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E. B4 IgA 'BJ% (IgA nephropathy, IgAN) % 55 LG R LM BN IRERZ —, A R &8 KA T &4 £
BAEAE R B H R A R E 4RI K% (End - stage rendl disease ,ESRD) , #F4% ) 8] 4% F Aol F 3+ [gAN % %‘mﬁi%ﬁﬁ?
B B G RKF AEEF kg & (Estimated glomerular filtration rate, eGFR) T Feik & B it 4 5 F4E 0 % vh, 44
Kaplan — Meier 4 & 247, Cox &2 & AL A 74 & Ak ( Random survival forest, RSF) if4& L K 2157 2 & TRl sL 1, F ik K
A BRI AR, AN 200 4] TgAN &%, 08 577 20 100 ) 3%/ 3148 F An il 7 + do 8 B ik & 2485 49 ) 7 (An-
giotensin converting enzyme inhibitor, ACEI) / f2 % % #k & Il % 4k FL# 7] ( Angiotensin Il receptor blocker, ARB) 74 7 , %} B8 48
100 #4x#E% ACEVARB #6757, FiA & F B2 E V6 MR , R4 EA 2023 £ 10 A 31 B, IR
Foon R E R 24 h R G eGFR T ik & & JUEF | Sk & & &/ LEF L & 28 fe 4~ % (Interleukin, IL) -6 K, 5+ K A
Kaplan — Meier % 7 5-#7 . Cox & Y2 % RSF ##4% IgAN % 5 F 4 eGFR FH=50% | #t & £ 1% 1 5 ik % ( Chronic kidney dis-
ease, CKD)4 ~5 9 HANEM R EBH] . R 877 M JREE 5 A 80% (80/100) , B3 & F 3 FRAL#Y 55% (55/100)
(P<0.001),24 h fp &G KFAKTF AR (1.2 vs 1.8 g/24 h,P <0.001) , eGFR T Mik % i s B E[ - 1.2 vs —
2.5 ml/(min « $),P<0.001], &s7205 SF 4 5 %% 80% (80/100) , 4 T 2+ F 2849 58% (58/100) (P <0.01) , B eGFR
TFH=50% (18%vs 38% ) \CKD 4 ~5 it (12% vs 32% ) \iEHT R E A AL % (6% vs 21% ) 3 R FHAK(P <0.01) , Cox
B )2 5 M7 32 N B AR TF Ao 7T AR 2 & F 4 U [ KU 6 (hazard ratio, HR) =0.65,P =0.002], RSF i# — % £
SFEAFMAEA K I eGFR <60 mL/(min - 1.73 m*) &G &k >1 g/d o ff 334 & G @ e f-2% - 6 (Interleukin — 6, IL —
6)K-F R [gAN TG 69 R4 &, 26 DR T iR s TEFRE [gAN B 500 o R R K G FAKT, 2% eGFR T
B, AR S S 2 A R, T A L K B IR 47 15 . 464 RSF + Cox 3 — F L& & g’f*?ﬁl)”‘ B, ABERA
IgAN 9 % 7 B 245408 7 324 T AT 09 JEE B SR 48, Rk B PR £ SREAL B (RCT) 3 — F 36

KEEIA TeA BB DB F i ; fn fk ;eGFR T 4 4% 5 F 44 ; Kaplan — Meier 24 7 547 Cox IGRERY R
(RSF)
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Modified Xiaoji Yinzi( /MajkT) in IgA Nephropathy: A Long - Term Renal
Outcomes Analysis Focused on Hematuria

WU Songguo' ,LI Wei®, LI Jiaoyan®
(1. Beijing University of Chinese Medicine, Beijing 100105, China;
2. Beijing University of Chinese Medicine Third Affiliated Hospital, Beijing 100029 , China)

Abstract ; Objective IgA nephropathy (IgAN) , the most common primary glomerular disease, is characterized by hematuria,
proteinuria and renal dysfunction,with a subset progressing to end — stage renal disease( ESRD). This study evaluated the effects
of Modified Xiaoji Yinzi( /N&[ZK-F) on hematuria remission , proteinuria reduction,eGFR decline rate and long — term endpoints
in IgAN patients , while assessing predictive accuracy through Kaplan — Meier survival analysis, Cox regression and Random Sur-
vival Forest (RSF) models. Methods A single — center retrospective cohort study enrolled 200 IgAN patients. The treatment
group (100 cases) received Modified Xiaoji Yinzi combined with angiotensin converting enzyme inhibitor( ACEI) /angiotensin re-
ceptor blocker( ARB) therapy,while the control group (100 cases) received ACEI/ARB alone. All patients received at least 6
months of treatment,with the latest follow — up endpoint being October 31,2023. Primary outcomes included hematuria remission
rate,24 — hour urine protein, estimated glomerular filtration rate (eGFR) decline rate, serum creatinine, urinary albumin - to —
creatinine ratio( UACR) and interleukin —6(IL —6). Renal endpoints[ eGFR decline=50% , progression to chronic kidney dis-
ease( CKD) stages 4 ~ 5, dialysis/transplantation ] were analyzed via Kaplan — Meier, Cox regression and RSF. Results The treat-
ment group exhibited superior hematuria remission rates(80% vs. 55% ,P <0.001) and lower 24 — hour proteinuria(1.2 vs 1.8
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2/24 h,P <0.001). Slower eGFR decline was observed[ —=1.2 vs —2.5 mL/(min -

year) ,P <0.001]. The treatment group

demonstrated higher 5 — year survival rate(80% vs 58% ,P <0.01) ,with reduced risks of eGFR decline=50% (18% vs 38% ) ,
CKD 4 ~5 progression(12% vs 32% ) and dialysis/transplantation (6% vs 21% ) ( P <0. 01 for all). Cox regression confirmed
Modified Xiaoji Yinzi reduced endpoint risk (HR =0.65,P =0.002). RSF - enhanced models identified baseline eGFR < 60

mL/min, proteinuria > 1 g/day, persistent hematuria and elevated IL — 6 as the key prognostic predictors. Conclusion Modified

Xiaoji Yinzi significantly improved hematuria and proteinuria, attenuated eGFR decline and reduced long — term renal endpoint

risks in IgAN patients, suggesting durable nephroprotective effects. Integration of RSF with Cox regression further enhanced pre-

dictive accuracy for renal endpoints. This study provided novel evidence for integrative IgAN management, warranting validation

through multicenter RCTs.

Keywords : IgA nephropathy ; Modified Xiaoji Yinzi( /N&jIKF ) ; hematuria; eGFR decline ; renal endpoints ; Kaplan — Meier

survival analysis;Cox regression ; Random Survival Forest( RSF)

IgA B9 (IgA nephropathy, IgAN) Ji& 4= BR i ] P d 6 L1
JEU S P B NER R T B R R B R, B LR B A
AR I JR 2R DR B DD RE 5, — A TP A TE A 2 R Y v X
[8r , 843 B ] e R B E LR B (End - stage renal disease,
ESRD) **' fEeh BRHig e, IgAN LU Ja i bR ™ K b < pi
55" SR AL 2 5 BB I L B K SR TR YT LR
P AR RS

AT B A58 O [ U BA ST, 43T /NG R
Uk 7% TgA B M PR A 2 M1 00 B A B T e AR A L IR
WML A7 A% MK ( Random survival forest, RSF) + Cox [a] I 45
B PR S SR BN RE ST, AR SB35 SR AR 5
A AR i
1 IR
L1 %W R AR

VB ISR e A5 A I BR 1gAN 2 WTbRIE, DL I ik
I TgA PR FZARYE , 455 I KRR R G E R EF )
BEVE) o PERSWRIE ARIE R IEE PR 1 H IgA Bk 1L
WA SGARIE ) TgAN JEAS ILPR™ K ™ 265 S, LARGEAA |
PRI F R K 28 2 B L
L2 g™

s 18 ~75 B FF A IgAN 2 WTAR i ; 178 I AR (B2 T 1ML
PREGPAMR I IR ) 5 756 v BEGE A 12 W 5 T 7™ 56 I i 2% i &
T aE IR
1.3 Hiirog

Yk RAE TgA B, IR ML B 48 S0 B R 55 s B IF ™ &
o B IS TG Sk TR 46 5 AT O sl il 2L 30 o ks 5 RO
22 TOVE e VT o
1.4 — ¥

LA 200 1] TgAN B3, 53 67 20 [ /NETERFIns + 1.
B Bk KL AL EET 7] (angiotensin converting enzyme inhibitor,
ACED) / Ifil & %9k & 11 5% 44 FH 75 77 ( angiotensin 1T receptor bloc-
ker, ARB) , 100 fi] ] #1820 (/X ACEL/ARB, 100 fi]) . Py %
LRBFNE 245 17 P4 F- 43 VE i ( Propensity score matching, PSM) Ji
ZRTFHIFEXL(P>0.05),
2 FHik
2.1 #HrR#ar

ARG R BB A 5T, R L 5t R 2 R A
o =R B B R R R E R, e R E 2 2 6 MR
97, B IR BT R0 2023 410 H 31 H,
2.2 ZEFEMHEEL

DOFEE S /NERE 1 2 ( Estimated glomerular filtration rate,

104

eGFR) TR =50% (‘B DIRe AL AR ) o Qi JiE 1% 1 ks
( Chronic kidney disease, CKD)4 ~5 #[ eGFR <15 mL/( min -
1.73 m*) ], @#E ABHE B Bl
2.3 BT E
2.3.1 PERY NEIRFEA T /NE] L5 g, A E 12 g,
FIZPA 20 ¢, W5 12 ¢, #E P} 10 ¢, Al 10 g, 18 47 20 g(fd
R, 4910 g, HET 10 go VT 58 (BEUERGG ) < 18 P26 45
(REER HAE ) MAERTF 15 ¢ B 20 g MAE
A7 CHLPR WY TG B ) N2 3% 6 g HEFHEE 10 g0 KW IR
(Z 03 0T JRD) I 15 g 5 15 g HMBHZS (FRFIR
IR 55080 P2 15 g JI1E5 10 g0 1 Rl/d, KRR, R
LR, E 6 AN F L83 A A AL
2.3.2 FAHELS  ACEI/ARB( I &84 H Fx < 130/80
mmHg) & Il 7 3 ( Irbesartan ) 150 ~ 300 mg/d &%, D1 R %] 10
mg/d; R H R IRE AR E (B HEOEBA 0.8 g/ke) s M
H B B RPN (T ) (B 2 MR BH A 1) ( R FEBIEIK) 555
PRI IE S : FTHE AT 10 ~20 me/d,
2.4 Gtk

SR FAMGE ] P4 T 43 DR ( PSMD) - 428 ) B4 A i, Dl TR A )
%, Kaplan — Meier 447 50#7 : HLBGE 1 DI REZ dd B4 1 &
A2 IR Log —rank p {6, Cox [EIF 4347 : BLAE it Cox 347
ik fap H R 2485 Cox 23 M PFAli/INET IR F Il %o 28 55
BT 52 . RSF + Cox [IH : S5 A RSF {153 48 i 5 ik
('Variable importance, VIMP) , B JC 8 X A7 i B 85 EAR I 44
A Cox B 2 =5 T 8
3 #R
3.1 RARFBMERER

WL B AEAEWS PR eGFR R EE H & LS L I3 B 4
FURMIREE I S5 7 AT TR, SR « R PEAG T
B R (S . eGFR | JR & ) , Mann — Whitney U 5% F T4
EZS S B A2 (JRUTIE LA ME . E B EH) , R
OC) FIF 42788 5 (VRS g ML FE AR (1 ILAE ) o BT REZR 8
EUEE, 2R ARG, AW (P >0.05), W
=1,
3.2 eGFR g Z& & Bt J& & fu s 0L

WA B TR ARG YT 7 2205 0 56 S AR SR R A8 fb 1
o VRYT A R A Y I PR 2% R 2 (80% ) B = T A
(55%) , HZESRHA G2 8 X (' =13.128,P <0.001) , it
B INB LR -y 7 I K 3 T B SRS F AL, 1RYT A
)24 h JREE KB R (1.2 £0.6) ¢/24 h, A% T X 1R
AR (1.8+0.9) g/24 h, WA Z MM EFHAGIT¥E L (1 =
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1 DI TgAN BE BRLRRAIE LA
am g TR/ R OFR/Iml/ 24nIRMEEY RUORAA  WIIE.WEERA, IRRAILE

(%) (B/4) (min - 1.73 m*)] (g/24 h) J% (A ul) (%) (¢/L) (%)
WA 100 45 £10 55/45 78 +12 1.5+£0.8  65.0(25.1,192.0)  35.0  40.6(36.2,44.2) 9.0
XTHEZL 100 44 +9 52/48 76 +11 1.6£0.7  61.0(28.5,180.7)  34.0  39.7(35.9,43.8) 14.7
U/ - 0.743Y  0.080%¢ 1.2299 -0.941Y 5004.0? 0.000% 5086.0 1.057%
P A - 0.458 0.777 0.221 0.348 0.993 1.000 0.835 0.304
T2 #230P s Mann - Whitney U 52 5 x> #5360
2 P IgAN BEFIRIT )G eGFR R LR 1972 ALK L
01 s IR A2/ 24 h JR#EF/  eGFR TR/ 1L TR R L—6/
(%) (&/24 h) [mL/(min - %) ] (mg/dL) JLEFEL/ (mg/g) (pg/mL)
BT 100 80 1.2+0.6 -1.2+0.5 1.1+0.3 120 +50 2.5+1.1
it HR 2 100 55 1.8£0.9 -2.5+0.7 1.4£0.4 200 +70 4.0£1.3
/X - 13.1289 -5.5470 15.1129 -6.000Y -9.300% -8.808%0
P Al - 0.000 0.000 0.000 0.000 0.000 0.000

VRO R A R Y s B R T KR
—5.547,P <0.001) , eGFR T[RRIy M, iAIr 411 eGFR F
o R 18 (-1.2+0.5 mL/min/4F) , XF IR 41 T B 5% P
(-2.5+0.7 mL/min/4F) , AR Z R EH G X (1 =
15.112,P <0.001) , 7EMLJJLEF ( Serum creatinine, Scr) J51fi, I8
JFA1(1.1£0.3) me/dL X FXFHRLA (1.4 £0.4) mg/dL, ¢ =
-6.000,P <0.001, YLHAAIT AL B 10 B DI RE AR R0 . IR
FEE/UEF 7, VR 9T 4 IR B B/ LB B IR
(120 +50) mg/g, %} HRZH B 55 (200 +70) mg/ g, 4 7] 22 5 A e it
2 (1= -9.300,P <0.001) . #&5EH T 40 fii 4 2 (Inter-
leukin -6, IL) -6 K FAEIBITHEE T BERMK(2.5£1.1)
pg/mL, XF IR T 5 (4.0 1. 3) pg/mL, B4 IL - 6 /K T-H 25 57
WMHAG IR (1= -8.808,P <0.001) , B /NG K0
Uk 5 ] 8 ek IR N R N K B3 TeAN BOE WIS . W
2,
3.3 Kaplan — Meier 4 7 447

Kaplan — Meier A= f740 M4 R 0L 1.2 F1 5 4E4E ARt 15 At (8]
S PPEIRIT A S X IR A AR ARk . 1 L ARRETIRT, 697
HAAFH 96% ST IEY] 89% , A F HAFKIT%E X (P =
0.04) , /R /NET AR -0k 7 vl 72 5 3 P9 X TgAN 3k g 7= A FR
W FH o 72 2 4ERETAI 1697 4141728 88% , X IE 4L 72% , 7
PAEFFREEY K, HPHETHEO0.02, RWAITABREN
B REAR Y VE I AT RERF SR AFAE . 76 5 AEREUTET , IR 9T L A 47
2 80% X IRA 58% , A fF & B H#H — LAk, AP <0.01,
$ER/INGETERT sy 1 K B T AR OR3P AR A B .

3.
3 Pt IgAN % Kaplan — Meier 417507 LA
BEDIRSIEL,  YRITHAAER/ XERAAAFRE/ Log - rank
(4F) (%) (%) P
1 96 89 0.04
2 88 72 0.02
5 80 58 <0.01

3.4 Kaplan — Meier 4 77 #h %

i1 Kaplan — Meier A= 77l £ B A UL, Y897 40 i A -l £k
8 T B, SR/ NGB AR T s % TgAN S8 BAT KM
IR VEI . EREA 60 S BBEDTINI N, W BRALE AP T
FeAseie , AT AL AEAT AR BB K, WAL A A7 il 4R A BT
JE A ZE B — PR, SCRFA DI ST s 2R . WA 5
XTI 1,

3.5 ARAERHKER

#4 B RT Kaplan — Meier S04 A 4L R B (048 5
kA% f1FE eGFR TR =50% (JEfE % CKD 4 ~5 Hi Rk A
EHTEE A LB, 75 eGFR T [ =50% J5 181, i 77 4L &
R 18% AR T X R4 38% , HAA M 22 R A G % B X
(P <0.05), FBI/NET KT s 5 o] fE 4 Bh FIELE eGFR R
M. fEUEEZE CKD 4 ~5 Wiy, 16974 12% WAL 32% , 241
()25 F A Geit24 38 (P <0.01) , Ui B/INGT KT iy vl B
BLIAAR CKD AR . 7EZEA B s B A 5 I, 377 41
6% ,XFHRA 21% Wil 22 A G238 L (P <0.01) 7R /)
BTN T AT REAT B 820 TgAN GR35 8 A3 A7 5 B A
TR FHTTXIE 2 E73 T Kaplan — Meier 28 & 5 445 47 il
22, MR TIPS A I A S 0 IR ALAEBE DT 5 4E & S F A
KAERMES . WEFIME T B BT ARG L
o T B4, SR W/ NET R Ind 7 v REXT IgAN (5 (9 U B
HEA KA ER . HEYT 1 AR, IRI7 AR WA AR
FEIE 100% , ST HERAI A TR BEDT 2 40T, Jar a4
TR THERL) 90% , 15t AL AR T REZ 70% A A7, 2 A Xt
W BB TS R R S FE, BT 5 4R, IRIT R AR
A HERELE 80% % FRAH A AR EL IR 2 60% LT, 7R /N A
FIE T v REE KA A B TAN J7 1l B IR E . % Bl
—EBHIF T Kaplan — Meier 5343 #7145 5, W/ NET AR F I
U5 AT B I PR AR 2 S 1 e A RORAE LR 1gAN bR 4R 5
FHWEWBE . WE4 IHTNE 2.

F4 WU IgAN BEL S FF Kaplan - Meier 4831 13K
2B
25 5 BB eGFR FRe  #EE%E CKD i ABHTK

=50% 4~5 1 R

RITA 100 18% 12% 6%

popiE! 100 38% 32% 21%
> 1H - 11.429 13.333 9.091
P - 0.001 <0.001 0.003

3.6 Cox [H A4 H

Cox [A10T 43 #7 25 42 7R « /& AR T I3 O vl g 3 % AIG
IgAN 2SR XU : DeGFR T [ = 50% JRUB FEAI 35% [ XU
Lt (hazard ratio, HR) = 0.65,P = 0.002], @#EZE CKD 4 ~
5 B XKL FEAIG 40% (HR =0.60,P = 0.004) , QB Mo 'B #AH
B REAR 45% (HR =0.55,P = 0.008) . UL 5,35 6 4 5T XNl
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3,
3.7 MEALA FF AR (RSF) % & ff

TR T ( VIMP 4543) : eGFR <60 mL/(min - 1.73
m?) (VIMP = 0.38) , B[R >1 o/d(VIMP = 0.30) , Il JR 3548
(VIMP =0.25) ,1L =6 ( VIMP = 0.22),CRP(VIMP = 0.20) .
RSF i 68 f1 84 (C - index 2T} = 0. 812 vs. f£ 45 Cox
0.785) , {F:RSF {15 A8 2 (VIMP) |, §ifi ik B P A
Cox [A1IH, Cox [IJHT148 HR(ORUE EL) #195% A5 XA . WAd
TUXNE 4,

5 PIU IgAN 35 Cox [HIH 4T

L3, HR 95% CI p i
eGFR <60 3.7 2.5-5.4 <0.01
HHE>1 g/d 2.3 1.6 -3.1 0.01
I PR 1.9 1.5-2.6 0.02
B LE 1.7 1.3-2.3 0.05

# 6 RSF i @mEMHA
Ak VIMP HES
eGFR <60 mL/(min + 1.73 m?) 0.40 1
EER>1 gd 0.33 2
I PRAFEE 0.28 3
[N 0.25 4
4 g

e R F1 A B (IgA nephropathy , IgAN) {524 42 BRE
PR LI SR R VR B /INBR O 48, BB S E R R - 18 M
Ph - VAT MERE R (I A o DG B A1 B RS, 2 L
BB TgA1 (Gd - IgAl) 43 S W MEERAL T | R W S 5e S5 1T
BUBRZ GRS R, Mg % 5 B4tk (HLA KIRZ 80 Biie
925 o i R R (i T/ W W A i R ) B kAR B v AR S
YOG BOG HE R B = IR S L I AR SR AT
A SR 4 FR ——— 0 A 1t 2% 7 Vs i 37) ( NEFECON ) 3 5o 7
T TE R e P DD B TE TgAL 730 BT CS FAHTIM i AMA 2
AR BE T AE AT g AR I DR R RRAE A R
AR I S 2 2R A B e R AR, 4702 2 Wi I R I 50 1) 4
AU e BEBEIE R R P TgAN I PR JE R I R
B 1S 2 S L B A L B U AR LR A 9, Y 4 BT
MEA ABIASRRAE 2 2 Ao SR i P 3 A R
“ER RN G MIELE” ik 18 CEFAE 7 ) NIRRT (B0 24
Xof /NG — AR BT — S B ) R SR S W S 0 R A
RNE RS I BT - PRS2 A B PR R R
s E LI L TSR, B 2 B2 B ST 4B AR/
B IR 1 S SR IO 53 W] 3E 2o 4% TLR4/NF — kB 3 6 10
HIEF AL - 6 TNF — o 351773y 22 77 700 (9 B AL
N AL T 2 F AR

AT T /A LR I FE % TgAN Il bR A8 I 391
WEL S A T . BB B PU R 45 G097 2 8 R T4
SR BR 0 BB TAN , T X 2 0 S D R A R B L B
WERFSEARA L o AU ST L WS A7 BASIA S, B TE R
TIgAN [ PG B IR YT AR AL B 211 PRAIEE -

4.1 JNEARCF heR By 1R R AL

AWFFEEE AR, /INET IR I8 T B i B Bl TgAN %
P8I PR 22 2R (80% vs 55% ) JEARIREE 1 (1.2 vs 1.8 g/24h)
IU5% eGFR FIEHE] -1.2vs —2.5 mL/(min - ) ], M
TR BB, /INB R F I 38 5 v A I A,

106

B /NER BB VE R, T REA B T8 TgAN 25 A0 B 3
7 A /NET A P AR PR PR M A T R
i 1 AP 38 F AT TeAN PRILIR B9 35 Kl A
A FKIB I, D S R T AE B R LR, MSEmr g R M
IgAN [P)30F J 55 B /INER B 4 10757 PN P9 4 S A I RT3 ot bR 285 4H
oo ATTHBRGIASY ST AT E M AR, o N EROE
WL NE R R E . AR BT HBRER IL -6
IR AR (2.5 vs 4.0 pg/mL, P <0.001) , $2751% 75 Al g il
SN AT K7, AR TgAN J83E B9 SAE S5 I, 3 17 sk 20 2 1
FRER A S AR R B AN TR T A e A T i —
ISR T YT AN SRS R (IR ETRTE 5 B — 4R
F B DA A B i PR AT I (I R B S RO BT ) —
I APE R LOE G KAWL (Z ) A URD) —
N VS LAV IR P B (R AR B & %
) —InFFS 5 LI AR
4.2 HRERMH

FHF PSM AT ERE VT IL , $2 = W9 AT {5 B A B o
[ M PE 43 DT IE (PSM) 25 JE R 22 5, B PR YA ARG B2 iy 2
BRI E I, BRI T IR 2% W f#F o Kaplan — Meier A 4723 H7ilE
SCRKHPIT R 5 AR IR A 80% vs X REAH 58% (P <
0.01) , $&7R /MR s vl fg B KT IR AR R, &
REEESTHT R VRIT UL eGFR TFRE =50% (1) XU AR (18%
vs 38% ) ,CKD 4 ~5 Bt R R B E WAL (12% vs 32% ) , it A5
B/ B AR Y 838 W R (6% vs 21% ) o %54 RSF + Cox 42
T BT UM B 7, A 5% (5 F B ATL A A7 AR AR (RSF) + Cox B4
PEATAR e, 42 8 T AR T BE ), &K B eGFR < 60 mL/
(min + 1.73 m*) EFK > 1 o/d I JRFFSE 1L - 6 .CRP &5
Mo TgAN F f& (9 22 R &K, X 53 48 B ) A AH S 0F 58 45 41
_ﬁ[38741] s
4.3 HARBEBRERKKEZ

AR GA N B — [l 5T, FEAS AR A B, ARk 7
H Ll K RCT M5E ik — 20 IiEA 4510, AR5
SRR IL -6 7E3RYT )5 B3 T B (H ARSI ST Al i — 25 1 )
TNF — o« \TGF — 8 S5 54 [H 7, LR RS 0 1) G R 15 AL o
RIINGLAGAEAE (S I 7S LR |, ok A b
AN /N T B4 5 e e 0
4.4 HRER

ANETAR IR T S e TeAN SR E A IR R H R,
YEZE eGFR N, Jf /0 & S &k 4%, Kaplan — Meier 4 £
SRR %5 R BE A B REOR R L TE 5 AR T
N IRITALEE AR AR =, B DR v 0 e KU PR AR, 45
ARG T2ETr5 (PSM + RSF + Cox [T fRAbs it $2
R, O TgAN [ P BE 25 G iR SR HEBT A IE 25 24 4K
o FAFTIRZ 0 RCT W57, DLtk — 25 Bk % 77 71 <
WFT R 2k, 563 TgAN HEAL T BRI I %
5 MRZit

ARWTFELE SRR, /INETRT s vl i 35 38 TgAN &
WML PR FNEE 11 PR KT, JE %% eGFR TR IERRIRA Sk
HE X . Kaplan — Meier A7 5341 R 1697 41 5 A RM
TXFHELL (80% vs 58% ) , H.iB T 5k B B AH 1 & A 3 i 28 A%
Wit RSF + Cox [al )3 43 #7704k 26 5 35 14 T DU 6& 7, R 30
eGFR <60 mL/(min + 1.73 m*) KR > 1 g/d I REFEE 5
ME R IL -6 2520 TgAN WG ()RR 2 . AWF5E N IgAN
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