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Summary . Sjogren’s syndrome (Sjs) may be complicated with hepatic diseases, such
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as chronic persistent hepatitis, chronic active hepatitis and primary biliary cirrhosis. We
examined 14 cases of Sjs complicated with hepatic injury diagnosed by laboratory data.
The pathological study of liver biopsies from 13 patients revealed 4 with chronic persistent
hepatitis, 4 with chronic active hepatitis and 5 with primary biliary cirrhosis. Abnormal
salivary gland lesions were found in 11 of 12 patients with Sjs accompanied with hepatic
complications, whereas they were found in 50 of 103 patients with Sjs unaccompanied with
hepatic complications. These findings suggest that the development of hepatic complica-
tion is associated with that of abnormal salivary gland lesions.
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Sjogren FEERE (Sjs) LRI < MEWKAR o & D A2 R
HLETHRATNHOKERRETH H, LRMEAR
R EE T O RED AL HEICED S V5 R Y
= —5 Vv OREBHE Sjogren? OMEICIAE > T 5B, K
W, REZBREERD 1 0Ll IR T, Bk
Bifi) v =5 RA) mEOBRFBYEET L &, &8
DHOABERSEERT I LR ENLECABERD 12
EEZLRD IO oTe, & HIAERER NS WIR
DADLBBEELEHTALIELLEIRTE
D, BETRLEEEBR L LUEEIhTW3, &
fifi « BF » B L OBZERERWCEETHY, LK
EOFHREYELT 5.

Sisic & BT B FFREE & LTI 18 M85k FL
(CPH), 1&i:IEBM:ATF4 (CAH) R RMEARITHATFEE
(PBO) &b T\nb, LALeRLBETS Sjs
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FombzrBl, BBFIS54E 7 Hivb 63 4F 3 H oIS B
BATERAES 1 WHEE2 L BEALEERE v =
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FEEEEYRTS BEFAY AL 2RERR

(HBsAg) &M 14 BITH B, AROFEIL 42 235 78
B CEH55 ), HAEEL6, X 1341Ch -k,
2. Hk

1) FrekEtRE

riaEs 21, GOT (Wrobleski-Karmen &, IE'H
fi£ ; 6~441U/1), GPT (Wrobleski-Karmen #, IE%
i ; 4~331U/1), y-GTP (y-glutamyl-3-carboxy-4-
nitroanilide ZE¥, E#H{E ; 3~62 Ul/1), Al-P(Kind
-King ¥, IE®E ; 4.3~125KAU) X TICG 5%
M ERER, EEE ;10 %k #RE Lk,

(2) MmEFHkE

MEFHBRE L LT, RA 52+, LE#ila, 5k
f, B3 b2V ) THUE, FORESPLE R X 0% SS-
A Hifk « Hi SS-B HifF e oW L, £HBEEA D
BEE XL TIRRTE 5> b TH5H, LE Mk Magath-
Winkle Z ik O¥E I % A\ C May-Giemsa 3¢ &1z X
DEE L7, RA 7 A M3ZEM e b [gG 2 RE SR A
VAFVYITy 7 ANTOBRERGE RV, SR
i3 e - MREEREESE HEp2 Mifs, 13 b2 v F Y 7Hilk
¥ L OHHEGH&Z Wistar 27 » PO - B HiE
ke LTBEmME & KGR, FITCE#Ie » £
e 7y v (EYWEFPFRAE 2AVWCHZELLE, #l
SS-A Hifkid v b EIERH4Y, B SS-B HLER KRR
WA PRI, ANA Reference Laboratory (Im-
munology Branch, CID, Center for Disease Control,
Atlanta) X Y AF L BREMFEZFEH L CERE
Bk X hIE L.
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() BB L 0T h & ) THERERE B Ih 5,

() - EABREEE TREIRS,

BREAERRELOBHNL, EEERERE [v=—7
VR RERAERBEELEY Kb LW Ty vy — < —
CREBA 10mm UTF, 2or Xy rsE (1) Bk
DHDE LI,

1) ERIREEY

ERBEEEFIFTREDRC 7> -2 /AL,
Lipiodol ultra fluid (Laboratoire Guerbet #:%) 1.5 ml
BHEALTT o 7. EEATRI% Rubin & Holt®” 4538
TREL, DE D 5 BEIIR S LT,

stage 0 : E#1&,

stage I (punctate) | EE 1 mm LT O/NBEE2RA
O AMIC R DI BN

stage II (globular) : & 1 mm 75 2 mm ¥ TOHH
RORRRIZOE A A bR, ROGCEBXIEE TH 52,
K OBETEY I his W ERE,

stage Il (cavitary) : BRI A L, SEFTEokE
LY &EOBIBA T HERPRE,

stage IV (destructive) : AT D& H| O R H
Hbh b REE,

stage II L\ EOERRIRE EHAT R, EELBERRE
[v=—7 Vv viE] AERREZHEEEY ORRIREY
YT 5.

(5) MEWRMRAEM

ERIRAERILT 0B R X O TR OB 5 h ek
EDWTHRER L e, KA RHE 14 FILI M S5 &
L CHFSBEREE 2 b e\ Sjs 103 Blic d EME L 7. K
ARG R 1% Hematoxylin-Eosin (H-E) $: 24
COWCHIHOI®ED ¥BEFER LTER) v ROE
BERET, LUTo5BRBs LR,

(=) Bfozrbhirwbo,

() L NERE L DED Y v A ROBEY R TICE
E¥EBb0,

() NERBEEEEIC Y v BRO/NESE (5 50~100
BOMBDOEE Y) IWNEAD1I~2 »FILAbRS D
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IMEAEE 1M1 OWRCHTAE L7, 10 mCi 0%
TcO, (Dainabot ##) *#EL CTH v <1 A FT10 2
B 50 HEBE L, 2SWCIMBEERIml 25
AR THLBFORE L, BRIRY v 775 2R
TERIRA A O RIUEY A LRI BB D e R AER
BTRERROD 2 BEICX S L CRHE L1,

(D) FreE®

FrAEBR L EREE T © Vim-Silverman % B\ THi{T
L, 141 CEAIES 10) oWk RBREAE L <48
IR A% T L 7e, BRI SBIZR H-E Lufs, Azan
B ks L OCFERREERICOVTRE LA,

1) 1B HEFF 2 0 180 B 4 B IS 4 8110 i 48 W CPH,
CAH & X O/ EMRFX (CLH) R4 Lk,

CPH : PR8I IR BB A 5D b h 5 23,
NEBEIIRII R TR Y, RECRAROBEED 3L
AERDBRIEWE D,

CAH : FIPRI & FINRIS B 2 v 18 1 96 AE vk A F iR B 28
i, BREIECEGEIT S/ NEBIE it £ O M
BIEERL, MM EBAROPIES M - CNEBFER
FEATHBHLD,

CLH ! /NENIC S FF % 0 S5 & FFRE RSB 2E 5% 6
» BLAL#E#E3 %5 4 DT, Glisson # (7 #) D REME
{LIEREE CIR AR DTS & BB 1RO bhic b
D,

2) PBC : PBC i% Scheuer D458V I\, o€ D 49/
XL,

stage I (florid duct lesion) : FFA/NUARAE DB ITEE
t, EERABEOMBEEREE XY v JBlROHENRED
bh, ZHOBMEEIIKCZL VB0,

stage II (ductular proliferation) : fHEEEFHETE, FFsE
EilaoZl, BEOEFROBES X O/ HOLRMEN
PERDRD b B0, BWHBETRIW 0,

stage Il (scarring) © 7 ¥tz X Sk LT
BYBEERL, LELIENESRSHERA LS o,

stage IV (nodular cirrhosis) : B Ol & FARE
HOME LY %25 b 0 (FFELERD.
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1. BEEER

e L 4 FIOMFTNEEME L6, £ 136ITH Y,
BHOERI 42 5, THDOERIT 44 25 78 (¥ 56
) Th-otc (Table D).

MEERE, PTVRT I F—ED LR E OFFEEE
BEETERINICODOB A4, vA/ —ERNIH, &~
BRELD 3 B, EEIR, BALH, »OABRE 1FITHY,
Sis ¥ B# ST ARG 1Pl T Efnhrote, F

B N R’ & (B8R

ot B EREBEBEO A OWTIEE, 3FIiBiE R
fRs, 1PIIBHBIEG Y v =586 LT\ i, 2% D,
FriERESE % £k 5 7o Sjs % sicca alone 2310 #l, BT
BREEHAIDAFITH ez Licins (Tablel),
2. Sjs D2k
@D v ==« -V I EER
AREE DD Sjs L ZHT SR EGIDSHEL 50 % (14
BIFR 76D 12 Eiedo7c (Table 2),
(2) RS LY
A B Sjs L 2R S NIEGIOHE X 25 % (12

Table 1. Clinical features in 14 patients with Sjs and hepatic complications

Case Sex & Age L Age at onset of | Age at onset of L. . i
L. Initial symptom L Lo Complication Liver biopsy
No. | on admission initial symptom| hepatic injury
1 M 42 fever of unkown origin 42 42 o CPH
2 F45 fever of unkown origin 41 42 chronic thyroiditis | CPH
3 F 65 proteinuria 45 65 — CPH
4 F67 Raynaud’s phenomenon 64 66 RA CPH
5 F44 hepatic injury 43 43 - CAH
6 F 48 malar rash 48 48 — CAH
7 F54 fever of unkown origin 44 44 — CAH
8 F 66 hepatic injury 61 61 chronic thyroiditis | CAH
9 F44 Raynaud’s phenomenon 20 42 — PBC(SchID)
10 F47 Raynaud’s phenomenon 42 47 — PBC(SchIIl)
11 F51 hepatic injury 46 46 — PBC(SchII)
12 Fo64 hepatic injury 64 64 — PBC(Schl)
13 F78 itching 75 78 chronic thyroiditis | PBC(SchII)
14 F 57 dry eye 56 57 —_ not done

Table 2. Clinical evaluation of sicca complications in 14 patiens with Sjs and hepatic complications

Case Schirmer’s test (mm) Rose-bengal test . Salivery gland | Uptake of RI in
Sialography . . .
No. rt. 1t. rt. 1t. biopsy sialoscintigram
1 6 5 (#) (#) normal not done good
2 11 12 D) &) punctate +) poor
3 4 6 =) (- ~ punctate + poor
4 2 2 (#) (#) punctate +) not done
5 3 3 (=) =) not done +) good
6 6 9 (=) (=) normal (H) not done
7 3 3 - (= cavitary (#) poor
8 1 4 (#) (#) punctate () poor
9 10 5 (#) (H) normal (#) good
10 5 6 (=) =) normal + poor
11 3 0 (=) (=) not done +) not done
12 2 5 (+#) (+) globular +) poor
13 2 6 (+) (#) globular not done good
14 10 6 () (+) punctate (+) poor
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Fig 361 TH 71z (Table2).
(3) WEIRRRAEMR

IR 12 Pl T I hTsh, (£) 214,
(+) 841, (4)n24), (#)214ITH -7 (Table
2). D% b, WK D Sis & W S hiciEGI DB
1292% (1261F 1161 THote.

—75, PR REREE & fEdo 7o\~ Sjs D HIT, BRI AR E
Kk 103 FITH 525, ZTOWFRZE (=) 23124, ()
AALE, (4D 232861, () 21841, (#) 2B44IT
Bote, OF DEERAER DS Sis & B S RO
BB 49 % (103 B9 50 B 1o & 7e v o fo, FRESEERE
ELGHOFE LEREFESIOBEC OV, FF
EEREER AT 5 Sis 13, FhE&6 L\ SjisictiL
TEERFEEFOHENBRILE» - T (p<0.005),

@) B\l Y57 7 & v

AR Sjs B EEOREHEBCE T hic\ 03, BERK
v o7 5 aTRYRINEZRTES OHE I 64
% (A1#Ih 76D TH-7 (Table2).

3. SjsicEHFT HRE
D FriggeEsE

FRESRERESE D FEREERAT 42 225 T8 1% (P B3 8) T
Botc, FFEEERESE O HBRC O\ Tk, FrigaERsE
PRRERE T DS DB B\ EHIFER O HBL & FRE
W HFESREREE D R b huie b DAY 14 FrR 7 61 (50 %),
PEEROHE D 1 ELAR 2461 (14 %), 1ELES
FELRR 26 (14 B)TH Y, BB 2601 E B 20 EEL
Feh o7 (Tablel). )

FrEEEREEO MBEME ok, GOT 2310
B (711 %), GPT 231141 (78 %), y-GTP 237 f (50
%), Al-P 23564136 %) TH -7z, ICG 1% 13 Fli+ 9 4l
69 %) EERR LY, BEBERRUCEMN 21X
Y ArEvDOERERLS OT, HEME ICG BHERERE L&
zbhiz (Table3).

(2) FFE%AT R

FFA#IE 161 B> Sjs DT, LD 14 Fit 13 Bilic
AT & e, FFEHFT R owTid, CPH 23441 (25
%), CAH 23461 (25%), PBC» 541 (31%) TH
-7z, PBC5BlnmE#ico T, 14125 Scheuer 2348
D stage I, 364 stage II, 1614 stagell'TH - 7=
(Table D). 7e%, HEHI14 RHERET CORFEREYRAH
7oy, MEOMEEAREDDIBTTE ki T,

(3) FrAE#PT R & BRI R oX

FRAERRT R & R IRAELRET R ot e > uwTik, CPH
3 FEBIn (+) OFFRERTICEEE > T, L
2L CAH @ 4 flicownTix, 26128 (#) oFTREZEL
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Table 3. Hepatic function tests in 14 patients
with Sjs and hepatic complications

Case GOT GPT | y-GTP| AI-P 1CG
No. au/p | du/p | du/n | (KAU) (%)
1 73 50 128 7.1 12.0
2 65 91 13 4.7 71.1
3 47 39 108 13.8 13.2
4 16 11 29 174 7.9
5 44 38 17 5.6 49
6 69 73 53 7.6 29.7
7 81 86 14 11.0 16.0
8 39 34 38 3.0 21.4
9 129 69 346 32.3 13.1
10 31 24 87 10.3 5.6
11 67 50 440 35.4 12.0
12 75 157 246 11.4 | not done
13 48 31 113 21.0 6.1
14 62 58 9 8.6 5.7

et BB 2¥lxzhTh (+) & (=) OFfR%ERL
fz. B PBC o 4 BlicounTix, 3412 (+) OFfR
BRTICE EEotett, 1R OBERERTRELE
L7z, 2% b, CPH TREABFTRSED (+) 2825
BEEFRERTEAVPEEL - TeDiext L, CAH
FIOPBCIIZ () = (4) ZRThobBDdLAL
ZE LA,
4. MEEHHRE
O Btk
LE M3 E BT HI O 13 GlLfl’ B Th - .
RA 5 A Mk 14 Bk 4 61 (29 %), Fiksdiihix 14 Bl 2
B4 %), BLs b =2 v ¥V 7HAEZ 12 Fid 4 5133 %),
PUFRBPLAE 13 69 2 61 (15 %) 2B E R LI, #T
SS-A FUEIX 11 BIF 161 (9 %) BBHEERRLH,
SS-B #ifix 11 flrh£fI2et <t H - 7= (Table 4).
(2) FREIC A [BHR
RA 5 A 22Tk CAH B G2 % 5 T,
CPH @ 4 ik 2 # (40 %), PBC @ 5 il 2 61 (40 %)
PBMER L, bk ot CAH B iEgIn
Zbhd, CPH D 444 14125 %), PBCD 5471
Bl (20 %) BBHEERLI, FLs P av R TH&KER
ERERAEOBEAL PBCIRIBSh TR, ZhERS
Birh 4 61 (80 %), 5B 261 (40 %) THotc., —H,
Pi SS-A Hifk & Hi SS-B Hifkic 2T, PBC © 1 4I(8
%) B4 SS-A FifkBB R R Lcicd &7\ (Table 4).
5. fER
DEIRENREAZTRT.
@ fFEFI
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Table 4. Serological tests in 14 patients with Sjs and hepatic complications
Clj‘ze LE cell RA ANF AMA ASMA SS-A SS-B
1 (G + (D) not done not done not done not done
2 - (- (CD) (CD) (D) = =)
3 - (D) =) (CD) (D) (D) (CD)
4 [€D) (#) 10 x diffuse (=) (=) (=) (=)
5 (=) (G) =) not done =) dot done not done
6 D) (- - (= (- =) -
7 (- (D) =) (- = (G (=
8 (- (D) - (CD) - - - i
9 - = =) + (- = =) i
10 not done ) 320 x speckled +) (- (CD) - ‘
11 (=) (CD) (CD) + +) not done not done
12 (D) + - (= + +) (=
13 (- (= =) + - - =)
14 (- D) (G (= (D) (GD) (D)
Table 5. Laboratory data on admission of case No. 2

Urinalysis a;-gl 2.0%
protin ) a,-gl 79%
sugar ) £-gl 6.1%

ESR 10 mm/1h y-gl 149 %

Hematolgy T. Chol 234 mg/dl
RBC 449x10* /mm Serology
Hgb 13 g/dl 1gG 1324 mg/dl
Hct 42 % IgA 122 mg/dl
WBC 4700 /mm IgM 167 mg/dl

stab 4% TPHA (=
seg 57% HBsAg =
eos 3% CRP (G
baso 0% Microsome test =25600 x
lymph 25% Thyroid test 100 x
mono 11% RA ()
Plts 22%10 /mm LE cell =)

Blood chemistry C3 86 mg/dl i
T. Bil 0.8 mg/dl C4 17 mg/dl ‘
D. Bil 0.3 mg/dl CH50 39 U/ml
TTT 6 MU ANF (—=)

ZTT 11 MU anti-DNA Ab 16 (—)
Al-P 4.7KAU anti-ENA Ab (C)
Amy 191U/1 anti-mitochondrial Ab (=)
GOT 651U/1 anti-smooth muscle Ab =)
GPT 911U/1 anti-SS-A Ab (=
LDH 31210/1 anti-SS-B Ab (=
ChE 0.72 APH Schirmer’s test rt. 11 mm
LAP 62U/1 1t. 12 mm
y-GTP 131U/1 Rose-bengal test rt. (G
TP 7.2g/dl It. CD)
Alb 69.1% 1CG 1%
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ERIES 2 458, Tk

57 RS,

KR, BZERCET, B, HEIRRF.

BEAERE | 15 5%, FORIRBSEETTAERE. 20 7%, FLERAK.

BRE A0REL LEREYROVBEL T, 41
B, BIEORE & MBS T A d R e Z2 L,
BHEFRIRA & 28 S hiey’, i DNA HABEIED
bhicZ & o bfio B CRERED &6 % Fhh TR
58 4F 7 A MBHC ABE L7, BHRIR R X OFRIRERTT R
DHEBEFREXAEEGOIT 5 Sjs L2 S h, By
BIASRICERE L T, BRI FEEN D F S v AT 5
—EDEANERETS Lo, FEERE KLY
Ef9E LCHEF634E 3 Bic AR L7z,

AR S AR R | && 1535 cm, 4E 45.5 kg, EiE
FLLEMIAD L, B v S S iz
W, A, FELHICE 4X25 cm OFRIEAME I h
5., M B EEIRERD bhisy,

ABERRA R © BIR, MR I ORHEORECEY
BT R Mt ORAERZRD bhT, FRIBEEREDER
HHCD - o, MRECFEHRE TR, GOT & GPT 3%
nFEh 65 911U/1 & EHL, ICG (15 4HE) 1171 %D
BB R Ui, I~ A 7 = ¥V — 2328 25,
600 fBic ER L Cwehd, ThlftobovThibg
HHDCEEFBECH -7, v+ —~—Hr v —X
v A ARBRITEH Th -7 (Tableb).

EREEEY | AT R punctate IS Lc,

EERBRAERTT R | T 0B /NI A BT R VLR R B
CBREO ) v AREEIRDOR, HBHSE (+) i
WLk,

BRIR v F 27 5 A MY RETER, _

FrE®RTTR - FNERE R R, PIRECBEED Y
v ARBENRD bhic, BEIBREOBERER T,
I RS K DB, ERBRFROMER
BHELDSRED D hinh o e, FRESCIDBOMIRE
b HONBD, BYETH -, REIOFEBR R
CPH ie#4¢ % L ¥ s hie (Fig. .

FRRERTR 0 ) v BROBEIRD bh, 8k
ERBEDOBIC—FKT 230 LK I N,

ABBEE  BEEL N FVAT IS —¥OBRELRR
NEFFRL TV 5,

(2) =B 2

ERIES O 4475, Zi.

R RS,

FRE | &, AR CRE.

BEAERE © 26 5%, W L HIBH.

Fig. 1. Liver biopsy specimen from case No. 2,
showing mild infiltration of lymphocytes
in Glisson’s sheath. (H-E stain, x100)

BUREE | 20 A B V1 7 — RSB, 35 @b K
EELE LRV WFER DY — & — CRER I - T
W5, 42 BoBRIEET Al-P OEERY B IR, K
BL T, Db Al-PEESFEKELCEY, PBC &
AT M4 B REALAE (PSS) D& B % St T4 BHTIB A

CShis,

ABER B AFT R - B 152.5 cm, K 49.5 kg, T
V——URBEEL, BWHICTT -8B DLID
2, BEE s, HEmETCERLELE?RD
bhd, FEECELPLEMIIBD b, BHFY v
AR a I sy, B EEICRERT D bhvise,

ABERARABE  RRIC R e\, ERILE SRS
TH oo, ML 1 REEE 85 mm DIRE LR LT, RiF
MR CIREEOEI & BE O M/ NMUED 23D b
fo, MR AEALZERE 1T, Al-P A% 323 KAU, y-GTP 21 346
1U/1, GOT #31291U/1, GPT 2 691U/1TH b, ¢
RAFEED EAZR L, MB¥HHREE, 1gG 22,
546 mg/dl, IgM %% 300 mg/dl O EEL /R L, BEHE
BHL S b2 v R Y THER 320 0Bl E R LS, B
SEEBHAARZ I UD LT Ao BEFIV-Thb ik
Thot, ¥+ —<—REIAE10mm, £5mm, =—
AV HFNVRBIER LS (4) TH o7 (Table6).

ERREEY | EEE.

R AR R E TR0 ERFT R EARCEE
DY VARBENRD b, FWHAE () WXL,

BRI V7 7 B ARLRBIF.

FFEBRITR | 78Stk L, PIIREEE RS
I OFIRAFLDEIRIC OB OREE R A D, Las
L, FNEESIERREh T W, SR e L
TINEFRERNRIML TR Y, MEEOHEND - 7,
IBRET AR, FEBEEERESRD bR,
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Table 6. Laboratory data on admission of case No. 9

Urinalysis
protin =
sugar CD)
ESR 85 mm/1lh
Hematology
RBC 339%x10* /mm?
Hgb ) 11 g/dl
Hct 34 %
WBC 3500 /mm?®
stab 5%
seg 58 %
eos 1%
baso 0%
lymph 35%
mono 1%
Plts 12 x10* /mm?®
Blood chemistry
T. Bil 0.4 mg/dl
D. Bil 0.3 mg/dl
TTT 14 MU
ZTT 20 MU
Al-P 32.3KAU
Amy 351 U/1
GOT 1291U0/1
GPT 691U/1
LDH 372101
ChE 0.67 APH
LAP 314U/1
y-GTP 346 1U/1
TP 7.6 g/dl
Alb 49.7%

a;-gl 32%
a;-gl 82 %
B-gl 78%
y-gl 31.1%
T. Chol 181 mg/dl
Serology
1gG 2546 mg/dl
IgA 290 mg/dl
IgM 300 mg/dl
TPHA =
HBsAg (G
HBsAb =
CRP (=)
Microsome test 100 x
Thyroid test 100 x
RA =
LE cell (=)
C3 111 mg/dl
C4 9.9 mg/dl
CH50 43U/ml
anti-unclear Ab (=
anti-ENA Ab G
anti-mitochondrial Ab >320 x
anti-smooth muscle Ab (=)
anti-SS-A Ab =)
anti-SS-B Ab =
Schirmer’s test rt. 10 mm
1t. 5 mm
Rose-bengal test rt. (+)
1t. (+)
ICG 12%

RAERBEORESEEL Vv REBEKR I IO
Langhans B EMifas\ 8 L7z, Lo L, WEMBRORHE
CZLhote, =7, V)V SBREFFREROEEAL LB
EFHT, HFBERRELEFAROBEELIRD bhi, FFE
B IR BURESE & Kupffer MBOBI B H bR, ¥
Frfa D A/NRE) & FFRERER OECFNCEL 23580 b,
FrREfRRIC A v A v REEEER 2R bht, RKE
D FFAERPT R 1% Scheuer 7338 stage I1 ® PBC i /43
5 ¥ & hie (Fig. 2).

EHEALENRSR © Cs, Ls, Fo, RCsign ()
DRBEIRBLRD b,

B AEMPT R | PSS I BB 7R BT R AR b ie s -
7.

ABEHIER | AR ARSI S X OERRIR AR
FiR» 5 Sjs, EMBEEARERT R I L OFFERFTR
DOREEBIRE LS PBC L2l & h 5, B 3EHE

Fig. 2. Liver biopsy specimen from case No. 9,
showing deficiency of interlobular bile
duct, proliferation of bile ductule and
non-suppurative destructive cholangitis in
the residued bile ducts. (H-E stain, X100)
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