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[(HZE] a6 IFH7EESSHE R AR I G TR % (DKD) 697 A S Z et e i
2018 4F 1 H & 2020 4 5 H TIRBE1EZ k4% 51447 BBV 3 12 4> H #9 DKD 5 84 {5, [BMES B A4 511 %
DKD B &b, MR, RE ., g, JREFA R, BB, HESAIF IR IRRIAFSCORNZE R, JHessRr
TR . £ % 84 il DKD M P4 A (52.47+8.87) %, Bk 56 ] (66.7%) , BEIRFEIRFE 8 (3,
17) 4, BIFALRE MG 351 (41.7% ) , S IFHEIRIG AL I S A5 J 8 47 191 (56.0% ) , mililfE 69 4] (82.1% ) ,
24 h REEFHE R A 3 100 (700, 9 100) mg, fH5 A E/NekEE RN 87.1 (49.7,108.2) mL/(min * 1.73 m*) . 7ERfTI
AR, A 1261 14.3% ) BEEHEEIECE 46, 84 ). 25 KA IR R I [17.9%( 5/28 ) vs 1.8%
(1/56); OR=11.96, 95% CI 1.32~108.07, P=0.007] . Bfiiji 12 4~ J5 DKD H& AT ( P=0.02) . BMI( P=0.02) .
Wi (P=0.04) . fHREFEEE (P<0.01) . &M (P<0.01) . HifkmzrFEH (P<0.01) . 24 hJREH
EE (P=0.05) ¥IFFE. 44&  FECHER A E M EEE SCReik % 150 DKD BRI AR EAT HARX %242
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Dapagliflozin in treating diabetic kidney disease: clinical efficacy observation on 84 cases

ZHANG Zhi-yong", LI Ming-xu, YU Hai, XIAO Feng-lin, XUAN Fang, ZHAO Yi-xin
Department of Nephrology, the Sixth Medical Center of General Hospital of PLA, Beijing 100048, China

[Abstract] Objective To evaluate the efficacy and safety of dapagliflozin in the treatment of diabetic kidney disease
(DKD) in the real world. Methods A total of 84 DKD patients who received dapagliflozin in our hospital from Jan. 2018 to
May 2020 and who were followed up for more than 12 months were selected. The effects of dapaglifiozin on blood glucose,
blood pressure, body weight, blood lipid, proteinuria and renal function of DKD patients were analyzed retrospectively,
the differences of clinical outcomes before and after treatment were compared, and the adverse reactions during treatment
were recorded. Results Of the 84 patients, the average age was (52.47+8.87) years and 56 cases (66.7%) were males. The
diabetes history was 8 (3, 17) years, 35 cases (41.7%) had obesity and overweight, 47 cases (56.0%) had diabetic retinopathy,
69 cases (82.1%) had hypertension, the 24-h urinary protein level was 3 100 (700, 9 100) mg, and the estimated glomerular
filtration rate (eGFR) was 87.1 (49.7, 108.2) mL/(min * 1.73 m’). During the follow-up period, 12 cases (14.3%) stopped
dapagliflozin (4 males and 8 females). Females were more prone to urinary tract infections (17.9% [5/28 ] vs 1.8% [1/56] ;
odds ratio [OR] =11.96, 95% confidence interval [ CI] 1.32-108.07, P=0.007). After 12 months of follow-up, body weight
(P=0.02), body mass index (BMI) (P=0.02), systolic blood pressure (P=0.04), total daily insulin dosage (#<<0.01), fasting
blood glucose (£<<0.01), the glycated hemoglobin (£<<0.01), and 24-h urinary protein level (P=0.05) were significantly
decreased. Conclusion Based on the real-world observational data, dapagliflozin is a relatively safe and effective drug
for DKD.
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— R 11.2% 0 IR B (diabetic kidney
disease, DKD ) &Ml /R B e EE MG IFIEZ
—, CURCHARII B R 2 ST
Wi 51 5% DKD By KA . A X RO PR 2 #
AL A A R A R A R L, R
W FENE . R MBRNE 2 N R85 PG 2 T S5 3k
2% DKD HE e OCHE . BETE i JohF I A% 5t b
2 RE RS AT AL RO S8 3% B IR A 2 i A
B - R R a2 ) (sodium-glucose
co-transporter 2 inhibitor, SGLT-2i) Jf&—2&HRI[%
B2y, 38 a0 ) S /N B — o e B R AR
BROEFRIME, HOASAAT R g agcdzs il bk, i AT LA4
TR PO RN JUE, 22 IR RS, BRI 2
R R

AR SGLT-2i 1 i A 128 46 45 2 R 16 16 B 5
FARFNIESE, B s HAE DKD iy iz . (B
e SGLT-2i 4l AR 056, 24 i i FLH 17 b JR
FIRGL . MRTEMUAE . WE PRI ERAE R Th A L K
R RS At A BRSBTS A T
JIk F SGLT-2i it 1 4F Fifi U5 09 30 97 A R v 42 42
PENOT S ABF ST AR BT SA e, ) FH B A 5
PEBF 58 B dE, PEH SGLT-2i 1% 3% 25 Wik 4% 51 i 1
[ DKD S5 BIR 7 SOR St A, R Ho ol
DKD JAY7 FH 24 i e S A0 Sfr

1 FRIFTE

1.1 AP % HEHC2018 4E 1 H & 2020 4E 5 J
TIBEE AR o IR SZ A% S R YT B
BT 12 4~ H i DKD % 84 . AR H Ak
JRIS MU P R G AR L S T R IR B
Ve (BT HIR R 25 BR S W AR 7=, BEAS 10 mg/ )
TR 10 mg R (LR ERHKARE R, ZHI
IAEFEMEYY ) o DKD Wi RIS A /
WLEF H B3 = (=30 mg/g ) SAGE A /N R IE 3t
# (estimated glomerular filtration rate, eGFR )
TR <60 mL/ (min = 1.73 m*) |, [&] i HERR H:
i v B ERS . HEBRARAME: FH <18 5 MLURIN
i, ZRWEREA; AN E; AWIRER
&Y 1 RUME FR 5 B 55 eGFR<<30 mL/(min *
1.73m*) .

1.2 R F %

121 EEVORRE 0SSR EERARS . PR
BMI. fil . =57 iloB% . Ak i 202 1 (glycated
hemoglobin, HbA,.) . IMLAR. WNRAMR M. K4
EAV I =Y N 1IN N 70 Ty ST N o S R EATS
122 M HHUE 1~3 4~ H B BE Ui
1R, FEVI#Z 2020 4F 5 H 31 Ho AR
IESE A BEV R HbA . ZS MBS . R,
BMI, i/t HHBSERSE. 24 hREFER.
B3R - I B Ik 3R - T T R &R 42 40 R (renin-
angiotensin-aldosterone system inhibitor, RASI) i
GO LR tEPEo: sk N AR 2. K
LA AN . AR, MALE. eGFR [ 5 T2
B B A 19 A VE TAE4H ( Chronic Kidney Disease
Epidemiology Collaboration, CKD-EPI) J5 2 ] |
Gy IRIRE . BRI TR . KRR

123 % EIF N PR FEA SRR IR S Y
AR Ak, ARSI R 25 12 4>
J1J5 HbA, BHEL I L & eGFR Fil 24 h JREEF1E
L, REZ SN RIS IATE . BMI, i
JE. ZMEMEE. s, NERFE AN . KRR
A, T H R R S R

1.3 it )i SPSS 24.0 HAF T4t
GiHre BRI RESSTR X £s 2R, IRITEE
FEARCR BT ks AR IES it i vopH Az
B CTMoAEL, B it ) RoR, RITRTE L
R AR BT . 2R A R 30K, 69T
il LR F 7 K90 5K Fisher #UIMER . BT A
A GE TR SR HOSUIIAG 35, r g /K 7fE () 2R 0.05,

2 # R

2.1 BEALKFAH AU ILGAGIKL W N
DKD H il FH 35 4% 51 i 1 55 25 84 45, v 9 f5i] 432
Z T IS RS, BE IR 40~68 &,
V¥ (52.4728.87) %, 5556 B (66.7%) , B
PR9IERE 8 (3, 17) 4F, B IFNERE S &3 35 4
(41.7% ) , A& IF0E PR M AL I RS A8 £ 5 47 48
(56.0%) , EliE 69 ] (82.1%) , 24 hJREH
SEHE 3100 (700, 9 100) mg, eGFR 87.1 (49.7,
108.2) mL/ (min* 1.73m*) . W 1.
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W TEE R 20214E9 H LA 42 3%

R1 EZERINGETTH DKD BEELE#

N=84
Bt HERME
B, n (%) 56 (66.7)
T %, xEs 52.47+8.87
BRI AR 4, M (Q;, Ov) 8(3,17)
1K kg, M (0., Ov) 75 (52, 92)
BMI/(kgem ), x+s 26.16+2.38
Wi /mmHg, X+ 146.70+21.19
#F3KE/mmHg, X+ 80.82412.34
H ey 2 M /(Usd "), M (Q,, Ov) 24 (16, 32)
23 )8 ILKE /(mmol s L"), x £ 820+1.62
HbA, /%, Xt s 8.00+1.10
WU /(umol =L ™), M (0,, Oy) 83 (45, 145)

eGFR/(mLemin '+[1.73 m*] "), M (O, O,) 87.1(49.7, 108.2)
MEEEH (gL, M(Q,, Q) 36.1 (28.1, 42.6)

24 h JREE A E/mg, M (0, Oy) 3100 (700, 9 100)
ACR/(mgeg "), M (Q,, Op) 2045 (310, 6 700)

JIE B /(mmol s L), x £ 5.69+1.87
Hh =g /(mmol-L™"), x £ 1.72+£0.67
R NS 4 A IR F B/ (mmol < L"), X &5 3.02+=1.45
ALT/(U-L "), x*s 25.00+6.10
AST/(U-L™"), Xx=£s 23.00£6.00
HIAE, n (%)

f IR 69 (82.1)

RN ] 5(6.0)

ik A v 3(3.6)

JNERE (BMI=28 kgem %) 8 (9.5)

HATE (25 kgem *<BMI<27 kg*m ) 27 (32.1)

T PRI A D A A 47 (56.0)
GIFMZ, n (%)

ACEI 21 (25.0)

ARB 31 (36.9)

CCB 52(61.9)

B- SZ AR BH i 571 20 (23.8)

FIPRF 15 (17.9)

o- 3Z AR BE 7 9(10.7)

fyT 39 (46.4)

ZHRUIK 17 (20.2)

T IR 10 (11.9)

JiREy 3 35 (41.7)

* n=35. 1 mmHg=0.133 kPa. DKD: $# /K55 595 ; BMI :
REFRE; HbA, HELIM LT [ ; e GFR AN S B /N BRUE
i3 ACR: JRISE VAR 11/ LT LU AR s ALT - TR 2 BR A% 2 1 5
AST: KA G R 2 W ; ACEL: A4 5 7 25 5 45 it 4 1 51 5
ARB: Ifil & 5k 2 T 32 MABH# 7 ; CCB - 538 1 B 7 s M (O,
Op): TAELCF AL, Uiy ).

22 AARF) A SR 84 TR 72 1)
MR IR A& S 12 A, 12 1] 88 35 45 kA8 51
%o IRZG)G, BEA HbA, W BRI, BT 12 1~ H

Ay HbA . A (8.00+1.10) % FFEE(7.04+1.65) %
(P<<0.01) , JuHAr 3 A TR (K1) . K
Vi 12 B 24 h JREEFE = FRE (P=0.05) , 1fif
eGFR ZR TG +E X (P>0.05) , W3k 2,

10
k% *% *k sk
1 I l 1
2 6l ) ) I 1
<
T AT
2 -
O 1 1 1 1

3 9 12

6
e / A
B 1 £ 51&BE(R HbA,, BISER
"P<0.01 5HLE LA n=84,xE5. HbA, kI L& .

Bt 12 B, RELSIPMFErAE (P=
0.02) . BMI (P=0.02) . W4 & (P=0.04) .
SIS (P<0.01) ¥FFE, B H B 2 A
/b (P<0.01) , RASITHIARSZm (P>0.05) ,
MALEF 2 5 Tege 22 L (P>0.05) . WL3& 2,
23 BRI FEGEARIFN ERVIERES, HH
12 51 (14.3% ) [BFAFHIAMESE (55 410, 2 849) o
Hrr 6 BRI IR ABEGAEH (B 16, £ 56,
{525 8 NH ), 4 6 BilfsEFAME S R R AL
FRZR (1)) | s (26]) . fRiiLE (2 41]) |
MWLEFFHE 1A (L)) o 255 EoR, et
RS [28.6% (8/28) vs 7.1% (4/56) ;
OR=4.0, 95% CI 1.11~1443, P=0.052] , W H %
Sy IR R [17.9% (528 ) vs 1.8% (1/56) ;
OR=11.96, 95% CI'1.32~108.07, P=0.007]

3 it i

ARWFFNAT 84 il ik FH 35 4% 51116 7 DKD
)RR, 45 R s TR A% 514 ] B I8 5 s A
FIHbA, K F (P1<0.01) , SEPALALKERAYY
RO, BB I i R 1 R 3 T A /D i % 25
i (P<<0.01) . fE 12D HWEETiE T, 5451
VTl HbA, 7K B B0 45 5 5 BR R 4R o —
o ARWFFTEE R TR k48 51 ] B B K IL DKD
MEMRE (P=0.02) . BMI (P=0.02) . W%i&
(P=0.04) F 24 h JREFHER (P=0.05) , ACR
HEARIUF BB RATF SR A SRR, R R 2R
HaitEE L (P>0.05)



550 W1 ik A AR AN EAT TR IR B 84 Il R T RSOM ¢ * 1065 -
2 DKD BEHERBIEEIEHIEREIEMN
N=84

LD FLAH Fifiifs 12 4 H i Py
1K kg, M (O,, Ov) 75 (52, 92) 73 (53, 90) 0.02
BMI/(kgem ), X+ 26.16+2.38 25.72+2.09 0.02
e 5 /mmHg, X+ 146.70+21.19 141.70419.90 0.04
&K /mmHg, X+ s 80.82412.34 77.92412.14 0.12
HR SR BIEY(U-d Y, M (0, Oy) 24 (16, 32) 16 (12, 25) <0.01
25 B /(mmol <L ™), X £ 8.2041.62 7.0041.32 <0.01
HbA /%, X+s 8.00+1.10 7.04+1.65 <0.01
TLULEF/(umol L"), M (Q;, Oy) 83 (45, 145) 84 (41, 147) 0.67
eGFR/(mLemin"*[1.73 m*]™"), M (Q,, Ov) 87.1(49.7, 108.2) 87.3 (50.1, 106.2) 0.82
24 h JREFE A i /mg, M (O, Q) 3100 (700, 9 100 ) 2 600 (500, 8 100) 0.05
ACR/(mgeg™"), M (O, Ov) 2045 (310, 6 700) 2005 (180, 6 100) 0.06
SB[ P /(mmol <L), X+ 5.69+1.87 5.58+1.91 0.74
Hil =& /(mmol-L™"), X+ 1.724+0.67 1.70+0.68 0.68
R 5% 13 4 I FI B /(mmol < L), X s 3.02+£1.45 291+1.43 0.31
ALT/(U-L™"), x=+s 25.00%6.10 24.00+6.20 0.13
AST/(U-L™ "), X+s 23.00%6.00 22.00+4.60 0.38
ACEI 1 (%) 21 (25.0) 21 (25.0) 1.00
ARB 1 (%) 31 (36.9) 31 (36.9) 1.00

*:n=35.1 mmHg=0.133 kPa. DKD: ¥R &9 ; BMI: (K B 550 HbA - AL IILZT 26 19 5 e GFR AR5 19 B /N ER BB 1 K
ACR : SRR 8 H S UEF EL(H  ALT : N TRT; 2 ; AST : RS TR 2 ; ACEL: Il 5 X 5K L FE BN HIF ; ARB : 145 55k

M SZRBHA s M (01, Q)= ALK CR VIS K, E PS40,

AT K B HE F e AE 12 A~ A Bl & oot
B DIRETC I g . 76 SGLT-2i el (85U,
B U I3 20 7 2 0 B T e 2 5 B JLEF R T
B, X5 RASIZE NN (HRARAA | BB ETE
Biti 1 4o 5 v TG B S 3 DR 32 e R I UL s,
IS BN 6 A~ H I I LR 2 SR LK 1Y 2 4,
ZIB A IS RAST, IR A% 41455 AT 58 25 )5 ok
UL DIREMK AL, 25 B £ B 5 kAR A1
JCHAHA ELEE AR e . (AR T DKD R34S A8 K
ARG BRI 25, ABASRERR MK 2k B4
RASI S H A B R 25 8. Bk, #E0l k%
B0 e 1) 3 v AT I 4 W I it LT A28 4k Pl
JURP R X B T RE AR LA K 2 B T AR 5% AR AR
Bohk, BT 12 4 I eGFR 5 3L (8 AH 1L 22 6
Gt (P>0.05) .

BEAL, ABIFSE th 2 BRI T B IR FR K
er KU, JEHE X Lot B . B IR RIS AR
FEERH L R BN (TR ATl i
O, B T i A2 I PR AR IR 1) R —
& B0 IR 2 JR e ] R 2 DRIk A 271 14 11 66 T 5
&, BV UURF IR . AR T BT R A

R G T A LA A I PR AR B ) R
%2 (HAHERRSE, T IS4 43% T DKD
BFRMUE, WK R B KBS n] 5 R GE MK
FICK, i FRAE A % .

AW TEAR S FL S A WA P Rde, A T
ISR F AR P I DKD (835 P 8337 A Rk e 4
P, ok T BEEEREHLNT BRI S S5 SR ARBFSE
BERPLR AR I AL 12 4> ] I BT IR 18] P9 2 A X
LAy, ELAT LA B A mups . (R IR, A7
B R I3, & DKD J6YT I— 1 R AFe

(& % X #f]
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