IETM A LIVER DISEASES
' Btheory of liver failure

Authors:Han Dewu et al.

ot th 3 N
oy

—HFRI5A89 IETM Z 5

K> 1 B FBA R A

CHINA SCIENCE AND TECHNOLOGY PRESS



FE SN NN e
Pilora iy

W:.i L e RS T T

G,

iR tE M B 3% 0 E 5 B 7R
IETM AND LIVER DISEASES

—F=RIBY IETM 4%
IETM theory of liver failure

Wwitn & &

Authors: Han Dewu et al.

W ERHEBOR R
CHINA SCIENCE AND TECHNOLOGY PRESS

-3k -'?: .
BEIJING >




EHEMEB (CIP) ¥ &

BEMNERENESHR FERN IETM %3/ &S ER %
Z. —tE . PEBFEARB R, 2004, 2
ISBN 7 - 5046 — 1491 -2

I1.8... DI.%... 0. HELE—VER—FER.
EEEER—R V. R575.3

o E R A B 430 CIP BB % 52 (2004) 58 004250 5

P EPHE R R & A R
EENEBREPERNEAE 16 5 BB % :100081
H11%:62179148 62173865
FEBEAERRITFET SRFEHELE
REEENERAR AR

*

FrA 889 K X 1194 K  1/16 FHM:24 EFK:57.5 FH:1200 FF
2004 E3 AE 1R 2004 45 3 B ( WEIRI
EN%:1—1000 1 E4:130.00 5T

(REA A E S, A BRI BT
BIE A ZATMATELR)




TES &I

HER, B,19344£3 A
HATREN, 1953 Fxtik
TREZFKR(ALTAF¥E
¥E), 1954 FHERLIKE
& OF M A7 AR HT E A A F Y
¥, 1960 FREFHL ¥,
BEEEHHEAT LEE ¥k,
1982 ~1983 FAEF MK
FHFREF0H# B, HR. Schmid
s i (7 A T
1984 ~1096 &£ L E ¥
(AALBEERKAF) K., A
FELWHEHRAZRAARAIK. BLAESH. A58, PERELAEFLES &
ERBARFSBNETLERSFIHER, PERFTEL ¥ LU SHE, LHEFL 4%
2K, ERHRAXERAFOCFARZRE, (PEFREEELLY ¥4 %%, (World J
Gastroenterology), (s RAFRER & &EN, KFLEFFHRY HE, (PEFMERFI) HFE%k
Z,AFEHMAmFREI) BE, EEAXRFRBXL 120 f8, TF (HFF#EF2) 5
(FFRERBAEE) WH, 2H2EAXNEM (RELEY) §0, FERXEREAM
CARHHEAR ), (BHLTREAESE), (FREAE. GRkBEEY. (FHaEFEB),
(RTEF), (BERFEAEZ), (FRFELES) RAFHBEARTEEMN (REALE
#Y £+ 4%, 20 L0 ERAFKGAREY "FHRERA". "HEER" %, 9#
EHMEA BT H S E LT, 1988 FREAZXRAXUETAMFTFELRNEE, A EREFRK
FFAE R KR A




NERE

SHHRXEHARSHAMBRENE .k oE(IETM), HAHEHX
HIERAEAALL IETMEMHX, F5 850 mBBT . XEMAR. 8
wEAFHEERLE, BELHKBATOLBEMARERFAALN =+ 4
SRBEARIETMENAEFTEARALUAL AR EFHHER S
BEAREABLERETHONEFER . O—KRAAESMHIF XL &L
EBMRE AL A FBAF LRI RAG (PR A REHITFRSE),
EMERBREMIFRYG EA4H [ETM, B HiBitid F AR L RER
TR mel T AR EBEXFIHRG THER, XIH
FHRGHRZAGEBITFHRG” FEFRELZHEARARALZLHFH
HRGGEFP . QT IETMAERBERERL TR TRENXE
FE (e ERFL)F @A (ERF X >RUWF X4 R0
W) BN AL REHPBAREEH A;Q 2 4.6 LM
RTHAFEFRAKFAERS, AR, IETM 2 EHAHGLREA
k. RERAGEREL FRARETHGER, 2R, BREREANE
ERFAABAE LT AN FHENAERRN T ARG XRERE
Z—,

ALAI0FSIF ,H 1207 F, AMATRAKEN, AT ZER
MFutsemAt(itBLES5MEA)HFEB, RIEZRF
HEBERBZLE, ATHFRBGFXALELXZHMARLHZ, KHx
SAH X R AR RAT T Bk R, ot 4 A A R A
EF AELBRFRIFAFNEAAHELLEMAE,




F?

FRREA —DhREE 88, KAWL IR A B B R ASIMNEYREXR,
BT T A SR EMBIAL, RAEFRE, XESMNEY RERMNEABNKER,
AMERBLBERESHE—FTEERMER. BRLFERARFBENERES
o B A 2 A O R AR DR, B S8 R A 1 T LA Tl AR SE B

AEENCRBBEHENBRENESFRNE -BEE B A0 FRIR
fro BHATHELHBRTENFH T BUNRHEL, MHAATASFERHEL.
WX %A EHT ENERAPFR, EXBEFEBUER. ZHEARETLAE
BHR 2 FFRBT ST B 1980 4F DAk — R MBI R —— + REHA X IR B 37
N R T B & AL R R R R R R RIGT ST ENRERE, ER
Wk T & BUR B & AT BUF R 45 0 “ R R 81457 B TR 4tk N 38 3K I AE BT B 4k R 1
R R R ERILE . BUS R, ZEEERTEERERACHTEREOTER
BE

APEWESE BETEFAIAATEMER, REHER T R BEER
R ME A 77 0 K BT R, O 5B o — 4 W B JER R A AL B B W PR B 3R SR AL T R AT
EHNES. ZEEMBEBRESBR TEARFRENEERRLHEEN EFH
fr, 0 B2 B4 B E EMBRARREREFRE T —HREENTE, IR
A B R4 T AR 5 AR AR B 55 07 1, O FF R R 3 X9 i YR 4 P4 B R IAE 7 T AR P B9 AR
RALT 2F AR, BT LAA L F R R IR R L ZAE

REFN-F-BEFHEE

E¥ A4S 5 FAHFRE

A A E4E ,Mayo EF &
Gastroenterology % & % % (1991 ~1996)
£ EAFRERF SR (1996 ~1997)

2003. 9




4

1] =

BRERNEROE(ETM) 5HFRPHXZBBZAIANFTENR. BEAFERRNEH
AREEGE FREEPHEENEROENREEEZANESE. FRUFRHEEMEE
5 IETM &Y%, AT, BT HEB N RZE REHTFR.

FEIRE R B — MEIRE R EML, T ERURE . i TR 5 FER
WEREAR . =14k W7 ER K% R E S K& 34 3505 % 2 ik KRR
B, XGRGEAENRERFERARKERR S “ENBERN  E5HEENER
MAE B IAH R, ERN RS FERZRILEE THRAR, ATEHAN :OFIEE
BEFLRAE™ERGSEEBFIBN EREFRG"S IETM SR #E 4189
ERRFEELTBEN R ETRG"SSERANER; OIETM iR # R [ ERL
H@#HAREQIETMERRERTRAENERTPHEEREXRBIEH. BRA BXH
RANFEN IETM 2R JFRNERE R, XEFEER IETM FHRHEAR L
FHFERSUAENERERIFERTHR, TREMARNR KA M LS IE, $¥ERAER )
FEMNERRIE, FEXEXRSHRNEHF - RAEXHEE, UBEAHBRZE. B
I BB R RS W

FEEFTERM FRIOE LA MEANFMEX, HENREREELSRNNZY
TR SEKARFKIUEEL IETM 2 RREVFLE. FHRATEVTEHHRAEN,Bd
FRESBA FEMEXMIANEURSELBER, T HIBM FEGEXWET, &
FUARERE, UARETHRECGXPHE RIS PHEXHER . SnREH
KHMA :ZHEF(HERXE University of Georgia) B E (LR KEEXHELE) X
MET (BT 3 B University of Pittsburgh Medical Center) \# % B (BE7E £ B Vanderbilt
University Medical Center) B B R (I ER K% #HEB) HER(LEE _ENXF*1E
+J5) B (LEERKEHE) R (LT ER RE R H) BREL (U EH
AEBHEZ) BMERAUTERK¥HE) EHFR(EEFRFRERFTEERBMHR) .
FEGETEN ¥R EEBAYHER  ERBAEXERE) BXW(EHERK
2REERMMR) AT (FENRR I MEEEEER) REW(MERXRE Vander-
bilt University Medical Center) .25 {8 (B 7E 3£ B National Institute of Health NIH) . &%
(BL7E % H Washington State University) .k (AR R K%) AR (REHAER




k%) ZEBEEHRENAS) SR, AHER . TRE B= B4 450 .56
FOES EEM EAE IR XL R RECRRA EHE THRE BT
N BEFETLOEHHE, EF DL E R0 B (REZE Mayo Medical
Schoo) ZBH B HAEURBTE FEBRLR RO B, HE, LEREH
BIERFK, RERERI% 5, |

EABHHBAE IR RERE L, B 20 REHERELE, TEW
TR O () S HBBE (T)BET + 4 BRI B T B8 TP
ERA2MS \LTE M E TR P EREEAR A Ak X5, TR F R R
.

L% ¥
2003 %8 A




2
*
¥

o S i i S Kb o

MORWARD

The liver,an organ of extraordinary complexity,is situated strategically between the exter-
nal and systemic environment. Thus positioned, it is continually exposed to foreign antigens/
toxins that have passed the intestinal barrier but are filtered or detoxified in the liver to pre-
vent them from further entering the systemic environment. Failure of liver function in liver
disease results not only in damage to the liver itself but also the circulation of those foreign
antigens/toxins in the bloodstream and thus affects other organs — mainly the brain and kid-
ney. Despite the rapid growth in knowledge of the physiology of the liver, there continues to
be a gap in their ability to translate that information into practice for the benefit of patients

with the disease.

The present text represents the first major book on intestinal endotoxemia in liver disease.
Under the experienced leadership of Professor Han, the current body of knowledge on this
topic has been masterfully assembled. This book provides a collection of exquisitely designed
studies performed in the Institute of Hepatology at the Shanxi Medical University since
1980-over 20 years of systematically collected data on the development of intestinal endotox-
emia in liver disease,its effects on the outcome of liver disease, and treatment approaches.
The mechanisms of “primary liver injury”by various pathogenic factors and “secondary liver
injury” by intestinal endotoxemia have been extensively addressed. The authors have distilled
their years of research experience into this clear, comprehensive book. Few could tackle the
daunting task and credit is due to Professor Han and his colleagues for bringing this text to

fruition.

This book is well organized and well written and makes exceptionally good use of tables and
figures. The resulting book offers the reader a state-of-the art commentary on the many fac-
ets of intestinal endotoxemia in liver disease. It gives promise of future insights that seem

likely to change our fundamental understanding of the pathogenesis and ultimate treatment




of many forms of liver disease. The text documents the commitment of the research team
and particularizes the role of the investigators. In so doing, an important book has emerged
which will be of value to undergraduate and graduated students, basic and clinical investiga-
tors,and clinicians. Investigators should find it a helpful reference point for focusing future
research strategies. Hepatologists will discover that they may need to reorder their concepts
of the role of intestinal endotoxemia in liver disease. Therefore, this volume should be a

landmark contribution to the field.

N bePos=dz

Nicholas F. LaRusso,M.D.

Professor of Medicine and Biochemistry
And Molecular Biology

Chair, Department of Internal Medicine
Mayo Medical School,Clinic and Foundation

Distinguished Investigator of

The Mayo Foundation
Editor-Gastroenterology(1991 ~1996)
President of American Association for

The Study of Liver Diseases(1996~1997)
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