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1.1 =ZEAFNFLE

ERBRE (ATP) . B BRI (ADP) JAMH LSBT
M5 E B (ECL. 1.1 30) . Z Bt LM (Ac-Ac).D,L-1,3-B TH
(B-OHB)#1 & /L 2 8 1(BNAD )% Sigma 1L A8 =&,
HHERMEAEEEE _EERE BT Eia4t.
1.2 2B

SP-2 ¥ E € X (P E B Bt L ¥ 4 PP, Clinical Sys-
tem 700 & B gh4: 4k 4 H7{X (Beckman, #H),
1.3 #4h5uBERF 4

BERBEKREA%RS6 L BHEEY 4hE2.0~3.0kg, M
Bl 43 4 IE % Xt B8 4 (normal control,NC) . JH 2§ 1 [H 41 (biliary
obstruction ,BO)#il fH [R5 I # JF 40 (biliary sepsis.BS), BS f
BO #%&[415 %I, 4 0 o 3 &R B JF M (non-infective lobe ,NIL)
B¢ JE R FF - (non-obstrutive lobe ,NOL), H 4 FF o % B 2 AF
B (infective lobes, IL) & 48 fH T M (obstructive lobes.OL), NC
SRR 12 h,BS M BO i H HITE RS 12,24 1 48 h,
BERELRHRES. B RRE T3k, B EE et

MEM SR 2 RFAS, LS BHR R AR E R P RE
ORI ERENEGRRERD ATP T 8.

1.4 WEAEFELRFE

1.4.1 FFREKREH SMEREES 19 %2 TRy
Johnson M EF B LHEH A, BFHFHARLRS. 0g. % 200
mmol/L ¥ —1 mmol/L EDTA,pH7. 5 AT . BFE S HEHE
Telflon 513 B H WA E . EL 600 g X5 miny L EHF . H L,
8000 g X 10 min, ¥ A& EDTA # 250 mmol/L FEHE S+
HF 2K EHBNREEETEEMRPHELELREN 20
mg/ml PERRI AR, BN RABRIFE 0~4CTHfT. &
REEARERMH Lowry B TE R, UERFOEAREAE
PR,

SR 4k I IR 15 ¥4 ] Estabrood ERZEWE™ . HHLE
A EEARERM N 2 ml 30CERH R EA A Clark 1%
BATRE. REMEUZSEM, KRS % I 225 mmol/L.
EDTA 1 mmol/L.MgCl; 5 mmol/L.KH,PO, 15 mmol/L.Tris
—HCl 15 mmol/L.pH7. 2, I A& Hr 4k B 50 pl . R & 2 min
J& B0\ 200 mmol/L BEHI B84 40 phi [A] 58 1 min G IO 90
mmol/L ADP 50 pl. FFRIREX L H S, 1 S,,S: (I BFRE
)X ADP R HEHEE,S (N AP RER) N ADP #R
FREAEE HEFREHERCR=S:/S0.

1.4.2 FAFATP S E HH ATP & & 2 K Kimmich
HiE, REREFERAS 0.20~0.25 ¢ THRRAEA,
B 20 546 B 400 mmol /L HCIO, , H| B, 53 13500 X g ,4T
BOSmin, RS0 ul FETFHERK BFRAELETREN,
REEA 0.1 ml RARBIR G ICREICAT R EN L
R KRR E T ERA P ATP S B, REFEEES
25C.,

1. 4.3 BhEkMMEREMEELE  RIKML 1 ol AE
E%EMFAD 4CH 10%HCIO, iB513500X g ,4CHEL 15
min; Fi#F L 5 mmol/L K.CO; if%] pH 6. 0:3500X g ,4CTR
Smin, R EF, 2R L SRENEHNEED, RARLRE
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Relationship between arterial ketone body ratio and energy status of hep-

atocytes in biliary sepsis in rabbits

Dong Jiahong, Sun Wenbin, Li Kun, Duan Hengchun, Chen Li, Han Benli, Huang Zhiqiang (Department of Hep-

atobiliary Surgery, Southwest Hospital, Third Military Medical University, Chongqing, 630038)

Abstract The relationship of arterial ketone body ratio (AKBR) with the changes of energy metabolism

of hepatocytes was studied in a rabbit model of biliary sepsis in which hepatic mitochondrial function and

adenosine triphosphate (ATP) content were detzrmined in the 12th, 24th and 48th h after the initiation of

fbiliar sepsis. Respiratory impairment of hepatic mitochondria was demonstrated in the infected lobe in the

12th h after septic challenge by showing rapid decrease of state 3 respiratory rate, respiratory control ratio

(RCR) and P/O ratio of the isolated mitochondria and a reduction of tissue ATP content. The decrease and

the reduction became more severe when biliary sepsis advanced. AKBR was decreased continuously from the

12th h after sepsis when increased activity of RCR was shown in the non—infected liver lobes and RCR in the

infected lobes was significantly lowered which was further lowered as sepsis went on. Our findings suggest

that AKBR can serve as a sensitive indicator for the early hepatic metabolic derangement in biliary sepsis.
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