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Bl RS FEHR

glucose, RTG) . i 45HH7E B /NS 0 EE WA Ay 2ot Pt i B -
WP [R] %% iz 25 11 (sodium-glucose co-transporter, SGLTs ) it 2
5., RNFFAEL R SGLTs , Hirp SGLT2 B—FMIEEFI 1 T A
R Z AR, RS AT BN I /NS A0 RIIR S S1
Bt S EWCIE L 1Y 90% R A A A . SGLT1 FEZFRIL T/
15 LR 8 0 B U f /N 1 S3 B, A1 T il P A 2 )
WS, £ 52 I PN 10 9% 1) 761 28 0 T AT o 304 B B R 2
Hiu 5 A SGLT2, BH T i /)N XoF 4 285 W 1y 2 IR, B A1
RTG, /i1 % 4 254 19 HEME (Urinary glucose excretion , UGE) ,
AT ARG AR o A b 4 500 2 A8 H 100 mg IR , 72 WLETS
2% >60 ml/min [ 5 & T2 45 H 300 mg.
2 HBHEF

—IRREAL UG 2R % R G575 28 T M 41 v e

AR AR Y, 63 44 AR R E RN 4 S 4

ST HRIRAR 41 ¥ B 10.30.100,200, 400,600,400 mg, 45 H 2
WL DR, 45258 do 45245 24 h N UGE(UGE-24)
SRR RO , 250570 5 > 200 mg (194444 UGEs 14,
B = ATk 70 g5 RTG [RIFRE 2 B AR , 7659 i = 100 mg /Y
B G 24 hEH RTG [ 2 75 mg/dl, e/l 7l 2 60 mg/dl.

T3 —TURIFFE X K AE B M PRI 521203 Hh i 28 A A
(RTG \UGEo-:, 124 h -2 MM MPGooi ) HEFT T 220, 3644
WHIRIG Z R G4 121 1L BEAILAM 20, 43 3 HE RS A% 51014+ 50
100,300 mg FIZE R, JLe525 7 do 25 R, A 5145 4
55 1 KA 24 hF3 RTG 8 F 287K F 43 9 F % 106.0, 131.3
140.4 mg/dl, %5 7 K 1) 24 h V- 45 RTG 5L 2 K - 43 1) F B
119.7.145.6.150.3 mg/dl, A& 5545 4125 24555 1 K UGEq 244
AL A BIHE N 63.0,98.2 . 113.1 g, 45 7 K UGE: 30348 4
FIHEINT79.6.98.6.94.8 g IAFHNF AL 1 K1 MPGo 2 52
FELRIK 43 )R 6 35.9..36.1.42.8 mg/dl, 55 7 KB MPGyoi o 52
B KO3 B R R4 42.2 .48.7 .57.3 mg/dl.,
3 %ﬁji[s—ﬁl

AR i (8 2 By 2 F A TR A 22 3 3 R 2 U PR R 3 R 2
Blo IRAE HN ¥ 11 R I DR R A, 35 381 o R i 2 247 0 ¥k s P st
(6] o 7E L~2 1, FUARZESTE YR FHRE LR 65 % , MK 2K 3
W 14~16 h, H5RIETEE . RGENEEHENI9%, TE
HHAEASE, EOSER5ARMMWM LG E T C, O-H4
B TR LA & = AR BRI A5, 259 2 B4 IRT %
TR A WH TR R 55 R T LAQ (UGTLAQ) Fl BT Ml I i A Pt 1
T 2B4 (UGT2BA) I Ry TEiG A A5 4 (M5B FTMT) 8/
TR (7% ) ML Puso B (CYP) 3AA AR {2 2R 5|
FTIR MCARIC B IRAR 51 ¥, A 41.5% F110.2 % B9 24591 53 91 L) s
U I sz 25 HEM, 29 33 9% 2 JRARM, HoA1 30.5% K
O- B E BT R AL Y . RIS EW 54 T W AR AT, A5
AR B 25 B (B AT B AT 28 g T PR R 2R AT A IR AL T A {E
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S I, PR AR v I

B THREAS 4 X A% 515 1) i K I 24 e VA S . )
BRRE | FP R A FE W O REAS 4 (2R 10 1L 3% 24 -1 B£8R 1
FR(AUC) B D BE IE #3213 43 1) 95 15% .29 % F153% o X
Fifi 1l 2% AUC (838 i DA A B Wi R S, AR i B 2 s BB 25 1R
B R SREE RN N R

A BE N AR BE JHE SN BEAS 42 B0 3248 B R 10 A 27134 300
mg, P4 coe 43S DI RELE H 5 19 107 % 196 % , AUC 43-i1)
EFIHEEIE 3 H 10 1109% F1 111 % , 33k $6.25 B ToIG PR S, %f
T REAS A 88 5 TR AH DGR 45l

KL, X T2 B B RN Al P B PO REAS R s
AN DLV, HRRE B D) RE N A R AR B I N
#RL A H 100 mg, XF T8 BT VB DIREAS 400 B AN HERE A
ENT
4 I\KRIT
4.1 BAGATT

— TG0 A 301 26 JEIBEAIL OUR | 2 Jat a0t B Ay TS PR A 9%
X VA e 2 BOBR RIS 52 503 A S Fn e e vkali AT T
AR, 584 ] BEAE R FH AR & Filia sl 7 H s il A1 2
RO R 28, HOFE b I 21 8 (1 (HbA.c) 4 8.0% , # Fifi
ML 3 41, 43 34 H BRI 3R A% 410374 100,300 mg A% &t 59
VRTT 26 B, 45 2H A0 HbA ¢ /0 B A R4k A1 0.77 % . 1.03% Fll
0 0.14% , & 2H 35 ) HbA ,c<<7.0% [1) .11 43 5] Ky 44.5% .
62.4% F120.6% , A& B i A1 5 L R 2 L 303 S 35 1 22
S5 &2 1Y 45 )8 A (Fasting plasma glucose, FBG) 73 45 KLk
FEA% 1.9, 1.5 mmol/L F14 /i 0.5 mmol/L, 4 4145 J5 2 h Il b
(2-h PPG) 43 515 FE 2R R A 2.4, 3.3 mmol/L F134 11 0.3 mmol/
L, 25 2 AR JoT o 23 ) e B 2 B A1 2.8 % (2.5 kg ) .3.9% (3.4 kg)
H10.6% (0.5 kg) , YeAs 5l 2l 5 22 R 41 LA 34 ik 22
St SEEIR AL, Yekg 5114 100 mg F1 300 mg 2H 4351 W] @ 2%
WA 45 1R 3.7 .5.4 mm Hg (1 mm Hg=133.322 Pa).

— TGN HH 12 JR A BEHL OUE LR BRI R SY , 25
FE T AN ) B AR B VA H AR 2 OB DR 32 38 8 P A 34
PG PEY ZiE IR TE 20~80 %7 12 Wk 2 BUBE IR Jp5 R
i34 H S HbAc 9 8.09% ., 383 {5 4 R I AK £ Flis 5h
TRITHY 2 RUBE R A2 W BEL 20 5 40, 40 BB H AR S5k
51114+ 50,100,200, 300 mg & B . 697 12 i )5, 45 41
HbA ¢ 43 J 8 FL 2R B AL 0.619% .0.80% .0.79% .0.88% F 4
0.14% , K& 9\ 2l 5 40 BRI AL FLBe I A S P 25 575 A 410
FBG 43 B8 3L 28 W A% 1.37.1.84.2.01.2.13.0.17 mmol/L, %41
2-h PPG /) B L4k FA 2,37 .2.61 ,2.70 . 2.74 .0.61 mmol/L, %%
ZH A B 0 B L 2R FAIG 1.98 2,51 ,2.39,3.19.,0.78 kg, %%
ZH 1 PR/ DR WLIEF (g/g) R A B L 28 40 5138 i 33.9,45.1.55.5.,
60.6.0.03 , A S G2l 5 22 BRI 4 L B AT g T A R
42 B&ETT
4.2.1 H5ZHUIEAS . —TONE 12 2 e FEPL WA
LR B A 5T A T AS RIS S4B A — H SUIK
TRYT 2 BUBE DR YT s, 451 BiIRE A2 — WK =1 500
mg/d)IEIT MBS A Y 2 BOBE RG24, P4 52.9
& T B RS 5 (BMI) Jy 31.5 kg/m®, BEHLAN Jy 7 4H , &40
Y24 HbA e 7E 7.6 % ~8.0% Z [[] . 45 2l 435I 75 — FFOBUIT 3
it _F IR 2R A 51144 H 50,100,200, 300,600 mg (300 mg,
H2¥%), M H17T4 H 100 mg 8022850 . 12 85, &40 )
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HbA.¢ 5 34 TR 0.79% .0.76% .0.70% .0.92% .0.95% .
0.74% F10.22% , Tk 51) ¥4t 45 20 FBG Y F B IR EE7E 0.9~1.5
mmol/L , YKk 51114 45 4 5 4 R 2 b A S et 22 57, A 471
TT A FEAI FBG 0.7 mmol/L ; 4 2H 4 {45 5t ik 43 1) 45 S S g [
5%2.3% .2.6% .2.7% .3.4% .3.4% 0.6%F 1.1% KB T4
5% B HA 3 B 16% . 12% . 22% 21% .32% 6% il
5% , 440 B PRAE/ R WUBF (mg/mg) Ho AR5 LR 43 i 3 in 35.4
51.5.50.5.49.4 .61.6 . — 1.9 F1 1.9, ks 51 £ 5 42 JEE R 20 L s
YA RS

4.2.2  H5ZHNCHIGENR 29D A o — 0 52 A IR
RIPEAG T R 51 5 — B XUNCRI RS 20 W e & 3R 07 2 B
TR BT 7 ORI 2 A V™ 343 1 i i R B39 30 A KB 97 71
(1) SUTORIE IR 2R [ R 24 174 2 FROR ik s £ 38 469 3], oo
IHbAc H98.1% , 3 BMI Jy 33.1 kg/m®, i FRIp 4 ~F- 245 15
S} 9.6 45 BEHLIY A 3 4, 43 SAE — F SUNCRIA R 2 2 e hid |
TR A S EE H 100,300 mg FIZEEH], 381 & 2k EH 58 il
T 26 R IR, 374 44 2K A2 G 26 JR IR IE KR
HH L Ho 310 44 58 WA K BIRYT o AE 52 J8 22 BRI A iR Y
Fh42.3% , 55 TR H 40 (30.6% T 28.3% ) . 1A)T 26 JH
J5 & 41 HbA e 43 FIEH TR 0.85% . 1.06 % .0.13% ,FBG 1)
R 45 53114 1.0, 1.7 . — 0.2 mmol/L , AR 41 ¥ 45 4 5 22 It 7l 41
HOAA B 22 5, WA A3 M /s SRl Hb A o 755 (4 R B s S
HbAc L1 3 HbAc Y FREE £, J6)7 52 i 5 , 41
HbA ¢ 433 EH TR 0.74% .0.96% . —0.01% , FBG [ IR 45
SIS 1.1.1.5,—0.6 mmol/L , A% 511445 41 5 L B 4 e dse Ay
WEEES ., SAIRTERILL NI T H2.2% (2.0 kg) |
3.2%(3.1kg)F10.9% (1.0 kg) -

4.2.3 A AU SAS S LR s . —TONIA 52 Ji i 2
FRUC A DA IR A T FH A 9100wl 41 S RS B —
P SRS JDI L 42 1) S 30 5 1) 2 2800 PR o 322k 2 M7 8 S 2 4
PEN, 1450 2 Z R E BIAERRTE 18~80 % (4| 56.2 %) ,
S HbA o 7.8% , 2 R B 0 HXUGAYT (BEH =2 g5k
TEH =1.5 g, AR GEMT 32 58 w55 &) 2 /0 10 J8, 3% 1:1: 1 RERL
43R 34 FEARE: — W SUNUSUA 16 Y7 79 3t 143 ) B3
F1eEE H 100,300 mg A 51 S0k (Rl 2 2500 E 28 H 6 mg
%8 mg) o A% AR A% 41 SR (1) V- 4 85 K o B H 5.6
mg, HirP1 82% 1B #4521 H 4 mg 8 w0 F L. JAYTY 52 )5
J5 L 44 HbA e 4> B T I 0.82% .0.93% .0.81% , #5241 HbA ¢
[ 22 7.0% 8% 6.5 % (1) F AR DL, FBG B R 43901 My 1.35,1.52
1.02 mmol/L. A4 it 5 B I ML W% & 18 B L), 4% 51 6 IR 40 A
34% , W1 5 7o T IRAG AN V2 (5% FH 6% ) , JRAK A Ve FlAR 41 36
JIR2H PR e (R AR A 38 1 22 5, k6 51015 100 mg A1 300 mg
AR RIS 4.2% (3.7 kg) M 4.7% (4.0 kg) , TR 51| 2 IR 2H Ak
N 1.0% (0.7 kg) .

4.3 $ETRAEE

43.1 BAEN . —TREHL SR 2RI A IR AR ISP EAL
TR HN AR AT 2 RUBE IR B P BT RO 2 A, 1k
PRI Jr 42 (0 R sl e SR YT ) AS BE T 45 ] LA i) 2 Y
Wi PRI £ 714 1), HLAE IS A 55~80 %2 (FE-1 63.6 ¥ ) , HbAc
TET7.0%~10% , BEHLA A 3L, /0 AITE A 16 YT ) R SERS 1
TR 41445 H 100,300 mg FIZEEEH] . 1697 26 ), &4
I HbA ¢ 435I F-H4 % 0.60 % ,0.73 % F110.03 % , A% 51151452
B RR A E 21 B R F HbAc<7.0% 1 H R, B 45
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SRR PR BT i R A BT, R IR FBG RN &, O
AT e P A L K

4.32 BIHBMEE RO . —TRERL B 2R B Ay T
W RAEAS 1 DA% ST I B TSR ( Chronic kid-
ney disease, CKD) 1) 2 U PRI LS T TRCRI e 2Pk A
Vel Z AR Z HBA HeZ B2 0T B 2 R E IR 2596
J7 kAL 8 i, AR IS =25 4 HbAc 1 7.0% ~10.5% , 3 HA I
CKD 3 B[ (#4f MDRD A=A 531 B /Neskii i #7F 30~50 ml/
(min-1.73 m*)]. 269 43 iXE BREHLI 4 3 4L, 70 A7E JA G
77 SR EA BN ARIA® 1174+ H 100,300 mg FIZEERI . A
J7 26 JAl J5 , 4% 25 19 HbAc 43 5 - 3 T [ 0.33% . 0.44% Fil
0.03% , % ZHIAF HbA ¢ <<7.0% I L 151 53 31l & 27.3% .32.6 % Fil
17.2% o YARFNH L L RRRLE , FBG n] 735 f# {5 0.67.0.85
mmol/L, AT 73 HIRAK 1.69% (1.4 kg) \1.8% (1.6 kg).

5 &é.ﬁ[ﬁ*lQﬂO,lZl

M GG A T BT 32 PR A2 4Pk SRAR 51 4R YT A
RIAN R e e A8 5 2 R ARARL , B P A e T S |
PR 36 SRR B B M A R S A AS BB AN PR AL | 22 PRAC 2 Tt
R o A i B 2365 7 IR B XU 5 /0 ARG W e A= R R
3.0% ~3.6% , STRNRIE LYWt , IR A e A 4 ] 1]
B ET . TERAEBE AN BRI & AR R R
DRI , A it 45 B 2% 02 ARV IR A5 (0 FH IR, T BB S0/ ol 5 %
AR A TR0 £ ) A DI T 1 A A o AR 2 S B A R
i BTN AT K AR AR LTS, RS B AR B I REAS
A FIE AR 25 BT B 3R - U 5K o 3R - T T I R e 25 W0 Y
6 ZYIEEER"

AN ity F AR 28 UGT1A9 A UGT2B4 AR, A48 1
2R UGT B 57 , 7T LAREARIICAR 5134 51 9% PR N B i
i, ATRERRARA TR IR, FIAEF R 2 R 2 A A
FEHR 55 UGT Wi 355550 6 200 55 A% (it 5 el PR I, X 7T i 52
AR H 100 mg BLAG 1 B /NERIE R AMIKT 60 ml/(min-
173 m*) (i) (35 R 25 RO S g H 300 mg. AR il vl il g o
i) AUC HE I 20% , {1 cone b= T+ 36 % , PR ILAR s 15 4 55 2 &5
T 5 A 22 W Dt g = 4 I 2R
7 H5iE

YA A e S 55— A~ 28 55 17 FDA #HE#E 1717 9 SGLT2 41 il
FR 308 3ok il S IR o ) 2 £ A BRI RTG 484 i 4 7
FR IRV O ARG AR AR ot B PR B85 — FROBUDE | ik 2K 245 i
AT AT LA SRR 2 RO B 1 Hb A e RIS I 1A
AN RSN R A 85 B SRR AR AR, AR IR XU 54T, T e 25 D
PRI dE o 2y b T I ) i e, T 22 I R R K
ISP RN LA B TP AR
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