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A Study on the Pigments appearing in the Human Liver

AEREE KRS FEBHE
<iq®g F B h HLE>

2

% ]

EFEH FEE ik £EEER gloA qa7] &
Fot & HBlstE A2 el g8 A&k o
F9 s ¥4 @+

FHER@BA A B+ ARE AREAHES JERES
¥z AT g Ak 8 R GESa 2o SBHe
s} Carotene (aF%e] oo Bt Ao zA o 4H
e S ﬁﬁiﬂ BEEL & ¥iE FERRd s
BaA et oo Kot &3] EEs e aEEL
E&é%iﬁ 2 el A= 5% (Hemosiderin) J&¢
% (Bile Pigment) f5#8% (Lipofuscin)g] =#fg°] o},
o] & Listol = Hemofuscin (lipofuscion 3} BBfEd ERI
2] WEW HEEF cytosiderin 3 F—fEFYAA =g
o})13. 18 Cytosiderin (hemosiderin 3+ [F—3} AE:=
7] =42 mitochondria 4 pizkgt hemosiderin =} lipo-
fuscin 9] BEERY A= Ceroid(asEe] m4rol
MBFE X ERHFS Bk 2dn £89: acid
fast pigment °]= FFiE#, #E =+ Vitamin EfZ
sk o] FRMEe] BEMtEe] 1T 40 &) g},

4

S
BEME ¥ BERAE

BEME L+ 19605 4858 19614 68 Atolol A&k
By BHAR WEBEHKEAAN T 2008 Rirbr
bt WHENA T 476 KA BB A kg
561e] BB 2 #E 94518 WMRAFFAER] o

OGBS -2 FEEMZTE 648l cl=m o
o, 5k 5301 ik 41f=A ol E2 27 FHEHo
2 ZEE flEel .

& Blel A BERT FFAESS 10%Formalin ¥ #iok
o] &% BEES % —FH e Paraffin fusmiEd ks
5~6x 2] Y1H-& =HE° Hematoxylin-Eosin¥: Gomori
K @3uts R Stein K BHEZERAS fTshdon —F

= 10~12 1) HEYIRE 359 Oil Red O #fa 9
Sudan B¥:f-& MifFshe Blggetg).
BE2ER®

94519) Frel QAN E Mm@ BilaE 9 e
HERRS =g} 2ot

w =

°lE WHMERY AFSS BSHA HaeBmRs S: AL KBR WHAR FDEXE HEH
o] Fe4rsl MBER] 2 Aol HA o walA o M: Bih B RES 56
£ GRS ERUERNSE BHGL HHTD 204 0: Fteg
= BEES M BEie A4 @ T: s
EERL RN 2 NUEY 8RAY FRdA Q2
e e . o d: mE e owa meE
FRAA W HERE & 40 SHAGS Mool . o
M B EERS £ HEgdA me R -
=M FEaF] BIRRS FEHastas K&l“%?a P Bl R
BT Aol in.l: AR —
el W o ¥ o9lm n®E | e 5
e e |EFE n LB £ 5 B R — = ,fE A ?g; —
W W | (gm) B 'IP‘:”BE@%'{E B@FFF;HME %-H] 1 Hﬁﬂg@.ﬁﬂ E
11S860-127 & N L e i Mm% M inl. |inl |[d d m,p m,
8| 49 1480 lgwgifgﬁ 25 R o N e T T L M et
Fr R B R .
2)Se0-1280% | & 7100 |2 wERESEL | g inl R N U
r D 2HEE & oin e I +
3 860‘129 P 1) "f’]fﬂ’]ﬂ‘i‘%‘ﬁ’l é 'o‘ m,p. d d
| 168 54 BF | 4 2 ol I e - =
4 |s60-130] 5| 36| 1250 ,1 ; inl inld d e
l WWE X PP e P P ] o
*ARN THEE 19615 108 #1138 AMKBREI] Bhae.
— 5 — 203



— The Seou! Journal of Medicine : Vol. 2, No. 3, 1661—
e A P - h N hEE | wmiex  HEE
L E Y R ik Br B = B =
wH| E 9 | B _ wanE el prenl
5| S60-132) ¢ | 38 1200 | TG FLEmes pRtnl | _ T
6 | S60-135 ¢ | 19| 1400 | Dysgerminoma | Fo BB ] R
~ 5 1) FikBs . in.l. in.]. c,m |c,m
71860136 % [yl 20 o) e geanrenomise | MO I I i
D @agied kit & k
8 |S60-140,5| 2 330 P 7 FTHATE l‘“‘i N R T i e
2) Fiigt - ” - ~
i o n D Bm 2 Ehk
9 | S60-142] & 2 360} 1%%( = ] 2HiE) ]3) w3t 5&4}?%&@?’%?&1!. _ ‘i — 1+ ‘ — i e \ 4
10| S60-143 5| 14/ 950 |mﬁ1:5u} ©m ml ool o ¢, { _
D WET ET 5% D EER 1k
11 | S60-144/ 2 | 44/ 700 ﬁa;ﬁzﬁ% b d+ dLi‘ m.lJ.r m.ﬂ.r
2) ST % S Enwsmm | | il
12 | S60-146| ¢ | 38 1500] | HERsE e Ll d. Pl
13 | S60-148/ 5 | 19 1250 E?Aﬁggﬁﬂwﬂﬁ*[ﬁ?@ﬁ% T e
, 1) '13%?%4 @Jﬂl hn.L. a d a a
D E{ﬁlﬁﬂ Tl B d d c c
16 | S60-151) ¢ | 23| 1000 £ BmES] SERBMM - =+ | =+ |+
2 i B |~ | 7L
17| Soo-152 6 | 23 1750 | Macamasm) | mEs mERE | i R il ek
o pe gt D Frel E# m,p d id inl. |inl
18 | S60-153) ¢ | 49| 1750 T | M LI %) wH Bm | e 4 t + i \ + +
: D Bl #e
5 1) R Ks inl. d d d d
19 | Sco-154 5 | 43 570 |1 HEEE . D mismwEaE L \ S VI T
N 1) Bl B 1) RATEE id d d d
20 [ Seo-1572 | 20| 1200 T ) e D hemmem | |« e |- | -
" 1) BRE
21 | Se0-158 o | 48 2100 | Aoy BEB. rumm l N e
2 [seotsg e | sof uso) |mmcewim | wzmaem R _ Py doem]
23| seo-160) % | 7| 430 | EEBEERUR. [ ppmam o PL R P
. 7 D B 2) Mz v inl. Jinl. lin.L
24 | 560-163 3 [T | 320 ]‘}3) 54 | mrm A R el el ===
25 | S60-165] 5 | 21 asq] [} EAEGIEBEEE | g Tl S I O e
1) BERE = in.]. c,m |c,m
26 | seo-169) 3| 39| 1300 | BEE_ ., |mERRuE L] - - I
1708 2 D 78 MREE g oL il
27 |Se1m0)6 S0 ) Tmemesy | TemAME T |- |- = | 1
28 | s61-171] | 50| 4 |3} ALELEEML wosmemean | — | — | — P Tn Y
4 Tl .
29 | S61-172,% | 37 1200 | BB IEE LBl R S P i
T " d [
30‘861—173 ol o s B EELENEE. mEe EaER R R O o I
51 | ser-17ale | 3| 70 |1 EER mne mEm® | - | — | — | — | — |~
|
32 | S61-175 2 351 o | EER mre THmE | — | — 1 -1 =-1-1-
- ; nl [d_
23 | S61-176| @ 171 1150 | BEFMAILCHTIN pegy 1 |- \ _ " PR -
34 | S61-177 @ 39 980 jiarg - $nd 3) &I H'J‘ﬁﬁaﬂfu i i g 4 + +- _
R TH ~ ;
ac | g Ebstein K ~ ol o
35 | s61-178) 5 | 22 1350 | 2 wn .
204 - 6 =




—e. S. Kim: A Study on the Pigments appearing in the Human Liver—

: —
R Ie el £ , {8 * nf’:r-zra;s oS
) P4 T FTEEREE TR e = 7 L__
&k &R (gm)‘ B m:fm“’l‘ ST Hﬁ“ﬁﬂ ,u Mﬂfmm-:un it
' B d 4
36 | S61 1791‘alsal 50| | Omphalocele - \ 1 d« Lo
i T TR R id ic i
sl 2 ] D R | ea N
a8 | se1-18z] o | a6 1300 | m | ot i“‘l "“ L el
139‘561—183{9‘ 28 1250 | WELAE 45 AT RLAHE im' 1 ‘p T
! N D A i 4@ [
:401561—184‘9' 18] 1650 | e D P B D \ e \ "
Can|selissa | ] eso) (1) LM | s - |"L APIE S wA ird
sz o o) | mewn |wemnes || || %
13| Me1- 3919‘ 2 o0 | EEFHASECH ) gy .
3 ] i i
144’M61 41[9 zu] 80} !rmm ;3 ﬁll‘;;{t | S ' ] }d g id +
I R if) d
55 | M61- 42\9] sz o0 |} fA léi I me T
) < 737»‘ ” 4 o » - d Ed |
t0 | Mo-gg s »m‘ moiﬁzp:ie_ﬂﬂmmwxl1’“’7*’“”'”*@ U O N J gy Jp
D) S ob Al = HC IR | :
47 M61—44I6 so} 1680 )%W?Wz R HTE t‘“‘i 1 B LI R i ’
Lol 2) i 08 g T s . : -
s | Mor-as 5| s 150 T | e 1 85 A T i
0 1) 71 i R lmp | fe I |
49 M61-49|5 35‘ 22000 [2) CBREA iR R E m-e !m‘?, b o e o
L DRGILD) B I
r, Me | @ gy 11) Engs Im.p 1d jc.m c.m
“ Mbl*SOii\ 600 ]Jﬁﬁm& 2) 3 g ot t . T +
51| Mo1sy s | 2 1300 | mE ‘E&WME R N T L A
52 | M61- ssia‘ 56, 960) PRI Lt R T i R U L <]
- o D WA = (D ﬁ* l ol 4| lq .l
53 | M61-54| | 26| 1290 )Mﬁ/‘ém 2 r1J”$ff'>/l ﬁﬁﬂrﬁ oo | - ‘ Wl
:7 G ] B AT . ‘ !
54 | M61-55 !a , 7 14001 E; ,;;Z{}k ‘ 1 .:am;mm \ L 1 |d L ‘|‘“'{; ‘id .
55 | Ms1- 5b\a} 46\ im0 | webasitonmse | e wums P, | ”+ L
P R e R D) IR d mp mp |
56 | Msl- 5/‘9\ 201”595)] | ra D u i 1 ~ .d 5
st | Mol-ss o | a3 nso |mmmorty  eeemws M0 | L] L]
58 | Msl- 6()"6’ 1<>' 3750 | R e e el 7|;|mk LT i
Tea ! 7"1 o L) liRi s 1D Hait mp anl id lcm je.m
rglM“ 62;"\ 4 ‘21 B e e |2 G e | -
— : mp mo 4 ||
I L P LT O
e vt o R R S Y e
61 | Moles|v| 2 20 ‘5_?@%& eyga we M| | | MM
T ) RbES R 2) RSB L w ‘| | I it
62 | M61-66| 9 3s}| oso‘ '3; H_r fm&x e ‘ii L - l _ '"L \‘“L‘
jhs : i ] i
| [ R B d
|63 Mo1-67] & | 20| 1250 ?:/szf%fé | #n I T
Loe | Mot-69] & | 30 sok 1000‘Tl ) phemi fFel & 5 o T
i \ B a4 d
!65 Mé1- 7115( 24 700)T|z) LR LIRS lakalil " |d B ld . !d— | -
T td 1 d d
p— N O
' 67 | M61-73 a\ o 9 3 ;’Eﬁ%%mm A G FL B T T ‘ _ ] T
S . _
-7 - 205




J ‘ I 0o E | milek | 0w %
e : nhm;ﬁf"‘ il FH{HHLUL ,‘{,Hﬁﬂﬂt&’jﬂ i
i D W 2 B :
68! 316175 t 2 1400 3 9 £ 1 ) BB R in1. in1. mp mp
| i L0 Skt S R M M
o | S RAREE o inl. linl |d d Id |
CS! Ms51- .U|9| O 15 by Aisimmns | HERAZIE T i AR LN R
20| e 5 | o D) GEE R p | d
o aere | o 1w B ERywgers [#REEBE PP | o |
7i | Mei- 7st | 16 1170 lﬁﬂ%é‘cﬁﬁ@éﬁﬁ | pram S L L U L
721 Me i 1) Bl 1) AR in.l d lin 1
" |M a-r99 | a3 120 3 i by wmms g | — | — | - | o= | e | -
_ i D FHFA 85  nl ol @ d
3| Mosile | o8 150 B i cmm b fries PRl ]
. 1) frhass i I
- ]) JF Bl 84§ in.]. d C
74| Me1-82) 3 | 31| 1590 133 AL 2 Mgk Mhms_l TP A A A
75 M61—83a\ 29] 1070] | #RIREATF & LEE RN lp i p+ |d+ — lc + ‘ -
_ 1) RIATEIE ml ml @ d
76 | Mol-sas| o so| [DAEREE. . |nmmns T e I L R N
77 | Mot-soe | 16 1670 |mmEmeEx | nzmans I A
B, 1) BiRS 2D . y p id d d d
8 | Mot-aris | o] 1iso] ) WIS g | HEMEIE Pa | - R O A
79 | Mo1-89| 5 | 21| 2000 T | gure A £ AR R R e e
) HEEF T [P TN i@ @
80 | Me1-90| 5 | 19 1660 [ EEEE shFis] B O U L L R
M 950 :133 $1 kan ﬁ§> S 1% %lfﬂ] 8y m,p d d
81| M61-91{5 | 49 : A - -
B 3) BB * * +
sz | Mor-o2l 5| 17 1330 |EerAcwimms | BEY Bn I L L
D AETAAZED | 1
83 | M61-93 2 | 47| 1250 A% i (R ) R I o o i A
2) LBt B ESE _ : :
1) RIATEE " in.l.
81 o] of 4 [REREE. .. |mmmans I .
- 1> NaOH o 4k £ inl finl |d ol 4 |mp
D +2EEBEE v o inl. inl] d d id
86 | Mo1-06s | 6 10| ) LSERER . [evmaen My ML F, [ L P
87}M61—97{a[ 19 2300 T| @ amenn | enawan "R 0 (0, 1, L
' 1) J50 545 R4 1) Fr# d id il id d
88 | Mo1-o ‘ 50 1835 59 jranmi 2) HER T T i O it
1 in 1) Hk ) o mp mp d id
L Ogi— n/t A el 1) BEHMCIEY) > . mp mp | c.m
% | ool °~‘i° ERGIOE - T Rl L B i e W R
o1 | Osi-os 0| 85| g2z | 0NV KU AE | muy pm T e N o i
! | i i
R R o : ad ml
2 : 06]—041 ol 4% E ' liigodsdad IR T35 _ ; NV ' e e +
t ¢ ! 5] NS 1 |
s ] Oo1-0g 7| sz 130 | REOR EE L wgpa e | L _ L 1 L )
| 0100 PR G P p d d @ il
o] Oei-09 5| 21 1350 | EES SRR P I T
A. m#EF Hemosiderin) A} Mg HRd HE vE BHEY RS MR

H-E #:ho 2 31802733 25t Prussian blue & pikg B2 e asle Brake Wik
o kall FEe B mESE Ak kR BUiam Afas SHozA HEel 2¢ Asteleh
o) ERel 2eg % 5 itk Frfme) nBRFEHe AHBe —EAe 4o
o] mAFY BEENTEE BiFaF Hid 1A Y o2 EEmEda mhse dsd ¥ 4 A-HFig

206 - 8 -




-4

— &K A HRGE Bakd B Bu—

Fig. 3. Schematic Diagram of Distribution of Pigment
Granules in the Hepatic Cell
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Fig. 4. Schematic Diagram of Pigment Distribution in
the Hepatic Lobule.
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Table 1. Hemosiderin Pigment in the Cases

of Liver Cirrhosis

Degree No. of Case

4 Positive
3 Positive
2 Positive
1 Positive

DD W W N

Negative

Total 11
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Table 2. Hemosiderin Pigment in the Case of (~1
Year Age Group

No. of Case
Degree

L.C. K.C.
4 Positive 0 1
3 Positive 3 0
2 Positive 4 2
1 Positive 5 6
Negative 6 9
Total 18 18

WAPMRETES 2] B2 IBIEEER 3, 27,

46, 60, 67, 69, 70, 76, 80 5HI(55.6% 1A= HF
Aol PEEL ke MBFEE S Bt e 2
23 B 40 Y M E BRER 4 —0IF BKARE 360
o ME FEL LY MRS g e Ado2A
FERS ABE Ofirh 841(88.9%) el A IEE LI ke Mk
%< Bitn e RAelvh. 2eln 1AM 505Atel 4
FERT AL FFER MREHBER) 2 A 4 T
A =} (Table 3).
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Bie] PEsE 20fel golAe mERLBERES B
e £ AR MERS P + dv O 5ET +
9= fle] B KiE 4] e (Table 5.

Table 5. Hemosiderin in the Cases of Congestion of the

Liver
No. of Case
Degree
L.C. K.C.
4 Positive 0 0
3 Positive 3 0
2 Positive 3
1 Positive 12 9
Negative 13 17
Total ‘ 29 29

B. &% (Bile Pigment)
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o} (Fig. 4).
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Table 3. Pigment in the Hepatic Cell in relation to

Age Groups

\Age Hemosiderin ‘ Bile Pigment i Lipofuscin
Group | pgg. ‘ Neg. \[ Pos. | Neg. \ Pos. \Neg.

o—10] 2] 8l 17| ul 1w u
11—20 7 8 14 1 14 1
21—30 7 7 12 2 14 1
31—40 12 3 13 2 15 0
41—50 12 5 14 3 16 0
51—64 4 1 4 1 5 0
Total | 62| s2c00)| 7420000 81| 13090
Table 4. Pigment in the Kupffer Cell in relation to

Age Groups

Age Hemosiderin 1 Bile Pigment } Lipofuscin
Group Pos. l Neg. Pos. | Neg. ‘ Pos. ( Neg.

0—10 14 14 14 14 14 14
11—20 7 8 11 4 9 6
21—30 7 7 7 7 7 7
31—40 9 6 9 6 8 7
41—50 9 8 9 8 12 5
51—64 3 2 1 4 3 2
Total| 47 |47¢o0)| 51| 43C98) 51| 43090

B R e] RIRBIRAEE (Table 3 and 7% %
ReHE vhe 2o S ACRULBEAE FHE A
WS ML ot BEHRA gt

JFEEAES] Blol glol A& Bieske] L&l —BH
o2 &/ we AR (Table 6). = FEGEEN &

Table 6. Bile Pigment in the Cases of Liver Cirrhosis

2 Positive 2 1
1 Positive l

Negative | : 2
Total ! 8 ! 8

No. of Case
Degree
L.C. K.C.
4 Positive 0 0
3 Positive 0 1
2 Positive 5 2
1 Positive 4 4
Negative 2 4
Total 1 11 11
Table 7. Bile Pigment in the Cases of Focal Necrosis in
the Liver
No. of Case
Degree
L.C. ‘ K.C.
4 Positive 1 0 0
3 Positive 0 1

FEETES R 8l ol A& HRs] AT Bite
Fo] jhise] EEdE s ¥ & govt —EpeE I§
HEEkEel &4 g2 A 2 (Table 7.

C. fgtax(Lipofuscin)
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Pa HHIREES BES 2 SR Jdx it et
h ke i) £/ sl 9= Fig. .
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= B1HI(86.2%)°19 EFAilA-NA REFRS BEY
£ A= flE 5141(54. 3%l =H(Fig. 1. Fr#ifE & B
e FEh o MlRAME EEEE 24 B
=3 = = flE 136104 0%)°] =

feme wERENBERLES ¥ (Fig. 607 #%
S whe} b

SaEs WEES Z#el & i) FFel sl A e Baie
RILHRES kst 29 B3R 5E 3064 205166
7% A FRAIBEAel Ll L) fERRIEE S BE
& 4~ et (Table 8). = [§E 19F41 A= 8fi(42.1
%) A PEEL LY RERLEST BET $
(Table 8).

Table 8. Comparison of Lipofuscin between the Cases
of Inflammation and Tumor

Case of l Cell ENeg.’ 1-P.|2-P. i 3-P. | 4-P. [Total
[ |
Inflammation
ammaton e | o) 10| 121 8| of 30
KC.| ol 11| 9/ 1| ol 30
Tumor LC| ol | e 1! 1] 19
K.C 8 8 2 1 ] 0] 19

FEFIZ EEFES] HBEREE 2239 3R &
P gl e 2N HHilER FREEE &F
o givh AR A EE#EE &4 BEYT T o
= 1300h KA (84 6%)= 105ELI T EEmEE B
st gl=H(Table 3). Er=fiffel sloAx = Rl Al
Sl HdE HERT YR RREFES SFTT
YA e F7 $lR geH(Table 4).

e Belifhet e F B BGRE LEggs vy
EEMPL Bistae e IRtk fEeEe wEe
Ktz Ffstexd FTAE Brst deh 28y #H
£ K DRG] M= T BT ey HIt
B8 delAE JEBFES] mBlel ol —FHEfTIn
. 8

T o ER

e eelgits #BoE $— 2o aHsn g W
HER "—L}E%?% 31(”—}. Granick(1954) ol K #9 4
BRAMEERES & 4~5gmold 3 60~70%7} Mtas
2] heme Tﬁﬁi@i&i FRIERAA SHEHAIN T 3~4%

= HfFEMyoglobin)mhe]l &H5 o] glow HH —i
452 heme B¥35 2 cytochrome, peroxidase, catalase

o] MARTARHRZ AHMAMRAYD FEST it
£ Jfheme IFEBE A T MM FH6% fifEdetn
Feh = 2501946) FRiEC] ABEBMESES # 15%9

o< &A%t 3ot gel. Schairer(1948) Kol &
St AbEre] FFERO = #9 0.5gm.9] #io) 4F= L
sles fFER 100gm. ¥ 28mg.2] o) iFiel &%

2R 432 FUA6L—

o sie Aoz Fre] EBHEERS 0.01~0.05% 2
E=+ Aelzt gv}. Bielfeld(1902) X7y FRNEG &
B ABHSFHE R JIET BRA Kihd BTl
£ el 0.048~0.367% & Tl 4+ 0.05~0.092% 9]
#el #F5n gt o).

Lillie(1952) K= MEFE EMLEN THAA EH
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Abstract

A Study on the Pigments appearing in
the Human Liver

Chang Suh Kim, M.D.

Dept. of Pathology, College of Medicine
Seoul National University

(Director: Prof. Chae Koo Lee, M.D.) '

A histological study on hemosiderin, bile pigmen.
and lipofuscin appearing in the liver was made with the
materials obtained from 94 autopsy cases(from stillbirth
to 64 years old,53 cases of male and 41 cases of female)
at Department of Pathology, College of Medicine, Seoul
National University and Pathologic Section of National
Medical Center. And the results are as follows.

1. a) The hemosiderin deposition in the lLiver is obse-
rved in 66.0% of the liver cell and 50.0% of the
Kupffer cell among the observed cases. And
26.6% among the observed cases appears to
be negative.

b) The bile pigment deposition 1n the liver is
observed in 78.8% of the liver cell and 54.3%
of the Kupffer cell among the observed cases.
And 12.8% among the observed cases appears
to be negative.

¢) The lipofuscin deposition in the liver is observed
in 86.2% of the liver cell and 54.3% of the
Kupffer cell among the observed cases. And
14.0% among the observed cases appears to
be negative.

2. a) The hemosiderin deposition in the liver of age
groups below 1 month and from 31 to 50
years is strong.

b

g

The lipofuscin is observed in the liver among

all cases of old aged group. The negative cases

of lipofuscin belongs almost to the age group

below 10 years old.

3. The hemosiderin deposition in the liver tissue of
the cases of liver cirrhosis is generally strong.

4, The lipofuscin deposition in the liver tissue of the
cases of chronic inflammatory process in some part

of the body is generally strong.
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