobin Alc, NT-ProBNP =

N-terminal pro-brain type natriuretic peptide,

hsCRP = high sensitivity C reactve protein

HDL-cholesterol Triglyceride Adiponectin
mg/dl mg/dl mg/ml
65 P<0.0001 250 P=0.008 40 P=0.0001
I R R
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K1 ANVNYEVT ANEBREABLOT T4 R4A 7 F 2 0%AL
B> ARB2SHA VRPNV U ~LEHEHE 3 » HIZBWT, 7514 KR %22 F >~ (adiponectin) L&kt
W) REHIVAF T =)L (high density lipoprotein cholesterol : HDL-cholesterol) (&4 & 121
L, wEEREN (triglyceride) 13/ &AL 7.
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