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Massive colonic bleeding and crescentic glomerulonephritis in an elderly man
with Henoch-Schonlein purpura
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KEGIE 79 1%, SE, PR 7 AR KRB R R 12 & b ATHLM &R, Pk 19 46 11 H, EERER, 18
JAh D, 2o 2 BRI FRICEBEAIHBLL 72, ML FHI T Henoch-Schonlein 555 (HSP) 2358 b 1
WHEE G BI~FHA AL & 72 > 72, prednisolone (PSL) 30 mg/ H 12 & D SEBEIZREDL L 7223, @EEEARIMIR & AR % M
9 B 7 BHREEAR N 3R & Nt 2 0 Y RHTHERE L 72,

AR OB O SR ER A I I H MBS, & 2 H0EHRE T X v X7 A8 X OREFREICIR 5 72 1gA,
C3, 747V /7y OERAIRILE DRSS 60, 1 AURTEAED EHHRE LR 2 & 2W L7z, I Cr i3 A1 m
2% 7273, CRP HSREVEAL L4EBE S I L7720, 55 14 W HIZ PSL %2 20 mg/HICHE L7z & 2%, % 199 H
KRR P &7 L7z, M LENEET T ATIIME < O & D IA#IZ oozing 23538® & 17z, HSP 12K L
FHIEEZ, MAXD AT0A4 FoOLREEEZIfTL, Z?D% PSL % 30 mg/H~EMm L 72 & 2 A1ME Cr fild
KT, IREOERD 2RO %, 5 39 H X D cyclophosphamide 25 mg/ H Z 85 L 72 & 2 A X 6 ICIREHEDS
WAL, FIdAHSNTH 64 HHISEREL 7,

A 79-year-old man with an artificial anus constructed during surgical repair of colon perforation of
unknown etiology in 1995 was admitted to our hospital for sudden appearance of purpura in the lower
extremities. Two weeks before admission, he complained of flu-like symptoms and abdominal pain. He was
diagnosed with Henoch-Schonlein purpura (HSP), which responded to treatment with 30 mg/day oral predniso-
lone (PSL). Subsequently, however, rapid deterioration of renal function associated with severe hematuria and
proteinuria was noted. Renal biopsy on hospitalization day 14 showed cellular crescent formation in more than
half of the glomeruli with granular deposits of IgA, C3 and fibrinogen in the mesangium and on the capillary
walls. PSL was tapered to 20 mg/day from hospitalization day 14 because of a further decrease in purpura and
a decrease in C-reactive protein. On hospitalization day 19, serum creatinine increased to 3.1 mg/dL and a mas-
sive bloody stool was observed. Colonoscopy revealed extensive oozing from the colonic mucosa around the arti-
ficial anus. Since the bleeding was considered to result from HSP activity, methylprednisolone pulse therapy
was applied, followed by increasing the dose of oral PSL to 30 mg/day. Co-administration of cyclophosphamide
(25 mg/day) from hospitalization day 39 led to improvement of renal dysfunction and a decrease in proteinuria
at the outpatient clinic.
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Henoch-Schonlein 285 (HSP) 134 & P 0 M/ LA 412
X 2 IEMVIMRPEEEPEE TH 5, BE DK 90 %lE/NETH
D, BRABIE 5~10 % & HlgIfE<H 2V, K, PRI,
MR 2 K & § 228, ZoIEICE, Wk,
ARSI U, B R, W RS 3/ I R
ATREBCAIPTLEREINTVL2Y, 90 % LD
SEGIEZE &AL TR 2 PREIFOEETH %
23, HAEFITIZA T a4 Pl a s L S, I
MO AHELHE SN TV 3Y, Sabhbii, K
HTIME & DI AARIEEESE DRI 81 X 2 2HGEST
MR R % & 72 L7z HSP O &5 ] % #5% U 72 o T
95,

iE Bl
B & 79%, BE
£ OBF: DUROSEHE, VUit - FEIEE, P IEERE
BE{ERE : “FhL 7 4RI RIBZEFLIC X b AT % 3% (G
HHASHH)

IREE @ ST, BEERIR O 72 OE R I ERE IR T H o
7o PR 19 4 11 HICRERER, BRsH 0, 2 ofy 2 38
MBI TRRICSEBE DS IHBL L 72, R ERZ2ZZ L L 2
% HSP 23%Eb 1L, MBi B E RN AR & 7 > 72, predni-
solone (PSL) 30 mg/ H D #5102 & 0 SKBEIREPL L 7253, JRE
FQ+), PRIEIMG+), i Cr1.83 mg/dL & BFEHEREE
DR 5 T, EHORER RO EE DN, B 11 WH
1Y FBHIHRRF L 72,

ERIBFIRAE ¢ B 163.5cm, fAH 87 kg, BMI 32.7, IfilE:
151/75 mmHg, MR 64 [l/4y, FEkiEH, #EEOZEED D,
W2 S L, DS L, BHEDRZ L, MEEI3REN L,
WREZPHRS D, £ TEHIC AT E X R~ =7
HY, THZESD D, VRIS HOEHDH Y (Fig. 1),

ERERERR GF 13 W H) (Table) : MR CTIXIRE N
(4+), Wi2+), 1 HREAREIZ 114 g EEET, R
NAG 1 254 U/L & ER L Tz, ME TR HERER D
FERIE N & BEE DB % 580 72 I EETH - 72,
AL ERE TIRRENA, 77 VAEA L, I or ik
251 mg/dL & 512 ERH LTz, £72, ABihs CRP &
5.8 mg/dL Td - 7= DSEERHFIC 1F 0.16 mg/dL & Bt L
Tz, 1gG DEMRT 2RO D, Z DIEHDHIE - FE
LRI B IE o 7,
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Fig. 1. Purpura and skin biopsy
a : Purpura on his upper limb
b ! Skin biopsy of purpura shows polymorphonuclear cell
infiltration, clustered leukocytes and bleeding around
the arterioles. (Hematoxylin-eosin stain, original magni-
fication X 100)

ABR#IRE : AR 5 0 HICAT - 72 B BT [Tl
BRI O E ANED SSEMBIRIE 2 580, ARIMBRDE Sk
b > T 7z (Fig. 1b) . /MIE RIS 8D %% A Bk
1 & Bk 2 580, BEARNICIZER T E kb o 7293,
TR FLILBRYE 1MAE 28 DAFAEDVRR S iz,

WRHE B, ME Cr 13 251 mg/dL £ TEAL, 10
o/ HDIREE S Eift L T 7223, 4EBEASRPME N, CRP
bEHML Tk, 14§ HIC PSL 2 20 mg/H~ &
I L 72,

[ 14 95 HI2AT > 72 B AT T, 19 o KBk
96 3EDTEEM AL L, Zoftho 16 il o {81 ik
FABE RO, RIE XN AMEICE G L, MEREL
& RAEMIIEIRME A3 A & 117z (Fig. 2a) , BRI KR TlERERIE
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Table. Labolatory data on admission
Urinalysis Blood chemistry Immunochemistry
protein 4+ TP 4.6 g/dL(6.5~8.0) I9G 556 mg/dL (870~1,700)
occult blood 2+ Alb 58.2 % (58.5~72.6) IgA 274 mg/dL(110~410)
glucose 1+ at 4.0 % (1.6~3.2) IgM 51 mg/dL(34~220)
Sediment a2 13.3 % (5.2~10.4) C3 81 mg/dL(65~135)
RBC 2~3/HPF B 11.3 % (6.9~11.4) C4 31 mg/dL(13~35)
WBC 4~5/HPF r 13.2 % (10.3~22.6) CH50 38.9 U/mL(30~40)
hyaline cast 1+ GOT 151U/L(8~40) ANA x 40(<40)
leukocyte cast 1+ GPT 22 |U/L(5~35) MPO-ANCA <10EU(<10)
granular cast 1+ LDH 334 1U/L(121~226) PR3-ANCA <10EU(L20)
waxy cast 1+ ALP 134 1U/L(112~334)
oval fat body 1+ rGTP 20 1U/L(8~65) Coagulation test
Urine chemistry ChE 200 IU/L(185~431) PT 95 % (70~130)
protein excretion 11.4 g/day Na 144.9 mEq/L(135~147) APTT 25.5 sec(23.5~36.3)
24hrCcr  32.1 mL/min(80.0~130.0) K 5.58 mEq/L(3.5~5.0) Fbg 246 mg/dL (190~340)
NAG 25.4U/L(<7.0) o] 113.9 mEq/L(98~108) AT-3 105 % (80~120)
Ca 7.3 mg/dL(8.5~11.0) FDP 8ug/mL(<5)
Peripheral blood IP 4.3 mg/dL(2.5~4.5)
WBC 12,470/ 1L (4,000~9,000) BUN 69.6 mg/dL(8.0~20.0)  Others
Neu 84.3 % (40.0~74.0) Cr 2.51 mg/dL(0.5~1.2) Fecal occult blood (+)
Lym 10.7 % (19.0~48.0) UA 7.4 mg/dL(3.0~7.5)
Mon 4.9 % (3.4~9.1) TC 139 mg/dL (130~220)
Eos 0.1 % (0~7.0) TG 88 mg/dL (50~150)
Bas 0 % (0~1.5) CRP 0.16 mg/dL(<0.4)
RBC 340 % 10%/uL (400~530)
Hb 10.4 g/dL(13.5~17.5)
Hct 31.3 % (40.0~50.0)
Plt 26.7%10%/uL(13~34)

DFEH BN L 35, RMREIENIC I E %% AL
BRIZ I & R D3 A 6 4L (Fig. 2b), —ifD X H > X
L e CEHRICIEBIRENZS b Blg S N, SOEPUAE TR
IgA, C3, 74 7V /7 VD3, XY v X7 L LIREREECH -
THARPIRICVERS L T2z (Fig. 2¢) . DAE & D SRBERSTER %
12 & 2 PEEA RO H IR 28 L3 L 72,

%19 W H, I Cr 2% 3.1 mg/dL I R T2 L L bic
ZERDORKETIMZ4 U, Hb 25 102 g/dL > 5 4.7 g/dL ~ &
FL KT L7z, MM EER NS TCALIIMNES ©
KIGRREIZ IAH 7% oozing H3FR & & L7223, TEENIED HilfLIX
%<, vavy ZREIRIZ R E 2o 72 (Fig. 3),

HSPIZ X 2 TILEH A, e L BICHBE XD XF LT
L F=v'u v (mPSL) 7S )L Ak (500 mg/ H) % 3 HEFT
vy, PSL30mg/HICHE L /& 23 IS HTELL
72 3% Cr ffld L AL, 3.4mg/dL ZE—71C
KL, 1 HIREAED 119g 2 E— 2712 Em & %o
720 399 H £ D cyclophosphamide (CPA) 25 mg/ H D HfH
ZBAM L 72, MM Cr fHlZ 1.6 mg/dL, 1 HREHRIX 3¢

( IRIFEEEE

BETEFL, %5 64 9% HIBBEL 72 (Fig. 4), K 20 48
8 HIZ CPA Z ik L, Pk 21 4 2 HiCI PSL % 10 mg/
HE oMLz, AL L TREOEARIZFHL T2
3, Cr 1.85mg/dL, JRE 3.4g/gCr, TP 5.3¢/dL, Alb
34¢/dL, HEMRE L CHBEOFEZETOALRD,
Few I I RAFCTH B,
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A 79 % & HSP & L CIIEIMFIE T, BB EEE
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HSP (I & /NRBICTIEBEFEER D F A3, EREEE DY
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Fig.2. Findings of renal
biopsy

a : Cellular crescents are
observed in more than
half of the glomeruli.
Tubular atrophy, an
increase in the inter-
stitium and inflammatory
cell infiltration are also
observed. (Periodic acid-
methenamine-silver
(PAM) stain, original
magnification X 100)

b : The glomerulus shows
lobular and collaptic
changes associated with
cellular crescentic forma-
tion, and endocapillary
proliferation with poly-
morphonuclear cell infil-
tration and karyorrhexis.
(Periodic acid-Schiff
(PAS)stain, original mag-
nification X 400)

c Immunofluorescent
study shows granular
IgA deposits in the
mesangium and on the
capillary walls. (Original
magnification X 400)

P Fig. 3. Colon bleeding
Colonoscopy from the artificial stoma
revealed a bloody stool in descending colon.
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Fig. 4. Clinical course
u-prot : urinary protein, s-Cre : serum creatinine, mPSL : methylprednisolone,
PSL : prednisolone, CPA : cyclophosphamide
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