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Az Egd FrgERERE ot FFstAfikel RR
Bl FIAEE 4Hd = #ikd wbsk 2ol K ARR
BEo) %ial EEMIMES MRsSHA Fetn 9w BRelH. =
24 EERY FFAEREEY s A Xstn
Bikol B RME THRET Bl

W 143009 AMRI 156C] BHE virus S
B KGR BESEHR o EmiTeEskd KT
e festel virus s Bl o AHHES BR
3w} obel ot 2 RS Aol oldl HEE vl

[. HReHR W BEHE

ol A BIRT ZMERTS 14300 Mg A BRI
&, WERFE D EhAmGe BR% FESA %L
IEE S HBSHE ERE BRI % R, 195
felh B BEE % BAR AT FE She
B o0} KAV S et BAAR fIE el 9 5t
gow, #@FTRLE cholangiolitis & &HFe s
cholangiolitic el & stgi vt

VEDLE B9 BEAE 1761, FRIRKE) 761, Rk
FEE 56, It 2061 vl A FRERMREGC EEE
virus FFEFFE-S 71A 15618 BRLel S shsion,
R Z&M: 2 BRSO Bete Eil = B £RS
st FFA% BiEE BET BR pseudolobule

<Table 1>

& BRI THE HIFREERE & Sh
B3 e BIER, BREME, cholangiolitic &,
WERY, HFFAMEERESS) & virus RS BOREE
o) APeEel Mol EERMY, WMARN, FFSthRHER
i B KRS
E AR A ks vkt F—she
0. ®\EEK

A R

spprso] BEHE SBALAC SR Bl 2A
2o HEA = BRTRE BiRtte fIE BIEKAT
soleba shgleh. B BRE AMA LA BIEY T
gaw fs s7pielglen, * 1 #Rdt vkt el K
sgsro] A~6E AR PRI, 14g dAAMA Bl
23k AL Ak

M 20 $Ret whebe) AMFL 143604 2f6ls TR
#) o = massive necrosis & °] 27]¢] S-Sk, 9fl=
FRE] A 2573 H5F3HR ol 20, 326 spotty
necrotic Ml ¥, e 4361 B4t St o el
BICRGES B Lit o, kA RCl EEstE w89
#irh cholangiolitic  (CH.H. #le] 2t 3) 1061& st
31 790l A 2761, BI 34.1%7+ 3EAEAA ARk
s g oo, CHH #e fFAL=F"s &3 HIA

Clinical, laboratory and needle biopsy findings in 87 cases

observed over 3 months after the onset of illness

Months of Final Observation I;I;S%)ilggécals 2&%2%:
Clinical and Laboratory Findings, | No. - Sy op d
3 Months after the Onset of Positive 4th 5-6th 7-12th | Hepatic | Arreste . .
Illness. Cases Months | Months | Months | Cell Cholan- | Fibrosis
(No. (No. (No. Damage | giolitis
Cases) Cases) Cases)] (%) (%) (%)
Clinical Findings 2 1 ‘ 1 100 0 0
Anorexia
Indigestion 20 17 3 75 35 45
Fatigability 26 22 1 81 46 46
Pruritus 14 13 1 72 50 21
Hepatomegaly 24 17 1 63 42 41
Splenomegaly 4 2 75 25 50
Laboratory Findings _
Icterus Index 11 7 3 1 82 63 27
(10 Units)
C.CF.
e 7 15 2 7 30 36
i ! 6
T.T.T. 0 4 - 5 7
(>5 Units) o 2 53 2 1
Urine
Bilirubin 6 3 2 1 100 66 50
=+
Urine
Urobilinogen 12 6 4 2 83 41 17
=0
ES.R. ' 11 3 1 80 53 26
(510 mm/ br) | B
162 — 50~
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4 19fF 1149, Bl 57.9%7t 3EA&AA ABHR
k BrEs et

Flo #Rd viele] EBERY WAR ez 3
Agel &8 & 4 A=A -2 HEEHQCFD, 25488
(266D, BoEmERC4AD, Friek(246)), C.C.F. e
Qa7e), T.T.T. w244, E.S.R.{RH#EUSHD) g =t

MRS WiRHY) 25%2t Z2HEBES T §
9 19%= EHESEY HAY e = st BETS
x4 deh

SEA #A = 5] B9t REEERCI VY, ®HE, R
bilirubin, E.S.R. {Ei#t-2 cholangiolitic involvement
7} O B A BRI Bt

Hepatomegaly 7} S1& ol A& SR E BT
WA Ee) 63%, arrested cholangiolitis >t  42%,
fibrosis 41%¢] $ECl 92, splenomegaly 7} 4 -E=41
o} A+ FFiifiEgE 75%, fibrosis 7} 50%v =3}

C.C.F. {iifte FHifufE67%)°l EWT HH E3)
¥ 4 999, T.T.T. LA FHikBHEG3% LT
fibrosis(71%)7t FWs9 =}

B29t F201 et vhelte] 3fEA HAA = MBHTR

<Table 2> Prolonged histological findings
(Total 38 Cases)

Histological Findings PoI:i(t)fve %
Cases
FiDroSiS .veeererivrenceeesessenienennennerinenon. 31 83.7
Cirrhotic Fibrosis.......ccoovvriverernennnns 6 16.2
Moderate Fibrosis......covvevirennninniiaens 13 35.1
Minimal Fibrosis......cocveereeeennnennee. 12 324
Bile StasiS.eeerrirririireienceriireneiieereiiniins 5 13.5
Eosinophilic Degeneration.................. 11 29.7
Eosinophilic Body.....cooeericiriirmeniniiiien 3 8.1
Ballooning Degeneration.......coceeeiienne. 3 8.1
Fatty Metamorphosis.......cccvveeverenenenien. 3 8.1
Lipochrome pigment......cccoovvrruirnnnnns 12 32.4
Multinuclear Giant Cells....ccoooeeevnnnnnnne 2 5.4
Multinuclear Small Cells......ccoverrinnnnnn 25 67.5
Kupffer Cell Reaction.......ccceeeviinnnnnnne 11 29.7
MItOSIS. cvevrnernrnssascescisrenererninensersnsness 1 3.7
Necrosis:
Single Cell Necrosis......eevvvsnnriecensens 3 8.1
Focal NeCrosis.....ccoeuveuseveamnnesereens 7 19.0
Central NeCIOSiS.ccueesseereiiseernneerannins 2 54
Proliferation of Bile Ducts.......occeveeenes 23 62.2 =
Periportal Mononuclear Cell

INfIlLration .eveeererrreninseornencensasessnnes 31 83.7

k BEEA god BER fle38 fleldt. AAF
et P MEKEES 2 fibrosis 314, periportal <)
Mgl 314, Kupffer cell g 1141 U4
o] #:35] fibrosis & 6{1¢) cirrhotic gt ¥#{kE & 53
A}, (cirrhotic 3t 76k 1615 ZMEHICl ZETSHR ).

Cholangiolitic damage &} ICw H¥s =R
2 bile duct proliferation ] 23fel A F#ESI AT &
Bel wtkol v s RIEATRA alA KFo R
59 o}, o] Wil © eosinophilic body & 3l A
F2Rst9 o9, lipofuscin pigment hEFE 124115
Q. FiABfio 2 mitosis= 14, multinuclear
cell & giant cell 2fel “Ri@stdl, small cell & 256
v et

B. BB X gnRp

WEEA R L kY, C.C.F, T.T.T., BS.P. k7,
B bilirubin = JR urobilinogen tf, 261 o] itk
T A WE Roz wiel el ERMoE %R
g A EAR RS EEE BEstd oo, Frsel
seamEge HA Eitgou, —R RIS LEE B
ol B B A B BEst e

3o R vl o] 3EAHMAA BE 876+
B 500(5.7%), BiR] 5HI(5.7%) 2 #a 11.4%°1 3+

VB REHN-S T 54501 ¢ o, HE HR
BeskA o] #HERIE biliary cirrhosis 7} # o) JErzdt
157H 9] #5168 Bobstns TH28. 4803
I ow FRe BRI Sk BimA X3 s
Bastoe ¥ 21580 ek 106k FEERT 10
Wl oz BRAAC 4, C.CF.7F FHstAl &
AR 3@, T.T.T.7 FystAl EdAel 741,
B.S.P. FriEst mAkE A o) 74, & bilirubin FHBI
5, urobilinogen THMECl 5@z, FE TR
s RAe BSP, T.T.T. = & bilirubin H3]
At

RIS MRS % 5 ARE fie sfiged,
RSB vt A, EEEBE Ao 4fiel s+t

R BRI B AEGS RTRAL THeIR
H AR R b el 2465H9 2=, minimal healing
4@, N.SR.H.281) % pericholangiolitic fibrosis
QA#D%eT et

HE =t B mRRR-e 1000k SMEER
PART AR R S H—stg oo, Bk 158} F el A 761
6§ 3+ 7847} cholangiolitic damage 7t {EBME =
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<Table 3> Details of the cases that had a relapse or recurrence out of tolal 87 cases
Type D Laboratory Findings : :
No. [Name | of ate of Dura- | py. o Tegted CCIIT RS T Histological Final Outcome
Onset Onset tion L1 F |T. I P ‘Bll. Uro. Diagnosis
*Ini. Jun. 2.'56 52 Jun. 14.'56! 54| 2+ 5/ 25 1+{ 1-+| Minimal Active
1] KIM |*Lat. | Jul. 24. 39| Jul. 24. 5/ 14| 3| 0| — | — | Minimal Healing | Healing
*Rec. | Sep. 1. 15 Sep. 1. 9 1+| 5/ 10{ — | 24| Minimal Healing
Ini. | Jun. 16.'56 36| Jun. 25756 57| 34| 20 35| 34| — | Severe Active
NSRH. with Arrested
2 [KANG| Lat. | Jul. 22. 48} Jul. 23. 414+ 5 0o —|— P Cholangiolitis
Bl}l?eH Ducthpro. with C.S
NSRH. wit e
Rec. | Sep. 8. 14| Sep. 8. 414+ 71 0 14| — Bile Duct pro.
Ini. Oct. 20,56 56| Nov. 26.’56| 20| 1+ 8 20| — | 14| Minimal Active
3 |[RHEE | Lat. | Dec. 16. 24| Dec. 16. 8 1+ 5 0 — | — | NSRH. Healing
Rec. | Jan. 10.'57 10 Jan. 10.’57] 8/ 1+| 7| o0 — | 34| NSRH.
Ini. | Mar. 6.'57 58| Apr. 11,57} 101 3+| 7| 40| 34| 14| Severe Active
4 |RHEE| Lat. | May. 3. 18| May. 4. 31+ 6 0 — | 1+| Minimal Healing éﬁﬁ:;egdiolitis
Rec. | May. 2. | 30| May’ 22. 23+ 6 30 — | 14| Moderate Bile
Ini. | Mar. 12.757 47| Mar. 25,57 82| 24{ 8 40| 14| 1+ Aﬁrclssted
Cholangiolitis+
5| SIN. | Lat. | Apr. 28. 23 Apr. 29. 6 — 5 10 — | — ' | Cirrhosis with
*Rel. | May.21. | >25 May.21. | 33 — | 6 40 14 14| NSRF+Cirrhosis | CS.
Ini. | Apr. 2.'57|  44) Apr. 23.57] 25{ 34| 9 45 34| —
Pericholangiolitic | Biliary Cirrhosis
6 | KIM | Lat. | May. 16. 157 May. 17. 5 14+ 9 30 — | — AFib. (Dead)
ctive
Rel. | Oct. 20, 32| Oct. 21. 150 34| 15 30{ 3+ 3+ Pericholangitis
Ini. | Apr. 5.'57 58| May. 10,57 57/ 24| 8| 40; 3| 1| Severe Active
7 [RHEE| Lat. | Jun. 2. 18| Jun. 3. 6 14+ 6 0 — | 1-+| Minimal Healing éﬁé?:ﬁfgomis
Moderate Bile
Rec. | Jun. 20. >30| Jun. 21 20 34| 6 200 — ! 1+ Duct Pro.
Ini. | May. 12.757 77 Jun. 10,'57| 31| 34| 8 30| 24| 24| Minimal Active
Arrested
8 [KANG} Lat. | Jul. 28. 27| Jul. 31, 5 2+ 4] 20| — | —- Cholangiolitis
Rel. | Aug. 24 30| Aug. 25 9 3+ 8 30/ — | |Arrested with €5
. g. 4% g. &0 Cholangiolitis
Ini. | Jun. 18.’57 74| Jul.  9.'57| 42| 34| 10| 35 24| 2-+| Minimal Active )
Arrested
9| KIM | Lat. | Aug. 31. 21| Aug. 31, 5 24| 4 10 — | — Cholangiolitis
Rel. | Sep. 21 28| Sep. 25 11| 3-+| 10{ 30| 14| — | Arrested with €.
: p. &L . 29, Cholangiolitis
Ini. | Oct. 20.’57 43| Nov. 5.'567] 70| 3+| 15| 40| 3--| 14| Severe Active
Minimal Active . :
10 |PACK| Lat. | Dec. 3. 37| Dec. 4. 77 24| 10 10| — | — SHepatitis " Cirr. Cirrhosis
evere Active--
Rel. | Jan. 10./58| >35| Jan. 10.'58/ 21| 3-+ 15| 30[ 1-+f 1+ Cirrhosis
*Ini : Initial *Lat : Latent *Rec : Recurrent *Rel : Relapse C.S. : Clonorchis sinensis
164 — 52—




—BRMeER: WATHE vires B4 ERIKIRST FREHAE ARG B W —

= iz FHESEE. delA 1#l: minimal
healing el A A o] BAEEBIE] A o2 #Wget

REEGT R 2 WEAGA 26171 5Es Ak
76i= cholangiolitic lesion & 7} gtow, Hdr 14
I prEktk ¥HERY 157H 19 Bl biliary cirrhosis
£ ol=zv]9 FErsted ). 1#l+= portal cirrhosis 7} 5
flel vt

C. Cholangiolitis £

FEel ZM: virus T4 seriestholl A HBFTR L
portal area ] bile duct #jfo] FEWsle [kl %
fEAINS] #BiEe] #EstAl delvd st 8]& Clonorchis
sinensis(AF C.S.& ) B%E &4 #1E cholan-
giolitic form o & #leEsl4 =t

<Table 4> Biliary tract changes seen in 98
cases of viral hepatitis

No.

Types of Cholangiolitis Cases

1) Active Hepatocellular Cholangiolitis
Viral Hepatitis + | without Other 7
Complications

2) Active Hepatocellular Cholangiolitis
Viral Hepatitis4- | with Clonorchis 9
sinensis

3) Active Hepatocellular Cholangiolitis

Viral HepatitisJ- | with Acute Chole- 3
cystitis
Sub-total 19

4) Healing Hepatocellular | Bile Duct Prolifer-
Viral Hepatitis+ | ation in late Stage | 31

Total 50

HBEE ¥ F A e vpelgol, Mo
2 BARKGAS MET 5 93w non-fatal hepatitis
98fi+ 5067 © fH Estdrt. o 50415 4fERle
2 st OSMEENE %kl cholangiolitis
& A5 EE OBMEEYE A A 2B R
& [#e cholangiolitis & &ffer B8 @2 W HEM
frgsol BEEEY-S R cholangiolitis & #6a 1B
@EHE  BEMERRO (BH 4B = bile
duct #ol JAAHD bile duct BHIE HHFT HE
&ol v},

Bibe] PR, AfHEY BHE HEN4 ST
AERA A O@@H-e &MY o+ cholangiolitis
2 Aot 24 @ 761, @7 9, @el 34, - 19/
Qdl, EgEgi Bl bile duct #m-S BESH St
A& @7 31fe) & Bl kst gl Bfgel cholan-
giolitis & 7}d e+ HEE 50524 26k 48

ol 2 Bkl Lol R A 8y o7
A F2 RRIA T B Eg R bile duct
BEee]l HT HED @RS Bita, oA s
cholangiolitis 7} ik oz a3 OO@H) 194
uh-S- cholangiolitic viral hepatitis gt ZEstdg
H HES 19.3%71 A+

Cholangiolitic hepatitis (CH.H. 2 #4% )} hepato-
cellular hepatitisCHC.H. 2 Bs3b)s}le] EK®, S
BiR o RS st g B33z,

Symptams Ho cHA
—

Segns. Cases] J0 20 30 40 S0 60 70 10 90 00 %

P ——;

23 t
N 7 — "

Vomt /9 42

[

Akt P 73 _ﬁ’?z

g 9 2
g 77 _ 32 ?
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< Fig. 1> Compariosn between the symptoms
and signs in viral hepatitis of the
cholangiolitic form with those of

the parenchymal form

BRERGR ; Bl A faRRiEe CH.H.: HC.H.=9% : 83
oz CHH.»} mzgka wikslgd » ¥LOx CH.H.: HC.H.
=89:622 CH.H. 7} #%s] Hsitdon Wke R
CH.H.: HC.H.=42: 2622 CH.H. o] 37} 2-& <
vk aHv EES o] BT 0% Bl A iR
fEke 2 H ERE & F g

EEmERe CHH.: HCH.=90:3224 CHH. =
AL Zfd AThE 0% A FEHFTE B Al E=d
HC.H. & & 32%¢° A=t & 4~ 9 3 v}. Xanthomatoid
3 s = CHH.: HC.H.=63:200% CH.H.4
3] B Qe FfRez 63%v =9, HCH. &
20%¢° @St et

Friek s CH.H. & Zfld A 4= = HC.H. 9
20%E 2R AAYA ALt 2 EES FET
20%< FT BT B H £ FHA 4=

81 CHH. &= HC.H. o H#i A BRMoZ SEEER,

{o
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<Table 5>~ Comparison between liver function studies as seen in cholangiolitic
and hepatocellular hepatitis, related to onset of jaundice
Weeksjzfltgéi c(‘)anset of 2w dw 8w 12w \ II;/I(I)\Z?) ntt};lasn
- . “*HCH. *CHH. | HCH. CHH. HCH. CHH. HCH. CHH. HCH. CHH.
Type of Hepatitis (%) o | S (%) %
Icterug Iéndex) l 74 ‘ 68 100 52 78 4 , 2 6
(10 Units 7
C.C.F. ‘ 100 ‘ 86 ’ 51 27 16
~| 1o 37 37 38 50 37
g | TTT I 75 ‘ 71 63 62 25
E | (> Units) 66 70 45 43 36
S |BSP. \ 83 ‘ 79 16 0 0
m= | (>5%) 100 | . 91 66 54 63
o | W.B.C. 3 9 0 4
2| (10.000) | 3| 15 2 | 50 25
& |"Tymphocyte \ 0 ‘ 39 51 57 ’ 8
s >40%) 0 23 54 60 25
g | ES.R. ‘ 50 ‘ 56 ' 82 15 5
;, (>10mm. /hr.) 75 54 66 60 63
U(roblilinogen in Urine ‘ 89 5 ‘ 80 56 I 43 l 19 10
=14) 38 41 34
Bilirubin in Urine l 36 [ 36 5 ' 0 0
(=14 100 86 61 60 54
*HCH.: Hepatocellular Hepatitis *CHH.: Cholangiolitic Hepatitis
BL, Bk, EEERER EEEE, FiEAT 22 %2 mEstd = CHH. &= 3@ALI#%AE 63%7F RRBT
viebyton], 53 O, ek, EEEER HEEZ. Helet.

FRIEASY o] %S ERshesl 21X o % HEm

AdE dvdet

BEERR ; %5 ﬁko}oﬂ FoEe ABE 2y H
B 10BAE BBYS Mkelstn ¥obd, WEBAR
23] CH.H. = 247 ##Hol fFrgstg ==l HCH. &
H 26%E B I 74%7kel Bkl Q&R 3MHA
Fel 12#elE HC.H. &= 4%%ke]l Rk st
CHH. £ o1 = 77%7} Btkol 2 318 H Lifkol = CH.H.
= 64%7F U5 FHE H#stdsh W CHH.+=
HC.H. o] WA #FfHe] Hsta gt sich

CCF. = 14+ 3&3& Bikelztxn shd CH.H. «| 4
= H8EMA = Bithde] 37~38%2 Fimblel

HeR o] 128 &= 50% 2 #{mstgl o, HE vHA g
B8 zeh, 2E v HCH. & 2874 & 100% Rk
2 MBSt A0 M Wik HEEA 3EAKY 128
E21% 2 F TR HH Wi R o 2SS ddst

T.T.T.= SEfIEAL RRHRzn ohd
CH.H., HC.H. Wit 70% A58 BRES AA L
#3 BEAN 2L ¢ 2o CHH.» HCH.

wobe MRS EHTERGH B el ¥ 5

At
B.S.P, i 5%9F A-& RiRIrEz €4, $28
of CHH. & 100% £EfRel =9 HCH.: 83%

iy, =2 HCH. & 3EAK 128 & 523

166

MR A P ERE S —Bime 2 10,000/mm3 &
EFd e #re] 8RR 43t Ad¥, HCH. o
Ae RANMED d2Es #tE AEde da2s 2
KRB A 4 & HFESH S gD
RO 2610 8~9%el 7A@t =, oW =¥ =
FREHe FES BOLT Bt 2 CH.H. 4
A= ik BAENESE REstd o Ml mlmiRE S
b 2AEEE JAA HHBY BfRe AR+ KR
e o}, HEau & 2fe] 50%lA. HF HE A=
26 15%14 BIREELET 3 o 4 A+
WM PR Eodds HEK 40%S 9= 6
2 HERELSS s, F2BA = ZESHAAC] 128

X i #myez CHH.: HC.H.=57:60%°11.21}
% WMt zts CH.H. st HCH. & ¥ =

9 Al = CH.H. 7 Eaeld Ao mEfldl &= KH
olgled, = A EEdSS 44 2. ESR.
Jb —ER Fi5fE 10mm(Wintrobe)’t ¥+ -& BiR
ol &b Hifkaetd HC.H. & 2l 2419 50%71 £k
FiRel=l R o] 8l Hgkdtel 82% 51 ot 1218 & 15%
2 HE= D 3EAMEA = 10mmrt QR 5%
RiEsa e 28y CHH. & o)) 280 75%7F 2R
fEE 2o FYor Hi#Ex: T4Y BEAA ¥, 2K
e B 60% st BAPY RIRFTRAIA 2, 3@ A
Lol = 2859 63%7F —BR T 10mm &

E

OO
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Jach. B CH.H. 9 E.SR. & HCH.o HalA ®iR
o) x, =i TAY AFHA 45E IFATh
R urobilinogen & Zi:Hidl= HCH7t HEZ0]
2o} EHEME KYz CHH. 7} Bikae] ol 35
2} FiEel B3, IR bilirubin 2 HCH. A A& &tk
121 23 A= 36% k0] Bkel w ik Wik EESH
of 12 E E2EiBstgd e CHH. & oln 528
G2 B bilirubin o] [l =l 3k IR FHRE
ztont, 3fEA L= 3 B0t & 54%S BT
o}z = pE¢koz vEbyel.  Hl JRurobilinogen st
bilirubin & CH.H. 7} HC.H. o sl A st By
B ##s = piEel=, 459 bilirubin & =% CHH.
of #Ast R iRk
BLEFTR-S Bgshd FREERES Bkt Aoz H
9= C.C.F., T.T.T. ¢ & urobilinogen %-& HC.H.
St CHH. ol HalA Sl ®ma BRPTR v
ehitow Biiel = CH.H.7t HCH. sv} [Elffie] BIE
o} BBpkdRo] obA zkeh. v ¥EiEE, BS.P.,
Mk, FR bilirubin & A-g%+ CHH.»t HCH. x5}
BEA, =g o<t MmSH Frfgel kel
CHH. = 3 & #if HhERSS Bkt
FEARERM RS # 64 Kee HEiet wd:
Bile stasis® CH.H.olA 94% MHBad Hsho
HCH. & 52%¢ st I ez & 5
Qe HAM AL T1%2 KR B il CHH

thol A= 18, 2802 Z2fl-l A4 bile stasis & &
4 99} Bilecast = CHH.o\ A 42% {836 #5ho
HCH. £ 11% ARi@stg o™, #4H= 30% FHE
stgdel. CHH. A= g1fle] 714 EWste] 784 541
s} Mol A=t Bl fE#kAe] bile stasis 1} bile cast &=
HC.H. o] 3+ CHH. o %3 FiRel A}

BF#KEe] necrosis, degeneration, regeneration %%
BEEMGe CHH. d 4 xnct HC.H. o #%s HWBlst
At

Portal area ®] FiRo=2AE )i H Hige] ik
599 BFE @A ur CHH. o H4f-e 2l A
bile duct proliferation ¢] gt o, HC.H. o A& &
3t #E9 bile duct proliferation ©] 15% B Fi
stdvh. BEXEMKE B 8 kEdod, %
vELF R IEMIE CH.H. of 63% HBiakd ¥t HC.H.
E 31%ol e, §48x 55% v § 9t CH.H. el 4
= BEAE ST B3N 2H0F Bittel gt
EEvEiT i CH.H. ol &= 73% B3t st HC.H.
= 9% Bstd o, CHH. o A= F“A 2578 &6f
a HE2Mel A= Ofldh 8fI7E BEiel vt Al portal
area ®] bile duct proliferation =} MK B,
Y] hiRrEiF el MAELF MY BiMel CH.H.o1 A
EW Tl

MRS Kupffer cell == Hfh MEMRY &
it CHH.«} HCH. o %% 2 4 g9+

E3 [E 20 #RT whepte] FFALEYE Ak

<Table 6> Histologic changes in cholangiolitic viral hepatitis
T Y e, Cases Type 1| Type 2 | Type 3 | Toml | Type 4 | HCH
Histologic Ch in 48
Bilgp?i ;)Eé% i n'f::fes n . (No. Cases)|(No. Cases)|(No. Cases) (%) (%) (%)
Bile Pigments: c
Bile Stasis in Liver Cells
or Kupffer Cells 7 9 2 94 71 52
Bile Casts 5 2 1 42 30 11
Parenchymal Changes:
Necrosis 8 89 81 95
Degeneration 9 3 89 88 98
Regeneration: |
Mitosis 4 5 1 52 21 69
Multinuclear Giant Cells 5 9 3 89 100 100
Changes in Portal Area:
Proliferation of Bile Ducts 7 9 3 100 100 15
Mononuclear Cells 7 8 3 94 100 96
Neutrophilic Leucocytes 5 6 3 63 55 31
Eosinophilic Leucocytes 4 8 0 73 22 9
Fibrosis 2 2 1 26 21 20
Intralobular Mesenchymal Changes 7 8 3 94 92 47
(Kupffer Cell Activity)
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—ASHWAME H1% B2 BE H2H—

CH.H. 9fdrel A 76, 13 A %+ 1061e) CHH. <l A
ABIZy 3fEA Dbk BES A B A A8E A
virus FFE-L 77%7F SRS BES A+

. O1EBIES 116U+ B3 biliary cirrhosis 7} 4ol dR
o] 3R, Heh 16lE FEI=sA

D. 184 virus JF

B 237k 7ol A 1450 E o) gl o, virus FF4&9)
HEE HSRS BT mBNTFAL BEFRel g
St em, SRS BT 14D E BEdr 99
o FIE R 140 R BEHE Al RSt .

F7o #RT whebgrel FH Y HEBEENRC o] BE
st vhrl B BRI BRSO PEK 1749 R
K 78, R O1EDE FEC] FHER 501 5t 296U 3}
o FFstEmSG o2 R 23922 EEE 1B
15618 st BES 5 QA+

1. MBEEXE ; X735 o] 176k 2HEH:, Fies
23i%, MEE A 179%F 104 45 4. 54 B\, 8=
HEol FHHC]l PR W Fls 361, BEKE £ FE T A

<Table 7>

T 6.8cm, FFIEK MKED &% 106, HERFR
-k R.B.C. 3508 LAF9] £ifte] 961, 5,000LLF<) A mmER
3@/ 86, 1 bilirubin {F LEGIZT 6@ . Rk
RBITR 18t virus T4 661, Hrh 4617} HHE 2491
Z-2 early cirrhosis & A8ttt il A& E#el
1%, N.S.R.H, 561, 88 ##etk 161, BBE 4600 A =}

2. FRARASY ; 273 2ol 7HIh FHER 24. TRR, T
R LETE 4ECR T 2,34 K@, BER
o FiEe 1f%eln, MIES ZMEStgot, BWAEHE
160, 80, FoRkEegda, 8 i bilirubin k
HAH17 26190 A et

FEAAG AT H L 8% virus FFo] 481, Hdr early
cirrhosis &8f°) 260 A=t Hfth A EFHIF 14,
N.S.R.H. 1#, primary liver cancer 7} 1fi°] %1 =}.

3. BMEEIEG ; 3= 73H20] 58U TR 23. 25 &
¥ 1. TAERGE, BEERA FiEC 361 FREX 16, ME

X 36, A 1817 2R
HEFR L 207 B virus kAo, Hf

Correlation between chronic vilral hepatitis, insidious splenomegaly,

insidious hepatomegaly and persistent janndice

History, Clinical Findings, Insidious Splenomegaly | Ibsidious Hepatomegaly NPersis;‘ent Jaundice
forsiory, Findins 20, At Range | 0%, [Nyores®| Ranse | 00, VETEe| Range
No. Cases 17 7 5
Age 23y | 22-34y 24.7y | 21-29y 23.2 | 22-24y
Sex (Male) 17 7 5
Duration of Illness 4.5y 1-10y 2.3y 1-4y 1.7y 1-3y
Clinical History:
Jaundice 3 1 3
Typhoid 2 1 0
Malaria 9 1 2
Alcoholic Habits 9 4 4
Clinical Findings:
Hepatomegaly 10 7 1
Splenomegaly 17 6.8cm | 1-15¢cm 0 3 2cm 1-4cm
Ascites 10 1 1
Lﬁ(ggorzgﬁlol:)%ggs' 9 3.336 | 102-495 0 456 | 375-497 0 4.49 (3.65-4.90
W.B.C. <5.000 s | sses (P10 1 o | 7aor PPl o | esss 580
Icterus Index  >10 Units 6 6u | 3-12u 2 6u 3-10u 5 57.8u | 18-181u
Clonorchis sinensis(+) 1 0 0
Histological Findings:
Within Normal Limits 1 1 0
N.S.R.H. 5 1 0
Active Chro. Viral Hep. 2 2 2
Active Chro. Viral Hep. 4 2 3
with Early Cirrhosis
Slight Fibrosis Only 1 0 0
Cirrhosis 4 0 0
Primary Liver Cancer 0 1 0
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— 8RB | RATH: virus P2 S BEIRES} e ERERM S MY Hr—

36>} early cirrhosis & &3t o).

LAE 2960 1560(51. 7%)9) 18#: virus fFkel H3
FRIRY BEBEWTRS BEth 1 e % 80 #58
gt wpe}7het,

< Table 8> Cinical and laboratory findings
in 15 cases of chronic viral

hepatitis
No.
Clinical and Laboratory Positive
Findings Cases %

Average Duration of Illness.........cccuure..... 2.6 Yrs
History of Jaundice........ccoueerevueernnannannnn, 6 40.0
Clinical Findings:

ANOTeXia ..cccviviieineirinionneinniieriiiesennnns 3 20.0

Indigestion .....oeeeveeniiiiiiiieeieerinns 12 80.0

Easy Fatigue........ccccoeruvviivnreeeernnneen. 13 86.0

Hepatomegaly ......ccocoeerivervivnnerrnannnns 10 66.6

Splenomegaly .....ccooovvevvneriivnieevnnnnennnn. 9 60.0

ASCITES 1oviiiieriiircirreee e 7 46.6
Laboratory Findings:

Icterus Index >>10 Units ..c.vvveeeeenene. 6 40.0

C.C.F. >14 73.3

T.T.T. >5 Units 66.6

Urine Bilirubin P O N 3 20.0

Urine Urobilinogen =1+ ..cccovvuruennsnen 7 46.6

ES.R. >10mm/hr. ..eeeiennnnnene, 7 46.6

THRME 2 6409 #WEd MES —BEA 6l
= 661(40%)°] A e}

BRI R S 2 BEmBGB0%), BRERGB6%)] £
o, FFIEK(66.6%), MUEAR60%)E &3] 2 5 9
Lo, A fael 4 HHAKA6.6%)7 AHFE R L

BEEMPTR .2+ M bilirubin & EHHIE 40%
fgor, CCF.(73.3%), T.T.T.(66.6%)x &3 &
HBHRRE B FA

<Table 9> Histological findings in 15 cases

of chronic viral hepatitis

Histological Findings POI;Ii(t)ive %
B ] Cases
Fibrosis:
Cirrhotic  Fibrosis.........eeevevriveverrennene. 9  60.0
Moderate Fibrosis.....c.cccoevvereerneerernns 2 13.3
Minimal Fibrosis........ccccevierreveenrunnonnnnss 4 26.6
Bile Stasis........coeevvrmrrerereeervirvnricrneerennn. 2 13.3
Eosinophilic Degeneration..............ouue...... 6 40.0
Eosinophilic  Body......ccoceevueivnerienvenrennns 3 20.0
Ballooning Degeneration.............ccvevvennses 8 53.3
Fatty Metamorphosis.......ccoevevviviennneeneens 0 0.0
Lipofuscin Pigment.........couuvvveeiiviiinnnrennns 1 6.6
Multinuclear Giant Cells...........covrevennnen. 8 53.3

Multinuclear Small Cells 40.9
Kupffer Cell Reaction.............. 46.6
MILOSIS <vveererrrenirirnreirrrrinieeseeerniieneeses 0.0
Necrosis:

Single Cell NeCrosis........cevvveerererernnns 3 20.0

Focal Necrosis....uuieeviiiinnnenirinievennnnnns 3 20.0

Central NeCIoSiS.....ccvvevriinnneirerervansnnes 3 20.0
Proliferation of Bile DuctS.........cevevuunenes 12 80.0
Periportal Mononuclear Cell

Infiltration .....cccceeeveiereiiiiniiieeineeeenens 12 80.0

9ol BURT whep el MBITRLE @it ZHE
Rt 2 A & 4 9dgex, early cirrhotic
change = 9(60% )} ##= 3 9=}, Fibrosis o AR
of FIER JF4e] portal aread] [HE EEm B 5
sl bile duct 18, BB B 44 80%2] w2
FECI el BEMES necrosis el Hal A ko] %
Bigt eosinophilic degeneration 40%, ballooning
53.3% % 29, eosinophilic body = 20%¢] A 2 2= 319
vh 2o RS 24639 oo, bile pigment(13. 3
%>+ lipofuscin pigment(6.6%)= #T HBEILL
Wolvh,  FAMEES EESIY multinuclear cell
giant(53.3%), small(40%), Kupffer cell reaction

(46.6%)2 A PN B F 2w

E. %RFXM @it

virus Ffdeel A S BmE = Hge Jest
ZR =

1. Focal intraparenchymal fibrosis ; JFfiiZEA &
HE Al focal necrosis 7} & el reticulum collapse
CEiiE2s, 2608 #izkstdow, H#k collageno] fthin
(K27, 28)3t+d fibrosis 7t B&Efhd $E:8o] o}

2. Centrolobular fibrosis ; [ff[& 259 Z¢] central
necrosis 2 {3t collapse o} fibrosis 7} FEfs 4538
o] =}

3. Portal =%+ periportal fibrosis; [/ 29, 307
7ol portal # periportal Fifrel KEMBEMY oF
8 BIREHEEOL £ e s AE ook gl o

4. Periductular fibrosis ; Fi[E 313 Zo] Frad
cholangiolitic form ¢} WA Kol proliferated
ductule 3} fibrosis 7} #Ea 15580 .

5. Septal fibrosis; jffil 332+ %ol centrolobular
fibrosis, intralobular fibrosis 2} portal fibrosis Zo]
&= o] portal-portal (-2 portal-central bridging
& 3k pseudolobule (LA#:+= cirrhotic change <l
HEADSIE BiEA ) & Hile

6. Post-collapse fibrosis; [fff& 342} 7r¢] submassive
necrosis # collapse & K3}l fFdiZES] central vein
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Fig. 2 Histological course of acute viral hepatitis proposed scheme.
(Follow up by serial needle biopsy)

Acute Viral Hepatitis

1143
i 2 1132 o 1 A
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43— ‘ 10 1
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L : ....................................... 27 4_
3. Months ..o USROS ORPRTOPIS 11 .............................. L e o
I
rolonged Prolonged Liver Cell Persistent Mesenchymal ___, Persistent Cholangiolar
hase Damage Reaction Involvement 4
: '
15 18 .
12. Months > P ... Portal Inflammation and......ccoeeoeeeeeeeremreses b
i . .
Chronic ! Fnbr?ms
Phase 4 Ii
! ! :
L Chronic Hepatitis ———— 9 ——Puost Hepatitic Cirrhosis Cholangiolitic Cirrhosis (1 Death)
~veo-- Proposed
Proven

—No.— No. of Cases

3} portal area 7} #Eiyrse] fibrosis & d.o7 EH
o] 1:}-‘
B3t z-e fibrosis = virustd: R4Sl Rl

eosinophilic body 1} ballooning cell, lipofuscin pig-
ment ¥ HEHERTLS] RS ZMS WA B %
3 Aol

[ 2] #a3t wpsizte] spotty necrosis-& M fF
4 13260 B £kl KT BEAERS BET &
A=l 89fiell A] HC.H. &o] 76fIcl =t Hf 27417
mesenchymal reaction ] THIRS] = g ov] Hig ¥
8%t portal fibrosis & #Higdl v 18flel =t H
41 MR 383 W% =+ H LIRS fibrosis 713
of HigSn.e 2 EERRE 3t 455 &= post-hepa-
< Table 10>> Compariosn between severity of hep-

atitis as determined by initial biopsy
and fibrosis present in final biopsy

. Severity of Hepatitis as
Fibrosis Determined by Initial Biopsy
Present in Minimal Moderate Severe
Final Biopsy No. No No.
Cases| 7 Cases| % Cases %
Minimal 27 | 51.0 10 | 34.4 71 43.7
Moderate 8] 15.0 4 21 125
Cirrhotic ol oo| 3|38 4] a0
" 10.3
No. Positive | - 55| ga0| 16 13 | 812
Cases 58.2
No. total
Cases 53 2 10

170

titic cirrhosis o} =}, A cholangiolitic form
B AR M 329 22 £BEEe] cholangiolitic cirr-
hosis & #Fi&Est4

100l R vhel o] HEBAHS Koz 4 K
HEFF 0l Al fibrosis 3= $HEEZF ¥oF 81.2% .29 cirr-
hosis = #fEel A H— Fe] ALt 2Hv BiE
dA g% cirrhoticyt A2 gt PEELUTE
fibrosis 7} 66%v} K= Rt

FE—fglel oA BRE 153 W A8 RGHE
35)c] = portal area o] FHT9 fibrosis 7} A=A A ]
Atk 308 (F £MHT R ME 36) = portal-portal
bridging & 4 27 R .20, EHKHE 165 2 7 AR(HIE
37 bridging & EETA & BRI A fot KK 164H
o H 4R 38)= A9 5£2% pseudolobule
<+ st

Fllel BiRat upeh 2ol SdkiT& 790 Bt B
itk T3 498 B AEHRS BRI 3 ERE Ty
8ol 15 4 M2 MifFstel & fibrosis o ZRE HESHA ,
Borch 3161 FEMO FEE S ddot 4661
L fibrosis 7} AR o™ 2 g2 hEEANAN BE
2 988 #HAARS. W LM fibrosis 7} LS4l
B 2EH%Y fibrosis 7t MBS A 70 4k A A
fibrosis 7} g1l 7} portal-portal bridging & BK
& BEe #i7E e iy 10.338, B/b 587 Eihd
o), portal-portal bridging ##2] fibrosis 7} pseudo-
lobule & HHsted T 22.58, &4 21871 4
Pom, 7 4EE o7 pseudolobule & BE fl=
W 5 10583
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< Table 11> Fibrotic alteration in 79 cases of hepatocellular type viral hepatitis

oot Ghanges | | Bme W | e e
Initial Final ’ ? Average Range Average Range
Biopsy Biopsy (Weeks) (Weeks) (Weeks) (Weeks)
0 0 10 12.3 7.1 2-12 5.7 4- 8
0 1 + 30 37.0 3.6 1-10 7.1 2-14
0 2 + 3 3.7 4.3 3-5 10.3 5-13
1+ 1+ 15 23.5 5.1 2-12 7.7 4-12
1+ 2+ 11 11.1 4.2 2- 8 7.7 3-17
2 + 1+ 2 2.5 3.0 33 9.0 9-9
2+ 2 + 4.9 6.7 4-10 9.2 6-12
2 + 3+ 2 2.5 4.0 4- 4 21.5 21-24
3 +——nooor—3 + 2.5 10.5 5-16 7.0 59

¥ Total 79 4.9 1-16 8.0 2-24

| 1 4 : Stellate Fibrosis in Portal Area
2 4 : Bridge Formation from Portal to Portal or Central Area
3 + ! Pseudolobule Formation

B 200 #onet wkehzhe] ATl A BE3t portal giolitic cirrhosis 31(312 Case V. VL VIDi 76l
cirrhosis 4%1(%12 case No. LILIILIV)®}+ cholan- Shat EE AR k3 MERTR-S #12et 2t

<able 12> Histological features of the liver in 8 viral hepatitis patients
with cirrhotic changes (established by serial biopsy)

Cases No. [ I i N ¥ Vi W
Biopsy(Initial & Final) | lst. Fin. Ist. Fin. Ist. Fin. Ist. Fin. ist. Fin. Ist. Fin. Ist. Fin.
Weeks after Onset of
Taundice 4 28 16 25 5 10 4 25 4 12 5 9 8 16
Fibrosis 2+ 3+ 3+ 3+ 3+ 3+ 2+ 3+ 1+ 2+ 14+ 2+ 1+ 2+
Bile Stasis 2+ 0 0 0 1+ 1+ 24+ 0 2+ 1+ 1+ 0 0 0
Bosinophilic Degenera- | 5 4 | 1+ o 4+ 14+ | 2+ &+ | 14+ 1+ | 1+ 0 1+ 0
Eosinophilic Body 1+ 0 3+ 0 0 0 1+ 0 1+ 0 0 0 0 0
Ballooning Cells 24+ 0 0 0 1+ 1+ 2+ 0 24+ 1+ 0 0 0 0
Fatty Metamorphosis 0 0 1+ 0 0 0 0 0 0 0 0 0 0 0
Lipofuscin Pigment I+ 0 0 1+ 1+ 0 1+ 0 1+ 24 0 1+ 1+ 0
Multinuclear Cells 2+ 1+ 2+ 1+ 1+ 1+ 24+ 1+ 2+ 1+ 1+ 1+ 1+ 1+
, Kupffer Cell Hyperpla- | 51 o | 3+ 0 | 1+ 1+ | 2+ 0 |2+ & | & 0 | I+ 0
Mitosis 0 0 1+ 0 0 0 0 0 0 0 0 0 0 0
Hepatic Cell Necrosis: 7
Single Coll 1+ 0 1+ 0 1+ 14+ | 1+ 0 o 0 {0 0 0 o
) Focal 1+ 0 2+ 0 0 0 1+ 0 0 0 1+ 1+ | 1+ 0
Central 1+ 0 24+ 0 2+ 2+ 1+ 0 0 0 0 0 0 0
Peripheral 0 0 0 0 0 0 0 0 0 0 0 [4] 1+ 0
Proliferation of Bile '
Duct & Pericholang- 1+ 2+ 0 1+ 1+ 1+ 1+ 1+ 24+ 3+ 3+ 3+ 24+ 3+
jolitic Fibrosis
Mononuclear Cell Infit. . ,
. O e Area 1+ 1+ | 24 14 | 3+ 3+ | 24 1+ | 2+ 1+ | 24 14 | 2+ 1
* C. S. Ova in Feces 0 0 0 0 0 0 1+
! ¥ C. S. Clonorchis sinensis:: 1+ : Slight or Few

2~} ! Moderate or many
3+ : Severe or Numerous
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BRE T 658 T B AR fiReze
case. W, V¢ cholangiolitic cirrhosis 7} T &3 3
o VZ2F5t i S SRR BRI o, B
%I 17.884 EITYL B ANs REFRS Basr
9 2.1} cirrhotic fibrosis ¢ [F#ol portal areasj bile
duct proliferation 3 REMMEER] 244 & 5
ARt

I #84F 3 ER

e R BEEE obF B AW K
e IHEY AFFY FEr BEMHERE HA
Fir-E BENA BETSA =&t

Klatskin K(1947)& HBpRel 243 HFARET R
ERES AR 17%3) s+9 2n, Barker K(1945),
Kunkel F5(19500% = 80%wto]l HEif%ktE 2BLIAA
BRR, ERKe we2EgEd =k st

e e gl A 876 HC.H. Bl A 34.1%
CHH.#e| A 57.9%7} REMAE Heted BESR
v}, Klatskin, Barker, Kunkel 3559] Bl W& A
H o] zehL EAMY KAE BETE Blie s
RA T, FESEEA QoA 11419 FWERMHAE
47400, MEKEY #4= FESE fE BE
Foz kvl = EmstQA et fehvebd T
virus 9 strain o ##, SeRES WH AEE R
fih BIESS] EREE EES ok T Aol

Popper E(1957) % MMM ZHEBEE 15% I
BN BEARAN FEde st e, FE R
B A \iEBE 23%, &HERE 29% ) EARK
A BHE Qe o]R-& Popper Kol Rt 8%
%) EEo QA R},

Kiihn K(1947)] kst T.T.T.+ C.CF.ol h#A
A Bl %3 B 5 Q& PRl # dtglod, %
Zro FEHS Kunkel £t Hoagland K(1947)%-2 &
B HERE s BRERE == MEKELE 3t
o], Neefe K(1949)% o] FEol ¥ o3l8 5%
2 EHES BEA Qebn FEHQc T.T.T.(27%)7
C.CF.(19%)e a4 o5 Rifiel A RRHHRE
2oiFn), RG] C.C.F. BRI  Hal A ik
#go] 1otA  HBSA gskedl KEhel fibrosis 7t
71% 5. 223k periportal mononuclear cell infilt-
ration o] 83.7%\} FEAMESIA FAETHE 2L H—HHlA
gasfstulel 7o) portal zone o] fibrosis & BEANEE
oy obwt= T.T.T. Lol ##e & Ao 2 fNst.

Virus ffF#% A48 MRS HA#HMH +14
2 olv] HER A FEdiddl o=, HEERAAME
*+& cholangiolar damage < RFiE##t7t Figsiet.

Tl lozx BERS 4:#o=4 Eppinger K19

379 F7E8 catarrhal jaundice o] €] periacinous
form % B3t Lichtman K(1947), Karsner K19
43)%.2. cholangiolar damage 7} FWdHA ot &,
oo ¥at {4kt Fol o, Fox K(1942)% = FT#l
Btk R A& FSHH Eb, F=  peri-
portal & RVESEIT H Rl st

Roholm and Iversen EK:(1939)+ periportal o #55F
% HEnEel 18HEe] atypical case oA &3] E 4 e
Aol g} #ER ., Neefe G(1947)% 2 BIEh: [EHHH:
IEFER FFKel A= el 7Rl periportal lesion
o] ¢ ¥d, it EALA) FMBRe} histiocyte o] Bifjel £
#iyel Rel=t stgiel

Axenfeld &1 Brass F(1948) += EHEH-& unhealed
hepatitis 2t PFE#SLY, o B & KEMBEREYL
reticuloendotheliar reaction o] 7E8R3MA HB 3} 5
bl

W#o] HKl A & periportal aread] #irl E=
A, 38% Mt EBfzel bile duct proliferation o] 62%
9o, fibrosis 7} 83.7%, mononuclear cell infiltrat-
ion°] 83.7%% 7}3 F%Sn FEWHE FrRelned,
Kupffer cell reaction = 29.7% 5 Qv

HESME: LRMERA st FWsta ke
eosinophilic body &= B 3fcl A=t & 5 9o,
lipofuscin pigment ] jk#Fol 38fid 32.4% &
AR 2 HIRRA A EEE wpebzre] JFLKe) A2El
B FHSERBBEL R 4 £ 958 45
B F& A+

Multinuclear small cell o] 386 67.5%F =+,
mitosis Y} giant cell & FA A= BERS] T4
Bl EEA A B vhel el il £ RS B
= el bR B Bfstn AR

(Cholangiolitic involvement ¢l BifRs BiEe #%
2 cholangiolitic form ¢ el A FkFN-E)

BRUY AR SR FEE ofd THY el
HEQli=s

HEo 7 &3 MES SleAL #HH jsmEe
W EH, mREES, Bt FAHE READ =t
A e giEERY %, virus strain®] 2R, BB
AHELS 54 v}t Chalmers K(1955)e) &3t
mEmRES) U N SR B4t ZuFcBEED BSP.
2 BB e ERIEcE MER AEET7%3 o9,
HEEE 5 == BRs A BRFRE 2d4% HiEe
Ty 33H ) 2} g+t

Exol Bl ol B OEEE 11.4% oo,
R T 28. 40, BREAMIM -2 F15 21. 5813

[A—3 HEd WTidde AYgezr [ virus

172 — 60—




— R AT virus BFZ ] BRI FRSHEBAME <) BT B —

strain ol gt B = THyEtm, UNEe] [t
BEN 24 w3, Hile £4 222 S22 @wEd
A BEE £ A= #fN=t.

T.T.T.7t &S BBBERR 2 fiid]l KA X%
Bidt ERefad B shiele AL olv B Al
H BN LA A 53] @ v AV S, g 2L
Bz HEY e BRAEAANE &3 2 F d9, #
% PO A= 106k 7H0F Bk ERS v Fiet

Kunkel I(1947)+ 3fE0] R [WEH) SEHRRE
FZEAN B.S.P A S Hokeldr stdon,
Chalmers K(1955) % Fgy FREIe] ##Eg B.S.P.
test o] EESIH =, EH HBE KR 106h 76
b BPEINE R FARt. Bl BRSO, #il
cholangiolitic BIfF#ol A Fatvhebgel frke |3
iR s3%: cholangiolitic damagecls], i
B2 FREY 1064 76§71 cholangiolitis 7} B
Stgivh. olwlel = FFAMIMERBAZES 43t cholestasis
7} 4E4E #AskE o] Rbilirubin o) HBicl whela] g
o} Bffel A = FRbilirubin BBite] 1060k 5601 5 2=
BLEst 3ol Figew FfI%MA = T.T.T., BS.P,
PRbilirubin el M T T 2Q+).

Scherlock F(1946)= #EKEol FEEBG] L=l
A FEY R E3 ksl shled, Spoin K(19
550 olel I¥Fstsivh. e REtel M = WEmr K
Eelrl R o] 4fv} A+

Mallory F(1947)= MASFTR I By B8 fls &
FHel = #EeEe) F—3tA " oha sty on, Neefe [
95D+ o] & A.virus A% Aol g B.virus &
Fuol tk3 Aol FRMASAT. 2w Barile et al.
ABDHERE BR 2 BEEMAEY H8 2 Fge
HRBA 8 BEE BHA g e, B
— WEH gl st = infectious mononucleosis &x} 7+
= 3k RN BT 98 Roldm stE ok FEY B
BRENAZ HBEL Byirus BREET 289 5
A7 Rl BT BEES Q7 37a A B
e @t on, R X&4e cirrhoticd 1H1E
BRobSt s EEENel Hasted 4RBU MMkl ik
EFRE HE =t HR ATk MBFTRL B
#9 A2 769 cholangiolitic type ¢, 149 portal
cirrhosis & &6fa BEERS 713 FIE

B REpEale] 3 cholangiolitic hepatitis
(19.4%)7t HEn S8 Festd o], BHERANR
Leoezw IF HHEBHES &kt C.CF., T.T.T. &9
EHE Efcldew, FABEBT R A i HEA
Bol B e 32 kel PriE medical jaundice 7}
+2 fF HEMARY #fez 2o FEL FET A

o] 2t AL Bkt

Popper ¢} Steigman K(1948)% medical jaundice
el EEFTR E CH.H.ol st #i7F 26.3%2 8
f 1, Eliakim E(1955)= virus KF4% 23%7+ CH.H.
siehar #&ske ek

WA #79 nke}e) CHH. = HC.H. ¢ #
b Bel st F B B%E Yoy & chol-
angiolitis & virus fF49 ZRGES BAA EQY BT
Roge. 2oy o= 483 virus A KEIFTH o
2 Fo gk

Watson and Hoffbauer F(1946)= ARl Qe A
cholangiolar functional derrangement 7} #e =
o, ol & FFEEMES o #8311, cholangiole &+
B K EH BRI 2 2R Zokm sty o,
48] #E #ikee cholangiolitis 7/} =t} m 3+ o).

BE o 2 98 316171 MRl A vl Bt
bile duct proliferation -2 i3t Watson 5]
Bt F{Esksick. 221y cholangiolar ¢+ hepato-
cellular damage 7t FFfl & 5 Q-2 Frukat B
3} zton rf-$o] fF"X 2 E"fet3te} o] v cholangiol-
ar damagest QU &dHdl virus fFe] FEAH®
CH.H.9| & AffsH st )=t

CH.H.o] EERpTR2 £3] Foipises: ¥mat mals
FiRE v F=d, CHH, & E B HFEER{
7t Al et BEHE F FAsAol et AR

virus &l A 2E vlelzr2 CHH.:= o714 #
el e WA BESts 0t gt B ERAA
9] toluylend amine 3 arsphenamine, dinitrophe-
nol, methyltestosterone, % chlorprmazine %2 f#H
3 EER A2 dovs TReE Hedush o9
e i8] EHEe BEAA mirse QA+ got,
Eliakim3£K(1956)] #3121 random allergic compli-
cation o] °bd 7} HEMITL 3+t

FF AEfffo 2 ¥ portal area e i3 mono-
nuclear cell 3 #«} = Y=ht& granulocyte 8] Fif,
bile duct ¢} proliferation, bile stasis %] chlolan-
giolitisztx 24 % BEdield virus fF#<) A cholan-
giolitis & HRste HHEE virus B#el KA A 47
B 83, TREBH KLE #FHel dxd,
#Hh#e] E8, Eliakim K(1956)%) &3t xRS
2 Ha A &= #HExoh (=4 bile stasis, bile
thrombi %< B3t £%e HTH  bile stasis A
Fsl EEEIFFEo2 AR,

Eppinger 5(1837)¢} Jfth of 2] B 5o} kst CH.H.
9 E2EFe YEde) =t st o, Watson [K(1946)
L #%#%% CH.H.4 A cholangiolitic cirrhosis 2 B
FRace @5 99 1ad %k ERez:
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HCH.ol falA 2 EXA BEs v =3 e #7t
A oo od BELFAAE £4 fibrotic change =
AR o} FFEERA L BRE KT EEE XH A
oo} FFA 2B” A% A% KR EKEARAT
I EEEHE piEol e, biliary cirrhosis 2 BT
S 3 IS Bsbstas s EEE

o2 B4 virus Fkel #dtel @ESH:

Malamud F(1950)%= =} herpes simplex & inclu-
sion encephalitis Wpst zto] virus ¥t fF&= = AT
#pasl virus Mo R%&ET symbiosis 7F 1ol B
%ot HRE ¢ 92 Reld siont, oFy R
3 BIEEe 3ol mfAls 14Dk EER FE AT
£E {BEFEsel ek steb Klatskin (1948) 43t
A 5%9] &HEFKC Btz BITSIAC AT

ey WEE AMFAS EME BRBET 8A
23 BRE H HEES S ZstRed, Bifes
TR [EERSC WS ATt BR BERAA B
B ByBEAH 1760, ERG) 760 1R REs
HHG 50 He 2900 HWetel JF SHAEHES HsH
B2 15012 BRIz oo HeY ERT
steiw 7z s+t

fFseat PE-S BEd BFET e Heyd=
Mallory E(1947)e0 #k3hd fF4p5e] IRBE-2 reticulo-
endotheliosis 7} 913 18#:MZkel WET FrR=
= o): A Fiy v AL portal
hypertension o] FEIA, =& EH BE= A=
Ax A E Aot Eke] Rl = BEMATH
By 5%} Mgyt WHEES A gl omd, Sborov FK(1951¢]
et = BHAFLS] BUFmAL 10%2 st o<t
7o tBHEATHS] ABOl TEET BEAE 28 A2
A=A FHT

o] PR A WE-E EIRE b 17 hyper:
splenism & 13 Fiv} FetagozA HEMETEe
2 pEd gl BEAEE BUrsE il FEs
BT Mz AEE o, o MEY e At @26l
7¢ Frdtee MEiraebd mEE Bt s = BRI
pepEsEAE o 2 AIE =47 #r&stel st #et

Shorov s} Keller (19510 {8¥:RF 2] 58%°) A
FRIEAST QL 9et et EIG(1956) % WA A B
3t IRk e] 2ol A virus Brse 186U THIT H
BB e det ael 8 SlRE BETERERT
%0] F&TH Bl B B e Bad T
Atk Aol Mg gl N FHEsutel Eviat BB
RETRQ 76id 4617 BEFRIIASS BHHE + R+
HEe] e}

Fistekh 23. 2001 A T L 7R Hotel Frmt 56

= 267 BUFAILSS 32 FEd 1FENLE B’
jEo] Y o= A EEST AT U R
2 2o,

BEE HEE A BEFLS 3 Aoz ¥
1.2 Logan K(1950)¢1 #k#hd 0.6% 2 it 2
o) B Riffel = 40% B2t ol i H ®
ol A 5HIS) FHERES BRIl FHE el
o o},

Frissei i B L Lichtman (1953)8) Rl &3}
w {B4:AT %) A = intralobular parenchymal hepa-
titis & #is] MAse  KERSel
pericholangiolar interlobular portal hepatitis 2 &}
A+t

wxo] A A= 1560 24617} portal area < fibro-
sis 7l fRom, H 80%7 #% Ffrol lymphocyte,
histiocyte, plasma cell &2} BEZMRERH] $on,
[@iol bile duct proliferation = 80%14 & +
9182 pericholangiolar interlobular portal #ie] X
forel d-e& Tk

v FFEEHRE D spotty necrosis(60%), eosino-
philic degeneration (40%), ballooning (53.3%),
multinuclear giant cell (53.3%)%, # el o] &
e, HERE, FAEBISC) HERStE o, ARl AN B
4 g 9o} virus el 84e] shisl eosinophilic
body = 20%\} HBIst =t =3 K 23, 2400
uhebre] FRMEMS FEHB or&# eosinophilic
degeneration © g3t ##F#ASe] central, portal, in-
tralobular @A gl°] o x Ffrel vt £ F & BEE
9 9}, o] 9}z = Bagenstoss(1956), Ratnoff(1957),
Montenegro(1957)35 9] = 3ol FFEEMHERS
spotty necrosis 7t 2 #°l, reticulum £ collapse 7+
23 o474 collagen o] {Fs = @2l BRA RE
& Fote] #FH#ER cirrhotic change® & Efil=

a1 ),

periductular =+

ST Sl e B A E ARPT fe) gen, W
2hA B BRSOl W Rt @45l Werthe-
mann(1954), Popper(1954), Klatskin(1958) #IKe] &
Fxb 7o) AFMIFLS] #FEH] collapse 7t 244, reticu-
lum o} ##E=Elo], Wik collagen o] ffFRA =t el
#Hgt %35k

B o] e}zr-e Hgio 2 centrolobular, intralobular,
periportal fibrosis %] JE= ol portal-portal B2
portal-central bridging & 3t
portal cirrhosis & H#&AZD T vt Aew =Y
MacMahon £(1955)¢] TR A2} 2] bile stasis ol ##
BR7} vtz 2= periductular fibrosis & FF##el
HAEE 4 91on o] 2 Watson and Hoffbauer (1946)

septal ==
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# = cholangiolitic cirrhosis A= EEZ + 3
ot st et

2 olebe e HERl) @I A= AT
KM BEMAF) spotty necrotic type ol A Hid T 3L
et = Qvbd o9e KBS e HiEs ™
whi A Es) sk R obd mHearslel 9A %3t
e},

Virus FF%-2 B% 2 BE#Eir portal cirrhosis 744 4
o7 4 gk KEEESE BEE A+ 13 BR
F#5el Axenfeld K;(1948), Thaler(1952)7% K] R#
7 a#sbelt. el #EERBHS  Sherlock (1958),
Bagenstoss(1952) K& BRM BZES BB 14
virus iF&el A F475) diffuse portal cirrhosis 7} &
e = gvhe A Klatskin K(1958)% JR¥EA
ol BRFEMFRA A x 1922 BEE HAE F A9
Wistg o=, Fox [L (1942)% =3 cholangiolitic
form ol A ERE= cholangiolitic cirrhosis = #&H X
el = portal cirrhosis & ¢ o=} RAolch.

ol el ¢t fibrosis o] FiEE = HiMel B3 MBS AW
@ B shioleh.

Benda K;(1952)= HF4¢ itk 28 H Al fibrosis 7t
B4:3517) fhfEeta 19 2= Roholm K(1942)+= W
#% 350k et sk Bk septal fibrosis 7t #
AL BRIATE Aol

2t olebge TN ML FFRET TR R
Behe] kAl A AL K55 s AR
¢to v, Biichner K(1943)%-2 %23 BLE F= %
vt st

JFgeol A pESRAES A o5 Bl BRs) A, Mallory
1%(1958)% portal cirrhosis 9] ®%EEE viral hepa-
titls 2o == FEE ARG 24%E Stglen
BILHK(195DE e vee] FFEBER S 25.3%7t
viral hepatits 27 #Efs) = BEFEE A2 RAelet 3
A+t

B ksl 7ol & virus R4l portal cirrhosis &
HEE F 9L Aolde fEE L & 5 e
1} 4R IS AEESL] ARl 24 fibrosis 7} @
1= &4 spotty necrotic viral hepatitisel A @iz
fibrosis & 9 27}9] portal cirrhosis 7} H7l= @
BE Ehkez PR #EE At B— R
A 297 FRE ®BATS ¥ A BEME=R
Aol $EE FE ANS Mkt REst RS
Aele], =3t Kk BRET EES] A | e
Ao WS MBS 5 Aol

HHEE Db ik whehzre] FRseke]l MKtk ¥
% R FUES Mk 2nA MK BY

Ty HBATEH R Rl K3t o1 & MfERS 2t

=},

post-necrotic reticulum collapse (KB 25, 26D, #f
& collagen el [ffme-& (HifE27.28) xgkow, K3
portal fibrotic reaction o} (ffffE 35), ##f& portal-
portal bridging(FffEI36)-& MK 3t, =3t portal-por-
tal bridging ¢l A #i% pseudolobule & HEKE =
<& st

=3t Bkt 63HS B A KiE 337 22 septal
fibrosis & ¥ 4 A=, ol WEBPH R =2 1A

S BREE gkl RESE ole SERFES post

necrotic collapse 7} central, portal, intralobular
T A gdol ZWHN HEFEtkem doid 9] septal
fibrosis 2} 1. A&l

Cholangiolitic form < ¥3t %2 o]n| £543] ik
st ooy, K 325 #AT4%#: cholangiolitic cirrhosis
& MAL 2 EHA

B Rl A BTN ALY, MR BRI
ol A BEstE A kAo, WEEAE EEL
T4 fibrosis 7} 66%1 952 Klatskin K] Rf#
s} et

w2} spotty necrotic type 2] HFR# diffuse
portal cirrhosis & 7433 #Hd 5 vt #ro}

WEBAES AR BT W Al o9 fibrosis
b 1L 1%CGEH tHBEtdn =8 W AN 28
fibrosis 7} @1 Bl A 2l B A#H fibrosis
b ek, FrgEiEd 23BRel fibrosis b o ¢
b Benda Ko &R 2ok

=31 24 fibrosis 7} gl=Hiel A4 portal-portal bridg-
ing A= w29 58, I 10.3, portal-portal
bridging o 4 pseudolobule Hel = wad 214, F
¥ 22. 58 PREE A, 289 3 £kl °19] pseudo-
lobule & B3 Fl Az BRRTTE 99 #EdA
£ R B R 10.589 o9, 13 B A
o] 5§ = Roholm 2] 35H 7 Zglch. o] she] JiFseel
2 Fgstd 5 fibrosis = Estgl oo whaly
Rfg3 fibrosis 9} 3#47-& BT fibrosis o W &
el BrEs Rt

e R #4178 fibrosis 7} o} IRER HR
Hi: HEe Q952 Blchner X8 BBIAKRAE W
HA stgh

VE @

14361 AR 151 BHAE RiRe BRERE
BAERR TR = B ERERARC K3t virus R
o HREE W AHHES B, BEY BEH £
L, cholangiolitis #:, 1BMEF K o HAFREMME
ool #te otelet T Hame L
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1. SMERFRS 43.6%7 3EA#/A AHAEN R L
2] pisto]l WIFE A gl o o]t BEMKEMS &
PRI 22851 glo) portal area ol EEHRAFEAIRE
4, i 2 cholangiolitic change »t £gic}.

2. AT 87k 1061(11.4%)7F HH == BR
& Rizkshg oo, WEE WA METR-E AERE
21 cholangiolar involvement 7} 91 FH&2WHEHE
2 2t BHE = EREY EBFR mEtk
R 160 RSt oo Hik 106+ 2flc 56,
11+ portal cirrhosis & Fffst BHEFRoR BT,
7%= cholangiolitic change 7 F#s 4 .

3. &M:RF% 98 194171 cholangiolitic features
7b WSt o AR Sl el A BRRIVTR . 2
= ED, gk, BOER, FFIEXC EESH o HEEN
PiRe e REHMERES, Rbilirubin B, EEKE
# m¥Ebilirubin LS, B.S.P. liEor BEXE), MRk
B o 2 bile stasis, bile duct proliferation, %
FEMIREE CBe) AT Fusta . A
2B IBEKS &P virus FF%-2 cholangiolitis
o) FEMERES At

4. REBEAHA 17600 651 BEMEXF 764
460 2 RS WE 5Hle 23§ 156171 HetAk
BATR L 1L T 2.6 K@% FEE virus B
ol A et

5. BFEFREMIME 2MfF% 79fH W33t portal
fibrosis & &3l 18%iol A 4f7t portal cirrhosis 7}
H¢ . Cholangiolitis B ZMfT4 196+ HED
cholangiolar involvement & #3ka 114114 317+
cholangiolitic cirrhosis 7} = §1=}. 15612 BH:FF5H
9= FHAe] portal cirrhosis BT H-2- ##H$st4 =t

6. Fibrosis+ ¥EH B 28N H Fiks &
4 9191 2.9 portal bridging Kol w& s 58,
portal bridging ol 4 543 pseudolobule KOl
£ fie 2105 BrEs & St ] BRARE
S Aol ke RS

7. WEEMERTSCl 28] FEY 45 fibrosis & MstL
s FeE o, e 5kl = e fibro-
sis B} = Wil = {A=H

8. EKFsM: fibrosis & ffkel EY +F WL M
ety o}, REY A She HE T fibrosis 7t #izR 4
7b gt

O

<HEl BEetel ABRA sl M fMetel A
KRR BEE oA o B 5 R A
EEY BES HAevlold. HOMESE =454 B
WEHY WEBAEN, AREANEA HHtd T B
JEkEE HHAB RPHEHR, FEBEWE Wiliam

C. Butz thifisl MEES F#He vl >
V. & &

STUDIES ON CLINICAL, LABORATORY AND
HISTOLOGICAL FINDINGS OF LIVER BIOPSY
IN EPIDEMIC VIRAL HEPATITIS

Part III! Studies on Complications and Sequelae
of Acute Hepatitis

Whan Kook Chung

Department of Internal Medicine
College of Medicine
Seoul National University
(Director: Prof. Shim Suk Hahn)

The complications and sequelae of viral hepatitis
were studied in 143 acute cases and 15 chronic
cases, utilizing a correlation of the clinical picture
with laboratory findings and serial liver biopsies.
Of the 143 acute cases studied, 98 cases underwent
serial biopsies, 45 cases had a single biopsy. Of
the 98 cases studied by serial biopsies: 19 cases had
histologic findings consistent with cholangiolitic
change, 79 cases had histologic findings of hepato-
cellular damage. 15 cases of chronic hepatitis were
studied by single biopsy. The following results
were observed.

1. In 43.6% of these patients with acute viral
hepatitis, there was no histologic clearance within
3 months after the onset of illness. Differently
from acute phase, this prolonged histological find-
ings were mainly fibrosis, mononuclear cell infil-
tration, and cholangiolitic change around the portal
areas. There were rarely noted fatty metamor-
phosis.

2. Of the 87 cases of acute -hepatitis, 10 cases
(11.4%) showed evidence of recurrent or relapsing
phases of the disease. The histologic picture of
the latent stage which followed the initial attacg
was mainly that of arrested cholangiolitic involve-
ment with no evidence of healing. Only in one
case, there was histologic evidence of reactivation
during a relapsing stage. Of the 10 cases, 2 cases
showed complete healing, 1 case progressed into
a chronic hepatitis with portal cirrhosis, 7 cases
had a persistence of the cholangiolitic changes in
final outcome.

3. Of the 98 cases studied by serial biopsies, in
19 cases significant histologic pattern was that of
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cholangiolitic damage. Comparing with hepatocelu-
lar hepatitis, clinically nausea, vomiting, itching
sensation and hepatomegaly were remarkable; in
laboratory findings a slight leukocytosis, positive
urine bilirubin, increased direct reactive serum
bilirubin and abnormal retention of BSP were
more striking; histologically bile stasis, bile duct
proliferation and inflammatory cellular infiltration
(especially neutrophils) were remarkable in the
patients of cholangiolitic damage. Of this group, 11
cases showed persistent cholangiolar involvement
and 3 of these 11 cases progressed to cirrhosis.

4. Viral hepatitis combine with liver distosomia-
sis and cholecystitis showed every characteristic
clinical, laboratory and histologic findings of cho-
langiolitic type.

5. Of these 98 cases studied by serial biopsies, 79
cases were characterized by hepatocellular changes
Of this group, 18 cases showed marked portal
fibrosis and 4 of these 18 cases progressed to
portal cirrhosis.

6. The cases of chronic hepatitis studied were
15 cases. 6 of these had mild splenomegaly, 4 of
these had slight hepatomegaly, 6 of these had
persistent jaundice. All of these cases had active
viral hepatitis persisting for more than one year
as proven by needle biopsy. Prominent histologic
changes were eosinophilic degeneration with
eosinophilic bodies, ballooning of the liver cells,
bile duct proliferation, fibrosis, and chronic inflam-
matory cell infiltration around the portal areas.
However, there was no fatty metamorphosis. Of
the 15 chronic. cases, 9 cases revealed histologic
pictures of early portal cirrhosis.

7. Following the progression of post-hepatitic
cirrhosis by serial needle biopsies, it was noted
that fibrosis appeared within two weeks after
the onset of jaundice. The earliest complete portal
bridging was noted within 5 weeks in one case.
A transformation of portal bridging into a pseudo-
lobule was seen within 21 weeks.

8. The longer the period of active hepatitis
persisted, the more intensive and more frequent
was the fibrosis. However, it was observed that
a moderate degree of fibrosis might be absorbed
during the arrested stage. Although some degree
of fibrosis was observed in minimal cases, it is
apparent that the frequency and severity of post-

hepatitic fibrosis paralleled the severity of the
acute hepatitis.
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