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BP 100/60 mmHg , 145 +8 %4 ( body mass index, BMI)
25.3 kg/m’ , MRIERE , R IR L5 TCIP K, S0 K
P o5 Y 1 L8 QY G I N L 43 R A R LTAL 2
882 YR/ min AT, AR S I 28 P2 < A25.0
R Ko WV, To i S wkdm, R R A&
fih Ko, BT B IEoK il

Wy E ARERESEOCIINESER |
(cTnl) 2926. 8 pg/mL (&% [X[A]<15.6 pg/mL) ,
FIEASHIHIKHT I (NT-proBNP) 972 pe/ml. (%
I I < 247 pg/mlL) s BEAL ML 205 F1 (HBALC)
8.8% , #iAGHE 17. 10 mmol/L; JFFE IREIEH ; IR #1
IRPRAE R IRER A+, DLER 1, O A 75 15 B
PERREZ S 8 o O HIEDR T RE HIONEE J S,

NG OAYEONUESE; @ 2 BRI RS .
KRB ST R A2 28 B e IR Bl Bk A A ( percutaneous cor-
onary intervention, PCI) FRIGIT. R HEEWIFE
BHFEfR , cTnl K NT-proBNP 7K -3 Wik &8 1%, W,
x1,

B S F R T 8 v — B OBUNIA 3% Ay iR A% 51 e
10 mg 1 &/d, =5 I8 I 05 2 8 T B, i A Be i
15.5 mmol/LI%Z 4.5 ~5.9 mmol/L Z[a], & )5 Il B
WzhT 4.9 ~12.9 mmol/L, I1AREHMES% 4 d )5
(ABES 7T R) BA RSN TR, R
ALy KRR MK R K FED o AR Ak BB T
[N =l 3 QS s O o e N P 1
13.77 mmol/L; K Il /s BRBHE 7. 074 (S 1X [H]
7.35 ~7.45) , SCBRRTA SR 4. 4 mmol/L ( 5% (X [l
21 ~28 mmol/L) , A5HERIRSAR 9. 0 mmol /L ( 5%
IXH] 21 ~25 mmol/L) 5 BR# FL bR A4+, IR T
Tt o 22 BURE PRI , I s U0 BR o TR 4
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WBC RBC PLT A 7 4k (U/L) JLEF Fr B eGFR
( x10°/L) ( x10"/L) ( x10°/L) ALT AST (pmol/L)  (pmol/L)  [ml/(min - 1.73m’) ]
EFEE <33 <32 59 ~104 142.8 ~339.2 >90
ABRE 1 X 5.92 4.72 221 30 35 54 271.1 98.1
INCH HES \ \ \ \ \ \
i\ \ \ \ 31 32 \ \ \
% e ] B2 il = B K Na cl Ca
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
EFTEE <5.18 <1.7 3.5~5.1 136 ~ 145 99 ~110 2.2~2.55
NS BES 5.94 1.31 3.63 139.9 101.4 2.24
N X WES \ \ 4.88 132.2 98.9 2.23
HE \ \ 4.20 140. 1 99.0 2.36
cTnl NT\proBNP & R85 B A AR e pH HAkH B4 =T A8 f e
(pg/mL) (pg/mL) (mmol/L) p (mmol/L) (mmol/L)
EFEE <15.6 <247 21 ~28 7.35~7.45 \ \
ABRE 1 X 2926. 8 972 \ \ 17.1 15.5
INCH WES 217.6 404 4.4 7.07 13.77 11.8
H 17.9 299 27 7.42 \ 5.6
HbAlc MAE 4. (U/L) SR A 24h BEY
(%) Ay B i i pH 14 REG VS EL S EAR (mg)
EFEE 13 ~53 13 ~60 4.5~8.0 <140
ABRH1R  8.80 \ \ 6.0 - H + 824.4
AEHT R \ 29 39.5 5.5 H H H \
RS \ \ \ 6.5 - - - \
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T 5 SGLT2 il 5377 HISE i) DKA | 5 %
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Fil

F 2 SGLT2 4| #1 51 A2 4 & ot P4 FOR BRI B8 o 2 10 °7 i LI

Ty %} B8 %R (HR 95% CI) HE XK
Meta 4-#7
8 4 AL FE.HF 52 A R <1.217 (0. 461 ~3.210) Monami 2017
AR,
US insurance database Hop K A e 2 1.91 (0.94 ~4.11)P =0.09 Wang et al 20171
Danish nationwide study H LA GeAE 2 1.6 (0.7~3.5) Jensen et al 2017'"
US insurance database DPP-4 A7) 7 2.2 (1.4~3.6) Fralick et al 2017
Korean Health Insurance DPP4 3] 7 (]))?506 9(906. 581 ~1.572) Kim et al 2018.15!
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