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Abstract

Objective: To analyze the diagnosis and treatment process of a patient with ulcerative colitis compli-
cated with IgA nephropathy through a case report, and summarize the clinical manifestations, endo-
scopic features and renal histopathology to enhance the understanding of ulcerative colitis compli-
cated with IgA nephropathy. Methods: A case of ulcerative colitis complicated with IgA nephropathy
was reported. Results: During the treatment of ulcerative colitis, the patient developed proteinuria
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and hematuria. Renal biopsy confirmed IgA nephropathy. The treatment for ulcerative colitis was ad-
justed and renal protective drugs were added. The patient’s symptoms were relieved and they are
currently under close follow-up. Conclusion: Inflammatory bowel disease (IBD) and IgA nephropathy
(IgAN) are chronic inflammatory diseases with potential associations. The common pathogenesis re-
mains to be clarified. This case suggests that IBD patients should routinely monitor renal function and
urine routine. The mechanism association between the two diseases at the levels of mucosal immunity
and genetic susceptibility provides new ideas for targeted therapy.
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1. BIS

SAEYE i (inflammatory bowel disease, IBD)& 18145 K& B W18 % PE5M,  ALH5 v B B A0 M 45
W 9% » RN AT BE 5 A8 TR R I TETUAEND | o d% IRV D[ 175 IgA B9 (IgA nephropathy, IgAN)
S LB NERE 58, A2 5B I B I DA ORI il i R R 2 —, B2 )G 20 SN A =
15 30%7% 40% 1) B K RN ARINE W, (HH R Z 8 72 003697 TBe (2] [3]. Ik IgA BImiE N RIE
4 %9 (inflammatory bowel disease, IBD)

PEBE B R I U6 52 210C7E, 2050 AN =3 (R AT Be A AR 3L R A AOm AL, @I A SR R A BT
KA RENEITHE R . A4 1 3B 1 GlstE S R 6 1gA B B8 IR BERL,  NiZyRin
(250 4 TR IR IZ VR 1R 4R =

2. whEH

A, 60 %, [N “HEYS. REBRILAE 10 R4, B3 AR T 2018 4 2 A FRBEHUAEE —X
FEBEIRTT - DU S B WO U MLE 10 R4E, KT RG2E, 3 ARTEH iR IR E R EE £,
KAE 5~6 /R, AR, WM, FEEBARE, JToMEE, TR, Jolkls, Mk, JEfk, K,
ToRZ L IR HAMANE, RFRIRIZIE, 20 ROHTEE K “ 32007 Ja R R L, X% 5~6 TR/IK,
PEARTFRT, A2 T, 12 ATl — D2 ia N IEL . B3 B BIR DUORMIEN, AT, MR, &
BB KfE ERng, AMETCSE, REL 3 AT 8 kg ABt/aseBMoctals. ma, TH T4
e 1y G KSR EMR + BREUR; 2. BumlksimR. Wi (Bl BEm it 2Rk
BEKE, HR oy BRARAH K, AT ULRE S A TR A R R R IR R SR IR, S
PSSR (G5 RIER A RAEHAR . AL A B4R, R EF W, Bk s £ (18
PERRNVE ARG S E T2 45 58) o T LASR ISR 2R 11 RIS 8 SE S« JUREHe A 1 i 3 T
AIERMP R EFRSRRIT . 09T 1 BRI .

B BTG TR “SETP R RN, BT E M. s, RUHIRES K BE2, 2020 %3 A
DI R 2 28 7~8 /R, HERGBUIRIILAE, PR T HABMERS BT . 5635 T4 B Bn 25 50 cm
EEM, WIELERRERE R, S2A0ER, 88K, 2400, BT 20 cm AT H5RE )
i, IS, KR IKUR . 20 Bus s s R (B3 Mayo3 73) (K 1), ARt T LN 3 2
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KRN, BEREWREE G . T SRR B IR PRV, A REEIR BRI 7% 18 A7
TEW IR RIEGs, 45T AR BYURISRTT, Ja Z BRI KRB IR AR W R 58 . B3 KBS Gl i
JE b

B BT 2, 2023 4F 3 ISR E R I EREOE 2, KE 8~10 /K, FEREBIK
LA, FEEWTAEIR, FRABGIRIT . TR TSR AR 50 cm 2E, WiE EW R A 2%,
BEEEER, MER, G208, SHERIL; A4EiTmiERiyy, A, MERnMKHE: 3
FEALT] 0~20 cm W5RkiEHE, BEE, fEAMMIKAE . 2W.: 5EPESi % (E3 Mayo3 4) (WA 2);
HEVRE: (FHa5 . BRI 2R 5 b FEASYETE S R AR R, 5 KT W s 240 773, /R
Sk LRGSR R, A1 N L2 bk T4 SRAE M S R R A IR, BRI RS R TR, R
A, RGN AR AR MR AE, HEREERE, T U4

Figure 1. Electronic colonoscopy in March, 2020: the normal mucosal structure of the intestine disappeared, showing white
scars, lead tubes, and multiple strictions. The whole colon was diffusely ulcerated, covered with white fur, and the mucosa was
hyperemic and swollen
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Figure 2. Electronic colonoscopy in March 2013: Intestinal inflammation was worse than before
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BT, BEMRIEETRM . 2023 4F 6 HEF MRS JRE R, HEER, BRESTR: A4
1+1, Baum 3+ 1, JREEA 3+ 1, AZIMiH$ o4.10nL t, ZL40fTH4L 1934.40/ul 1t ;5 24 /NI JREE 8 &=
1250 mg; B 3. MALEF 70 pmol/L, B /NERJIEIL R 105 ml/min; WR RS LW ERHE. T8 ANRE
2, THEBEFERERLE 3) A, BREHEEGHA IgA B, WIRAGREG. TUPURGIEIT,
SKE . WAERTE., Wb, B O, EERZYNE DI, T AR Rk ARSI R
RIEGY, TLLERHMEHASRPER A 097 3 A, EASIRBIRRGURIEM, R A4
- B 1+, JREEE+, EAMTHE O/uL, ZCANMTHEL 24/l t 5 24 /NI IREEE E & 360 mg; B
MVLEF 65 pmol/L, "B /NERJEIE 2 110 ml/min; T LAE B4 RIZR B h0iGyT . HAjEE KME 1~2 WK, T
JRIL, TCEIRRI. RS R, T UG ST VIR .
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Figure 3. Renal biopsy: immunofluorescence pathology showed mass or coarse granular IgA deposition in the mesangial area
of the glomerulus. The pathological findings were mild diffuse proliferation of glomerular mesangial cells and mesangial
matrix, focal segmental aggravation, focal tubular atrophy, and focal infiltration of lymphocytes and monocytes in the renal
interstitium

& 3. BEFRER: RRRABERAAE/NRRRX Z2FARRSATACRSRE 124 TR KR THERAAE )
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3. Wig

P IEVE 79 (Inflammatory bowel disease, IBD) & — 20973 [K] A< BH 18 M JE 40 S 44 il 28 SEME 58, A
F5 58 % U (Crohn’s disease, CD)F135 57 1 45 B 4 (ulcerative colitis, UC), %4505 HAR R K R ALAI H
A AR RS Y], WTReSMERIE RS R E R NA K, HIGKEI VISR, BI5. Rk
MARSERER . B R AVHARGES, B IBD 51 HoAth R Gu A8 FR 2 R 98 i 14 W i 1 /132 I (extraintestinal
manifestations, EIMs). EIMs K4 RLZ1HN 6%~47% [4]-[7], % RHLABEOREN. 58 DA, XI5 %
IRESSE(8]. 'BAEE N RIEE R I R B EZ —, IWRRINEREE AR, REEL A, RELE D)
RES WA [9]. BT RIEMENR G B I FH N ImRRIECAEE, 23 20

IgA B ATRE B /NER R TR e B3k E T A TR B E /DR, 2 B Tt A s W
SRR S NERBOR . —, R TIWIMANEE, 25K R NZRIAE 7 (end-stage renal disease, ESRD)H]
FHJF, Hof T LA PRI R T MR AT SR F K [10]. IgAN 73 N JEUR PEA AR A, BRAAE R Z 4L,
EA RS EIMERIAE, GFRGMAREDME. BT M RIUERE. BHER
SETE B IIE R . AR ML R IE T B e, WU, Whipple i FLEETE A 2 U 55 1gAN
HR[11]

IBD B M IgA BRRATRE S5 L FIRIERA K. (1) AR AW IS IgA B 5 IBD fEEM %

BN
b
A
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. TgAN f) 423 R 41 < BET 7T (genome-wide association study, GWAS)#E/R, KL T £ IgAN KK 5
JREED, 2305 IgAN R DA IR 38 % UIAE G, RGN G N2 . BB 0%  FMATE A0 575 A TgAL
WAL 5. A ZFIRER S IgAN F1 IBD 95 005 2 DL K 738 1 1 2 AP AR 2C[12]

(2) M REIE G ION 58 TgAN R AR 50 8 0 JE AR R I 2 R IRk G DL B i o A P TR 25 DT
Ko WTESIE RGN TR N G A0 B BOE I B A, BB R A Gd-TgA 1 [ B EEAT AT
[13]o WAHBFTN N4 Gd-IgAl KIS EER H TIIEM R EHL, HItBe “ " #ig. B
EREAE M PR . YISy I, iR IE b Toll #£5244&(TLRs), H iRm0 IS5
#H 2% 43 F 45 30 (damage-associated molecular patterns, DAMPs) LA K #5147 Ji7 AH 2% 43745 3 (pathogenasso-
ciated molecular patterns, PAMPs), fE/i71E b 5 48 B AN L 5T 40 M (0 S HF R, AT R 2 3 2 A (n Mok
21T L R 4 L/ e 00 RS ROPR 20 )RR TS RE R 7, 7 A P 40 B TR - AR A TR] - 5 LAt G 728 4 i 22
JRGLIBAL, 1gAN % PBMCs ' TLR-4 & & 55001530 B IEASC, RICAE R EE T MR H
/& (L-6 Al IL-10). B ZH/fiE LI T (BAFF). Fetb A KA 1-B All—Fi 5 5] 5 B A (APRIL) IR 7T
DM B M0 SRANMEE IgA 73 WAZEML: Gd-IgAl & 2 IgAN £ BB Am LI I 58— [14] [15]. 1E
IgAN BEE B IR o i 3 AR AR plgA, sIgA AR, SR ABBERIE, (H IgAl W Z I,
H AT FL N itk 40 M AE RS BB, RS IE % B a8 01 O™ TgAl R4 16].

(3) HFURBHERFA R TgA oA B BB IgA1 (Gd-IgAD) AT AE BT B S PURRRE, S0 RS0
FEREPUARTR AR &, XMEE FET Gd-IgAl RIEE AWM, S 675 B IR X T
B I 51 R R N, B T 8T B /NERIU[17] . AR TR i 20 M1 Gd-1gA1 Fl 5w 2 B
[gAN Z[AfFERR R, FFTRES S IgAN B RAEBEERAL[18].

(4) TpiEiEEVESG I A TE B IE IG5, v DLS B R A B N MR PR, e R i e =AW
IR TR . IBD Al IgAN PR ARZR B R R AL HI ol e S5 A5G (3] AREFLRM, 1By
VIBRATAE IgAN 15 3Im PR 2R, SRl RIE R RSV IgA A7 RE2 IgAN HIBUR K Z[19]. (H2 H Al
TERJET) TgA 5 IgAN 20 RIE 7 EH IR B FE LA B .

(5) AMAEMERIAME RG R S )% RGN E LA G5y, oI LUEE 3 MU BeE, 700l & HURAE(CP),
AR (AP)MIBEE RIM PR (LP), 1XLLIE BRI 5, T DA G ZR G 20 SR AR B Sz 452 1) B AR i . A
W 783 B AMA R GEAMNAE TgAN (BRI 3T A 7R TgAN) &R eS8, 7F IBD Il 40 F Rt ey LA
M BIEKE S UTARIEIN[20]. BEAEREFRY], 18 IgAN BFAN, IMERGBGEE B2 T AP
HLP BOE[21]. A 2T 5T R IAMAZSAL (I3 MBL. MASP3. C3 £/KF)5 IgAN M EEEHx, T
/NER C3 PTRA TgAN IRk % UIAHOC, 2 B 1 ik R A2 FE I B 2E48 hR(22]. WHFCR M, IBD B#H K
JIE BB AT I BEVTRY €34 C3a Al CSa Z54MA, 7E IBD /NI 1, C3 AT C5 354k 3 750 it F st o s
Y1 1) R 25 R B 2 R AR, B8NPt A8 4R B (Treg A1 Th2) %l . Rk, #IMAA ™ 5 10 i T S %8 B B 45t
PN 2 IBD 1811 SERE T R i) 5 2 5 K] [ 23]

RAEPENR G IF TgA BIRIIRIT BTG — %, DMEHIE RPN FE . IBD B RAETE S 75K &
DNEE B WESR, RN IBD R0 {7 42 ) AT s B s, AE42 B DI RE I3[ 24 A 8 E VR IT It M
gifpsid iy, WIEBARSE, KNEARENS, BB FRIER SR A, 2N IgA BiE, TL
FERROREVR T, FEXF a] BEXT 1 DhRer= AL sgma () e PR 2o i, B IHE YRR RIBR ST, &R)T e BEn
IgA B 15 24 &=, B EES VI Y iR .

4. &g
x ERTE, TRATIGPREE A 7Eva )T IBD 1hAE b 75 B 5 31 TgA B ol s 2 HOBFE 0% /M 91, IBD &
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