HsasE 24 (8):2149~2154, 1991

5y CCLLEEEFEFAVIERI A<M 7 vV — s 6ED
MR FEERHEE & LTOER

FERZEFTE 1 /A5

'R RE

Bl B RF B

7o,

5y b CCLIBHFEE=FARMERL, 731 /) vEKRFAF(ABDRIBHF~M 7Y — 4
BERYORFR S IRANECAEL, FESARELOMBIKRHN LA, EEF (h=5) kK~
CCLEEREM=14) TR ABT RBEE T2 L5 EES L. 40%FIBREOE T CCL,
EERFRCEHTH D (p<0.05) FOEESELE L, FIBRBEEFOMN ABT 268+29%, 3t
TEIT16.9+2.7% L HEOE T &R LI (p<0.05), FFEEAREEIEREF#404+90dpm/mg pro-
tein 1 i< CCl B EFBE < 131,470+405dpm/mg protein ¢ BB EHEX/RL ABTEL XA DHE
B#a@si (r=0.881, p<0.00D). FFESNEESET CCLEERH CET LrAEER k-
7o. ABT THBHF~4 7 = ¥ — AR CCLEEER 5 » F TORVIRRO FRIFMERTH
5., T CCLEEFTCONELAMEDCTE I ABT CAFFHNETEERS D EEZLR

Key words: CCl,-induced liver injury aminopyrine breath test, hepatic protein synthesis, partial

hepatectomy, hepatic microsomal functional mass

® =E

B AT B o BT YIBREF O i Bl AT TR BEREM o 72 b1
i3, FOBEREYREL > 2KREVEETHY, B
EZhbokEks L, FHlRoaRRERE
FRTEVHR TV 5 ICG RmaxP?Fo 45 7 + —
ARBER T T EVbRhL 5 7 b —AATHRRY
ERThbhTED, Fo<4 2 ey — sBEEELHT
FHEFME 5 S TGl bY, BRLICL Y Z0F
AUIBEIRTWS, 732 Y) VEET AL
(ABT) BFD <=4 7 » Y — 2BV % aminopyrine
N-demethylase FE#:# HBEHICHEL, ~1 7RV —
LADOBEREYRIL > 2BE L b TEY, 71
2 - VFEESRE, FEEREO TR, SEFNEE
EBEI{RBETEEVHRTVAY, ERLLTTIZ
ABT 733 » } in-vivo FFERE 7 VIZEWT, £D in
vitro ® microsomal enzyme activity DT & & < 48
BILY, ¥ LB X U D-Gal BER, FFEIRE O
BhE~—h - LTHRATH), MFEEFNMEEL LT
IGHFETH D EEBRELTERYY, SEIT »
<1991% 4 B17TEZE> FIRFERSE - BR RE

T80 FTEHNZBL1-8—1 FTERFEFWHL
ax =

b CCLAEMFEE = A% B V40% 85Tk % K
7L, HETABT X hHIE Lic=41 7 v /' — nEEHE
BEOTMHETME LTOEBEYHRHL, XOHFE
RS L FEcBERTAHEAGHE L ABT 0B
BizoOWThH, Gb¥ TR,
EBRFE

1) CCLEFBZE 57 AT 5N
MY 4 A2 —F%F » MHIB0g BV, 7=/ A0
€A — AR (BB 35mg/dl BEHEKKTIE,
AV — 7 AAEHE) K THFRL TIERL 7220%
CCl, CRI¥MiZe T %) 1.25mg/kg 8 2 E, 128MKET
WECTHBEE = FARER L2, CCLB LT,
7=/ ANE R - BEERE 4 8B ORI Higgins
and Anderson'®EICHEA0% T B & AT L 72
(n=14), BHMBELTCEES » + (n=6) 1240%
FFE8 5408k & AT L e,

(2) i GOT GPT o #llE

RO Ikeiis L ORE 1, 3, 7, MHBE
BRI R ERIR X Y #lcc MM A I L, sGOT sGPT
% STA-test Wako (MEMELT ) v A v T
Reitman-Frankel B2 &S W CHIE LA, BRI
Karmen By cFExrLi., @) 7: /79 vEKT



52(2150)

A+ (ABT)

7 /&Y YIS T A b itunlabelled aminopyrine
# X U (dimethylamine-'*CJ aminopyrine *2.5mg/
rat 0.5x4Ci/rat # 7 » + FEEEPNIC#¥ 5 L, Stewart
DITEHE U R A B304 IN-NaOH 150
mliZ b 7 » 77X, 0.7ml NaOH 0 4CO, B # ¥ {5
PVYFU =Y av Ay R CHIRET A HE T
7.

CCLEER n=14), EEHI (n=6) &M%
YIERAT ABT {7 L, CCLEBERFEEET 6 Blicxf
LT, FSo9B%E1, 3, 7, 148 Biob &R
IWABT % T U7, R X sham #(EH T » + 0 &
WE) DBEER100% & LT, % sham TR L7,

@ FEBEERECHE

FFRIBR BB U 7 IR P #% % B », Hasselgren
LWDHTIKICEL TEX0.5mm O A 5 1 & % fER
L, invitro T[**CJ-Leucine(New England Nuclear)
#10uCi &4 T %5 RPMI16405% # #% & ©T27C, 95%
0, 5%CO, FTT2RRIMHEL o, BEBETHEIFRS
1 A% homogenate L& FE FEH~D [*C) Leucine
OB Y AL EHER > v F v~ avho v g — 2 CH
FELI, F-EAESER Lowry BV THITELEE 2
dpm/mg protein TER LI,

6) EHFFEOHE

ARG HIR2IE OB S TR L,

(6) FstFRIME

#R 2 Mean+SD THER L, HEZREL, student
ttest ¥ VT p<0.05% b > THE L HEL -,

#w =B

(1 MmE GOT. GPT D EH)

40%HF 88 5 W Bx B o sGOT 1% CClLIE E R B ©
637+237Kamen unit/m! Xt UIE R C12144+72
ThHote, FUREBIIE1HBCEEY =T, G
BABEER R EBHESLHE FOMERETT 5
(Fig. 1), sGPTfE & F#: T# 8l CCLEEF & <
293581/ LIE T RF65 £48 L HEEZ 2 b ir\o,
0% PR EEE T2 sGOT L R#EK, MKE 1 HE
CEBL, ZOBEML TV <, AEMEEL A
BEv@DdE,H - (Fig. 2),

(2) FFuIBRt: ABT fHOEE)

EFAF o ABT fE@ 9B #1100+ 12% & b 40%FF
PR BR68 18 L 32% DIE F AR L 7. —75 CCLE=E
3T RI65 + 28 S FF4TBR 1528 + 10 £ 57% 4 o X b 3\~
ETERLR, ZOBEHEESH 2 EE R RT2,

=178y — sBEORETIF T REEME:

B#HsaiE 2458 8%

Fig. 1 Changes of sGOT level following partial

hepatectomy.
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Fig. 2 Changes of sGPT level following partial
hepatectomy.
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Fig. 3 Changes of ABT scores following 40%
partial hepatectomy in CCl,-induced liver injury.
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Fig. 4 ABT score and surgical mortality follow-
ing partial hepatectomy in rats with CCl,-
‘induced liver injury.
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Fig. 5 Hepatic protein synthesis in CCl,-induced
liver injury.
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Fig. 6 Liver protein contents in CCl,-induced liver
injury.
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Fig. 7 Relation between ABT and hepatic protein
synthesis in CCl,-induced liver injury.
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Assessment of a Hepatic Microsomal Functional Mass by Aminopyrine Breath Test after
Partial Hepatectomy in Rats with CCl,-induced Liver Injury

Hirotake Sugasawa, Masaru Miyazaki and Katsuji Okui
First Department of Surgery School of Medicine, Chiba University

In CCl,-induced liver injury of rats, a hepatic microsomal functional mass measured by the “C-aminopyrine
breath test (ABT) was assessed, following 40% partial hepatectomy, and hepatic protein synthesis was also
measured. The CCl, group had lower ABT values than the normal group, but the difference was not significance.
After 40% partial hepatectomy, the ABT values decreased in the CCl, group more than in the normal group
(p<0.05), and the return to the normal values was retarded in the CCl, group, survivors after 40% partial
hepatectomy had higher ABT values (68 + 29%) preoperatively than that of deaths (16.9 + 2.7%). The difference was
significance (p<<0.05). Hepatic protein synthesis in the CCl, group was 3.6-fold greater than that in the normal
group and was inversely correlated with the values of ABT (r=0.881 p<(0.001). However there was no difference in
hepatic protein content between the two groups. In conclusion, ABT is a good indicator of hepatic functional
reserve in CCl,-induced liver injury. Enhancement of hepatic protein synthesis would induce depression of the
hepatic functional reserve measured by ABT.
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