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FE8AERIgAR IS TR B MIEARRERE, BIERETRKET LERBEENNE LE R A (renal
vascular lesions group, RVLA)F13E'H Ifi %25 4H (non renal vascular lesions group, NRVL4). %
RVLFINRVLA EE KRR ERRIZER . KA L E R Logsitick T MER M 'F M ERZHRKEER. &
R FEHA10568E, HFRVLAS9H], NRVLAA7H], RVLAFEE. Wi, K. mMALE. 24/85
REATE. MERKRETNRVLAG@IP < 0.05). RVLAKIMAFEAKF. eGFRIETNRVLA. RVLAR
Ay = TNRVLA(P < 0.05), RVLARMAMIRIE. BRLEL. B NEESE. FABRE. BR
LIRS . BN EBIgATIRANCIVIR R AR BEEHTRNVLA (P < 0.05); RVLAIgGHLR. IgM
VIR R A BETNRVLAP < 0.05). ZE ELogsitick &R &R, W4E > 140 mmHg. Il REER
. FERFENL. 24 hNREEEE. eGFR < 120 ml-min-1-(1.73 m2)-12 50 B I 8555 22 1 RS B 35
(P < 0.05). 45ig: 1) IgABREEEFBRRNERRMLERZRER, BHRMLERZLIgA SR KE
ERBRHME. 2) BRI ERZNIgAE R EF BRBFIREREERNTE, FRRELERZE—E
BEE LA TAHCIGAS R ERENT)E. 3) WK > 140 mmHg. MRBRE. FRFEF LN,
24 hiREHEE. eGFR < 120 ml-min-1-(1.73 m?2)- 1250 5 I &% 38 ) KUK BRI 25 .
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Abstract

Objective: To explore the clinical significance and risk factors of renal angiopathy in IgA nephro-
pathy. Methods: Clinicopathological data of patients diagnosed with IgA nephropathy in our hos-
pital from January 2017 to August 2017 were collected, according to whether renal vascular le-
sions occurred. It is divided into renal vascular lesions group, and non renal vascular lesions
group, comparing clinical andpathological features and prognosis between the two groups. The
risk factors of renal vascular disease were analyzed by multi factor logsitick analysis. Results: A
total of 105 patients were included. There were 59 patients in the RVL group and 47 patients in the
NRVL group. Age, course of disease, systolic blood pressure, serum creatinine, 24-hour urine pro-
tein level and blood uric acid in the RVL group were higher than those in the NRVL group (P <
0.05). The serum albumin level and estimated glomerular filtration rate in RVL group were lower
than those in NRVL group. The pathological grade of RVL group was higher than that of NRVL
group (P < 0.05), and the incidence of inflammatory cell infiltration, interstitial fibrosis, renal tu-
bule atrophy, crescent body lesion, glomerulosclerosis, IgA deposition and C3 deposition in RVL
group was significantly higher than that in RNVL group (P < 0.05). The incidence of IgG deposition
and IgM deposition in RVL group was lower than that in NRVL group (P < 0.05). Multivariate logsi-
tick analysis showed that systolic blood pressure > 140 mmHg, abnormal blood uric acid, renal
interstitial fibrosis, 24 h urine protein quantification, eGFR < 120 ml-min-1-(1.73 m?2)-1 were the
risk factors for renal vascular disease (P < 0.05). Conclusion: 1) IgA nephropathy patients have a
high incidence of renal interstitial vascular disease, which is an important pathological feature of
IgA nephropathy. 2) The clinical and pathological damage of IgA nephropathy patients with renal
interstitial angiopathy is more serious. Renal interstitial angiopathy is helpful to determine the
severity and prognosis of IgA nephropathy to a certain extent. 3) Systolic blood pressure > 140
mmHg, blood uric acid abnormality, renal interstitial fibrosis, 24-hour urine protein quantifica-
tion, eGFR < 120 ml'min-1-(1.73 m?2)-1 are the risk factors of renal vascular disease.
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1. 5|

IgA B R — L LU B R AT L PR D9 RE I R R L e e RGO TE B /NER Y 28, B i B 2 A B
FEBNERRRIXAH 1IgA GZ E EVIRRLIIR. FIHEA 19G. 1gM. C3 FIZ FEETTR, A7 72 R A0 i
WA, I E, REXETEEMVIR[L]. 1gA B2 e Bk WH AU S NekEos, g S Bk E
TV DR M T ZIR A Z —, 2 30%~40%(1 B fERE T 20~30 £E2 Ja it RN LRI b, SEZ%
IQAN 3 JE AT Ui/ i | 28 A B s i 8 A B B B ([2]. I ST [B19A 0, BRAE B /N BRASEAL AT 1] J5g £F
YA AN TS A RIEHR . HITFRMFF AL, 19A BW 0 ERZE 23 30 ) o L8 A8 8, IR
EEE G MBI, FREEMER, FWIIRE T BRI, FUWBRIIEE4]. IR E IERAS 1gA R
KAEY), e SN EH R R AR, 7T UM TS VP05 I0A ROW B TR AR[5]. Rk, AHT U@ At
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FOF EU L AT B LA AR LI AR BT 1L, R T IRRAFAE . IR & FE AR WA S
P IS A 2 1A AR S, PP B I AR AE 1gA B0 T BRI PR 25 3

2. BN 5HZ
2.1 ARMR

R 2017 4F 1 A & 2017 4F 8 HERBEH 2 AR KM IgA BB E A AT S . IAFRifE: © 75
WBEATENEZERIAR, ZBEA G IE DR BT & JER I IgA B ISR IE[6]: S s RHIE N B /N ek
FIR X BB E A LA 1gA AEM sk E BT EICE IgA TR, @ ik <60 %, MHIAR,
IR ER R e R . @) B iR bR A T S /N RS > 10 A, RISk >3 5k @ B0 IT A 255
FtEFRIE . HEEbadE: © EBEREEE R WEEE R, CHHECE R BRBMHERTTR . ME.
SR DLHEERE RO M 1gA B E @ SIFERMMERAE; @ & IEFRM. ™ EHO M BIR J6R
SRS, @ MRS © AR, VR, JESEEw. G FIURAL B
4. AL SEMAYEERES; © AL B RENERESEM Atk REE XS @
BRMA )G BEREAAE EEERBE R ESI 19A Bhid: ® &I HAL SR IRA S D68 5 5
© [EIBFINFADTTTT, T RESEM AT T2 R

22. MIRFG*

1) FAGloreH: K NER) 105 i) 5 AR 2 1 A B I R A K L 4 D ' I 5 % 2H (renal - vascular
lesions group, RVL 41) 58 i, A1E"S 1fi & 55 22 41 (non renal vascular lesions group, NRVL 4H) 47 51, ARk if.
EWRAE S, ¥ > 14, EXCNRVL A, N0 5HE XN NRVL 4, WEBEMER. FEs. g
JE. EFAkIE. IfE. MpE. BIhRE. REACE. MR EET R .

2) GRMAE: SCEEREER R, k. AikR. . MobE. BIhEE. REAEE. MR
FORERGRL . . SR 1982 4F Lee ROy RBRE[TIHEAT B0 9. | AR BE/NEREEARIER, B
TR FR I B CT7 B PR/ E AN M 5 s 11 R B /NER R T Bt R T < 50%, 7 IL/MEIHT
AR N G date 2 b FE RIS PR 2R A0 M S B8 RN R IEEE I 5, A /N H AR RIBRBERG % s IV die H TR
18 1 2 LA B I B R S ST AL, 320 A AN ERBE AL, BT H R < 45%; V RARTE IV QRS b, B
HAR > 45%.

3) B MR 12 Wikr itk

B A AR A AT A AL B, ) F BB 2 um, 2 BIAT HE 4eth . PAS Heft Masson 4eth, 2 KATAFUCHI
SE[BIJTVEIAT VR4, MR 15 A7 7 ML B3 SR AL B B AR, I/ B J 5 SONRE DI THD I 9 422/
4ME <05, 15K I R E SCHAFETE MR . FAR I H 4 L SO 0~3 43, 0 33K 0%,
143FR < 10%, 20 57N 11%~25%, 3 53K s > 25%. I B 5 /R Ab AN B 3 R 055 ME R 43 20 ol $2 J
AR M o L SCA 0~3 4, MR AR R N 35 A00, 0 /MRER LM AR, 1~2 43 SONERFE I
WA, 3~4 438 SUCAHREIME R, 5~6 738 SCHEERZ . FratrAmEl 2 A Er .

4) EXHUM: R SCAUREEE > 140 mmHg F1(2%) 90 mmHg [9]. = bR R ILAE 2 SCA 53 i
JRIZ > 428 pmol/L, ZPEMJRER > 357 umol/L, FFHEBRIRIR. JREK 45 A I AREIR[10] (i 75 5 S
K MBEEEE > 6.2 mmol/L, B EAREA > 4.1 mmo/L, EAFEZEEREA > 4.9 mmol/L, BH
=M > 2.3 mmol/L. 'BIhEe A4 ONMALEF > 133 pmol/L, FERRAMEE S iR A 4. B O IEE X
NILEAEE <309/L, 24hJREAEE >359. WM& RVL 1 NRVL 4B & IR B R 25 .
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23. GtFERE

K SPSS23.0 #HATGiit 2R AT, THEVEERASE £ lEEFOR, IHOREERA AR5, M
FTNETHT R B IR BAH T, SRR RLR A AES AL, SRR RS A B BRI TRE S
I ZINEK Logistic 7041, P <0.05 NZEFA L2 Lo
3. /R

1) —fRIGERZER: RVL HER . R, I4iE. >140 mmHg tLR. MALEF. 24 /N RE A E &
MIREKF¥) ST NRVL A, ZRARIT5E (I P<0.05). RVL AWML A &EAKF. eGFR. M4 5

HAKTET NRVL 41, ZRE G275 (3 P <0.05). 4L [ FPER] . 477K 5 7KF . >90 mmHg HL& .
SPIIEE. SHE R, Hu=EE . JREE. MIE 1gA FikMA C3 (L3 1 i 2),

Table 1. Comparison of gender and age of patients in RVL and NRVL groups
& 1. RVL 1 NRVL HEE M), FidEELR

PE5I[51(%)] R [H1(%)]
il I
% E8 <20 % 21~40 % >40 %
RVL 58 29 (50.00) 29 (50.00) 3(5.17) 39 (67.24) 16 (27.59)
NRVL 47 28 (59.57) 19 (40.43) 8 (17.02) 34 (72.34) 5 (10.64)
¥z 1.150 -2.676
P 0.284 0.007
Table 2. Comparison of general clinical data between RVL and NRVL groups
2. FABE—RRIGKZRF SRR
pi=| RVL (n = 58) NRVL 4 (n = 47) t{E P
Wi 1 - 347 1L (mmHg) 134.03 + 16.47 121.86 + 15.59 2.931 0.005
>140 mmHg [#1(%)] 21 5 9.110 0.003
FF5K FR P2 1M (mmHg) 82.48 + 9.46 81.67 +8.84 0.307 0.760
>90 mmHg [#1(%)] 6 3 Fisher & i f5:56; 0.728
S 45 4 7K F-(mmol/L) 5.12 £0.89 4.86 +0.73 0.437 0.664
it 4 JIEL [ 5 (mmol/1) 428+0.72 4.16 +0.65 0.291 0.772
1 -y = F&(mmol/1) 1.19+0.48 1.08 £ 0.39 0.259 0.797
1 JR % % (mmol/L) 6.32 £ 2.96 5.49 + 2.58 1.665 0.102
I AL (umol/1) 113.28 + 16.29 83.67 + 14.59 3.902 <0.001
eGFR 102.46 + 13.25 116.32 £ 19.15 —2.840 0.006
PR (g/24 h) 2.32+1.67 1.08 +£0.82 2.889 0.006
IfiL R R (mmol1) 382.03 +67.53 332.53 + 58.54 2.607 0.012
137 1gA (g/) 2.52£0.63 2.67£0.79 -0.157 0.876
MM C3 (g/l) 1.31+0.32 1.33+0.29 -0.083 0.934
4T & A (gh) 107.82 + 14.58 123.67 £ 12.49 -2.710 0.009
IgA/C3 3.1(2.3, 4.0) 2.7 (2.1, 3.6) -1.869 0.062
FE: eGFR: i/ NERIENS 2, B4 mlmin(1.73m?) .
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2) WELTERL: RVL A Zim T NRVL 4, ZRASHEE (P < 0.05) (JL#% 3); RVL %M
AR RRAF 4R BANEEAE. AAEAR B NEREE A . B 1gA TRRAN C3 T
FURAEZRY R ZEET RNVL 4, ZRE 50155 (P <0.05); RVL 419G Jif. IgM Fif k£ R MK
T NRVL H, ZRHA45015% 8 (P <0.05) (L 2@4)0

Table 3. Comparison of pathological grads between RVL and NRVL groups
2 3. RVL #1 NRVL A2 EHRIB SR B E[6(%)]

151 RVL #H(n = 58) NRVL #(n = 25) Pa P
| 2% 5 (8.62) 8 (17.02)
12 7 (12.07) 14 (29.79)
1 2 13 (22.41) 16 (34.04) -3.725 <0.001
IV 2% 29 (50.00) 8 (17.02)
V % 4 (6.90) 1(2.13)

Table 4. Comparison of pathological manifestations between RVL and NRVL
5% 4. RVL 4B#0 NRVL (AfRIERINMELLEL

415 RVL #(n = 58) NRVL 4(n = 25) b P
RE A IR 25 (43.10) 11 (23.40) 4.472 0.034
[i) Joi £ 4 L 27 (46.55) 12 (25.53) 4913 0.027
B /INE 20 (34.48) 6 (12.77) 6.572 0.010
A R AR 11 (18.97) 2 (4.26) 5.179 0.023
B ANERBEA 1 9 A 29 (50.00) 13 (27.66) 5.399 0.020
IgM LA 17 (29.31) 28 (59.57) 9.710 0.002
IgG i $,\ 24 (41.38) 35 (74.47) 11.547 <0.001
B M 1gA DTN 35 (60.34) 11 (23.40) 14.392 <0.001
C3 YA 33 (56.90) 13 (27.66) 9.015 0.003

3) MR 1gA B IR AR 1) 2 R R A

ZHFE Logistic 7-Hr L@ KA MR AR E, WRIEEN B EEIAN_SEZRHEST,
LRI, 4R E > 140 mmHg. (LR ER 55 B R BRZF4E4k 24 h JRE A & eGFR < 120 ml-min (.73
m?) & IR IR AR Y XU DR 2R (P < 0.05) (IL# 5).

Table 5. Multivariate analysis of renal vascular disease in patients with IgA nephropathy

5. M 1gA BREEBNERTNSERIH

At B SE Wald »? P OR 95% ClI
W4 E > 140 mmHg (% =0,2& =1) 0.672 0.128 6.339 0.012 1.972 1.354~4.056
MR RHES =0, FHE =1) 0.503 0.097 4.336 0.037 1.328 1.048~2.489
AT =0, 2 =1) 0.972 0.175 10.131 0.001 3.148 1.703~8.940
24h JREEHE R 1.249 0.256 14.792 <0.001 4,728 2.042~13.856
eGFR <120 (120 = 0, <120 = 1) 0.928 0.214 9.577 0.002 2.803 1.348~6.597

T¥: eGFR: {5/ ekygit=, #47: mlmin *(1.73m?) %,
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4. g

IgA B /2T WA S /NERJE R BN, R SRS IR R 2R . TSR R T R,
' VD JoF 3 72 A 08 i U i e 2 48 R0 i P 3 ()3 A% 0 32 S LAt , ' [0 i 0 3 o) 44 5 ' (1) I 485 4
FThEEI e R B AR FH[10]. BFFC o, B D Jof L/ 08 DR A B JEE B fls e A 5 T 3| /AN T o e
MERE, (A8 SREAN MR, W RURE S P 4 L Rl 7 AN S RE A o, 5 AT 4R i g 2E, 51 S i
AR IUTAR[12] o B /NG 40 A0 I P 2 2B K DR 7 A Btk — 2Bk, TR £F 44k SRk — 25 e B /N
T 5 9 L AR R, 3 BRIV (R R R ML BRI 2, TR IG 3R, 2 TR RF Sk . FATE
1982 4, Feiner Z5[13]1RI%} 43 5] 1gA B B BATHEFT, B AL 1gA "B B B I A A8 A2 1 LI
WRHELECE, 1gA B R T B E P REAUGR RN T, B /NERIEAL A R R B LR AR S
BUE MRS ) 5 O B E o bl R o] LB I AR A S g A B I 1 30 e R T B i A

K FEE RN, WAiE > 140 mmHg &2 IgA B B 5 A AL RS R 3R . BEAERF 72 [14] [15]
IR, IgA BB MR AR AR LR T, — 7, RGP U 5] S NN R R T, AR
Pl R RR AT, WER IS /N K 1038 1 18 75 X DAGERE /N Bk Py R I I, 5 ARk IS /N sh ik i) e
JIVER U, 4k 2 BRIG/NBIIKH I B B G540 1) O (AR R R R B AR AR, I BRI SR, R H
BRI SEEMES . 5T, REMEIERSEAGZE, 7T SERNE R - WS RKERRGIEK, 4l
G ML WSO B s e, /I T ORI A A 45 5 SO I 1 B /N s R I B, B0l s /v ekaEad
B, FENEEIER . G618, MAERKE 1 tn] EE(E iy it s, Hagdis e
AN LR AR B Sy LA PN R AR TR T (VEGF), i 8 75 B /INER 7 200 M 170 2l P ik ko 4 45 1 T A I A
FoE R B, M BRIK 2 S DS SR = vl 40 P R 4 M () 3G A A T e, DR, B R A R K &R
REH BRI E R AR YN, BEM RS RLT1RE, ACEI AMUBEIRSE & AR 410, 1 HEENR
I 5 W T L B A, A% W TR AL ) 52, i Bt BELIT DA 2 W 3 B vk 6 1 A e B Lk
' T O A L 5 P 25 2 T T o %o ] i i ML F) R 1 FH T e /2 ACEL ZE 4% 1 [R] o £ 4R A WL 22—

AL R TR, MIRERFH 2 IgA BB S AN KRR E. 5 1gA B iR, b
EHEREZEH, BEMIGREAKPTE, RZBEEMERR, B2 mfE s, Tz
F i pREEHR ok D> o T 5L T PRI K T 3 1Y) 3 22 K 3R [ 18] o M7 PRI ZK - TH i 0 B L2899 22 P 52 i) ]
HLEIHE[18] [19]: © FREG/AKP-Fhimy, AT 11 20 AR I A P R 200 B r) 285 PR AR RISVE A0 7 P 2 4
Mg AT REREL, H— LR AR R MMER I -1 SRBOG I, WS RIERR L, T
MW IR @ PRERKTB ST w3 NADPH B8 (KPR HE O2-42 st i, 51 & A4k N i 2 05k
SN, EAEERAG I A A @ RS R, M SikR ARG, BRUlE SRR I 3N ATL
M AT2 Rik; @ MiE PRIV FH vl B LS 2R, 208> NO A k. B ARAHI[20]%F 60
B R IgA B3 IR LR, B A0 LA 2 6 I PR IR /KT s T 0 Do I AR R, R R
i R AR e 2 v TG TR ML AR R, 2 DR B A AT s I R R K ST Y TR L A A )RR PR 3
(OR =1.013), AR E AL,

KRR, BREAE . 24 h JREEE &2 S R ERER AR R s, Bi
EIRAREH Z A RS, [RIRE IgA B9 4593 70 % B 5 R o SO AR BB P 2, AL T RE A 1
BRI 72 1ok 58 R 2 RN SRE A5 B0 R 5T 2 2 AR I A A, T ML 78 SR /N R B [ I
B GRERR S, FECE/NERAE IR INE, T SCEEEEA[21]. H AT R YRR S 24 h JRE
FERMKRMAEFU, AE2210N 1IgA BiREE T ERTE 24 h JREAERLR, H2H¥
F 221\ A A B R I AR Y IgA B B 24 h R A & B TR R AR R A 7T [23)
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TR, B PR RIS N R RO IE R, R IR SR A AT AR AR G AR, SZ IR R
RER P BRI AR, BRI R AR . AR TR, 24 h RE SIS EN S

ME A T REZ L E IgA B it R I E B3R . BEAEA R FURR, 1gA B B [ 5 i s A2 £ 3 i
BB NERIEE T TS H MR A R, BE 5 R AR B IR LS p T B AE[4] [24] 8o, BT RERGRET,
TEH T A 2 MREIRAER T C R S SOER T KT T, IR A B e 5, ResCE 24
PR - Je S RE A, 0 B LR Y R AR B, (R IR L A . AR R OR, eGFR <
ml-min™(1.73 m?) ™ & B E) B B R AR R R 3, 5 R — S

AL R TR, RVL ARE N RUEGIMIZIE . R4t BNE B8, B AR, B

ERAEACERGAS . BANMAEE 1gA PR E T RNVL 4. 5E N 20 s R 8, Xxsst LUK,
B AR S B NER BANVEBUS ROPATHIOS, HAUHI P RR S B /N AR I R A R SOE R T
FOEMRSE FEOE /NS EAE . WA, MRS, 170 IRD 0T 0L 05 732 D0 5 0 B /N R I i it
— I INE IR, SECEEIEIR . ARG RER, CIVIRURAEREE ST RNVL 4, 196G It
L IgM JURUR ZE R BT NRVL 41[25]: D #hMAk C3 nf et 5/ MNg Bk A Bz sk, et
IR E L4k @ IgM R IgM {ER IgA PG e e SO 4 3, T idt SR 19A 5 BR .

5. &hig

LR EPNIR, ABETURM, 1gA BB BRI R BRI E R AR R AR, I LA 1gA
P (1 BB B o TR BRI R AR 1A B SR I R b A RS 2 B L, T R AR
FE— R FA BT HE 1gA B it ™ B A TS .
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