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Abstract

IgA BR e H BREaIERN B EE
ARER, XA, TR, MR, W, L#H, Bk
(W IR BE R K22 s 2 — EE B B AR, IR /REE 150001)

BH: il‘%ﬂ'lgA'%‘f[ﬁ(IgA nephropathy, IgAN)ABfF'f%‘ﬁ'ﬁ,a* & 1E (nephrotic syndrome, NS)HE 19 5 S H:
MIERNZE . Fik: WHE20124F1 H F20174F 12 A W R BB A# B E 55— B Be B R Be i T A
2B IR RIS M IgANT21425 BB 1) — MG R B A SC IR SR A 45 5, e UE R B NS IgAN A & 43
FINSHFAENSAL,  HUREPILE B — el PO B GO S0 AR A i b, IRt — PRI LINS il PR3
I IgAN G B I PRI ELRAAE , A2 U5 A faR R R . 465R : NS84, dENsZi130f, P4l
] 3G K S 24 3 KR (mean arterial pressure, MAP) . JRZAMIT4L . M ALEF (serum creatinine, SCr) .
I/ 2 A (blood urea nitrogen, BUN). IfLFRFR (uric acid, UA). BEMZC (cystatin C, CysC). LhJH [EEE
(cholesterol, CHOL). —MEtH i (triglyceride, TG) MU T B /N BRI 1 K (estimated glomerular filtration
rate, eGFR)Z TG L (F¥1P<0.05) . NSLLE/NEREAN I N K A0 MBS A5 (1) . 4/ 2F 4 20 g
TR H A (C1~2) MESTCmJFﬁzyjzeGFR«o mL/min%F & Az FE W] 5 TAENSA (2P<0.05) . Bl 4,
N‘Nﬁwmﬁﬁﬁ*E%ﬁ%?#m@,mmﬂ%%ﬁﬁ?%m@@%wwxemam¥5%%m
4R, MAP, BUN, SCr, CysC, UA, 4-HAISHITH &M (HP<0.05), &it: IgANGIT:
NS #H eGFRIVPEALE BG4, MAP, BUN, SCr, UA, SUFIT1~2F & EAHIEHE,

IgAB s FIRZRAIE; AFH 8 AlTH B/ ak s &

Risk factors of IgA nephropathy patients with
nephrotic syndrome

XIAN Suzhen, LIU Yang, WANG Mingao, LIU Xiaogang, XING Li, MA Jing, SUI Manshu
(Department of Nephrology, First Affiliated Hospital of Harbin Medical University, Harbin 150001, China)

Objective: To investigate the risk factors of IgA nephropathy (IgAN) patients with nephrotic syndrome (NS).
Methods: A total of 214 patients of IgAN diagnosed by renal biopsy from January 2012 to December 2017 were
retrospectively analyzed. According to whether manifesting as NS in clinic, the patients were divided into NS
group and non-NS group. The clinical and pathological characteristics in the two groups were analyzed. Then the
clinical, pathological features and outcomes of IgAN with NS as the clinical manifestations were further analyzed.
Linear correlation analysis was used to analyze the risk factors related to its prognosis. Results: There were 214

IgAN patients in our study, including 84 patients with NS and 130 patients without NS. There were statistical
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differences in mean arterial pressure (MAP), hematuria, serum creatinine (SCr), blood urea nitrogen (BUN),
blood uric acid (UA), cystatin C (CysC), cholesterol (CHOL), triglyceride (TG) and estimated glomerular
filtration rate (e GFR) between the two groups (all P<0.0S). The IgAN patients with NS had higher proportion of
endocapillary hypercellularity (E1) and cellular or fibrocellular crescents (C1-2) in renal pathology. Furthermore,
the proportion of the MESTC scores >3, eGFR <60 mL/min at the time of renal biopsy was significantly higher
(all P<0.05). In addition, the proteinuria was significantly higher and eGFR was significantly lower at the end of
follow-up in the NS group than in the non-NS group (all P<0.05), and the eGFR at the end of follow-up had a
significant correlation to the age, MAP, BUN, SCr, CysC, UA, Oxford Classification S and T at the time of renal
biopsy in NS group (all P<0.05). Conclusion: The eGFR at the end of follow-up had a significant correlation to
the age, MAP, BUN, SCr, UA, S1 and T1-2 at the time of renal biopsy in NS patient.

IgA nephropathy; nephrotic syndrome; Oxford Classification; estimated glomerular filtration rate

IgA ¥ Ji (IgA nephropathy, IgAN) & LAY
Ji P B /N R 24 oy D R R N R
45.26%, %ggﬁkﬁﬂ'%ﬁi(end—stage renal disease,
ESRD) HY T2 JF A, Il R E1g AN 8L 2%
2R, IR R IR 4k L T B T E R 1 S
BRI MRS T bR, AU EA 8 E
PR, AN FE 109 119 58 35 25 38 3 S AN B Y %) i 4R 4
B 5 25 5 1iF (nephrotic syndrome, NS)o¥ 2P '
B, 1gAN g 12 PR B, BFIT Mk TR Z40%
(R F TE204E & JE NESRD . BEAERFSE 1 .
IgANTIE A R IR R GG EREE AR & ik
F Y ZNBR B8 i . (estimated glomerular filtration
rate, eGFR)FI™ 1 B AE , Bk M8 1k tb
Bl (B BT AR Al /N ZE A L R AR
R A MO 3E BE 4T 4 R AR IR BE KB HARTE 15
FARZ , 5 FE AR DR BC4% B 3 o A 1 SR R I
TIRITRINT [ R, E AR IR IgANTUS () 5
SRR R 22—, B ) i ol 1 XU Bif % 2 1R
ARV B T e N o PRI TG 8 i B A AR R
R E R AR BRI I, B AR AR R R 2 W B
K12 1k ”%Eljjfﬁ(chronic kidney disease, CKD)ZV?&EEI’J
B, g dh, BN R B 0 A4 HE A KA E
B 58 SRR PN Ig AN T A9 20 270 24 45 AIE

NS/ZEIgANY —FRF R RIS, A B 72745
R AN N T IgANFR E 19 5%, B I YA X
DINSH R IgANMF IR A, i A B L A Ig AN
AR I R B A TS M AR AR R R &R
P RPN . IERRIZWT . SR YT NS -IgAN i 15
JENEE . AW 2140 Ig ANFEEUN A
NS £8 35 It PR B A B U7 %k, B 7EITNS - IgAN
AR B PR IR L TS M ARG I &R
DU I PR 15 26 BE 98 IE B2 W SR YT, W IEZE R
i JE A U AL

1 XM&RE57AZE

1.1 &

W HE20124F 1 H £20174F 12 A AEM R EE R
= BF R 5 — = B B P B B B TR 4 B S K 2
NIgANIH214061 B . i IUE B A IFNSKHIgAN &
HOr NS RNAENS AL, a1 B 43 A 3k 26 AR A I
PR B % Biti 5 9 R o A A B B4 4 A R B AR
) 'E/NERRBEX T WI1gAUTR ; 2)HERR R M40 5
WA RS, mEMEEER . RER . G
PRI . R R RE AR . AR AL SR 4R R PEIgAN; 3)
SR NERA R H = 1045 4) BT I E] 2= /D
J6 M H o W T RANG RIERERNK AW E S — &
Be R AR L2 Bl 2 d b, S 588 Ratm
AU R A

1.2 I AR 28

WS B T L RO AR Y L A T I A —
MR, FEANIC Rk B IG AT 24 hIREE I E R . IR
LY. ILLEF (serum creatinine, SCr). Ifil
PR % A (blood urea nitrogen, BUN) . Il /K2 (uric
acid, UA). MM ZEC(cystatin C, CysC). HAH[E
[ (cholesterol, CHOL). =P H i (triglyceride,
TG). eGFR. [fiL{E & (serum albumin, Alb) .
M5 C3(complement C3, C3)F1C4(complement
C4, CHFFImEalr. BEEWIZHL, *%E
JRIK . 24 hR B IEERIKL, A7 IRHF L. 24 hiEH
PRBAARKGIN , A0 s BE VT B . e~ A i
14 BE DT AT 2T

AEE L. 1) NS: 24 hREAERE>3.5 g/d
HAIb<30 g/L, FEECATEA KM & 05 i AE ;
2) %Wﬂ}f ﬁikﬂ&(éﬁ}fszuo mmHg(l mmHg=
0.133 kPa) Fll /2 &F 5K [ =90 mmHg(# EARET);



3136

Il PR 595 i 2 75, 2020, 40(12) http://Icbl.amegroups.com

3) -8 k& (mean arterial pressure, MAP)=#} 5K
JE+(Wedi 5 -%73K%)/3; 4) ESRD: eGFR<15 mL/min,
R AZERP AT . B RO S)A mihF. BEKE
Vith i AESRD 3 e GFREZHELL T FE>50%; 6)5C &%
fift . FREEIEfE<0.3 g/d, Alb>30 g/L; 7) eGFRF¥
T >R 38 BB I i 2 ok R SE 55 (modification
of diet in renal disease, MDRD)A T,

1.3 BigmE

B 16 A bR AS 1 TP A 24 e 44 0 B A 5 A R R
Hllm PR BB HE RT3 T, #Z M LeexUor 40
Hass/ 2K . PSR BRMERTT . a8 R
40 i 188 A2 (M0 < 0.5, M1>0.5); B4 440
3G (B0, E1A); 9 BB /NER I AL 0K % (S0
Jo, SUA); H/NEZEYE/ BB 4 (To<25%,
T1=26%~50%, T2>50%); 4 /2T 4 4 i 80 A
R (COTE, C1<25%, C2=25%)"""  Z& & 4 Jfd 334
£ (mesangial hypercellularity, M). B4 L% N4
i34 2 (endocapillary hypercellularity, E). 7B
'%/J\fikﬁjﬁﬂﬁﬁ*ﬁﬁ(segmental glomerulosclerosis,
S). B/NEZ 45 /18] i £ 4E 4L (tubular atrophy/
interstitial fibrosis, T). 2/ £F 240 M 5 A 1K
(cellular or fibrocellular crescents, C)¥F43r(MESTC
PE43)(0~7): M+E+S+ T+ CHEA,

1.4 YIRIBTT AR

WA (201240 5 MEL G BTG ) 18/
L Ig AN B I R BER B, SRR IBIT 5
Fo D)IFHAT: RNER- M R KK RS (renin-
angiotensin system blockade, RASB)JI 5, 4n
145 % 7 3R % 45 B 4 1 7] (angiotensin converting
enzyme inhibitors, ACE-I)FIL%E & 5K % 32 (ABH it 771
(angiotensin receptor blocker, ARB)IIfi /RifY73~67>
s 2) BB UM - Il R b 2 NS R I R] i g BE 2k
BRI INR S I IgAN R SR IR JE MR YT, B H
1 mg/kg, ANBiL80 mg/d, 4~16J8u, SI7FE
6~121H ;5 3) B BB e G S e a7 B A 4K
PEIgGANEUAEAT ' DI RE DL T e B, RHIMR
R S e R PR W IBE I, SR i AN i 6~8 g

1.5 GitF4hE

K HISPSS 23.0F1GraphPad Prism 6.0%% {41744
IrMT e IEZS A T TR P R AR 2 (s ) 3R
N, SRR AR IR BT TR 62 & (Y
SMIAEE) R, SRIVAES UGS . THETRI ] (%)

Fon, RACKS:; A M R L )3 20 Hr
ZE B rF195% CI#E R . P<0.05HES A G52 X,

2 /R

AT A LEIgAN B F 2140, H NS84
B, dENSZH1306]. NSHH, Hk416], &PE43
i, 4E#236.50(30.00, 47.00)% ., IENSZHH, Fik
sofl, k71, #435.00(29.00, 45.00)% . M
HZEPER] . ARl 2 7 R 2# & L (P>0.05)
NSHIgANHE F B G Kt MAP(P=0.017) . [}
YT E(P=0.012) . IllSCr(P=0.002) .
BUN(P=0.008). UA(P<0.001). CysC(P<0.001)
CHOL(P=0.005)FITG(P<0.001) 7K F- 5 TIENS
4, MeGFR(P=0.001)/KFH BLFTAENSLL . %
Hh, NSZHeGFR<60 mL/minll & 4 R I i &5 TE
NS4 (P=0.001, #*1).

HE— 2 4 BT Ig AN 3 P BUN A NS 1Y 9 2
Pkl LeelR/& MR NS B E 4K (4.76%)
11124 331(39.29%) . IVH30H1(35.71%) . V171
(20.24%); AENSZHIIZ211](16.15%) . 1112% 69
(53.08%) . IVZ29%1(22.31%) . VZ111(8.46%) .
HAENSA B FE AL, NSHIVY(P=0.032)FIVLH
(P=0.013) My &R EW &, M (P=0.021)
FITIIZ% (P=0.049) W) & A R B REAL . NS4 B #H
E1(51.19% vs 33.08%, P=0.031)H1C1~2(73.81% vs
51.54%, P=0.005) &k ERHE & FIENSY, H
MESTCPE4) = 3(72.62% vs 46.15%, P=0.001) 4 H 43
sy, HAm s bR 22 R g2 E L (R,
K1) . 75" G A X BE DT 45 R NS A S 1(P<0.001
P=0.003) FIT1~2(¥JP<0.001) e GFR/K I i
R THEA SORITOM e GFRIK - (K12) o

AW K BIgANFEA NS Y B H E Bl 7 ™
&, AR R B TS R B e GFRIKSEBENS 70 N
eGFR=60 mL/minZ (49) Ffle GFR<60 mL/min
A (3s5B), b A I R W B AR AT
eGFR<60 mL/min4] & # & {if K B MAP (P=0.014)
SCr(P<0.001) ., BUN(P<0.001), CysC(P<0.001)7K
S K Biti 5 45 B Bf SCr(P<0.001) . BUN(P=0.016) .
M UA(P=0.029)7K-F-H] i % T'eGFR=60 mL/min
HH# ¥ ; eGFR<60 mL/min4H H#S1(P=0.002)Fl
T1~2(P<0.001) 19 i tLBH . /5 F e GFR=60 mL/min
2. {H/EeGFR <60 mL/minZH [ 3 5 1% A I PR 41 24
Mo B 2K T'eGFR=60 mL/minZl 83, H
flAgbr 22 F B LG T X (FR2).
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Table 1 Characteristics of individuals in the study

Il PR B s BEAE B B 25 A E 4 (n=84) AR LE A IEL (n=130) P
il % 36.50 (30.00, 47.00) 35.00 (29.00, 45.00) 0.736
B/ 151(%)] 41 (48.81) 59 (45.38) 0.887
MAP/mmHg 102.83 (95.42,113.92) 98.17 (89.33,109.42) 0.017
PRELANMIT4/ (A~ HP™) 36.80 (9.15, 126.15) 15.12 (4.35, 51.70) 0.012
U/ (pmol-L ™) 97.45 (70.38, 125.75) 74.65 (60.15,100.43) 0.002
I R Z %A/ (mmol-L™) 6.61 (5.03,7.98) 5.34 (4.17,7.01) 0.008
eGFR/(mL-min"") 68.38 (48.88,95.32) 87.86 (68.48,110.57) 0.001
e ZE C/ (mg L") 1.14 (0.89, 1.50) 0.97 (0.72,1.21) <0.001
SR EE/ (mmol- L) 5.65 (4.66,6.90) 4.90 (3.89, 6.04) 0.005
= H I/ (mmol- L) 2.24 (1.53,3.12) 1.47 (1.03,2.23) <0.001
VR AR/ (mmol-L™) 411.15 (344.15,491.80) 298.55 (180.95,421.15) <0.001
C3/(gL™) 1.09 (1.01, 1.27) 1.08 (0.92, 1.25) 0.130
C4/(gL™) 0.30 (0.25,0.33) 0.29 (0.23,0.35) 0.908
eGFR <60 mL/min/[11(%)] 35 (41.67) 23 (17.69) 0.001
JRELZR M50 34/HP/ [H1(%)] 74 (88.10) 105 (80.77) 0.368
Leeﬁﬁﬁ’g&/[ﬁﬂ(%)]
1I 4(4.76) 21 (16.15) 0.021
111 33 (39.29) 69 (53.08) 0.049
v 30 (35.71) 29 (22.31) 0.032
\% 17 (20.24) 11 (8.46) 0.013
AL/ [451](%)]
Ml 84 (100.00) 123 (94.62) 0.076
El 43 (51.19) 43 (33.08) 0.031
S1 32 (38.10) 36 (27.69) 0.280
T1~2 34 (40.48) 40 (30.77) 0.346
Cl1~2 62 (73.81) 67 (51.54) 0.005
MESTCHE43=3/[1411(%)] 61 (72.62) 60 (46.15) 0.001
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Figure 1 Comparison of renal pathological classification between patients with and without nephrotic syndrome in IgAN patients
(A) Lee[R704; (B)FHEML,
(A) Lee’s Classification; (B) Oxford Classification.
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Figure 2 Comparison of eGFR in IgAN patients with nephrotic syndrome according to Oxford Classification (E, S, T, C)
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(A) At the time of renal biopsy; (B) At the end of follow-up.

P=0.749 P<0.001

P=0.003

P=0.302

TO Ti~2

E0 El

SO S1

F2 NSAREE BRI A EleGFRKF S AL B A HIin K FRER R ES

Table 2 Demographic and clinical features of patients with nephrotic syndrome according to the eGFR at the time of renal biopsy

Co C1~2

115 PR B2 B e eGFR = 60 mL/min (n=49) eGFR <60 mL/min (n=35) P
(SREEoAly
il ) % 36.76 + 10.88 41.03 £12.70 0.102
H /B (%)] 23 (46.94) 18 (51.43) 0.685
MAP/mmHg 101.69 + 14.71 110.46 +17.15 0.014
JREEHE R /(g24h7) 4.57 (3.90, 5.96) 5.30 (4.03, 6.40) 0216
PREAANMETHE /(A~-HP™) 65.00 (21.30, 135.47) 23.00 (5.73,77.75) 0.041
eI C/(mgL™) 1.00 (0.85, 1.24) 1.45 (1.25,1.90) <0.001
MEAEH /(gL 23.78 £3.78 23.71 421 0.943
SRR EE /(mmol.L™) 5.72 (4.77,6.98) 5.53(4.55,6.82) 0.502
=WEH I /(mmol-L™) 2.19 (1.52,2.97) 243 (1.56,3.13) 0.631
MALEF /(umol-L™) 72.40 (59.55,91.30) 132.00 (118.00, 152.90) <0.001
5.61 (4.43,6.88) 7.53 (6.07,9.93) <0.001

IR A /(mmol-L™)
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&R2
Il PR B B eGFR = 60 mL/min (1=49) eGFR <60 mL/min (n=35) P
MPRFR /(mmol-L™) 397.70 + 88.84 439.98 + 109.47 0.055
C3/(gL™) 1.07 (1.03,1.38) 1.13 (1.00, 1.22) 0.834
C4/(gL™) 0.28 (0.24,0.33) 0.31 (0.26,0.33) 0.283
PRECAMMTTEL >10 4> /HP/[ B (%)] 38 (77.55) 22 (62.86) 0.142
AHE AL /] (%))
Ml 49 (100.00) 35 (100.00) —
E1l 26 (53.06) 17 (48.57) 0.685
S1 12 (24.49) 20 (57.14) 0.002
T1~2 8 (16.33) 26 (74.29) <0.001
C1~2 33 (67.35) 29 (82.86) 0.111
BT 45 A
PREEFE & /(g24h7") 1.58 (0.75, 3.83) 1.72 (0.89, 3.45) 0.814
PRET AT /(A~-HP™) 12.11 (1.96,28.33) 7.54 (2.00, 26.40) 0.737
eI C/(mgL™) 1.08 (0.89, 1.52) 1.26 (1.03,1.77) 0.323
MEHEEH /(gL 40.40 (33.45, 44.25) 38.90 (33.00, 45.20) 0.895
S HEEE /(mmol-L™) 5.86 +2.13 6.16 + 1.74 0.498
I /(mmol- L) 2.25 (1.51, 3.09) 2.15 (1.33,2.62) 0.253
MALEF /(pmol-L™) 66.80 (56.00, 84.65) 121.80 (107.20, 144.60) <0.001
MR ZE %A /(mmol-L™) 5.41 (4.64, 6.80) 6.54 (5.30,10.93) 0.016
IR /(mmol-L ") 388.10 + 119.43 449.26 + 130.80 0.029
JRELZBMITT%L >10 4> /HP/[ #1 (%)] 28 (57.15) 15 (42.86) 0.197

MY 4 Bl 17 45 R it e GERAK B NS H 40 N
eGFR=60 mL/min# (52f4]) Al eGFR<60 mL/min
A (321), bR WA R E I IR B RR
eGFR<60 mL/minZH f8 3 B 15 K i SCr(P<0.001) |
BUN(P=0.002) . CysC(P<0.001)7KF K Bifi 545 o i
SCr(P<0.001). BUN(P<0.001). CHOL(P<0.001) .
MUA(P=0.041)7KF-B] & % FeGFR=60 mL/min
2l ; eGFR<60 mL/min4] B # T1~20 7 tLB i & F
eGFR=60 mL/minZ(P<0.001), HAhFEFr2EFTC
Gt L (3R3).

NS4 # F#RASB(P=0.034). %
(P=0.023) . B ZEBAHPEMH 7 (P<0.001) 1Y
i R ) TAENSH . NSHLFf 545 it 24 h
JREHE & (P<0.001) M B & FIENSY, W

eGFR(P=0.006) I WAL TIENSZ . 84 NS4
Ig AN (B35 4] o A A5 S, Horp 3 & Je oy
ESRD, 1f|%k4:eGFRFF¥>50%. 130f]9ENS4]
IgAN B ol K AR 4 gi Fi -, ofl K JEHESRD,
NSZH & B U7 45 R R R %F 2 54.76% ,
ENSH HN70.77%, MAZ B ZRHGEIFE XL
(P=0.017, #4).

i — 2 41 Hre GERZK V-1 T B 5 i JK g 2
AR M M (£s). G5 R B /R . NSHBH
Bifi 177 25 SR B e GER KV (U T B 5 5 16 K B 4F %
(P=0.0109) ., MAP(P=0.0468) ., BUN(P<0.0001) .
SCr(P<0.0001), CysC(P<0.0001) . I
UA(P=0.0275). S/ &I (P=0.0023) fl T4 %!
(P<0.0001) 47 ‘i 25 AH X% o
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Table 3 Demographic and clinical features of patients with nephrotic syndrome according to the eGFR at the end of follow-up

Il A Bz J BR S B eGFR = 60 mL/min (n=52) eGFR <60 mL/min (n=32) 2
(EREioAi
HiE ) % 36.92 +11.33 41.16 + 12.24 0.111
B /B (%)] 26 (50.00) 15 (46.88) 0.781
MAP/mmHg 104.43 £ 17.92 106.82 + 13.29 0.516
JREHER /(g24h7) 4.54 (3.90, 6.11) 5.33 (4.08, 6.47) 0.188
PREZMMETHE /(A~-HPT) 50.90 (8.22, 126.15) 30.20 (10.00, 117.83) 0.487
I ZE C/(mgL™) 1.00 (0.87,1.37) 1.42 (1.12,1.91) <0.001
MiEAEA /(gL™) 23.78 + 4.19 23.72 +3.57 0.950
SR EEE / (mmol L) 5.85(4.75,7.17) 5.44 (4.54,6.35) 0.235
= H W /(mmol-L™) 2.19 (1.28,3.03) 2.49 (1.82,3.14) 0.191
M ALEF /(pmol-L™) 75.45 (60.55,99.13) 126.20 (111.30, 150.40) <0.001
IR Z %A /(mmol-L ™) 5.69 (4.52,7.42) 7.37 (5.99,9.01) 0.002
IMLJRER /(mmol-L™") 408.74 + 105.48 426.00 + 89.71 0.444
C3/(gL™) 1.07 (0.97, 1.30) 1.13 (1.05, 1.24) 0.367
C4/(gL™) 0.28 (0.24,0.33) 0.31 (0.27,0.33) 0.416
PRET A5 >10/HP/[ 1] (%)) 38 (73.08) 22 (68.75) 0.670
A=Al /[ ] (%))
Ml 52 (100.00) 32 (100.00) —
El 28 (53.85) 15 (46.88) 0.535
S1 16 (30.77) 16 (50.00) 0.078
T1~2 11 (21.15) 23 (71.88) <0.001
C1~2 36 (69.23) 26 (81.25) 0.224
B 15 45 AR
PREFER /(g24h7) 2.35(0.91, 3.45) 2.37 (0.89, 3.69) 0.779
PRETZRBETEL /(A>-HP™) 10.67 (1.93,27.19) 9.00 (2.00, 31.67) 0.754
eI C/(mgL™) 1.07 (0.88, 1.56) 1.28 (1.06, 1.61) 0.231
M3 A& A /(gL™) 40.55 (33.78, 44.35) 38.80 (32.23, 45.08) 0.655
BB FEEE /(mmol- L) 5.36 + 1.90 6.98 + 1.67 <0.001
—WEHH /(mmol- L) 2.18 (1.45,3.01) 2.21(1.53,2.64) 0.982
MALEF /(pmol-L™) 68.10 (56.13, 81.93) 129.20 (115.93, 144.68) <0.001
MPRZE A /(mmol L) 5.34 (4.41,6.68) 6.65 (5.59,12.60) <0.001
IMLJRER /(mmol/-L™") 391.38 + 115.70 449.66 + 138.27 0.041
PRECAMMETTEL >10 4> /HP/[ 1] (%)] 28 (53.85) 15 (46.88) 0.535
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Table 4 Clinical treatment and outcomes between NS and non-NS§ patients

I I BIRLEGIEd] (n=84)  AEBIRLZESEL (n=130) P
RASB/[ ] (%)] 44 (52.38) 49 (37.69) 0.034
PN R /[ (%)] 38 (45.24) 39 (30.00) 0.023
MEBEE CcTX/[ B (%)) 20 (23.81) 6(4.62) <0.001
IR /[ ] (%)] 46 (54.76) 92 (70.77) 0.017
AREE R /[ (%)] 4 (4.76) 0 (0.00) 0.046
eGFR/(mL-min ") 77.64 + 33.96 90.0S + 28.76 0.006
JRE & /(g24h7") 2.13 (0.90, 3.47) 0.36 (0.14, 0.57) <0.001
ESRD/[ ] (%)] 3(3.57) 0 (0.00) 0.059

ANREEJR : BHUTZ R Scof AR SEZE BIAY , eGFRIZILLL T IE>50%, sk AZEREPEBAT . HRAE. RASB: B #-Mm4 Eik

RARGAIWEH; CcTX: HBEBENE .

*The renal endpoint was set to double with initial Scr, or with a 50% reduction in initial eGFR, or into maintenance dialysis, kidney

transplantation. RASB: renin-angiotensin system blockade; CTX: cyclophosphamide.

35 NSRS 45 R BTe GFR S ¥R IR R R IE TS FRE X 1%

Table S Correlations between eGFR at the end of follow-up and initial clinical features in IgAN patients with nephrotic syndrome

I PR B BEFG F 7 (95% CI) P
A ~0.2766 (—0.4635, —0.0660) 0.0109
Bk -0.0512 (—0.2628, 0.1650) 0.6435
MAP -0.2176 (-0.4128, —0.0033) 0.0468
e iliiofa 0.0712 (0.1455,0.2813) 0.5201
PR 1 -0.1390 (—0.3433, 0.0777) 0.2072
MR ZE A ~0.4848 (~0.6334, -0.3018) <0.0001
I UL ~0.5766 (~0.7040, —0.4132) <0.0001
I3 AR 0.0236 (~0.1918, 0.2368) 0.8313
C3 ~0.0254 (~0.2386,0.1901) 0.8184
C4 -0.0739 (~0.2839, 0.1428) 0.5039
oI 0.0581 (~0.1583, 0.2692) 0.5997
=t H -0.1004 (—0.3082, 0.1165) 0.3634
ez C 0.0696 (~0.1471, 0.2798) <0.0001
IR R -0.2406 (-0.4328, —0.0276) 0.0275
R
E -0.0123 (-0.2261, 0.2027) 0.9118
S -0.3280 (~0.5068, -0.1221) 0.0023
T -0.5132 (~0.6555, -0.3357) <0.0001
-0.1912 (~0.3896, 0.0242) 0.0815
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