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Table 1 Scoring of histopathological findings of liver
specimens'?,

Score
1, lymphocytic piecemeal necrosis 0-5
2, cholestasis 0-10
3, disappearance of bile duct 0-5
4, bile duct inflammation 0-5
5. fibrosis 0-5
6. portal inflammation 0-5

KHEFT: 1ATH -7, 2D 5H UDCA 600mg/B %
FEnHELc16(l% UDCA 55, UDCAx#H5L
fh o 15k UDCA SER 58 & U, UDCAFERE
1 (UDCA SEf 5- B £ BEHIR e b U 53 T
BRI & UDCAREMiz o T TRE L .
UDCA #E# 5iflicfbo @R 2 S EAX I FT, £
@ A 3R 1% D-penicillamine 5 fl, cholchicine 1 4,
prednisolone 3 FITH - 7=,

UDCA SEE 5\, W% 3 LM A
(324 A) wich, i UDCA B5Hick\-T
32 L17H A (F58.84 A) imhic » TEBERE
Tv, BEREENR, ALP, y-GTP, GPT, IgM, AMA
EOHB LRI LL,

FoRBRBEMRE I, UDCA R ERIck T
6 B0 L8S» A (E#539.84 A) oRIFETH
SRYBERTL, SHROFESRTR & LBRFL
o, i, ZO6HF2HLEBIO 4 FIOF 6 Fliow
TUDCA#&5 17%\vL12» A (F96.74 A) #0#
BN E{Lk UDCA 531 & LBRET L &, B
BYPEE 1 Scheuer @ stage FEXTH> L L dig, T&
HENcZzoEEEY A3 7{LLCUEF T2 & TH
BEATLEEERHTRFE L, Thbb, D FL
B —2 s —AE3E), 2) BB 5 -HE, 3D BHEH
%, 4) REHK, 5) Mk, 6) LD 6 BB IO
TAa7hET, FHEKOWTHERE T
(Table 1)'2, HEEFEEBEIE mean+SD &L, &
FEWRT 3 paired t test IZ L b T 7z,

52 ik

1) UDCA Fei%5H#i(c 51 5 ERARRIEEMNTL

31 4 (12.9%) TBHHE 6 e\ L36H A (F
#19.55 ) # X b KFBRERF HELL, 514
(W% stage 1) CILZHR48H TR VYL VE
233.0mg/dl ¥ x, WK » B CHTLDDHHRE
g I A
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Fig. 1 Serial changes of serum ALP, ¥-GTP and
GPT levels during no treatment period.
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Fig. 2 Comparison of serum IgM levels and AMA
titers at diagnosis and just before UDCA treat-
ment.

In patients without UDCA treatment, the last
IgM levels and AMA titers during follow-up
periods were expressed as “before UDCA”.
AMA : antimitochondrial antibody, UDCA : ur-
sodeoxycholic acid

UDCA e 587 5 0% UDCA B 5B e s o #
E{o ALP, y-GTP, GPT fED E{t# Fig. 1 winT,
WFhiz b HFEREHIA LT, 2 1gM, AMA
B LB E T TR B leh - 72(Fig. 2). UDCA Ll
AOEZEEHEBARLLRL Ttk Th Zhbok
ERFEOETIC—FBOEM IR bk -1, ABSE



50 : 1080 i i

Stagelll
[}
1

I

atdiag. before
uDCA

Fig. 3 Comparison of histopathological stages
(Scheuer) at diagnosis and just before UDCA
treatment.

In patients without UDCA treatment, stages in
the second biopsy were expressed as “before
UDCA”". :
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Fig. 4 Serial changes of serum ALP, -GTP and
GPT levels after UDCA treatment.
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LC\ens, Blo 1 FiTik Stage 1 55 Stage IT ~,
BEiHo 14T Stage [ 2% Stage Il ~DHETH R
3, flio 3 FiD stage ITRETH -7 (Fig. 3),

2) UDCA #58nBREFEIRENEL

UDCA #5 %17 -7 a-PBC 16f3, #5hriK
BRERCHEO R RD o,

FrgEmEEoHEB T\ Tk Fig. 4 ofn<, ALP
i3 UDCA # 5 HuiT11719.1+453.9IU/! TH -1
233 A A#450.2+246 91U/ ifE T L EDEXTEE
THh-7(p<0.001), ¥76» A, 1EHBIETIFE
hn453.2+263.01U/¢, 582.8+372.31U// & iifE =t
NEREBET2EFEL2((P<0.01), y-GTP fHicou-
T % UDCA # & H #ii265.4+187.81U/!, 3 » A #

%95 (1950
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Fig. 5 Comparison of serum IgM levels and AMA
titers before and after UDCA treatment.
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Fig. 6 Comparison of histopathological stages
(Scheuer) before and after UDCA treatment.
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DHESEMEREHEL L p<0.0D), 7, IgM@ED
UDCA # 5 B #1523.7+305.0mg/d! i= L TR 54
3315.7£378.4mg/d! L ET LA DEREFERTH -
7 (p<0.05), AMA {EO BBz —EoEmiXAbH
fedr o 7 (Fig. 5). Efiseciy, UDCA R#E5HIE
EF4ERE BT LS 6 fild 36T Stage 1 A5
Stage I ~, 1 Stage Il 7% Stage | ~DHF{EM
A, D2 FAIARETH - (Fig. 6), ZEiE,
UDCA #5.8i], #5%0 3EK b » CIFERE T
L8 2 flic 3sit % stage DEA(LIL, 1 1=, &
CI-=Il—-1THbh, WThbIEREMTIL stage D
ERY, REHTIXstage DHEX R D,

3) FHAGFTR D XA 71bic & 51857

UDCA SEFEHlic BTk, BELEDR 2 7ORK
HFEABELRDOLH, O 5HER2VLWTRFREL
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Fig. 7 Serial changes of histopathological scores
of liver specimens during no treatment period
and after UDCA treatment.

In patients without UDCA treatment, scores in
the second biopsy were expressed as “B”.

D: at diagnosis, B: just before UDCA treatment,
A after UDCA treatment
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Clinicopathological significance of ursodeoxycholic acid treatment
for asymptomatic primary biliary cirrhosis:
Comparison with its natural course

Hidero OGiNg, Masashi UNOURA, Yasutsugu MiZuNo, Hiroshi KAwAl, Eiki MATSUSHITA,
Takeshi URABE, Shuichi KANEKO, Yutaka INAGAKI, Ken-ichi KOBAYASHI*,
Yasuni NAKANUMA** and Nobu HATTORI¥**

We studied the natural course of 31 patients with asymptomatic primary biliary cirrhosis (a-PBC)
and also evaluated clinicopathological effects of ursodeoxycholic acid (UDCA) treatment on 16 cases
out of them. No significant change of serum ALP, y-GTP, ALT or IgM level was observed in the period
before UDCA treatment, and four cases became symptomatic after a mean period of 19.5 months. After
600 mg/day of UDCA administration, we found a significant decrease in serum ALP, y-GTP, ALT and
IgM levels. Histopathological findings of liver specimens in each patient were graded in 6 categories:
lymphocytic piecemeal necrosis, cholestasis, disappearance of bile duct, bile duct inflammation,
fibrosis and portal inflammation. Only the score of bile duct inflammation fell in the pretreatment
period, while a significant improvement in scores of cholestasis, bile duct inflammation, fibrosis and
portal inflammation was observed after UDCA treatment. These results strongly suggest that UDCA
treatment for a-PBC is very effective in both clinical and pathological aspects.

* The First Department of Internal Medicine, School of Medicine, Kanazawa University (Kanazawa)
** The Second Department of Pathology, School of Medicine, Kanazawa University (Kanazawa)
*** Metropolitan Komagome Hospital (Tokyo)




