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T I A I S 9 7 W DR 5 E P 3 1
K H IR Z 90 BEHLA BEAT 5T
ks TR M RS BEARY F OB BHAS

WE B WEEERWER E ST ¥ &% B Ik 7% (diabetic kidney disease,DKD) 3b Ak &% &
Ftg 95 e gtk Foik 454 DKD 3b 15 i AR ok 69 B 5 R R AU T Rk 4 A iR Se A Ao it R4, AR
84 1], ML EH VAT 2 A BRIEE ST, BT R ELRE ST STRAT MR E 160 mg, & B 1 1, 3K
A2 T R IEEAEI R 5 B, B8R 3R, AR S AL, M5 1.3.6 AR MBI ARE 24 h &
B %(24 h UPQ) . & & & (ALB) . & iF ILEF(SCr) , FH L5 kit % (eGFR) . RIM L HAEH
&t B8 B e Dy B B RS AR B AT e LB IS R R R F R AR, R O R&%
I AR X2 81 48], TR 20 80 4], L5 AT ILAR, AR S R AFIR RN LB E 1 AAR R TR
(P<0.05),6 MAB TR ZE(P<0.01), 5 BLUK % ELF 1.3.6 MR AFKRIELS 6 A A B HIETR
BiXI KT (P <0.05), k55 1.3.6 A~A K340 24 h UPQ 3 2 EAK T4 73 (P <0.01) , B BFdufk T
Rl ARt 20 (P <0.05) , % B 40i5 1.3.6 A~ A 24 h UPQ 5% 77T i, 24 L4 5 & X (P >0.05), ik
B ALB 2 EAMY AT % 6 AAMREH TAMETFH (P <0.05),48 T BAR AT (P<
0.05),* 820 ALB K-+ B EA, BAEH SCr Y2 HAR, EREI545 3.6 M ,KBASCr ¥5 T
%A (P <0.05) , Mt B4 SCr 71 & 6948 % & TiX 4,3 KRG EZ T8 7 (P <0.05), M2 eG
FR 2 FTHAHS BAT R E S TXIBMA(P<0.05), XIEMMiF1.3.6 /MK HakstEplsmr540
1#).8 #1(9.55% ) 18 1] (21. 4% ) ; x84 5-5] 4 7 41 (8.3% ) .18 #1(21.4% ) .34 15 (40.5% ) , ki #7 5 3.6
AR, LB Rt R RO, 2 F A G EL(P<0.05) , WARRR A AFIE, £ZF ARG FE
L(P>0.05), 4t K¥EKMERAZRY DKD 3b M EXF G &, L% Fhabit k.
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ABSTRACT Objective To observe the efficacy and safety of Qizhi Jiangtang Capsule (QJC) in
treating stage 3b diabetic kidney disease (DKD) patients with macroalbuminuria. Methods Patients who
conformed to the diagnostic criteria of stage 3b DKD were randomly assigned to two groups according to
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random digital table, the experiment group and the control group, 84 in each group. All patients received
a two-week elution period, and then were treated with basic Western therapy. Patients in the experiment
group took QJC, 5 pills per time, 3 times a day, while those in the control group took Valsartan Capsule
160 mg each time, once daily. The observation period of follow-ups was limited within 6 months, and the
time points were set as the baseline, 1st month, 3rd month, and 6th month. Systolic blood pressure
(SBP), diastolic blood pressure (DBS), 24 h urine protein quantitative (24 h UPQ), plasma albumin
(ALB), and serum creatinine (SCr) were detected and recorded, and estimated glomerular filtration rate
(eGFR) was calculated. The occurrence of hypoglycemic reaction, coagulation disorder, gastrointestinal
tract reaction, allergy, hyperkalemia, doubling of creatinine, and overall adverse events were observed
and recorded at same time. Results  Finally 81 patients in the experiment group and 80 patients in the
control group were effectively included. Compared with the baseline level, SBP and DBS obviously de-
creased in the control group at month 1 of treatment (P <0.05), and more significantly decreased at
month 6 of treatment (P <0.01). SBP at month 1, 3, and 6 of follow-ups; DBS at month 6 of follow-ups
was lower in the control group than in the experiment group (P <0.05). At month 1, 3, and 6 of follow-
ups, 24 h UPQ of the experiment group was significantly lower than the baseline level (P <0.01). It was
also significantly lower than the level of the control group at the same time point (P <0. 05). There was no
significant difference in 24 h UPQ at month 1, 3, and 6 of follow-ups between the control group and the
baseline level (P >0.05). ALB of the experiment group showed an increasing trend. It was significantly
higher than the baseline level at month 6 (P <0.05), which was also higher than that of the control group
at same period (P <0.05). There was no significant difference in the ALB level in the control group (P >
0.05). SCr of two groups showed an increasing trend. SCr of the experiment group was significantly high-
er at month 1, 3, and 6 follow-ups than the baseline level (P <0.05) . But the increment of SCr was high-
er in the control group than in the experimental group, and obviously higher than the baseline levels (P <
0.05). eGFR of both groups showed a decreasing trend. The decrement was higher in the control group
than in the experimental group (P <0.05). The proportion of progression of renal functions at month 1, 3,
and 6 of follow-ups in the experimental group was 0. 0% (0 case), 9.55% (8 cases), and21.4% (18 ca-
ses ), while they were 8.3% (7 cases), 21.4% (18 cases), and 40.5% (34 cases) in the control group.
There was no statistical difference in the proportion of progression of renal functions between the two
groups at month 3 and 6 of follow-ups (P <0.05). There was no statistical difference in the incidence of
adverse reactions between two groups (P >0.05). Conclusion QJC could effectively reduce urinary
protein of patients with stage 3b DKD, and delay the progression of renal functions.

KEYWORDS diabetic kidney disease; Qizhi Jiangtang Capsule; proteinuria; angiotensin Il receptor
blocker

IR 2 PR 9 I 9% 9 (diabetic kidney
disease, DKD) J 2 iff J& 1 f& B I &, ™ % 445 1l
DKD 5 R F K & I 529 15 i Ji 1) i A
BITZ— %% DKD B EIREHERIFE1. 1 g/24 h LU
T, B 5 oA A ] A A ) S [R] Ch $5 B DKD i
JEA AR I AT 5T 2 A 0 R e R
FEAG 1 DKD & 19 IR & (1 & 1 (urine mi-
croalbumin,mALB ) X% mALB/JK JJL & (urine cre-
atinine,UCr) , R & B IhfE® . SCRATIT R M, g
WefbRE J 0 3 3ok T R A% A Lk 2 - 1 (mono-
cyte chemotactic protein 1, MCP-1 ), MCP-1

mRNA 765204 )2 CD31 Fl a- - WL BN & 1 (-
SMA) T "B /INgl ik 1 e 3k, BH Wi & 4 S5 iz, DA T 2l 55
B L UL 245 A R BB O T A R R A
X DKD K4 F R 0 8 2 S A A 16 97 RO A FF
Bk, 2 # DA LA %5 7K R 2 IR 45§18 (angiotensin
II receptor blockers,ARB ) Z5i b 3H 4 X} B, % (%
FEWE I #8360y DKD K & 1 IR S 17 Aj s . 2
O BENLXT BRBF ST, UK 25 RARTE I T o

BARERHE

1 2WisiE - (1) 455 2 BUBEIRE (type 2 dia-
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betes mellitus, T2DM) ZWikxiE*’ ;(2) DKD Kkt
A R WhR M 2 B “ National Kidney Foundation-
Kidney Disease Outcomes Quality Initiative
(NFK-KDOQI) 85 ” $& i 119 B /N BRI 31 2% (e GFR) &
AR & e i SR F HE S (urinary albumin ex-
cretion rates, UAER) >200 ug/min, s{FEHLIK H &
H/LEF(ACR) >300 mg/g, H.il% eGFR J& F CKD
3b ], Hl eGFR 45 ~59 mL/(min - 1.73 m*) "',

2 PARAEBRIRE I AFRUE: 755 Lik DKD
KBRS Wb AE ; 1 IRBH 2 5 115 IR 400 19 i
W s PERIANFR , AR 2 30 ~65 % ; fEdR bR Ry
BN TCI A, BRI B BE YT 3 8 R )2 MO
PERLT o HEBRFRUE : #5120 DM & A0 PR B 10
(non-diabetic renal disease, NDRD), 4l JoHf# &
S R P 5 75 GFR AR s A AT L 2 1 IR o J) 48
Z B R 2 G A it [ e I PRTTIE I S B H
th R GE 6 (R AR BCIARALE | 1 78 2% 49 1t 90 7157 ( an-
giotensin converting enzyme inhibitors, ACEI) 5§
ARB JHRRYT S 2 ~3 NN GFR TR 30% ;
Wiz b 1 BB R % #%; UAER < 200 pg/min, 5
ACR <300 mg/g, eGFR <44 mL/(min - 1.73 m?),
5, eGFR >60 mL/(min + 1.73 m?) ; X A 24 33 35
T B A A8 5 A ™ T A e ol L ME DA 5 0 1
AN B R (AN R g A R R
JRARAH A e s AR5 ) 5 JBE GBI DS O LA
BE U 3 vy TAE R R R LA A 4, L T
B REPEZS Y A ReAR AL TR AN R Oy =, MU N, A
PRI B BEYT  MIEZE o RIS R v B2 26 1115
bR, R STk 2 ] .

3 ¥Rt 168 il ik I T 2011 4
1 A—20134F 6 H 1l 75 o B2 25 K it s 1= e ' P R
(122 i) (AR5 — MR BB B (20 1)) (1E
PNERAS B B B N EE (10 ) R M0 T N IR 5 e o IS )
(16 ) &K 11121 DKD K& [ IR EH . VEBLIY
A EH LR T 2108 2 0 kg 4 A R . 3
54H 84 19,55 46 i, % 38 i, % 41 ~63 % 11y
Fi%(52.38 £9.67) % ,DM #{FE(110.4 £40.8) 4~
H L BETT AR 1 61, % 2 4], e A Rom ) 81 il
XJHRZH 84 191,15 44 1], Zc 40 f4], 4E 4% 40 ~64 %/,
% (50.62 +9.34) % , DM Ji5F£(111.6 £48.0)
AL BEVTRRIER A B, Y% 2 1, PR S IR e A i
ZEE 1 B, e A A RO B 80 i, P AH AR
AZHAEWS AR I 25 B (FBG) B Ak i 21 28
FH (HbA1c) &5 — B RLIL AL, Z 7 RSt # B X

(P >0.05) AW & B P2 0 2 A il ad

4 WKL

4.1 M55k

4.1.1 WM AR HISEHE A 2 JE Bk
JBHA . M) 45 1k B ACEIL. ARB % RAS FH b 1.
R 2590 ey e — S B S A 5 070, ot e 42 o) AS 4
FIEHINAT B 32 MR BEA AR A0 ( 50 ARG, S B R A
ZH I () ifiL A5 R 7E 140/90 mmHg AR,

4.1.2 Eabipyr AT RAERER R IRE R
DM TR, PRIk 2 8 By FA R, RS AN RR, (5 2 3k, 1
M FBG M&J5 2 h I (2 h PBG) \HbA1c. Itz
JifEl: FBG <7 mmol/L.2 h PBG <10.0 mmol/L,
HbA1c <7% """, sttt asshalmsd IR A
BEFHE B 5 B 245 400 6 xS A, A S 8 e 1) 2 58 0
A2 T HARYT , AR BRI 45 (H S ) 4% 1
HH.

4.2 RITHTL WIS TV BRI RN G YT A
HEZH [R50 45 e 3 (b i A il 25 24w i 5
H20040217) Ak, 80 mg/ki, & H 1 %, H ik 2 ki,
8: 00 ik, ARZY 10 I P Wi i He , 3 BAIK I e AR
L E SIS B A HOR B 2 A BELA R SR R 5
tFHEE ARB B[R 245, AN Rp 2L AR 5, 4V D 3 i 4
i 280 mg/d. 20 KJ5&E A FYike L ff T, 4n SCr
AT T et KRR 50% , H ST 176 wmol/L, 457
e 2 80 mg/d, WiEE 10 K, Un SCr R, 4k4k
L, TG T B, 12 ] ARB 3B HUW L, B H i
B >6.0 mmol/L, {55 ARB W IMANAYT 10 K5
AT IMAR , Ak & AEE, A & Vb 3E i 4% 80 mgid,
YL P TES , AN REMK A, 1R g, 150 21 ) 45
T EIR N2 (AR — B2 A IR AR A,
5210950116 ) L fik,0.5 g/ki, & H 3 &, Bk
580, G M. MR2Y 10 K5 & & JF 2 fig Fl e 1
4 Ty, PR RA o D) e SR (AST 5 ALT i IE#
(B PR 2 %35 ) S5 i e A5 ( B i L 1 R H I R I
HEIM 4 AR ), TR AR 3 kL, B H 3 Wk, 4k
LR 10 K WARRRIK &, W 3452 24, an ik &2 1E
ATk R R 5 R 245 300 1) a2 A ATt % 52 1z, D 5 o 2>
LAl o i 2 P 5 A7 & A AT W B R, DD o R
e A8 Dl 2 AF R 3 R, BEH 3 WK, 4KSEIR AT 10 K
ANBEPR A, W24 o 3R T 2 A v DR 4% o i R 4 24
1 AHAE BB,

5 WMESKEY]  WESFHEVIR R 6 4~ H o K
FRFET 5 A JAYF 1.3.6 A, T 1 o 2]
247 R Bt U [ B ] B 7 5000 SR It s L IR IR 245 1 0
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S ERA TR ARG A SRIT A R H . RV
LN eGFR T [#% 50% ¥ SCr £, 5l ik 2| & K ]
' JJE#% (end stage renal disease, ESRD ) eGFR <
15 mL/(min - 1.73 m?) 8l P46 B BERR BT, KA
MBS . AR AR R E B[R] T T2 BE VT
T FL AR , 1) ] £ 38 A AR B U7 19 B R L IR 2417 490 B izt
TR R BT B o

6 WMEAEIR

6.1 JrRUdEs

6.1.1 I FIARYTHT M B FE DT AHEAT I
e, B E T ER B A 15 min J5 2% A A 20 E
WA L (IR 15 min P4 2 Yk, ORI,

6.1.2 24 h JREHT & (24 h urine protein
quantitative, 24 h UPQ) & A XL 46 IR I 76 36 97 il
FAFABEDT S E , B 24 h JRIGATES FAA R &
BEAEN.

6.1.3 I3 FEE.E DRSS AR B L I AS
HbA1c JHLfEFRMIE 3K FE A DIREFE Ar i
B I g . HbA1c w il A= b B 3 43 Br A0 2.
eGFR <44 mL/(min - 1.73 m?) & X K& IhhEA
4> ,6GFR T[T R4k 25% & XN B Ui RE it
%5 eGFR R flfiifk MDRD 2434° .

6.2 ANEN  FEE IR I AR S B I AR
N I T BE S D RE R L A RN L U
JNE e B LAE (BB >6.0 mmol/L) \Cr f5H# %53 &
it o I R AT 0T R BN A B IR 20T Y
FTE .

7 Sit# ok R SPSS 11.0 Bk fy
Giil2orire IESAMATTRE R x 25 FoR. 3T
BOGERL ABIE R & B n SR x? K 5 AS R s ]
MWL 24 h UPQ. 2K F1#E 11 .SCr 1 eGFR /KF
LU ASE R FH WA 0 ST A A B 5 D0 5 1 22 400, 2R AT
BiELds, P <0.05 NEFAGITFE L,

# R

1 P IRIE TR E I DL LB (% 1)

1.1 WdLim T RS oL LA S5IRY7 AT R,
X REZH W e AP IR R AERIT S 1 S A W R R R
(P<0.05), 6 4~ HBf R 3 (P <0.01) , HI4d
FEFEIRITHE 1.3 .6 M H PR EAEIRYT 6 4 H B K
FRIBHRLZH K- (P <0. 05) ;3% 1 41 47 7k e LA fr
TEE EALAEIR T 6 A A BB AR F IR YT R (P <
0.05) , % & R HERNA YT IrEk .

1.2 MW4HEE 24 h UPQ.IMF HE A . FIhkE
BbRELE. H5IRIT RN, IR A TEIR YT 1.3.6 4
H 24 h UPQ ¥ AL (P <0.01), [Al Byt K F
[FJ X IR 4 (P <0.05) ; X IR 97 1.3.6 1~/
24 h UPQESIRITHI LA, 2 R g1t & X (P >
0.05) ., WA MK HEAE EIHEE TERIT 6 1
JBFB S & FARLIR YT AT (P <0.05) , & F X% #]
A FEAKF-(P <0.05) ; 7EIGYT 1.3 .6 A~ J B X IR
I & K- S5 AR 4R Y7 AT e, 22 5 ST
X (P>0.05),

eV R, P4l SCr BTt #h. 78
1RY7 3.6 A H B, 5 41 LI ¥ & TR IT AT (P <
0.05),3 Bl 15 Tt e 19 0 B2 43501 R 2. 1% . 10. 2%
21. 8% ; MXFHRZH SCr Fh i 1Y M FE 2 Tk 3 40, 3 K fifi
Vit W TR T (P <0.05) , Jh & i B2 43 5 A
8.3% .22.5% 41.4% . TEIRITH 3.6 I H , X 4
SCr & TIRIRZH/K - (P <0.05) . 5 SCr AHXT I, HiZH
eGFR 2 F R i FREMRE 33N 4.7% .
11.3%.15.5%, X B4 43 5l 4 11.3%.21.6% .
27.8% ;i I 41697 3.6 -1 B eGFR /KF- B WAL T
ALIEITHT(P <0.05) , 4R 3 T IR T A LA
J7RT(P <0.05) . SXFREAL AR, 7EIRYT 4R 3 .6 N Hik
5540 eGFR /KFHA A5 (P <0.05)

£ WALRI TS RIS OLIEL  (x=s )

anl Bk - e frakE 24 h UPQ M EEA SCr .eGFR )
(mmHg) (mmHg) (g/24 h) (glL) ( pmol/L) [mL/(min -+ 173 m?) ]

e 81 AIFHED 150.0 £16.3 96.4 8.5 3.37+1.35 29.7 +5.6 108.5 +23.7 54.8 +10.7
w1~ H 148.5+15.4%  92.7+7.8 2.62+1.47"*% 31.2%6.1 110.8 +22.3 52.2+9.5

31 A 145.8 +14.3%  90.3 7.1 2.15£1.13"*4 34.4 5.9 119.6 +24.5*% 48.6+8.9*%

6 ™H 143.4 £13.2*% 88.6+7.0"" 1.83:0.96""“2 36.8=6.4"% 132.1£25.0"*22 46.3+7.6"°
YR 80 AT 148.2 £19.8 95.7 8.1 3.48 +1.42 30.1+6.0 111.7:£21.4 55.1+11.0
T 1A H 140.6 £12.8% 90.2+6.8" 3.21.+1.32 32.9+5.2 121.0 £23.4* 48.9+9.1*

3MH 138.9£10.9*  86.2:6.5" 3.16+1.24 31.6+5.4 136.8 +25.6 ** 43.2 £7.4**

6 ™A 135.4+8.5** 82.5+6.4** 3.35%1.37 30.2+5.8 157.9 £29.8** 39.8+7.2*

T SAIRYTATILE, “P <0.05, ™" P <0. 01; 5% H41 [ L, “P <0. 05, 2P <0. 01
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2 YL B OiREE R AL R EIRYT 1.3,
6 A IR I B T RedE 43l 0 $i(0.0% ) .8 il
(9.55%) .18 il (21.4% ); X} B4 4 % A 7 1
(8.3%) .18 fi](21.4% ) .34 15| (40.5% ), Ffii/i%
3.6 N H I, AL D REIE R LG L8R, 22 A SR
E X (P<0.05),

3 WHARRMAEEBIILEK(F2) W4R
BRI S N L BE M T RE S5 L 5 M s g 3 SR N
TR IAE UEFA 3G A o B RO RN H A, 25 53
TGt E X (P >0.05) , 4 4 65 1 B0
W SN Uk A 24 FH £ JE VK A I 58 B R E 24 3
A H G H BB EERANIE  EAR B0 O R X i Ak 3
JEAPRE IR ERE FH 2, AIR H SR s %o R o 300 = 4 L 8
i, Horp 7 B 2 A FR SR A IR, DR s A e
1B HNAYT , BEDTA S 2 B 1B SCr {514

R2 WHBHEARRAERIIE [H](%) ]

i 02 (84 ) X R (84 i)
AR A S 4(4.8) 0

I ) RE S 1(1.2) 0

JilRsN 2(2.4) 4(4.8)

8 38 S 8(9.5) 3(3.6)
TR T 1(1.2) 3(3.6)
R IMAE (B1 8T >6.0 mmollL) 1(1.2) 8(9.5)
JULEF 5 3 0(0.0) 2(2.4)
SRR BN 17(20.2) 20(23.8)

Tt it

2007 473 [ FE 48 B M 5L 4 & (NKF) il 2 19
“KDOQI ¥ J 9 F1 0 14 B W s I PR 55 B 48 w4
2 S R DKD AR5 LR (B R 1597 ( diabet-
ic nephropathy , DN) , Jf-4& tH F IR 25 1 e 45 5 A
B eGFR X W R 5 % #4714 . 2009 4E KDOQI-
CKD 4 #1& ek 25 WK CKD3 143 3a #1 3b W4~ F
W ARBIRST B e LSS IR M IS 42 34 )T DKD K
PR 3b AR E I RTT 82 41

X} DKD A [A) #2885 11 R B9 AH G IR & i R B
BB PR T A Gy s e B /INER B /INE T S A T R
WG, &5 DKD B35 15 19 ] ¥ 4% 1 fa 16 A
£, 24 h UPQ /K] [ it DKD B 45 45 f) ™ o
TR W2 AN DKD & 3k A ESRD 1)1 57 15 [ [
RLIMRUEIE L K H R 5 eGFR R T A
ST R, AU R 2 1 PR 0 SE 5% DKD KRR 1
JK 3b Mt AL,

MR REBE 2 bl RS K AR RS 4 IR
LA, B 2 AR B IR LS 2 A D, B /N eRii

PR B2 0 M 488 2 7 A R R I RN R AR AT
FEUESE , FER P e 98 AE AT A% % (X DKD HL 1 i 5 1Y
M4& N iz % (endothelin, ET) ZKF, 7H& NO, % I 45
P9 Bz A0 B A TR A R AT D6k A PR R 1
ST I e W, R O B OBE RS 9 iR IR 0 A &R B,
(TXB,) /K, Ftiss 6 - HFTS R & F,a(6-keto pros-
taglandin F,a, 6-K-PGF, o) /K, 4+ TXA,/PGI,
Bl , DT A8 ) AR B A8 L s B IR E .
DN kA ke 2 5 48 1 R 52 S 0E T i A5 B 3
ATEALAE 6, S G WF 5 UE S, 6 0 R 0 I A 5 T I
DN K MCP-1 .MCP-1 mRNA 754141 .CD31 i
a-SMA TE'B /NSl ik i 2R3k , LI 98 14 B 7, el 3 V40
SO A28 K PR , AT X DN R ENAS PR .
AMFFEAEE T I B I B XF DKD Kt 2 1 IR
3b B PREE 52, 25 SRR W, 78 0 B g [ b
WEHEGIT G 1.3 .6 N JE, B PRI 4 R Y7 T
TKE22.3% .36.2% 45.75% , Hik I SCr Tl
JEG T XA, eGFR I FRIR /N X HRAL, 3R rE g
Kb 36T DKD K2 H K 3b 1 & Ae /b |
FIPRHEME, AE 28 T Re it e . FLyP 3% 18 S LR ML
Ko
AWFE RN RIRATA 4 55 R AU SN , 96
RIS P ISR IR 5 47 8 il i3t 3 i e AN
ER HHPUT K Y R 0, 2% 085 ekt A B R
Ao IR A ™ A5 I T 5 5 H ) AE
. AT ARB BIYTRk 25 T LR EAMITTE " %
JEHJF 4 ARB FIZLA[H], IDNT #1 RENAAL iR551%
FEIOIRIT 25905 5 R 0 DLV RN VI ARB 2542
AR IR T A 22505 55 40, B Al e nT RE & — T
TP 2, IDNT F1 RENNAL {356 B 7 5} 18] 5351 4 2.6
3.4 4 MAFE R R 6 S H .
25 b, TR M i 98 AE AT AL PR AIX DKD K i &
PR 3b WA B IR, IS B DRk I, AN R R &
ARk, T DKD 3b M/ ¥, 1645 A IR T 1 LAl
b AT IR AT A B T R IR
B OIREE I o AHIESE N JE Z A AE T Bl U B R]
I I MR I B AE Bl 3% DK D 8 2% 3 3 19U 1 O T
v T Ze 2D AR A R Y SRRl A TR R T .
5 £ X
(1] Bk, PO, 29005, % A TEZ AT IR
B FET BRI BRI PRI [ U ] B AT
Bz, 2012, 19(6) : 501 -507, 533.
(2] 30k, FAHIL, 00,45, SRR e 10T W IR
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i MBI I RBEFE LD . b B rh P R 45 SO ks,
2013, 20(6) : 261 -265.

ney disease: a KDIGO Controversies Conference
Report[J]. Kidney Int, 2011, 80(1): 17 —-28.

2ol TR, IG5, TR R s XA I B s K (8] Jaamg, WRdds, wibet , 55, BlDR B A [m R B 2 1
RSB/ sl ik P B P BB B b 5 A6 MR sz [ . PR IG I R K BB [J ], h AR IEm 4 A&,
rhE TS ESS S B2, 2013, 14(10) : 858 -863. 2005, 21(5) : 251 -255.
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