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[BE] BB %97 miR-485-3p X IgA B % (IgA nephropathy, IgAN) B2 Wi i (5 &% H 5 1gA/
C3.CD4*/CD8+WMSEE, FiE  BEE20184F 1 H 2 20204F 12 H =W /i € B 19 TgAN 3
106 i (IgAN A1) (AE TgAN 5L & P B /INER B 4 £ 3% 90 1] (IE TgAN 41) FIA A fidt e 5 50 4 (X R4 .
K600 4% 4 miR-485-3p | Ft 2 #4545 (IgA 1gG . IgM ., C3.C4 IgA/C3) DL K T bk B 40 Jf 37 BF (CD4+
CD84 .CD4+/CD84 ) /K-, W £ H & Logistic [0 /3152 11 IgAN &A= GG K %, il sz iR %
TAEHHIE (receiver operating fharacteristic curve , ROC ) HH 843 BT miR-485-3p . IgA/C3 K CD4+/CD8+
LW IgAN B E . SR 1] Pearson A & 43 miR-485-3p 635 7K F- 5 IgA . IgG . IgM . C3.C4 . IgA/C3,
CD4-+ .CD8+ K CD4+/CD8+ M. &R IgAN 4l miR-485-3p(0. 48+0. 06 L 1.20+0. 25,
1.964-0.73) , CD4+ [ (31.4646.82) % Lt (42.1548.40) % (47.5049.35)% | K CD4+/CD8+
(1.0270. 46 [ 1.504-0. 71, 1. 630. 58) /K- B @A T IF IgAN LA IR 2H (P<<0. 001) . IgAN 20
IgA[ (3.16+1.18) g/L th (2.05+0.73) g/L, (1.24+0.46) g/L.] } IgA/C3(2.94+1.05 . 1.81+
0.86,1.1320. 52)7J<3FH)3E|EJ?3HEIgANéﬂﬂJXTHEéﬂ(PQ) 001). 2 Logistic [0 74347, 45 5 .
7R 24 h JREE FE B TgA/C3 7K KL R AR B B /N gL 28 . CD4+/CD8+ .miR-485-3p 7K PR SE 5 M
IgAN KA fa ks I & (P<C0. 05) o ROC 45 R IR | 11 miR-485-3p FIA7K-F-12 I IgAN (il 2k
T i B (area undre the curve, AUC) 24 0. 862 (95%CI: 0. 803~0.922) , JL I A& IgA/C3 J& CD4+/
CD8-+HiZ Wi IgAN 89 AUC #53% 0. 937(95 % CI: 0. 878~0. 995) , 8 J996. 3% , Frst i R 84. 2% . #
KAy Hr R L IgAN 4 1ML T miR-485-3p F ik /K 7 5 IgA [ IgA/C3 & 1 A 5 (7=-0. 753, 0. 827, P<<
0.05),5CD4+ .CD4-+/CD8-+ 1A K (7=0. 435.0. 692, P<C0.05) . 51 miR-485-3p 7 IgAN &
HIPRARERIR, 5 1gA/C3 K CD4+/CD8+HA A , =TG- 12 W7 IgAN I (E A5 -
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[Abstract]  Objective To explore the diagnostic value of MiR-485-3p in IgA nephropathy
(IgAN) and examine its correlation with IgA/C3 and CD4+/CD8+. Methods From January 2018 to
December 2020, 106 IgAN patients (IgAN group) , 90 non-IgA nephropathy patients with primary glo-
merulonephritis (non-IgAN group) and 50 normal subjects (control group) were selected. The levels of
MiR-485-3p, immunological parameters (IgA, IgG, IgM, C3, C4 &. IgA/C3) and T lymphocyte sub-
sets (CD4+ , CD8+ &. CD4+/CD8+ ) were measured. Multivariate Logistic regression was em-
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ployed for examining the risk factors for [gAN. And receiver operating characteristic (ROC) curve was
plotted for analyzing the diagnostic values of miR-485-3p, IgA/C3 and CD4-+/CD8+ for IgAN. The
correlations between miR-485-3p expression level and IgA, IgG, IgM, C3, C4, IgA/C3, CD4+ ,
CD8+ and CD4+/CD8+ were analyzed by Pearson’s correlation. Results IgAN group miR-485-3p
(0.48£0.06 vs 1.20£0.25, 1.9640.73), CD4+ [ (31. 46£6.82) % vs (42. 1548.40) %5, ( 47.50=£
9.35) % ] and CD4-+/CD8~+ (1.02740. 46 vs 1.50+0. 71, 1. 6370. 58) were significantly lower than
those in non-IgAN and control groups (P<<0.001). Levels of IgA [ (3.161.18)g/L vs(2.0540.73)
g/L, (1.2440.46) g/L] and IgA/C3 (2.9441.05 vs 1.81£0.86, 1.1340.52) were significantly
higher in IgAN group than those in non-IgAN and control groups (P<Z0.001). Multivariate Logistic re-
gression analysis revealed that high levels of urinary protein, IgA/C3 and low levels of eGFR, CD4+/
CD8+ and miR-485-3p were risk factors for [IgAN (P<C0.05). ROC curve results indicated that AUC
of serum expression level of miR-485-3p in the diagnosis of IgAN was 0. 862 (95%CI: 0.803-0.922) ;
AUC of miR-485-3p plus IgA/C3 and CD4-+/CD8- in the diagnosis of IgAN was 0. 937 (95%CI:
0.878-0.995), sensitivity 96. 3% and specificity 84. 2% . Correlation analysis showed that serum expres-
sion level of miR-485-3p was correlated negatively with IgA and IgA/C3 (=-0.753, -0. 827, P<C0.05)
and positively with CD4+ , CD4-+/CD8+ (1=0. 435, 0.692, P<<0.05) in IgAN group. Conclusion
The expression of miR-485-3p is low in IgAN patients. It is correlated with IgA/C3 and CD4+/CD8-+

and combining three items has a high diagnostic value for IgAN.
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IgA B9 (IgA nephropathy, IgAN) & 4Bk iz i L
/IR , FL BEAIL 52 2% I RFRIMEAHE TS
B2, BN BRI E i (end stage renal dis-
ease, ESRD)M FZHR I Z 1, EiHERRSHT IgAN
Y ARE (AR | I AT — 2 A XU
JR PR . R, SR AT SRR IR AR AR AR bR A A X
IgAN Y A BAATRRCRYT B o Bk 2 i a5
KW, CD4+/CD8+ L 4  TgA RTTAR S AMA
Y% Z 58 1gA/ C3 B EEELLE IgA KR b & 5 S AR
=L DAERIBFS R T, Sy BREE 1 TgA FLRMA C3
FESHIgAN R R R, HoK 24T [ WL
B UREB G DL TR IgA/ C3 HUfEX IgAN I RS
W I B EE NS EMEY . N TR
2 (microRNA , miRNA)VER—Z/ N1 b )45
RNA, Z 57 2R e Yt i, K e Rik S
TgAN 1Y e A 2 e e ] i S 78 I A DG, mI A%
SR A ) EY T R B SR AR B S AT
FEAR IR, miR-485-3p 7E B WEB s vh S Rk, Hoam ot
PR RIA S 5 BRSO LA kR, v e
[gAN Wi VAT BB RS e b s BRI, X F
miR-485-3p 7& IgAN ' i) ik 5 IgA/C3, CD4+/
CD8+ LM oG 2 W AR NG AE . PRI, A5 3E 1

K Tg AN H8 27 1L 7% miR-485-3p AR TH I, 0 Hr H
5 IgA/C3,CD4+/CD8+ [ % & , ¥ 2 % i+ miR-
485-3p 7E IgAN BT S s i M (B

MERE5FE

— B %

PEHL 2018 4F 1 H £ 20204F 12 A =W 0 BE B
WA IgAN B 106 1], Ferp 55 57 661, 22 49 9], AR
T 19~61 % AR5 (34.72410. 15) % . G ARSI
(DIgAN &S iE KR 12 ; (2) i =184, S0
N BRGERLSE AL 5 (3) A 4L AT XA A A8 f g2 0 il
B2 -0 R R G TR SR A TS
YNATT o HEBRPRAE : (1) A IF A G RGP
AGERIE R IR B R R R T E R
At B BRI A 5 (2) IR FH 52 ) ' T B A 24 9 (s
TIHIZ S AER 245 R PR 25 B R 2 | il A5 U 4
25 UL R E N BN SO R KA E) . D)
IR IgAN U1 B /INER ' 48 S5 90 191 e 155
55 491 S/ IR TR B 4 20 1) Rk BB/ INER 4K 15
BDAVERAE IgANZL, 5 46 ], L 44 6], AFIE T 21~
62 % AEWY (35.1659. 85) % s KK d BE & 50 441N
XFHEAE , 55 29 ], £ 21 5], A8 [l 20~60 &, A8
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(34.60£8.12) % . ARMFATH =0 BE B B2
R By 2 ik (HEAF S5 : 2018005) , R E S F11H
Eh=38

= K AR R Ty ik

1. B REsm B 5 BagAnE TgAN B35 B I BE
Iy AT Ig AN AR IR ET . (1) R A4 88
(M), RIEF43<<0. 5 MO, RIEPE53>>0.5 5 M1;
(2) PN Bz 4 A (E) , CB AN A 3G A0 Eo, BAN
MAE G E1; (3) 15 BEMEE /NERTE AL (S) , T Bt
PEE/NERBEAE Ry SO, 45 Btk B /NBRIEE A S15 (4) B/
R R R AL (T) , B /NS 240 /18] T 4T 44k
<25% A T0, B /NE ZE 40 /0] BT £F 44k 26 6 ~50%6
h T B /NE S/ 1) AT 4Rk 50 % R T2 (5) 35
FREAE (C) , o4 /21 4 4n ot A A& K Co, 41
/27 AT H R =14 B/ NBR A C1, 41 /27 4
YT H R >25% A C2. 44 E4r (MEST -
C)=M-+E+S+T-+C,LH 0~5%.

2. AT eI E IR T A ISR S S
LRORL RS AR bR AR RS M R R
B LR | I 21 8 F (hemoglobin, Hb) | 1fit AILET (se-
rum creatinine, Scr) | JK 2 & (blood urea nitrogen,
BUN) J& 1z (uric acid, UA) fiL3E 175 11 (blood se-
rum albumin, Alb) . & il [& B (total cholesterol,
TC) . =W H i (triglyceride, TG) KAk BB /NER g
i % (estimated glomerular filtration rate,eGFR) .

3. Be9 R4 T ISR R fERIBYT
A BCGE DK AL 5 mL, 043 8 i35 (024213, 5
cm), =70 ‘CHRAFRFRE . W H TRIzol 4 EL PBMNC
Y ENRNA #2855 sfaal i & Ui W B T cDNA &
B, SR JE i BRI 26 5 2 PCRIRFI G Ui Btk 7
H AR A SER O e i, 5 T 418 :miR-485-3 p I
#:5'-ACTCTATCTGATACGTGCTA-3, Fiff:5'-
GCTAGATAGTACATCTAGCT-3, fdi 7 65E
i PCRAGHEA RGN , 2R FH 2295318 MiR-485-3 p 7K
o PCRUESARZ A 20 pl: 1 pl. 5149 SR %5 Mix,
10 pl. TaqMan i 1R & ¥ W, 1. 33 pL ¢cDNA,
7.67 pL BEEIRK s 4 3 45 : 95°CAE 1 30 5.60°CIR 2k
30 8. 72°CHEf 60 s, 1 T 404MEFR. (1 76005 H 374>
H A AT SR I e bR A ) IgA TgG IgM LA
FAMEC3.C47K -0 JiR AN I 2 mL & T EDTA
P ,FACS Caliber BIFE AN T T Ik 20
WHE(CD4+ .CD8+ .CD4+/CD8+ ) Kl , i3 1 58
FE BDAFIHE,

= R F S

K SPSS 22. 0 Ge iAo b o FFE IR0
THEFRILL T £ s R, 24 HLBCR HIR R R 7 22
AT, 0N LR FH SNK - A6 56 5 A 1E 254304 1) 3
TR M(Q), Q) R, 4 W] Lt %5 ok H Kruskal-
Wallis HEG 5. THECFORHY LR T k6o 0 H
% H % Logistic [0 44} H7 5 M TgAN % 2= 149 & K A
K. L5283 TAERHE (receiver operating charac-
teristie curve, ROC) [l £k 43 1 MiR-485-3p . IgA/C3
Je CD4+/CD8+12 Wi IgAN (I E . A etk 40Hr %
H Pearson # X 70 #r . P<<0.05 R 22 7 A G it 2#

=R

— IgAN 41 | 3F IgAN 41 e 3t B8 28 69 16 SR 45 47
2¢E23

IgAN 4 Hb UA ,Scr.BUN,Alb .eGFR & 24 h
PR E i 53E IgAN A A BRZA L3, 2 R A 5
i+2F 8 X (P<<0.05) ; IgAN 26 Hb . eGFR } 24 h J}
T E = AR T4E IgAN2H , IgAN 4H Ser . BUN J%
Alb B 5 5 THE IgAN41(P<<0. 05) . (£ 1)

= IgAN 41 | 3F IgAN 41 F= 3t B8 20 f 7 miR-
485-3p & ik K- rbi

IgAN 4 JE IgAN 41156 BEZ 1M 78 miR-485-3p
FEIRIK A3 M 0. 484+0. 06, 1.2040.25 1. 96+
0.73. IgAN 41 IfiL 7% miR-485-3p & ik /K - B AKX T
A IgAN A AN PR L (=11 418 15, 724, P<C0. 001),
HAE TgAN ZH IfiL 77 miR-485-3p 2 1k 7K F- B AR T %t
MEZH (=10. 573, P<<0.001) . (1)

= IgAN 40 3F IgAN 28 fo 3 J& 48 %, 9% 5 36 47
26823

IgAN 4 TgA & 1gA/C3 KB 5 % F9F IgAN
HAD IR, 2= A G L (P<<0. 001) (58 2)

79 IgAN 28 3F IgAN 28 Fo #F B 20 T #k & 20 o T2
BE AR

IgAN £ CD4+ K CD4-+/CDs+ B & fi% T 4k
IgAN @ X BRAL, 22 3 W g2 it 22 3 L (P<
0.001).(5£3)

% % W % Logistic 1 )2 447 % 7 IgAN & £ #)
AR

DI & A IgAN Sy RS 5, DL A s R 3R
H A5 &, #5472 R & Logistic [B1F 4304, 45 5 R 24
h JRE 2 8 =1.30 g, IgA/C32=>2. 446, e GFR<<
82.75 [mL+-min'+ (1.73m*)"] | CD4+/CD8+<
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F1 IgANYL 3R TgAN 4 AN B A I PR — AR A6 b L3
£z XF B (n=50) A TIgAN 4L (2=90) IgAN 4 (n=106) */F/Z{H P{H
BELHI(%) ] 29(58.0) 46(51.1) 57(53.8) 0.712 0. 409
AR (% ats) 34.60+8. 12 35.1649.85 34.72410. 15 0.926 0.375
R (H  2ts) - 6.20+1. 42 6.50+1.30 1.513 0.246
IRE R (kg/m? 2 +s) 23.85+2. 40 24.18+2.53 23. 642, 37 0.508 0.657
Wieg E (mmHg , 2 +s) 127.35415. 74 130.52418. 36 131.28417.92 1. 806 0.173
&k K (mmHg, a+s) 81.6247.50 84. 6519, 38 85.70410. 24 1.316 0.294
A L) (04) ] - -
Mo - - 46(43.4)
M1 - - 60(56. 6)
E0 - - 76(71.7)
E1 - - 30(28.3)
SO - - 61(57.5)
St - - 45(42.5)
TO - - 57(53.8)
T1+T2 - - 49(46.2)
Co - - 71(67.0)
C1+C2 - - 35(33.0)
M £L8E H (g/ L, a+ts) 143.56+21. 37 137.40+19.75 126. 3824, 15% 3.326 0.035
IR PR (pmol/L =) 327.48468.52 379.24482. 46 397. 42495 30" 3.150 0. 041
I ILEF (pmol /L, 7+s) 66.4747.18 73.35413. 80 113.92+45. 60 5.872 <0. 001
1L pR ZE A (mmol/L,x+s) 5.124+1.13 5.6541.82 8. 144, 20% 5.516  <<0.001
MM (g/L,xts) 45.3843.16 27.46+5. 14a 38.25+6. 127 7.183  <C0.001
eGFR[mL-min™-(1.73m*)",7=s] 112.35424. 68 107.20426. 38 82.75+19. 60° 14.356 <0. 001
24 hRE A EH(g) 0.05(0.00,0.08) 2.92(1.05,17.20)" 1.30(0. 84,10. 16)™ 13.952  <C0.001
=Bt H il (mmol /L, z+s) 1.200. 38 1.65+0.78 1.41+0.52 1.924 0.135
SR EE (mmol /L, a=s) 5.13740. 62 5.7940.94 5.58+0.75 1. 480 0.251
T 5O IR AL, “P<20. 055 53R IgAN A 4%, “P<<0. 053 e GFR Al 3 5 /NER I3 3R s g AN 8 TgA B 5 1 mmHg=0. 133 kPa.

miR-485-3p

P<<0.001

P<<0.001

P<<0.001

1.21 . miR-485-3p<<0. 78 J& &M IgAN & A= 1 fE 6
Z(P<<0.05).(%4)

> .miR-485-3p IgA/C3 % CD4+/CD8+ % M
IgAN # ¥

PLIgAN AR50 4, AR IsAN A E R 5%
LR 24 ROC, 25 5 i 7 I 7 miR-485-3p ik /K -1
0. 78 A} , miR-485-3p 12 Wi IgAN ¥ AuC K T IgA/

IgANZL  AFIgANZL 4l C3+eGFR+24 h JR & M 5& i , miR-485-3p Ik &
B1 IgAN AE TgAN A R I3 miR-485-3p k7K IgA/C3 J% CD4+/CD8+ & i IgAN ) AUC I
£2 IgANH AR TgANH AN BELH 1M 75 IgA IgG  IgM .C3 . C4 B IgA/C3 K L85 (ts)

41 51 LA IgA(g/L) IgG(g/L) IgM(g/L.) C3(g/L) C4(g/L) IgA/C3

X HR AL 50 1.240. 46 14.70+2.73 1.30-0. 52 1.1240. 20 0.2540. 08 1.1340.52
4k TgANZH 90 2.05+0.73 12.26+2.50 1.74740.86 1.1440.25 0.244+0. 11 1.8140.86
TgAN 4 106 3.164+1.18% 13.824+1.75 1.56740.37 1.0840.21 0.2140.07 2.9441. 05
F1y - 9. 415 1.973 0. 884 1.453 0.948 12.714
Pl - <20. 001 0.128 0.392 0.262 0.370 <20. 001

T 50 IR L #,P<<0. 055 5 3F IgAN 41 4%,

PP<20. 055 1gAN H IgA B
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3 IgANA] AE IgANALRIXS IRZ] CD4+ .CD8+ &
CD4+/CD8+ F#5 (z+s)

215 B% CD4+(%)  CD8+(%) CD4+/CDs+
Xof HEZH 50  47.50+9.35  30.16+5.94 1.63+0.58
JEIgANZL 90 42.15+8.40  29.30+6.37 1.50+0.71
IgANZ 106 31.4616.82" 32.9548.26 1.02+0. 46™
F{A - 7.382 2.106 10. 460
PE - <<0. 001 0. 085 <20. 001

TE 50 AL H A, *P<<0. 055 5 3 TgAN 41 He 4%, PP<<0. 05;

TgAN 7 IgA B

£ miR-485-3p & ik K-F 5 IgA IgG.IgM . C3.
C4.IgA/C3,CD4+ . CD8+ . CD4+/CD8+ . eGFR
Fa24 h k& G ZF 0GR ST

Pearson # & 73 11 2.7 , IgAN 41 113 miR-485-
3p Tk K F-5 1gA IgA/C3 .24 h JREE & & 5 T
*(r=-0.753.-0.827.-0. 442, P<<0.05) , 5 CD4+ .
CD4+/CD8+ | eGFR % 1F #H 3¢ (7=0. 435, 0. 692,
0.803, P<<0.05), dF IgAN 1 IfiL 7§ miR-485-3 p %
ik K 5 IgA (1gG  IgM . C3.C4  IgA/C3 . CD4+ |
CD8+ .CD4+/CD8+ .eGFR #1124 h JR % 1 & £ 14
TR A SE(P>0.05) . (% 6)

o’
TgAN J&—Fh LB /INER 2 X TgA DLE R 1)
B /NER G , TgA 13012 W7 X6 T80 96 7 Fl 4
Bt 2= ESRD A & EEZA/EH . HAr, IgANRY
ELR R S ML i A B (0 25 Do 5 44k

N7 38 | A SN 9% D) RE R T SR A T bk L 4 e
K5 H mIRNA FIE KA L, miRNA & —
24K 20~22 nt AYAEZR IS RNA 40F , o] 9 45 20 g 184
B A T A5 S S R AR SRR RN £
T o B2 () A= 2 B A B O 2 T TgAN IRV £E
PR, miR-485 1E b B AT P AE /N o 7
RNA, Al i PR OGP 1) 263k 2 5 B B 11
IR, Tian S8 2 F5E & B, 72 B R /N4
ZUrh miR-485 ZKF- B, H 5 2% 1 3 e I Js A
X B BRI KRR FEER . IREFREIAN,
miRNA 7£ IgAN 7 1E 22 TR IL 15 5 1gAN
1) &AL, BAT iR 12 B IgAN R AR 22 1A
Pra ¥, ok IgAN A9 )36 7 LA R o 38 i )5 42 1t
BIEFE 7

ST R, IgAN 4117 miR-485-3p ik 7K
B BAK TR IgAN At iR 2, H AR IgAN 41K F
X AR, $E78 miR-485-3p (KR iA 5 [gAN A A K,
FLA] B 3E Ao P R A I R ik 2 5 IgAN KR HL
il , e — A EA ARG B BN AE AR . Min 0 F
TR, SR L # , IgAN B E 777 miRNA 2
SRk 5 IgAN B & HIL ] A R i e 2 D) AH
K, TR N U TgAN & A A8 58 b o ASBIF S
IgAN 41 CD4+ J2 CD4+/CD8+ 7K - B & AL T4k
IgAN 20 FlIXT AR, ifif IgAN 4 IgA K IgA/C3 7KK
3 e TR IgAN 2 AT B4, $7R TgAN BB 77
CD4+ T 40 0 2% 8 A IgA/C3 Ui, Henl fig 2 5
IgAN I &I L o R AR HESE I 5E IR ,CD4+ T

x4 ZIAE Logistic BIHSHT2 0 [gAN & A B fi b R 2

(S PIE SE {& Wald OR(95%CI) Pii
eGFR 0.702 0.214 4.837 1.937(1. 325~4. 106) 0. 006
24 h pRAR 1 E 1 0. 657 0. 141 4.502 1.608(1. 113~2. 685) 0.017
IgA/C3 1.653 0.684 9.873 3.105(2. 428~9. 163) <<0. 001
CD4+/CD8+ 0.674 0. 182 7.210 1.847(1.295~3. 892) <<0. 001
miR-485-3p 1.418 0.593 12. 608 2.714(1. 985~8. 240) <<0. 001
1 :eGFR M ;1gAN Wy .
£5 miR-485-3p.IgA/C3 &% CD4-+/CD8-+i2 W7 IgAN Ry {E
FRPER BT

Tt H e E AUC(95%CT) P{H ﬁguﬂa‘@rg %ZEHE M {E

(%) (%) %) (%)
miR-485-3p 0.78 0.862(0. 803~0. 922) <<0. 001 86.0 81.5 83.7 84.0
IgA/C3 2.46 0.873(0. 815~0.934) <<0. 001 83.6 87.3 85.0 86. 4
CD4-+/CD8+ 1.21 0.790(0. 732~0. 851) 0. 005 81. 4 76.0 79.3 78.2
IgA/C3+eGFR-+24 h R 1 i - 0. 858(0. 797~0. 916) <0. 001 88.2 77. 4 80. 6 85.0
miR-485-3p—+ IgA/C3+ CD4+/CD8+ - 0.937(0. 878~0.995) <<0. 001 96.3 84.2 88.5 92. 4

H :TgAN H;eGFR .
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F6 miR-485-3p FREKF-5IgA IgG . IgM .C3.C4 . IgA/
C3.CD4+ .CD8+ .CD4+/CD8+ .eGFR 124 h JR T 1

A ST
FH A IgAN IgAN#

e P1E r{E P
IgA 0.097  0.218 <0.753  <<0.001
IgG 0.114  0.182 <0.171 0.142
IgM 0.135  0.166 <0.106 0.185
C3 2.247  0.082 2.326 0. 074
C4 0.148  0.160 0. 164 0.148
IgA/C3 ©0.192  0.115 <0.827  <<0.001
CD4+ <0.083  0.236 0.435 0. 006
CDs+ <0.155  0.153 0.218 0.093
CD4+/CD8+ 2.417  0.068 0.692  <<0.001
fREE ek R 0,186 0.139 0.803  <<0.001
24 hREE & ik 2.384  0.061 0. 442 0. 004

20 it 2 R T RSB0 B A0 A A i ) SR Tg A DR
TEWE /IR 15 R % RGEERTL , 4T BUgAN &
Az HED CD4+ T 40 i 721 75 IgAN /9 & i v & 4%
TORHAEN . DMERMBFE R IgA/C3 5 IgAN Y
K BB T B R AT O, T S — A %5 51 IgAN
5AE IgAN faf 5] 47 B SE e & F68 bk, IR0 T 107 IgA
fEhRe

AT 22 [ &K Logistic [FIH 43 H7 7R , 24 h R
HE i IgA/C3 K Lh L eGFR .CD4+/CD8H-
miR-485-3p 7K AKX J2&: 52 I IgAN & A= i f& 16 PR £ .
eGFR 124 h R H & VR AL e Im K 5 2 REfE
b, EEHTIEALE LD Re R 05 R B X PFAL IgAN
BEWRE I REAEENSHMME . CD4+ A
CD8+ T ik B 40 it — 2 () AR S AR5 ML IE 5 1
RERL A TgAN JBAE SN A I CD4-+3 20 | i CD8+-
B %2 51 CD4+/CD8-+ T itk [ 41 g b 1) 2% 15 , 3F
1M1 A IgAN R SR DI RE R 2R AL o KPRk A
WFFEIN T, 22 5 R B 1 miRNA 5 IgAN (195 Zhfig ek
6 R ™ FE R B AT G, W] RB AR YT IgAN I8
O RN W T AN G 17 PO VR e LR W 24 A8 bm o ARF 9T
ROC M1 £k 7, 1fiL 7/ miR-485-3p 26 ik /K F 4 0. 78
i, HA2 W7 IgAN (5 AUC 4 0. 862, Bk & TgA/C3 I
CD4+/CD8+12 Wi IgAN ) AUC &35 0. 937, %
JE VR S B M A 4, U B miR-485-3p A 1 A 12 i
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2 L ik, miR-485-3p 7 IgAN H & h Sk £
ik, RS IgAN B AR fa s &, H 5 1gA/C3 K&
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