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MW B B3, 26 EI 165 ~67 TIBR,BE—-MEAKFFHEE A B
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YIBR 9 BF 40 B B AF 98 (HCO) , BRI R 1.
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HAL 20 44.9 12 16 10 10 8 4 16 16

45

RTD 20 46.5 16 12 9 11 9 5 15 17
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RSB AR, FER . —BBREAEMETY FAHHECERIMLE30LL fil S SOD(T-SOD),
OB, AT e b Habkik, B RILIFE0. 1 mL MDA ;SOD,MDA i & B
AR ek, FRMRRYBR. 8  EEERMEY TR KRR, 55 ERE
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AR FEMBKAIE R E A A&
% occluder, — R ZE—THMB . HEH X 2.1 LRBER
EFEMHKFTENEE A REBEY & RTD #2065 AShE L& T-SOD &7
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B RERE Fr 54K & 24t ~ A4 IR E

%2 RTD @4 ME T-SOD(U/L)#1 MDA (pmol/LY R E (H (x5

TR %L o6 i #if .30 min #i# [ 60 min FF 5% 5 min FF#10 min
T-SOD 86.80+17.78 83.90+24.8" 74.904+21. 19V  74.80323.04"”  80.70+25. 48"
MDA 24.42+16.77 24.02%+17.07 25.674£17.72"  28.30%19.112  24.557+15.04%

DP<0.01; 2)P<0.05; 3)P>0.05



Fall EM . H. MW ot & BFSh KL T 9T T 1) Bk ot IR A AT 279

= T-80D " MDA
100 1N Tk
-f _, w0 g“—x'\_x x X
N
T
For S
35w
== R
ST e * *
" .
0 W 2 » 20 84 [T 70
@ t/week

[l L T-SOD i§ 4 & MDA ¥ T 846 i ¢

2.2 laERER
2.2.1 REZEAH#KRLE RTDHXLFAR

FET AR E 1A AR E AR HFRE T R 3
{BL3F 52 U1 01 2 e L4510 6 P AT 2K 1 51 PEL I 4R
(3 BF XA B Al e R 1 A I B
e b A R R AR R (B = S P R AR
5K A S 5B — KBTI 3 17 3h ik 82 . R
Wi & L4H (E2) . PARE M AFE
66 : KRk A BESBK/M I KA B R
R& L 3k /0 3224 R T s Bk 14 B E R ep
BRBGELIWREFE REFARERRKE
RIMRER I B T [E B T HAL A% 1604
fG20d 3R B LERBMLIE T 3 K U100
R R E R 240, 5 A K 145

2 RTD RE&B(DSAY
iooveluder LGRS B B2 . RELRASE 2+ L. occluder TFRERS e % . R FF L7

2.2.2 Myt REIZEHEAN
(ALT) I ThRES T 154, — AR A &0
ALT sR{i{§ (MYF|3 4E 183,77 . RTD £
RRFEIAE R EIAEE R A i 5 B 2 AF
SR L w HAL R AFhrEZHmE,

#3 RTD.ALT Z#HMARE ALT(U/LOEWD
B M FAN RBIUEA AF2E ABITA

RTD 43 60" 37 25, .

HAL 25.5 235" 104% 9. 5%

ISR AT P<0.01; 2 EA NI P<0. 05

SRTD sHAL
_ 200
a
s
=
Z 100
2 %
0
0 1 2 L] 4 5
BfE) 1/min

[F13 _filpd AAREB ALT(M) SAT Ltk

2.2.3 77 # HESEFEREMEX
AL WHO (&7 s i #IpR e A



280

il B RS2 (Acad ] SUMS) 1996, 17(4)

®mAITH T % 4:RTD A PRI4F (E4) . {3
2H70% FIMARIGEIA A~ A HEiRE
TZERE 2 E LB T X KBS Em
FAE R Th bR LEDE R T T Mg = W41

IF & 01T 69 MR 1T T i R R B IR .
KBRS E L 1] IR £ 4 (kB kB gk
B ENE. B RS S . m
HAL I FHERS% . BB H .

E4  RTD 7 WG Be ik AR CT)
a KW CT: $EF B b RBITA CTOMET MK KA R

#4 RTD.HAL M ARRITH (WHO )

@ % CR PR NC PD HEB
RTD o 14 4 2 70
HAL o0 ] 6 13 5

2.2.4 £FW.FER WRANE

Hiih & FHREARE BLRER, E 199545
A1H 81k, R E o4 4 7 38 (BMDP #x {4 it
" HORTD #H 48 24 B B34 B ~114H).
HAL # #5. 14 A (20d~84 A ): B Ka-
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TRAEERHT9. 7%, HAL HAARIF64 A
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#5 RTD.HAL MR ARBHESRRE" (M)

HiE 1/d RTD HAL
30 100. 0 95. 0
60 100. 0 95. 0
90 100. 0 95. 0
120 94. 4 86. 2
150 87.7 62.7
180 79.7 35.8
210 59.8 9.0
240 59.8 9.0
270 4.8 0
300 4.8 0
330 0 0

1)Kaplan-Meier method
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A CLINICAL STUDY ON TRRESECTABLE PRIMARY LIVER
CANCER WITH REPEATED TRANSIENT
DEARTERIALIZATION

Wang Weisheng Huang Jiefu

Liang Lijian Lu Mingde

(Department of Hepatobilliary Surgery .First Affiliated Hospital,

Sun Yat-sen University of Medical Sciences, Guangzhou. 510080)

A Joint clinical prospective study between SUMS and Lund University was repotred. 40
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patients with irresectable hepatocellular carcinoma (IHCC) were randomized into two groups
from February 1994 to April 1995, 20 patients treated with repeated transient dearterial-
ization (the RTD group),20 patients treated with hepatic artery ligation (the HAL group). It
was shown that RTD was superior th HAL in terms of the objective response to therapy,
patients’ symptom relief, liver function change.reduction of tumour size and patient’s sur-
vival. In RTD group, the effective rate was 70%, mean survival time was 8. 2 months, 6
months survival was 79. 7% .In HAL group, the effective rate was only 5% ,mean survival
time was 5.1 months,6 months survival was 35. 8%;. In this paper.the RTD skills,occlusion
method and side effcets has also been introduced thoroughly, We think that RTD can block
the blood supply for tumour and may prevent the rapid development of collateral circulation
and increase the production of oxgen-derived free radicals. It seemed to us that RTD would
be a promising palliative method for IHCC.it is worhty to be studied further and used wide-
ly.

Subject headings liver newplasms/surgery; reperfusion injury; free radicals
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EFFECTS OF EXTERNAL DEFIBRILLATION ON PACING
THRESHOLD AND ENDOCARDIAL R
WAVE AMPLITUDEIN NORMAL
ANESTHETIZED DOG

Liu Shiming Zhu Chunshi Mei Baiying

(Department of Internal Medicine,Sun Yat-sen Memorial Hospital
Sun Yat-sen University of Medical Sciences,Guangzhou,510120)

The effects of external defibrillation on pacing threshold (PT) and endocardial R wave
amplitued (IDA) were observed on 12 anesthetized dogs, 6 received 10 ]/kg countershock,an-
other 6 received 20]/kg countershock. It was found that 10 J/kg countershock resulted in a
significant increase in PT (P<C0. 01),but the change of IDA was not significant (P>>0. 05).
Marked increase in PT and decrease in IDA over control value were observed immediately af-
ter countershock in 20J/kg group (P<C0. 01). The magnitude of changes in PT and 1DA were
greater in 20 J/kg group than in 10]/kg group (P<C0. 05). Lesions were observed at the elec-
trode-tissue interface in pathologic examination. The possible machanisms and clinical signifi-
cance were discussed.

Subject headings pacemaker,artificial; electric countershock



