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AREFE AR B R X B B MRERE RS friER”

B 7 BT #EErdr #tE BEEERAYEEER  F3F) 630038

B FE AKTRETARITEAERKER (h-HSS) . ARFKER (h-FLC) XD~
e B KR RIE RN G &, MXTh-HSSHBIL MBI RES TEHRTTOES T 50
Eo GEFRKH: h-HSSHh-FLCHRER X BTN HARNNAIER, BEERERND F OCT 1 m-
ASTiEY:, S HPT-AREH#*H-TARBAFADNAK#HER, mMHhoes5c, 30min, h-HSS JH{E
BREYE, MBWREARARE, HiEMETE4. 7ESDS-PAGE L, h-HSSE R 1 &£ F#H M8 &Kk
#, B TFRIKIKAL.6, 2.4, 344 0FHME, E=HENEE547.57%.

R FHERNEE BHRER: AR, PEEFRE, D-KEXTH
19754 LaBrecque 2" 55 M 7L BT ri 42 B3] — b i o0 il AT 4w 45 B FUM B IS 90 TR,

HHBRIIFHA R Y E (Hepatic Stimulator Substance, HSS), gk— 8% & IHSS
SAFmM S AMBEAE MR ERE %, SRGYFEARSERLIBEE. EAXZY
WIERGIE b h FE2EHSS, R RF BB AR EFEEP, h-HSS g £ #/h
AR R 345 H V1B AR PR DNA S gt 2 ~ 3 5. RATAANRRIFRERHSS, R
AD-FE 2 (D-Gal) #FR KR HMEMFRIEEE, FEIMEA i FFHSS (h-HSS)

f T A RAEE MR Em, HS5ARTRER (h-FLC) #{THhE, LIFETh-HSS
ARG AT ERREERTE. It EBLERmS TEETHE 5.

1 ¥ B . F &

4SEII AWistar KR, #EL¥, hHE1981238, HERNEH10%D-GalizEBs LT EY FEE.
FEMBEL-HSSHHE X RIEERMH LI, D-Galpyi®H1.68/ke, ?fxm?h HSSXirh 3k BT TheMm
FFDNAS REmMA i, D-GalgyFig 1. 0e/ke,
1,1 h-HSS, h-FLCAh-HSSas & ;5 (h-HSSEs %) #9414
#Fleig (O M 4h-HSS, BAKK (MEKREI4.5~6 P AIEEIIL) ¥35% (w/v)
AEBEKEIRFS%, mMesT, 30min, 4 CH4, 100000x8, 90min, H L. BLRFEHAK
R FS%RIE, 4ACE L, 11000x8, 60min, B _Lif4l&h-FLC, FCBB-SDSEREREGRAE.
h-HSSX0,8mg/ml, h-FLCH18mg/ml, £HBFleig(® f1 Morley (M yJ5tk, FABRESHALE h-HSS H
Zh-HSSEE# .
1,2 £ %ig4s
1.2,1 FIERNE BUKRE4R, FENSH 14, FATHEHD-Galls20h T #44 BiE#h-HSS bh-FLC,
h-HSSES M RAEEM K, FIEHNAnl/R, HEnZiod. ZRIORAR, HERTHSRA B 3 kY
FHEIREA,
1.2.2 h-HSSTh-FLCAh # AR F MG MF RS ik m  RAR2ZE, HHSshed, 24ETHE
5D-Gal/520hF 44y B §th-HSS, h-FLCi4 bk, FiRHANaml/R, £FHS 12h, 24h, 48bR
2hHEE 6 R, BNnESREEEREBE (OCT, Athel) | O RXLTREEMERERIH
(m-AST, BFmHE) RIFREMERESE (HPT-A) , BN RFAREREXGRE,
1,2,3 h-HSS,h-FLCHP HEARFDNAGKKEl ARSEMAERXLE S £1.2,2.°H-TdR#150
pCi/kg GE—KREENES, 2h/EiTHEE, R ERNFALEH-TIRBAFADNASRARE.
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1.2.4 h-HSSMSFTRUE SHLaemmliZ(M@He:, RASDS-RAKBKEER LK (PAGE) . &

W ER3.2%, HBRIKENY, BRAZDHESR-250#T 1,
1.3 %itga s
AARFERILR AN S, K5 NZE S FHStudent's 15,

2 g R

2.1 BE#

HAEEIR, h-HSSAM-FLCAKXRIEE RS FI068,75% F156.25% . Tmh-HSS BRI @k

1
E . :,. \_ hotsS 62, 5%
3 -\\ T TN e g ===t - FLC 56.25%
Pl
40 ,\\
R
20 LQ.\.:-L--‘.-........w.......‘ saline 1g 5y
‘-—-.-—-.~—..~—-~-—..~_-l
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h-HSS 125y
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Fig, Effect of h-HSS and h-FLC

on survival of toxic rat

X 518,25% (P<0,05), 1 #F/5H10K, h-HSS
H762.5%, h-FLCHA56.25%, h-HSS B5ise
MA12.5% (P<0,01~P<0,05) , RS
BEE (BE1D) .

2,2 h-HSS#h-FLCst + % x g £:4#0CT,
m-ASTHHPT-A# %

& fF48hfn72h, h-HSSAML-FLCH X
RIFOCTMm-ASTIEHBERIER B ERTAE
BihkE (P<0,058 P<0.01) y THPT-A i
WY BERIEFEEET FERLK A (P<0,05,
P<0,015P<0,001) ., 7EFR#/548h, h-HSS 4
HHPT-AiERE#ESF h-FLCA (P<o,0D)

(R .

A h-HSS#h-FLCaxt 9 4 % gOCT, m-AST & HPT-A# §#h (x+s)
Tab, Effects of h-HSS and h-FLC on serum level of OCT and m-AST

and HPT-A (x*s)

Group bour number m-AST HPT-A

of rats (IU/L/min) (1U/L)» (%)
Normal control — 14 4,54+ 4.3 10,5+ 6.6 150 £31.7
h-HSS 12 6 141,77£54,0 37.6% 9.2 42,7123,8
h-FLC 12 6 140,3+47.9 37.0%13.0 39,2+10,9
saline 12 6 145 49,8 34,61 8,4 42,0t 14,9
h-HSS 24 6 113,9-+28,.4 52,518, 2 41,4% 6,0
h-FLC 24 6 104,1+36,2 58,3%+25,6 40,41 6.6
saline 24 6 127.61+29,4 69,2422,7 38,2+11.3
h-HSS 48 6 85,4122, 5% 70,6:132,1¢ 71,1:£20,4 %8044
h-FLC 438 6 92,3124%¢ 86,3+30,5* 40,74 9.5
saline 48 6 132 +24 178 92,9 15,4+16,5
h-HSS 72 6 27.5410.6* 28,71+ 8,9°** 123 $24.4%*
h-FLC 72 6 26,6+12,7¢% 35,91+16,2* 108 +30,8%
saline 72 6 50,5+22,5 9i,2+40,6 69,2+30,3

Note to the table: *means P<0.06, **P<0.01 and ***pP<0. 001 as compared
with the value of the saline group,
AAm P<0.01 as compared with the value of the h-FLC group,
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2,3 h-HSSA=h-FLCa ¥ & x g itDNA & s 4 % vg
H#F48hM72h, h-HSSHFIh-FLCAARFDNAA R #E RIERBE S FERE KA (P<0,015%
P<0.001) , MigiFMA 2L EEER (P>0,05) (WE2)
2.4 MRUBRFHS

Incorporation rate of *H-TR (com/ms DNA) hEEfF12h, &4 I 4 M g i ol S B AR 1 1R
10000f sy s ) 2, NI AR T, 8 ARERE
aon] &+ eline KRR, i Rash, &EEHKAFRRE B
- Ry CURFELAE, 6N KIRIE AR b

Al ELE, h-HSSEMh-FLCATL 4Rt ik &
000 FEAT D B A BRI 2, T RS BAR
2000 e

2.5 h-HSS#) 2 e A

2 NEe5°C . 30minfb R h-HSSTRERHE
R A RRMNEIE R, B RS, RRE
HE R EYEET 4 % k. f£SDS-PAGE
b, h-HSSER 1 &M L4 8 KK, &

: - WA FEM K J3 1.5, 2.4, 3,4504,005 B R,
Note 1:‘;‘202T1A**iy;t<1:e:;15 compared LA & B%47.57%. b-FLC BBy -HSS
with saline group ' R &mKarsh, CBRH TSR

B2 h-HSSAh-FLCH ¢ & x g WDNA S
& 0 % i
Fig,2 Effect of h-HSS andh-FLC on

3 it #

B IR G EERN ., i fL BRI 5 AR s RV R P4 3% 5% L%, B
HEFREIHFRB DA FIE R, IBRSHRE s IERFFRITL K A LA
kAT G, 6 AIER., RAXBEITHNVBEMN L@, BLH¥ENN
Al G SR BT & HSS 6. ST D I Thk R\ R T o M-I BR ARG 1 W
AR ERBEREHSSH HE, RITEML-HSSHih-FLCHE R ZFRED-GalhF XK
FiE®, #/Rh-HSSHh-FLCxD-Gal5|i ik R rh# i e By ER.

RITEID-GalhF 512, KR FOCTHm-ASTHIE B ¥ &, WHPT-A N
BER, LEEESh-HSSsh-FLCS28hfI52h (Bl 5 48hF172h) if FOCT Him-AST
EEBEREFBEMMT A KA, WHPT-ANMMIEY BEME T4 3 £ K 4,
HEh-HSSHIh-FLC % B 1k I am g 451 65 ik 5 8 R ThRBRUVE R . IHFALARRE il 5
TX— . BRE, KREFFS ARG, ERAFERESERNEET H B % B,
i PIER J5 18h~36h, B & T B 5 4 £ @ i HSS O™ 4RSRHSSHE 2 3k FTF I 2 B IR & BUAKHAT,
{EHSSHE L BB D-Gal 3| 25 I B R L, EF/RH— HILET.

HSS#E M sh ek M AR AR 2 R EDNA S B, ERFLFEF LT ATREIH,
A BLAEAB-HSSHh-FLC/528h#152h, *H-TdRBANEFADNASBEREE & T4
EEh KA, RIRh-HSSHIR-FLCA: ¢k py o Ha 0 i I 4 e ) DNA G iRt B B8R /A .
WHERHEDFABADNAS B E R, A5 /548hkEiE, AnliE FEF, SHEKEEN
B A — B o RN 3 T AR i BT M R IR B I 1 s T gk 2 h-HSSfith-FLCK B iR 97 15
R EEYR. £8ALRIBESD, b-HSSHh-FLCHTFLBEER, ¥ ¥ b-FLCHIKEIT
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YRS R BT &h-HSSH % .-

HAEASMTHSSE R E RS FROFAMRER S, HIELHSSEHm MY, ag

BERFUEARBRIESRE, BERGAIEARDOU ERHHHSSHE KRS HHF
BE. Bf1EBLh-HSSZm#95°C, 30minf5 IR E 4 ¥iE 4, T 42 R & (1 B 4L 8 5 Ay h- HSS,
FReREFEPERXRMOFE X, R-h-HSSERBRSG REH K. 7ESDS-PAGE |, h-HSS

BRI EHM S KR, 5 FRKKHBLE, 2.4, 3. 4514, 077 #/RHL,

EHMHN SR A

47.57%, H5XRBERA -FWOUO,
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Effects of human fetal hepatic stimulator substance on D-galac-

tosamine-induced liver necrosis in rats

Zhou Ping, Xiang Juzheng, Li Qifcn, ct al (Department of Infectious Disecases, Southwest
Hospital, Third Military Medical College, Chongqing 630038)

Abstract The effects of human fetal hepatic stimulator substance (h-HSS)
and liver cytosol (h-FLC) on the survival rate, the intensity of liver damage,
and liver regeneration in rats with liver necrosis induced with D-galactosamine
were observed, The physico-chemical properties of k-HSS were preliminarily
determined,

It was found that both h-HSS and H-FLC could markedly increase the
survival rate of the rats with toxic liver necrosis, significantly decrease the
serum level of ornithine carbamoyl transferase and mitochondria aspartic trans-
aminase, improve the hepaplastin activity, and elevate the incorporation rate
of *H-thymidine with liver DNA, h-HSS was stable after heated to 95° C for
30 minutes, and sensitive to trypsin treatment, It demonstrated one major
band at 15000 daltons and 3 minor ones at 24 000,34 000,and 40 000 daltons res-
pectively on sodium dodecyl sulfate-polyacrylamide gel electrophoresis, The
relative content of the major band was 47,57%;.

Key words hepatic stimulator substance; cytosol; human fetal liver; toxic
liver pecrosis; D-Gal
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