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THE RELATION BETWEEN TRANSIENT LIVER DAMAGE AND
CLINICAL CHARACTERISTICS IN PATIENTS
WITH ULCERATIVE COLITIS
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We studied the relation between transient liver damage and clinical characteristics in 41
hospitalized patients with ulcerative colitis. Transient liver damage was found in 19 (46.3%)
of 41 patients after hospitalization. Stepwise regression logistic analysis revealed that intra-
venous hyperalimentation and age were independent risk factors for transient liver damage.
Furthermore, the risk of transient liver damage tended to be greater with iron therapy and a
higher ulcerative colitis activity index. However, transient liver damage was not related to
fatty liver or treatment with salazosulfapyridines or steroids. Result of regression analysis
suggest that a derangement of mucosal integrity and increased mucosal permeability of the
colon, probably caused by intravenous hyperalimentation or severe colitis or both, lead to
bacterial translocation into the splanchnic circulation. Iron therapy may contribute to tran-
sient liver damage in patients with ulcerative colitis.

(Tokyo Jikeikai Medical Journal 2003 ; 118: 133-43)
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POFFHEREEDTED SN T 5, BIEMEIGE
BICHEEZ ST 2851, BeRigH L TR
TIHER L SN T 5090, L1213 UC OiaiE
i, 2-3 2 BN EEET 2 —@tkEo s 7 2 A7
S —X¥DLRERTEMNE V>0 TRET
%, UC TS IFEEEOFRR & LT, (KR ELEIE
FERVECEE UTFRAT7a4F) o5k y
i X B JE B Y, salazosulfapyridine (AT
SASP) RS IHIE 2 £ OEEYIHERTREED® 23
HEEINTWEN, bbNWHELETRERT %
fFEE, % 0% < BdulLEIRSEEE (intravenous
hyperalimentation ; DIF IVH) 2B L 724,
o —@EcHE TSI, AT NP
SASP OS5 2k L T\ T b IFEENWET
LIEBINZ N L 5, UC OEEFIZAS
3 —HERFEEORK & LT, fhoERN» EE
LTWwab ZEMHEHIENS, 22 TE5REbbLN
%, ABEHREZEST 5 UC BF B 5 —@ T
[ D FE I BA S 3 % KT 12 D \» C retrospec-
tive IZf#ENT 21T - 72,

II. & & K&

1995 4E 1 H 5 2001 4E 12 H £ T 7 /g,
R EESERKZE =i st - FRIRAERC
ABEL TR E21T-> 72 UCHER D 5 5, PSC &6t
B, fbBEDs & OURRBEE B & QMRS O#E TS &
QA1 PR GREE Lz, 2hs 41 flo ARk o+
SR, T 29 B, TS B, MENE 2 B, AREEIEA
16, 7, BlEEENOARE 1H#1T, £4]UC
WD TEREE L, I HRIC TARBE & 5 o 7z,
SHERIEFI O NFRIE, M 21 #, Zobk 20 4, S
34 (15-7T7TH%) Th Y, ABERFOFHEEEIX
SHIEHE Thotz, £z, FHLERBERORE %
WERICTER S Bz <, ABREOFFR Y 1 v
A~ —7% — (HBs #iJf, HCV $Hifk) i3 &kt
botz. iz, UC OIFEIEGOHE & LT, SEME
fERZ5E % 1 FNCERD Tz DA TH - 7z,

ARz 5 > A7 - —+¥ (AST, ALT), JH
EREHE (ALP, y-GTP) oW hhrn3 Eu(g %
8z 5T B 2 3E 0 72 5 B 1Z 41 41 b 23 4
(56.0%) ThHol:. THH5DIHBFNT VAT S
F—¥, BEREER DM ST EHE(E % 8 2 7o fiE B
166, v T VAT S F—YDAFEEEE R Z 12

1%

TEFNE 7, NHERRER D HFLAEE % 88 2 7ER]
IR s oz,

FEFNC X 0 ABEF OBRIM O, SEE L &
HERHLZ Lo, HEEOHRMIZLYUTO
TEL 2B LT:, Ao ALT Ok fE
HIEHEME FRR (35TU/L) @ 2 i =8 2 7= % A Bf
(s EEDH 28 L, Abifho ALT
ENIEFEHFAD 5 i Z O AESEHEE FRO
2T CHERE L7 % B (BHS RSO
WEE) L7,

1. A, BEREOLER

A, BEHicBWT, O HHl, @ ABtkReEh,
@ WEOI T & 28 (£KRBRE/ MK
BRR), @ FEMKRXWIFR/HR), ® Abido
IVH fif7 068, IVH ETHlics ) 2857 0
V—, IVH O #1/, ® AkH o5
aminosalicylic acid (LI 5-ASA), SASP 5.0
B, © ARRFORAT7o04 FREOEHE, 5
=, ABERF O NS TH B (B / rh &%/ B
), @ A Bl o ulcerative colitis activity
index (LI'F UCAD, @ AR o###50H
i, G E, O ARFTOIERBRSOERE, %
S, @ FERMAEO 12 HE >w CHisRE L
7z, % B, HetENREE X, Fischer’s exact proba-
bility test, Unpaired ¢ test 8 & Of 2 test 2 H
W, EFFIEEER p<0.05 & L,

JRZZDIL D IZ X 2 IRELEB X OB
FEOHE X, BEEAREEBEGEEEE
P AM R R O R 12 o Tz, BB, NRE
B, EBR R, HAKEG R ELIIFED S vk iro
7z. UCAI I, Table 1 IZ/R$ & 5 1)1 52 38
BLizbDE2—HRELTTHEALE. kB, g
MHIFZ v i-fl, HmEREREREE, SRHAE
AT o TNk n o 7z,

2. ABIBITD ALT [EDHERE

bbb LHEER U 1 FFREE L, IVH {7 %
S AN S, ABRICBIT 2 ABEH O
ALT {EO#E% & IVH JifTh o ALT fEOH#HERZ I
DWTHRET L 7z,

3. Ef$iRE

ABEHNZ BE R PR & 72 13 BEER CT % MafT
L7z 21 Bl zsdde & UC, REWGHT, IBA7% & O
OEHE%E A, B B CHEBMRET L 72,
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Table 1. Ulcerative colitis activity index.
SCORE MAX.
Clinical frequency of 0~2/day=0  3~4/day=1 5~/day=2 | (O+0+0)x3 | 18
symptoms  diarrhea (for 3 days)
occult blood (—)=0  occult blood (+~-+-+)=1
melena macroscopic blood=2 remarkable blood=3 [1x10 30
abdominal pain none=>0 slight=1 moderate=2 severe=3 [1X5 15
well=0 slightly disturbed=1
general status moderately disturbed=2 severe disturbed =3 [1x10 30
. less than 19 (in 1 week)=0
body weight loss more than 19 (in 1 week)=1 [1x10 10
below 37.5°C=0 37.5~38.0°C=1
fever 38.0~38.5°C=2 over 38.5°C=3 Lix10 30
Laboratory ~0.3 mg/dl=0 0.4~3.0 mg/dl=1
data CRP 3.1~10.0 mg/d1=2 10.1 mg/di~=3 [1x10 30
total protein =6.5g/dl=0 <6.5g/dl=1 [Ix10 10
albumin/globulin =1.04=0 <1.04=1 [IX10 10
K =36mEq/L=0 <3.6mEq/L=1 [1x10 10
Complications joint manifestation (—)=0 (+)=1 x5 5
skin manifestation (—)=0 (+)=1 X5 5
others (—)=0 (+)=1 [IX5 5
Index 100 X SCORE/MAX.
4. OPRT 1w BB LIWELTO e, L LEkic X BFESE
FREEANDEZBOMIL U Ic g 2 o g $ bEISNTBY, SFERS L HEEOREE D

L0z, aY A7 4y 7 RSN ETo /. B
BAZE e LT, R (ZE=1/B1=2), AR
RECEHD GEGEERD, WADILA DI & WA (&
RIREG R B =1/ RBRE =2), FEERR (W15 =
1/H%=2), ABd o IVH EifToEHE fE=1/
H=2), ABEHd 5-ASA, SASP #50H# (5-
ASA=1/SASP=2/7%L=3), ABEFDORAT oA
FEGOER (®=1/F=2), ARt
IR (BE=1/EE=2/EE=23), AKRoO
UCAI GHEfe# 550, Abtho#kF#e G 0F K (K=
1/6=2), AlthofidFE5o6H {E=1/F=
2), BRI EREH) Thb. vV AT 14w
7T INVORBEICIE, BFHEROIY At 5L
Zp<015 L, AT v 74 kAW, 1272
U rE B p<0.05 & L.

5. sk CHFEE & Dk

W UC HERNC B W TE, TR HERCR
B X 2R ZEEMOEHENE <, FFHhC X

WTHERT L72. Yano &' 13, C B4 0 Mgk
ELT, RO LEDI- S, MF7 ) F >
fiE% 20 ng/ml NP ICHERF S 2 Z L 2L T8
D, TOWEEL LI, ME7 =) F fH, #H
BEOEM L FEEE & OBEMIC O W THE L
7z,

I A% &

ABRIRE 21T 72 UC 41 Bl ABEREE D FFHHE
1%, AST 14+51U/L, ALT 13+91U/L, ALP (%
#E{E 75-300 IU/L) 21357 IU/L, -GTP 18+11
IU/L L 2fIIEETHh Y, ABERRICH S » i fFE
EEEH LI AFEX 196 (46.3%), BHS 2 ihF
BEED G roT BEIZ 226 (53.7%) T
bote., ABRIZBWT, FFEED A S LRI
Y 32+£20 HTh -7z, %7z, AbtH o AST ©
BARMEDOEE R, ARE112+821U/L, B # 22+
131IU/L, ALT OmAEOFfEZ, AR 183+
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761U/L, B #£28+191U/L, ALP OfKiEDF
BEE, ABE354+1341U/L, B #£232+851U/L,
y-GTP ORAEDFEEIX, A#E81+56 IU/L,
B#19+121U/L ThH -7z,

1. A, BE#EDISE

A, BEHZBWT, O MWHl, @ ABiREm,
@ REDIEN Y IC & KR, @ RIEKN, ®
Abeho IVH fifToE#E, IVH T BT 2
B57wv)—, IVHOM, ® ABEH D 5-
ASA, SASP#50HEMR, © AbthoRAT 04
FEEOERE, 55, ©® ARKRONHESNIED
&, @ ABghio UCAL, @ ABgtho#k#l#5 o
Bk, W5 E, O ARFoiERRGOHEE,
TG, @ BEHMOSEEIC DWW THBRMK
U 72l % Table 2 IR,

BB ORE, ARETIE BRECHN, IVH
HATBINERICE ol L, B5H0) —,
IR 13 2 2+ ABE36.6+8.1 kcal/kg/day,

1%

29+16 H, B#£33.1+11.4 kcal/kg/day, 21+12
Hef52u)—, e bicliFfHcEEZE%
otz 7z, IVH fifTH I FERGALAI 2 H
b TSI T HIE, AFE16HIH 4l
(50.0%), BEETHIF 441 (57.1%) THY, IVH
MATEIC BT 20, 73 /B, FRIHc k2859
oY) —DEER, TNENAERESLLY, 135%,
5.49%, BHEE£79.9%, 13.3%, 6.8% & Mi#EEIcEE
EEROEMoT, 58, IVH BTHITRI, 26l
WA E S & VEIFIE X OfliE TR 8 S 2
BlEEEhTw.,

F7z, ARETIE BB iR L CRRAIBE S BI0E
BeEnrot, 2OEREHEFTNTHIRNERS
ThV, FIHREGEEEIT ARE520+E570 mg/
body, B £ 132+271 mg/body TH Y, AFDH
WERIZZ o1z,

S 612, ABEIE BEEE s L T ARER D UCAIL
WKOWTHARICEMEERL, FRiEEnEms?

Table 2. Comparison in patients with ulcerative colitis with (group A) and without (group B) transient
liver damage.
Group A (n=19) Group B (n=22)
@ Sex 8/11 13/9
(male/female)
® Age (years old) 38+19 30+12
(distribution) (16~77) (15~61)
® Type of the disease 12/7 19/3
(total colitis/left-sided colitis)
@ Onset of the disease 9/10 10/12
(first/reccurrence)
® IVH (+/-) 16/3 7/15
Total calorie (kcal/kg/day) 36.6+8.1 33.1+114
Duration (days) 29+16 2112

® Administration of 5-ASA or SASP

5-ASA 12/SASP 6
none 1

5-ASA 7/SASP 13
none 2

@ Steroid (+/—)

16 (i.v.15/p.0.1)/3

18 (i.v. 7/p.o.11)/4

Dose (mg/kg/day) 0.73+0.50 0.55+0.39
Endoscopic evaluation of disease activity 4/7/8 8/10/4
(mild/moderate/severe)
©® UCAI 58.5+17.6 46.3+19.9
Iron therapy (+/—) 15/4 6/16
Total dose (mg/body) 520570 132+271
@ Antibiotics (+/—) 11/8 7/15
Duration (days) 168 15+13
@ Duration of the disease (months) 18+22 15+20




SRR B 5 — @Mk E 137

Hd oz, FENE, T XCRBER I b [F&E D 5-ASA, SASP
2. ABIZBITE ALT [ED#S PRk G- ST \wiz,

Fig. 11z A B2 (1941 O ABEFo ALT {# Fig. 2 1 ABE19 Bl 5 & IVH K6 (16 £1)
DR R 08, ABERE, ABEHFORKAME, BB OABEHTO ALT EOHER 27343, ARk, IVH
BEOALT O E X 2 £ 14+91U0/L, FomKAE, IVH KT, BERoO ALT O
18376 IU/L, 28+141U/L TH -7z, AFD > iz hzh 12+71U0/L, 193+78 IU/L, 75+53
H ABEHIZ 5-ASA, SASP o#5 0kt s iz TU/L, 27+191U/L Th- /-,

ALT (IULL)

400

300

200

100

ALT max discharge
during therapy

admission

Fig.1. Maximal increase in ALT in UC patients with transient liver damage.
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Fig. 2. Time course of ALT in UC patients with transient liver damage treated by IVH.
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PSC %585 i A 2RO T Flid e o 7z,

4. OPART 4w AR
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5 (p=0.063) B X F UCAI & (»=0.090) & HiT
HEEORECHEELZBLEIEAN Do

ALT (IU/L)
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GO K, $RA G4 T K, BEiki o ALT o
EEIRF N Fh 13+£710/L, 183176 1U/L,
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ABERs, MEks & OME 7 =V F AEDHIE
ENTW 276 (AFE11 1, BEEI6H) iIcB1T
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Table 3. Factors given by stepwise regression
logistic analysis.

Odds Ratio 95% Conf. Interval  p>|Z|
IVH 57.161 1.298 2,517.669 0.036
Age 1.172 1.013 1.354 0.032
Fe 9.616 0.885  104.474 0.063
UCAI 1.056 0.992 1.124 0.090
5-ASA 6.302 0.648 61.288 0.113

400

300

200

100

ALT max
during iron
therapy

admission

Fig. 3.

end of iron
therapy

discharge

Time course of ALT in UC patients with transient liver damage treated by iron therapy.
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Fig. 4. Factors affecting transient liver damage in relation to the serum ferritin level and iron therapy.
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Tw3, 7z, UC BE» o LIS 2 v,
in vitro TOZEEME % TR L -GS TH, HEK
FHNCAMEREFRORD & N EFITIX, /N
FOEE L L THW 2 *C mannitol D A% 5 7,
KT DI & LT H w7z ovalbumin 03 @4
BEBICTEL TWE I ERRENTWS, IR
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PR THBEIN, 74V Y —ACERBL, #h%
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VY — WEES) D, k7, HHEKE, 7V -5
HNDEEREHET B LB oNTHED®, H
PR R EGT 2120 Tn <, HEIFEEBRIEDS]
EeEy, MNRER2GET 2NN
Tw 5 (BILGEH) . BRICBWTH, ~EZ
o~ b=y 2AEIFCY, HKFIKERMIC X D IBLE
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