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(FF5E) MEAE, 12 FHIEEO 0 3 — 2806 % S0 8 5 Rk o 0 2 — 235 (CGM)
EMINET A ENTES LI A7 ThETOLOR 035107 2 BT MM § 5 8105
&, R ZBEN0E (SMBG) (24380 TH Y, IO NIRRT h/D IR 4 KZme L T
WA WD S > 22, CGM 2 & AMENTHE 2 h & SEIR U OB 48 Moo ¥4l & G4 5 2 & T %
BulfEt:Aid 5.

[HY) CGM T & 0 Ll T O B 2B 38 A W] 5 A4 5,

[ % & Jiik] 2013 925 ) A5 2015 - 10 1 & TIZ CGM &35 L 22 ClET-1fi 80 (91l (A T.0
MiJEMEND 22 (5, A 1M 58 () &3S & L. ALCREMERT-ifii3 20 Codiilh F b i
WR7s4 7328 (OPCAB), A Ot #id R0 E Al T T & 0 ARG EIRT 1502 ik 0F 1
Loinii (5 %W AL, ALOHERNTRH (OPCAB 8F) & A 1LCMitE T
i (CPB#¥) omb2d)is kO CPB WM O m s 2d) (F#iHiis S ATDISEA £ T
AL A, ATLCHBEA D & KIIRERT & ¢ & 00 B, KTIRMEN %A o T-Hi% 1 % T4 W
C) &ML 7.

(&5 U] OPCAB fiF T BMI A {5 352 @ < (OPCAB ¥ © 243 32vs. CPB{iF © 221 %
33kg/m? : p<0.01), DM A (45vs. 16 % 5 p = 0.01) M EH 7. o) CGM 2k 5
PO (112.6 & 21.9 vs. 103.1 £ 18.3mg/dl : p = 0.06), h&/Mii (70.0 = 20.6 vs. 66.6 +
13.7mg/dl 5 p = 047) IZMiRETAEN L h 72, SDIT (24.0 £ 9.1 vs. 19.5 £ 8.0mg/dl ;
p=0.035) &ht A (182.2 + 41.0 vs. 159.6 * 37.3mg/dl ; p = 0.028) 13 OPCAB 8 ¢H7 1%
128 > 2z {iod COGM L2 & BB it (118.7 = 17.9 vs. 151.2 £ 37.0mg/dl : p < 0.01),
SDfili (84 % 4.3 vs. 350 £ 20.0mg/dl ; p< 001), kiAW (1357 £ 27.2 vs. 207.7 =
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62.3mg/dl : p < 0.01) 13 CPB BETHIEICTIA o 7. CPB BHZ &1 B WINBIO L L Hz 510
T, CGMIZ & B FER i 85 (WM A ¢ 1108 276, WM B + 112.0 £ 31.2, WM C .
164.9 £ 44.9mg/dl) , SD i (WK A ¢ 6.1 6.1, WM B : 56+ 4.1, W C: 274+
17.0mg/dl) , he At (WM A 5 1184 & 328, WM B 123.7 & 44.7, W% C 5 207.7 =
62.4mg/dl) 12H0T, WIHA I Blo T hr o 2248, WM ClzH 0TI,

»7: (p<0.01).

[#53%&] CGM M55 U4 5 OPCAB & fith D £ A 4 2 < I BES PR LT RITH 5 vl
1 & ABYIRERKr 7% 00.Lo i BRaGHE I E A DR FF PO MLz K E WL TO B alHEtEA R

g xhi,

F—T—F Fbiyowa—2lbe, OB, mie)

] =]

O KIS R OB PN 25 0 3SR V-7 %
Il ® A Td D, kb e L%
EEyEE5 9. WETR, BMOMLTAEL
IRRE SR A AT 10— 13) THB I LTI NT
W3,

it 00 JLAF 2 MOBEAT PN T e 2 G & 1 % 91
A, WL TR E D &5 i Bias A v) A
IZDOVWTOWEE L F Y Zdpn -1 X
SUIZHih D MBI PN DN T D Z I COMMT
&, WK 2 e (SMBG) 2k 5869 T
& B 7= 3 I 1O &%= IS 1R 2 Lt L T
WANEEA D YD, ZOGFHNIW S Tlda v &
HEiohd., KoT, hiho@Eb) il ik %
WIS A2 5 LT, oL+ s
MZTHRLUNDH B,

VLA, 5y ZEIZHE RIS 2L o — 2 &
ET B HE LT — 2 (CGM) &ML,
ZHhETE) LML ML TES LS
(I -72® Zeizk), CGMZHWBIET
SMBG T34t ¢ & 20 U LB B 0 5Y 4 & 3
TELU[EML D B, AFAOH ML, CGM Mll
EREAE G & ALK A T 450F B it i
AN oM THETHS.

HEREFE

HREBEE
AWEeiE, RO fPE B ROIRLE T,

MO R BMRBMOEEL GO NG E R
& L7 20134F 5 FIA 5 2015 4 10 J] & T2 MkR
THF » 22 FHB RO A A il 5 5, i
CGM #3700 80 il & i % & L 2. 1Ly
neid, IS 66.3 £ 9.5 5, Bk 47 (1 (59 %),
BMI O -Ei3 22.7 &+ 34kg/m?2 T - 7=. Uifid
WAL, STIUE 37 10 (46 %), NeTUICautat 32
(40 %), BibE#; 196 (24 %), HbAlc D1t
6.0 = 0.8 %, PPEAEPENGE 14 9] (18 %), &
Wil o 5l (11 %) Th-7 (F1).

Wati-T-ifiid, ALChER]F-#iA 58 91 (72 %)
TEB M CEETHTHd D, ATOMEMNT i
722 (5 (28 %) T REIACATIR) T ief MR, S 4 /3
Zifi (OPCAB) T& »7:. ATCMitliHT-iljod
R, LRI RS 16 (AVR) 13 4, Hisf
fd TR Al (MVP) 1 (], Hisb (ol et S i
(MVR) 1, #iaFe-T-ili 29 i, AVR & ddhiks <
A 3 Z MO NG B T80 3 51, MVP & elfilik/ s
4 78 Z WO IRINFBLAT-17 5 B, K TIR & 454 i
3, NIRRT 1, T AR R i 2
flTd -2 Tk P13 467.1 + 140.4 43,
A LLCEREIN O V- H1d 267.6 = 86.3 7y, Ak
MEFREINOEE1Z 1803 £ 64.6 73T > 7= (R 1).

Continuous glucose monitoring device

CGM ¥ Z 7 L3 FITID 7 g — 2808 %
5 7 SIS AE L, EO S T — A& M
BeIZL#tT 5. CGM Y 2743 a -4
(iPro2 . Medtronic, Northridge, CA, USA) & &
>4 (Enlite sensor; Medtronic, Northridge, CA.,
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1 BT
(n = 80)
Fl (5%) 66.3 9.5
Plia 47 (59%)
BMI (kg/m?) 22.7+3.4
BHE & 0 43 (54%)
£ & 0 37 (46%)
FEACH I Y 32 (40%)
PERBIH Y 19 (24%)
HbAlc (%) 6.0+ 0.8
BHEHEEMK RS Y 14 (18%)
I BB SE (GFR<30)H B 19 (24%)
ErdH Y 9 (11 %)
EZHEHR (%) 62.0+ 14.4
Forr
AT L 58 (72%)
FrREE Tl
KRS -Filr 13 (22%)
{GHFr T 2 (3%)
KENAR IS F 7 3(5%)
BE I Tl 29 (50%)
KBRS BT + ETINR <A S AT 3 (5%)
IR AT 4 R 2 <o 23 2 5 (9%)
i 568 RS W R = o
BT KR E 2 (3%)
R AR R I I A 1 (2%)
LB T bR, SA 23 A iy 22 (28%)
FoveERl (47) 467.1 + 140.4
A TLAGREL] (43) 267.6 + 86.3
Lo IEBRERY (47) 180.3 + 64.6

BMI = body mass index; GFR = glomerular filtration rate.

USA) THR &N 5. & v ¥/ & < gkl
(B1A) THO, TR 20 3 — 284%
FHbELZEhIZHLBIT S VP54 5. 2O
PP LELI-Z (B I1B) IZRisL, L a—
LNOWBUE A v 2 — 3 v MRHTHIINZ V E

A= 2 —ZT7 T a—FEhLE— AR &
, MEPE Al cx s (R1C). LI —4id
AT HDF— 2 #INYET 5 & Bk
3. iPro2 (3R LT/ DRI KT H D, TRHIT
iz B < W TH B, T-li 2 Haflo b
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A Enlite sensor B iPro2
(Medtronic, (Medtronic,
Northridge, CA, Northridge,
USA) CA, USA)
C
HARA #irB i
CGM{iti I AI‘
(mg/dl)
= L= —
=00
=D0o e
KBRS E 7R |
Ao | l
am = = 695k Hit
= 1=o0 SEiE Z oD i SO0 i RIARFAE B +
- — 7 AR/ N A 7 S A A

A CGM + ¥4 —
B CGM v a—4#—

C 27 b L 22 A LOBEN] -Fifrh ) CGM BTG Y Es Ol hitn

OB CGM > Z 7 A 5835 L, La— ¥ &+
AR il AT L, Tl H € CGM
AT LEAE e it 4 H Tl A ik
PEL 2z, MESTHRIZLI—-4F 04 L LY 2 -
SPNPIE &7z 7 — # &b L 7z, CGM il
fifiid 1 H A4 L Eode it (SMBG) 124 -
THEE X, M & Tl Uil A s 1,
CGM MEM & MEHTE 57026 15550 2 1 4
F A G D 20 AT A 7 U A i
U 7= IR CREIE O 22 8 LU 4 17 5 24
Hb.

TR IS EIE & O RE, HARIBIAEET RN

flirh oD e 7s <o i ik, IR0 I <o 0 RAT Y
FIRRE O BT CTir bz, Ot A (5%
P 450ml +i(k 5 Y 7 4 50mEq g~ &

A7 A30mEq+2%F 0 Hh 4 5ml+
ACD-AiE 10ml) HEU B (5% 450ml
1A A ) 2 4 30mEq FifEw L A
30mEq + ACD-AfE  10ml) Z{EML, ATl
I FHF- i = s }\‘IﬂJﬁfﬁ'l'.‘flﬁf 5 CZ ILHE DF T
fatite Qi - OmfatEk=4 @ 1) #iEALZK.
03 OF GO £ A e 4 #1I0] 20ml/kg THEY-L

PAFR IR 20 47 35 & (2 i DF RO sl B tfél%
10ml/kg THE45-L 220 ALLCMJEEH Fifi (OPCAB
IE) & A TLCHEMEN Fiff (CPB EE) O R0 4+
P SIS L 22, £ 72, CPB RO %, T
il 5 N TS A ¢4 WA, A O
HEA A & KTIRMENT & W B, A% e f52
6 Tl T £ TEMIBC Z5Ew, W o R
i s eingiziir L2 (B 10). WL 72 CGM
T 4 ORI PFIZ 13 Excel 2016 (Micro-
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soft Corporation, Redmond, WA, USA) # 7.
FEHETIT I PR X (SD) CHLU 2. mubk
FENREEE LTCCOGM Iz DI - F— 2 d
SD i & Al 2. #ilFsA iy e Biid 5 2 Beoie,
Fisher O 11 i % M5k, paired ( 5, Mann-
Whitney U test, X0 & 5 00 i (repeated

ANOVA) # Iy, {135KHE p < 0.05 & #1150
e L,

= e

W, PN (R A <, PR
s KRBT A RO DI O YL

(CGM)  Z T Pl - b D (LR 20 0> b7 109

Mot 7, WO LERGE ST T A K
Mo, OPCAB BFIZ 30T BMI 27532855 <
(24.3 & 3.2 vs. 22.1 = 3.3kg/m? 5 p < 0.01), B2
WA (T7vs.49% 5 p=0.02) 2EHh 7. [‘fﬁlfll
Ii2 (68 vs. 38 % 5 p = 0.03), METUICH YL GE

(77vs.26 %  p < 0.01), Wil (45vs. 16 % ;
p=20.01) OHPENE L, HbAle Biih - 7
(63£07vs.59E£08% : p<001). flimo
CGM (2 X 21 i fii (112.6 = 21.9 vs.
103.1 = 18.3mg/dl ; p = 0.06), /M (70.0 =
20.6 vs. 66.6 £ 13.7mg/dl ; p = 0.47) (Zj#T
Xl olont, SD (24.0 £ 9.1 vs. 195
8.0mg/dl i p=0.035) & h¢ Afili (1822 + 41.0

2 i OB

OPCAB It CPBH P
(n=22) (n=58)
En %) 68.9+9.2 654+9.5  0.10
Bt 17 (77%) 30(52%)  0.07
BMI (kg/m?) 24.3+3.2 22.1£33  <0.0l
AL 3 Y 15 (68%) 22 (38%)  0.03
FEICA ST a0 17 (77%) 15(26%)  <0.01
BERWHY 10 (45%) 9(16%) 0.0l
HbAlc (%) 6.3+0.7 5908  <0.01
BH:IHENEMK B D 5(23%) 9(16%)  0.67
BE B D 17 (77%) 26 (49%)  0.02
EHY 2 (9%) 7(12%)  >0.99
mERBIEMRER (GFR<30) 5(23%) 14 (24%)  0.87
HY
bk oL AR 57.1£9.5 63.8+155 <0.01
#7Hil CGM 7 — %
V-t (mg/d 112.6+21.9  103.1 183 0.057
SD fifigmg/dl) 24.0£9.1 19.5£8.0  0.035
KA (mg/d)) 1822+41.0 159.6+37.3 0.03
Ie/IMili (mg/di) 70.0+£20.6  66.6%13.7 0.47

BMI = body mass index; GFR = glomerular filtration rate: CGM = continuous glucosc monitoring.
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£33 fhirh CGM fiitbrs 4
OPCAB ¥ CPB#if Pl
(n=122) (n=58)
FAHTEH (9) 406.1 9014  467.1+ 1404 0.07
firth CGM 7 —#
SEH{E(mg/dl) 118.6+17.9 151.1£37.0 <0.01
SD fii(mg/dl) 84+43 35.0+£200 <0.01
e KAE (mg/dl) 135.74£27.2  207.7+62.3 <0.01
Jie/ME (mg/dl) 10214181 948215 0.17
CGM = continuous glucose monitoring,
CGMY JLa—AFEH il CGM# JLa—RSDflE CGMA ILa—R B A
P<0.01 P<0.01
400 r 1 400 1 200 NS P<0.01
]: P<0.01 [ [ ] ]
r_—.l | -
350 350 350
NS
300 [—| 300 300
|
250 1 250 I 250
P<0.01
200 200 ) 200
150 150 P<0.01 150
27.4£17.0 :
100 1 P 100 NS 100 { (S == 207.7:62.4
169.4 £ 44.9 1
- | o | 61861 5644.1 h
!110.3 +27.6 112.0%31.2 1184328 123.7:44.7
o 0 +— é 0 o
A e Hirc KAMA HEMB pelible HAMA Pl Kmic
2 CPB BFOMIIMS] CGM 7 — % O Hrs 4

vs. 159.6 = 37.3mg/dl : p = 0.028) (& OPCAB
BETHEIZE» -7 (F2).
TNl BT A 5 72 (4061 £ 914
vs. 467.1 & 1404 77 p = 0.07). fliThe> CGM {2
KA B (118.7 £ 17.9 vs. 151.2 +
37.0mg/dl  p<0.01), SD i (8.4 4 4.3 vs.
35.0 = 20.0mg/dl ; p < 0.01), fEkfti (1357 =

27.2 vs. 207.7 & 62.3mg/dl : p < 0.01) (& CPB
MECHEicimr-72 (F3).

CPB 23547 2 WM O BEZER 12D = fig by L
7z, IO CGM (= & 4 T-Fyii bl i, 1016 A
A 110.8 £ 27.6mg/dl, W] B A% 112.0 =
31.2mg/dl, W C A 164.9 = 44 9mg/dl TH -
7= IR SD 2 W A ¢ 6.1 = 6.1mg/d,
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BN B A 5.6 = 4.1mg/dl, Wi C A% 27.4 =
17.0mg/dl Cdb - 7=, dre AN A A 1184 =
32.8, I B A% 123.7 &+ 44.7mg/dl, #1114 C #}
207.7 = 62.4mg/dl Tdh - 7=, FhF4, WA
EWI BLZEBWT2E o700, WINCizE
WTHTRZ o 72 (p<0.01) (K 2).

% =

CGM UL 50y T &2 FHIERD 77 0 2 — 2%
FELIIZNLET B 5, SMBG & HexTHEINMIZ
ZLDF— 4 FPWLTE D728, KO EHIZnE
2 & ST &, #i IO Wik TH
5. 7, C(JM! KBTI DOHER U %
TG IREIZETBEZENGETH Y, FEYITHU
T LR DB, LI TR 5
3 ZhFToliid, SMBG 2 & BB i Afili

RRMEIZ OO TORESE D TH Y, BEN L
MR G2 R & LT B0t & - 7
2%, CGM Iz & BN ¢, HEM 22 U5 i e 0%
ML % LK & P2 20 <, SMBG (2 & % fif
MEDLIE» DM TESELEEZAON
5. Aust 5 2D Siegelaar 5 22 1%, Error Grid
LMD TLT-HZ 353 5 CGM T I iifidt:
220 THLE LT B H, k4 &, CGM % il
DEY — L & LTHIOW .

OB T-ihormeic k5 iz o20 1,
Doenst 53 ATLCHlitEH] F-6ff (CPB) thoy qifiy
BEE SRR AN M5 Z 280N LT
39, @i iz & B A HEDK L & PR
EhaH, CPB o eimizxrLChimz a1

Z Y & BB & 17 > 2By i3 i % O L
MO E & D, Bl TIZED & H 2l
MO AT O NENWHEIZ STy
1= g CPB oo ki E L T,
Najmaii 513, #5737 3 VO, 41> 20>
BEHUME, WOk, ICANL, N3 L O
Lo O AR XT3 2, Jk2 0 CGM
12k BRENICE, CPBJEMIT-iff & JLx, CPB fili
P TR A3512 CGM (12 & B B> iy A
<, ST ONIRERETEA BB 154 3

ZEEWSMILTEY, LR EAH CPB
Wiz < 1Y - LT3 affigtkE At g & h
A

Lessen S X885 A7 0000 (85 o) (i 11142 .:L D
CPB /P e KB AT TS Z & & @il L 2y,
Shen & (& A BDIRENT #5200 LB 1 5yl % ‘Hl
T 52 5 K40 CGMIZ & BT éluﬁ?;
PRAGHE N & B CPB 1o fiz XL BE i A3y 2
&, & ST ABIIR VT 502 AT A3 BT A5 1 5
L, 5023 SDiz k5 iMmbiame NE< &3
TSIz 2. Lessen 5 % LU Shen 5D
HHE, Mo SMBG 12 L 5B TH 55, Ak
B 0TS EF ZIMBEIETH 5 CGM I &
B CHROF Ao &n 5, CPB
1> KR EEWT % 00 LG L 504 d OF 2 od i b 45 )
AOMZaY b a— L BEHNEHOMRMSHNT
HHrEHEZLNT.

Knapik 53, C# ik Fifdh ks s 4 23 2 fy
(CCAB) &.CA11h Frefdilics <4 73S 2 {li (OPCAB)
HO B s 12 550T, OPCAB (3 ifi#% ICU
A O BB AN & T & R L At 28
K2 CCGMIZ& AWMk, iz vty
OPCAB IZ451F 5 SD 'A% CPB fliJH-Fli & eI
<, MR b AWML L F
7=, HbAlc & CGM F— 213+ 5 L dh T
3 kA ORYTIE, #finio HbAlc i
OPCAB Tz b 5, b oo ek
fili, N, SD i AL O Tz 0T
prvE LS BUEZEOLR UL R Bk,
NN T & 1o U OPCAB T HbAlc 233
W& 54, OPCAB T JH il o it §l 4% B
T AR &, RO W B EEHIE
B AT H 5.

Egi © 13, -T::J.‘E”*i"-z'm vC SMBG 0 SD At
BTN LW 522U, Sub
3, NE LB .czIJ}lIIM Ny b O fEk T
THBEZEEREL TS 1D, X512 Su b,
CGM 7 — # &1y MAGE &0 iEh 5 il fli4
ORI Ji A HbAle & O & Eh T 5 Ll
LTa 1 5T, (LT D oo il 25 0) % i
FrLzdtiiza <, 7, K413 CGM 2L 5 SD
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fies 2 J T h O ML OFERNZ DO THIT L
oo G, MO ZEI R Z DO FPHRIZEDND LS
124 B350 CGM IRITAT I A - 3.
AWFRIZEBOL D2 B2 H 3. FFH 11,
AW EEAMENNRTDHE L TH 3.
% 72, CABGi24:(fl OPCAB T& ), OPCAB &
CCAB L DN TE A>T L EHIRE LT
HF SN D. BEOINERfiif6Z & ) OPCAB
7 CCABDESL S & #INT 50 Mk 525, Lk
JENiWF%E12 & D OPCAB & CCAB & o) ffii v i
LD E CGMIZ & D+ 5 2 & T, &b
WP o IBHAS RN Z 3547 B OPCAB O 4
FHHTE SR E Lhaun, £/, S0 c
3, CGM F— 2 L ANHEL DILE & 1Th B ) »
2B, —EDHETT A EIIRYT 5710,
WG A TR S Z & T, CGM fRHTIZ & 5 i ilips
28 & AP DWT S TR, X 512D
DY) BT ERL A I C & BTHEE S & 5.

CGM 12 &k B EHT#5 WA & OPCAB 12 #itl o>l
B A A 2 < N IO RERT T 1 & e Uil od
RS PRO 52 F W THTRITC & B TiTfiEME A I X
Ahes E Ao AT ITET R 02 35 0T A IR e
7 15 O Lo (A T A AV LS |- 535 & 0% 22 0l
DRERIZREREL TO B 0fEMEA R X iz, 58,
CGM Z 2=l ponu B8 i & il A DRE & DIy
M DN TOREN A R 2 1 h 5.

E
GEFABIZHD, BPREID & LA BHEA YA
SEBRIR (R4 O F ¢ RO 550 9b 25 58P > 41110
BEZ, AR, V5 A KRR R AR
WS FEF AP DML A TR, WAk
A O WS BHGE 57 (1 S5 I e 0D s
PETF RGO 7 U
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