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Abstract

Hepatic fibrosis is a wound-healing process re-
sponsive to a variety of factors, and it is also a
pathological change caused by the imbalance of
synthesis, degradation and deposition of extra-
cellular matrix (ECM) during tissue repair. The
changes of many cells, cytokines and ECM are
involved in the formation of liver fibrosis, dur-
ing which the activation of hepatic stellate cells
(HSCs) as well as their transforming into myofi-
broblasts is the central step. Various agents take
HSCs as the final target cells and stimulate them
to transform into myofibroblasts. Many factors
affect the formation of hepatic cirrhosis, but not
every one is illuminated completely. Immune
suppression accelerates the process according to
clinical data. The process speeds up in patients
with co-infection of hepatitis C virus (HCV) and
human immunodeficiency virus (HIV) and liver
transplantation that needs long-term treatment
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of immunosuppressive drugs.
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Abstract

AIM: To investigate the activation of primarily
cultured hepatic stellate cells (HSCs) at
different differentiated stages after treatment
of exogenous transforming growth factor-f3,
(TGF-B;) and the alterations of related factors
during this process.

METHODS: HSCs were isolated from normal
rats and primarily cultured in the uncoated
plastics for 2, 3, 4, 5, 6, and 7 days. Then the cells
were incubated with 5 pg/L exogenous TGF-f,
for 24 hours. The morphological features of the
cells were observed under inverted microscope.
Western blot was used to detect the changes of
a-smooth muscle actin (a-SMA) after TGF-f,
treatment and the expression of transforming
growth factor B, recepter-II (TBR-1I) during the
activation of HSCs.

www. wjgnet.com

RESULTS: During the process of in vitro culti-
vation, HSCs at different differentiated stages
showed different responses to exogenous TGF-f,
treatment. TGF-B, promoted the activation of
HSCs after the cells had been cultured for 2,
3, 4, and 5 days. The cells cultured for 3 days
were the most sensitive to TGF-B,, and the level
of a-SMA expression was increasd by 78.05%.
The changes of HSC morphology and a-SMA
expression were not significant in the cells cul-
tured for 6 and 7 days. TBR-II expression was
significantly higher in HSCs cultured for 7 days
than that in ones cultured for 3 days (3.30 £ 0.83
vs 1.55 + 0.38, P < 0.05).

CONCLUSION: The activation of partially-
activated HSCs can be promoted by exogenous
TGEF-B,, while the fully-activated HSCs lose this
response. The amount of TBR-1I expression is
not involved in this difference.

Key Words: Transforming growth factor-p;; Liver fi-
brosis; Hepatic stellate cell; a-smooth muscle actin
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Abstract

AIM: To study the changes of the contractile
responses and potassium ion channel activity
in sphincter of Oddi (SO) from rabbits with
hypercholesterolemia (HC), and elucidate the
underlying mechanisms responsible for these
changes.

METHODS: A total of 24 New Zealand female
rabbits were divided randomly into control
group (n = 12) and HC group (n = 12). SO mus-
cle rings were dissociated from the rabbits in
both groups in vitro. The contractile responses
of SO to potassium chloride (KCl) was observed
firstly. Then the contractile responses evoked by

tetraethylammonium (TEA) and 4-aminopyri-
dine (4-AP) were measured. Western blot was
employed to examine the expression of potas-
sium ion channels in tissues of HC and control

group.

RESULTS: The contractile forces (induced by
60 mmol/L KCl) of SO tissues from HC and
control group were 1.23 £ 0.08 and 1.52 + 0.11
g, respectively. HC group showed a markedly
increased contractile response (f = 5.89, P <
0.05). Compared with that in control group, the
ratio of contractile responses induced by TEA
(3-8 mmol/L) or 4-AP (8-18 mmol/L) to those
induced by 60 mmol/L KCl was decreased sig-
nificantly in HC group (f=2.72, P < 0.05; t =4.71,
P < 0.05). Western blot indicated that the protein
expression of potassium ion channels of SO tis-
sue was significantly reduced in HC group in
comparison with that in control group (0.36 + 0.06
v50.84 +0.03, t = 3.18, P < 0.05).

CONCLUSION: The contractile response of SO
to KCl increases while the activities of BK., and
Ky in SO cells decrease in HC rabbits, which
might be one of the reasons why SO dysfunction
is caused in the condition of HC.

Key Words: Hypercholesterolemia; Sphincter of
QOddi; Contractile response; Potassium ion channel
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T i 8 B PR AL AL, FHAR T AL

Fik: ¥24 R #7020k AL R T4, HC
BEA LA Fo 3 AL 12 %, o A B LS O 48 21
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F 38 38 [ A 28R w9 T 42(TEA)fed- Rk wbrg
(4-AP)89 I EE B, FF & Al Western blotd R,
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Hoih Fg 48 S, SOZEL 42 P AT B F 38 18 09 F K L.

8. 60 mmol/L KCIFT i & 49 HC L8 Fm 2F B8 20
SOMUERag ¥ %5 /14 %) #11.234+0.08 gF=1.52+
0.11 g, HCAL M %5 BB .8 T AT IBAA(r =
5.89, P<0.05). ¥A1 mmol/L A ;& E A R A7 hn
ATEA, A3 mmol/LZ8 mmol/L, HCZLSOM
IR TEA & AR XM 45 B fE & AN IR E 5.3 9
BAKTF 2B = 2.72, P<0.05). ¥A2 mmol/L
H R EAEE B AR M AN4-AP, M8 %18 mmol/L,
HCZLS OWUER 5t 4-A P &4 A8 XU 45 BB A2 & A
R & Bt R 2 3 K = 4.71, P<0.05).
O IR T F T AR RHCLASOL LR
BK 88 ABAT HE E A40.3610.06, 3+ HBLE A
0.84+0.03, HCZ1BK il 8 & & R ik T B
1&(t = 3.18, P<0.05).
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B 22 @ 24 L CGE I ZE B RS s b i
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Z112 2. 6 FZH (Con) tal AR HETA R}, S5 4H (HC)
TR LIAREECh, B H 1 g, BE16 d, 15701 d, 3
8 wk. fHy ChILAERL Y ) i bRt e M7 S Chik i
<3.0 mmol/L A IE#, >10 mmol/L ki 2 i ChIflL
FERRE. SEHG TR DR Y5 S Ch>3.0 mmol/L4
IR,
12 %%
1.2.1 SOMUIR &4 1) & 2 B2 ik N 2110 mL7
AT, BGE SO, B T4H &Krebsii
TEMR RAREE T /N0 BRSO F [H IR s 55 &5 4 41
28, WL O BB BY BOBAE 4 mm ) JJLER. JUL
IR — i #E AN 22 R [ T JULRE G 1 4
b, il R S LA TR R 2R (0 Z-BK
R, e DURFA WD)ARE. WU P #%37°C Krebs
W, IFRREE78 LS50 mL/L CO,+950 mL/L O,/ &
K. Krebsi 4 p(mmol/L): NaCl 115.0, KCI 5.9,
NaHCO, 22.8, MgCl, 1.2, NaH,PO, 1.2, CaCl, 2.5,
Hi%9510.0, pH = 7.4.
1.2.2 SORE# 8.7k A e9iAY BN E TKrebs
W, EES T0.6 ghliaTn ey, 15 P
SRR, B AN ok, Al AR e AR
SR DA T, BERE20 mindfe— X Krebsii. T~
60 min/i5 LL60 mmol/L KCIA#Eh#l, LL0.2 gy
R I8 A5 4 v T A7 A (1 2 L AR o KWL Y,
WG B PR S 5K ) BTk de Ol e R K g, Bl S S
BIPE S NI Bl Sk ) R AT
1.2.3 SO%m a4 & T @8 Zy feagml 2 1 26
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KWL e e EULER, 75 ) 1l 9 BRI A A [R]
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REAS BBV L LR 7= A IR B R sk .
WVEIBE S, e BERIARE 7 32 AR LA o A 7] SR A
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B FATTCAUER AN [F] SR AR B2 1F14-APELTEA
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WA T ik, A — Hilkr 47 EE— &0 ks 47 —a— Control
BT, ML 5 17— URAS60 mmol/L KCUHCAR 0 | 3 {2 A
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BRI, Bradfordi kil 1T E S 4
Fsi ft. AEALIIREI20 /L SDS-PAGERH ik & | 2
- NN N - . (] b
I3, W E AU R AR EIR(NCIE), DL F »
50 g/LIMBSAZE LA, I BT5RBK, P
pAb™ i F I3 h, TBSTHEE3 X 10 min, FFLAL c(TEA)/(mmol/L)

1000458 FJHRPHR id FEHi /D FlIgG= W IF F3 h,
TBSTYEM3 K, HIDAB (43 2 15-10 min, W
AP

Sk AR ORI S5 5 YR H Gk pE
SPSS12. 0847 4l i Ge v 2 0 M. S5 B i
Plmean+ SDF 7, P90 0] Eds LU K FH A6 565,
P<0.050 7% 5 w4

2 BR

S I HC AL FE 2 SOLIR I 5 B 43 531 h2.31
+0.09 mgtj2.284+0.06 mg, P4LIETEHH 25
(n=12).

2.1 SOMIE60 mmol/L KCIa Ik 45 BB
60 mmol/L KCIi5 A [F1 P9 246 S 1 ith 2 (K 1).
X} FEALSONLIR (1)~ 24 e 4 77 491.23 £0.08 g, HC
401.52£0.11 g, Prifi R MCAE JJTHCAEBN ]
B F (e = 5.89, P<0.05).

2.2 W4ASONUER 47 B T i 38 FALIET 7| TE A 690K
Y5 BT AL H{PHASONLAMATEARS, 3L
IR s I E AL JC B . (HE
60 mmol/L KCIRWHa 5 I (1) LB A I3 — b Ak
S, HCALS OIS TE A FRIAH X WL 4is B o 45 ok
WA R AE T W R AR L. 783 mmol/LIN 4 65.2%

B 2 FRESOINMNTEARIENIURYBR . *P<0.05 vs L HAZH.

+8.1%, B N 1H13.9%; #£4 mmol/LI K
77.1%+6.2%, B A T iH16.7%; £E5 mmol/L
I 4184.4% £10.0%, BN M F19.2%; 1&
6 mmol/Li 490.9%+12.6%, #xF M4l i
16.6%; {7 mmol/LIN 494.3% +11.3%, o0
2 Fi18.8%; 7£8 mmol/LI 496.0% +9.7%,
XA R 14.5%. 7] IWHCAISOWLIA X TEAT
AR WA S N AE 3R 25 ANV JE s 35 B800) A ]
SRR = 2.72, P<0.05, [K2).

2.3 WHLASONUER xT47 B 1 i 8 FAL BT 7 4-AP#Y
W g B e E AL SONLIATEA-APHE T =421
5K A P AL Ta) A L 2 2 . B I B 415K )
560 mmol/L KC15| & IS4 B 3 (1) L AE A A
— AL AL BR S, HCZH X 4- A PR R 4 2 S AR
8 mmol/LIN 417.3%+2.1%, 4%} [&{%6.8%:;
10 mmol/LIN K27.3% +3.2%, HEn I &K
18.2%; {t12 mmol/LIF 445.9% +2.6%, B i
[AA%22.1%; {£14 mmol/LItf 4162.5%+7.8%, %
Xof 1 B A1520.8%; 7£ 16 mmol/LIN 475.1%+8.7%,
B IR PR 18.5%. 7E18 mmol/LE 482.0% +
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10.6%, %% A% 13.3%. A WWHCZH WLFR X}
4-AP IR AE S NAE FIR 25 AR S f 380t
T2 5535 A (2 = 4.71, P<0.05, [K413).

2.4 &G S IE I E S M K H Western blot /7 7AW
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Abstract

AIM: To observe the effects of 5-aza-2’
-deoxycitydine (5-Aza-CdR) on the proliferation
of human gastric cancer cell lines SGC7901
and BGC823 as well as the methylation and
epression of Apaf-1 gene.

METHODS: Human gastric cancer cell lines
SGC7901 and BGC823 were cultured in
RPMI1640 and then treated with different con-
centrations of 5-Aza-CdR (1 x 107, 5 x 107, 1 x
10° and 5 x 10° mol/L). The proliferation of the
cells was detected by MTT assay and flow cy-
tometry (FCM). The methylation of Apaf-1 gene
in the two kinds of cell lines was detected by
methylation-specific-polymerase chain reaction
(MSP), and the expression of Apaf-1 was de-
tected by reverse transcription-polymerase chain
reaction (RT-PCR) and Westen blot analysis.

RESULTS: 5-Aza-CdR displayed a growth in-
hibitory effect on SGC7901 and BGC823 cells in

www. wjgnet.com

a dose- and time-dependent manner after expo-
sure to 5-Aza-CdR at different concentrations
(1 x107,5x107,1 x 10°, 5 x 10° mol/L) for 24,
48 and 72 hours. FCM analysis showed that the
apoptosis rates in SGC7901 cells (2.53% * 1.19%,
5.93% + 0.86%, 10.14% + 1.51%) and BGC823
cells (1.57% + 0.26%, 4.64% + 1.05%, 8.21% +
1.46%) were increased significantly after expo-
sure to 5-Aza-CdR (5 x 107,1x10°, 5 x 10 mol/
L) for 72 hours as compared with 0.12% + 0.03%
and 0.57% = 0.03% in the control cells (P < 0.05).
The methylation and loss of Apaf-1 mRNA and
protein expression were detected in SGC7901
and BGC823 cells before 5-Aza-CdR treatment.
However, the methylation was reversed and
Apaf-1 was re-expressed after 5-Aza-CdR treat-
ment.

CONCLUSION: 5-Aza-CdR can inhibit the pro-
liferation of SGC7901 and BGC823 cells through
blocking cell cycles and inducing cell apopto-
sis, during which the reversion of Apaf-1 gene
methylation plays an important role.

Key Words: 5-aza-2'-deoxycytidine; Apaf-1 gene;
Gastric cancer; Methylation; Cell apoptosis; Cell
proliferation

Wang HL, Wang XQ, Li Y, Sun J. Effects of 5-aza-2’-
deoxycitydine on proliferation of human gastric cancer
cell lines and abnormal methylation of Apaf-1 gene. Shijie
Huaren Xiaohua Zazhi 2007;15(3):221-227

DA

HH: WERS-RE-2"-BLAF (5-aza-2'-
deoxycitydine, 5-Aza-CdR)* R 9M32 709 B J&
SGC7901 4 feA=BGC823 Zm AL 35 2. . 4m fiel 2] HA
e P8 T 64 % v B H a3 Ak 2 B P Apaf-13k
BREDRE TR ETLOE A

Tk RERES-Aza-CARA FAK SN 3E x 8y
SGC7901%8 feA=BGC823%m fitLjs, JAMTT kA
M AL FL24, 48F=T72 heg ta o3 7a &M, P& &
Fa mui\‘ 2m J AU ) 25 HYA R ZT2 hé\ﬂﬂ@)g] —,ﬁﬂ
o Fetm B T & MSPEAW A 25 3] 5 ta

¥ £ %4

AREAXRB I E
WAz —, &
R IBAE IR E
A, mARY
R A 50 R
LA LI R AR
B # 5 Apaf-14&
B 2 & &89 7 g
AW, AA T
5, 2k F ik R
LHEEWXFR
B 5T R AR
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-»ﬁfii e; o B P Apaf-14 B 69 ¥ ALk A&, RT-PCREZ 1 MRIRTSA
A -1 ZaN \ N 5 e 22
5;}%/& F# g Western blotiAam A 2587 & Ga i Apaf-149 11 ##F SGC790141 % . BGC82341 LB [

Ja P, ALe K ERL
H IR Fe
FHFFEMNE, @
B3 A e
BT AL
3 eyieg, i
SRR 0
5-Aza-CdRZ & ¥
Az, e 2R
Fib95 @ fgm, 3
AR G 89 08 9T A
ARKEHHR, 12
EAERIE DG
g —F KT

mRNAZE & % ik w9 T AL,

ZEER: 1X107, 5X107, 1 X10°F25X 10 mol/L
5-Aza-CdRA#SGC7901#2BGC823 4 itL24,
48, 72 hJg, @A a3 & = 2| dph), A BFIE) A= A
FHRBE. AX ISR, B %
REAFT2 WE AT RIgmP E: SGCT901
A5 X107, 1X10°F25X 10° mol/L4L % 3|
HA2.53%+1.19%, 5.93%+0.86%, 10.14%+
1.51%, 53 #8208(0.12%+0.03%) 48k £ 5+ 2
#(P<0.05); BGC8234i5X 107, 1X10°4=5
X 10 mol/LZE 2 %) A1.57%+0.26%, 4.64%
+1.05%, 8.21%+1.46%, 5 %7 FB40(0.57% =+
0.03%)A8 ¥k £ 7+ 2 #(P<0.05). £5-Aza-CdR
4k B2 AT A AW B SGCT7901 48 it 2 A BGC823
e % o9 Apaf-1 A I 69mRNA R K & &3k, 2
it5-Aza-CdRA )5, Apaf-13 F £SGC7901
it A B BGC8234m it & P A ALK 54T 5
T %4, Apaf-1A B 49 mRNAZ &G T H & ik.

£ 5-Aza-CARATSGC7901 48 it =BG C823
4a LB A 3% A AR AR R Apaf-1 R B 69 R A T
NEELFHAAKREGERTHE.

XPE: 5-Aza-CdR; Apaf-1EH; BiE, FELML;
YRR T, 40 R AR

B, T2E, T8, I\E. 5-Aza-CIRUBBARAE
KRApaf-1EREEEENLNREIN. BRENELHRAE
2007;156(3):221-227
http://www.wjgnet.com/1009-3079/15/221.asp

0315

3 g 2 — ™ M N S R P T PR
P AN R 1 RE R, B R AR S A
PERR —FE R Z IR 2R BAR S5 RBUE RN
Joi B IE AR, Ik 6 DR R (i kIR 2 ) 9
56 DR 1 ) b 8 A 2 TR g S TR, DA % o S
DRI B e ITDN AR TG A 52 55 DR 45 s 6 1K1 1)
REM R TIE 2 Fligfe, BRILRI SR fI &
PEERUANE S E 3 7+ kAT IR BE
K Apaf-1 & BN I LR ZE41
PR TR R R A T AR A, AT R e
ESGC790141 il 7= X BGC82341 iy Z [y H 3
PR IRPIRZS LA AT SO A AT SRS i 1 3Rk
I & 5 SGCT901 4 I A KRR R, 1 —
AR TZ AN L PR (1 R A 5 L AR A A
K.

Hh TR R B 2 4 B AR ) 2t ==, 5-Re-2"- Il AR
I FF(5-aza-2"-deoxycitydine, 5-Aza-CdR). fili{t
PIBE(PT) A Sigmar= i, SMRNAfHEEIAAITRIZol
1 H Invitrogen 2y 7, RT-PCRIR )&% H TaKaRa
A+, RPMI164055 7755 A Hycloner” i, Apaf-1
EPIANAD(Santa Cruzi=ii), Taqlif XdNTP
¥ hTaKaRaZa vl i, Wizard DNA Clean-up
(Promega /A 7).

1.2 7% SGC7901 B i 41 bk /E 15100 mL/L#T
AR IS FIRPMIL640H, 37°C, 50 mL/L CO,4%
PETFREIE. AEAMIfE4024 h)e, #5-Aza-CdRI% 1
X107, 5X 107, 1 X 10°F15X 10 mol/L 1) i Fic
TR IR NN R TR, £724, 48F172 h
S 43 R TSC A B, AT SR

1.2.1 w2 (MTT) &% % 5-Aza-CdR %
SGC79014"BGCR233 54 & 14 o % v ILALBHHY
(AR HAE K ) 40 0, $ BEALERR200 w40 il
REFRM( X 10° AN 40 /100 pL) Bt Fo64LH, &
FEMhSHR, BEdL6AL, $EM24 h)m 2 W, IS
5-Aza-CARIKJE 4 M1 X 107, 5X107, 1X10°,
5X10° mol/LIET R4k BN CO, 748, 1
37°C, 50 mL/L CO, X MIANRSE N 4kahs 9%, Lln
1524, 48172 h& I 1] g7 I HC— B, LA
MTTH# (S g/L) 20 uL, 4kElh5 %4 h, &b,
ZeBRFLA BVET, FALINALS0 pL = H ARV
(DMSO), 710 min, EFE570 nmii K, 7EHFbR
AL 5E B LGRS (A), FEHE5E fE T RN EL
S RE (AE A BT, AR INS-Aza-CART 1l
(140 it g %o 4L

1.2.2 & X 2 B ALFCM)K ] 2m i B AR 7E 41 o A%
fR24 hJa, K5-Aza-CdRF%1 X 107, 5X 107, 1X
10FI5 X 10° mol/L IR & L il (155 7523 43 7l n
NBGFRI T, ) A O 5 d 55 R, 572 h
Ja 53l B et i, LAl v A i AR 94 C B0
(1000 r/min, 5 min)4f ffid, PBS{# ¥E37X, 700 mL/L
UK 2, FHIRNase A2 0.1 g/L)iiL
30 min, IA0.05 g/LALABE(PL) 250 uL, &
WECH 30 minfm EHUR I W05 4 1 ) 9 K 4
JVET %, R4 SER AR SIR.

1.2.3 MSPZ A & & fm etk F Apaf-149 F
AR B AT - S - 41S G C7901
A i Je BGCR234M [l H: A 41IDNA, H120 ng DNA
W45 pnLE & 1KY, A3 mol/LINaOH
5 uL 75°C 15 minJq, SERUBAEVK |, ZoBEtnd
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Wi £ E

Apaf-1;24E A £

Z B RN FH

5-Aza-CdR SGC7901BIBS IR IR M) BGCB23 MBI LIRIE M) ﬁ = é]@ f i’ #

N B — , Leo,

MRE (mol/L) 24 h 48 h 72 h 24 h 48 h 72 h Mustika ot a/38 it

NIRAE 0.338+0.064 0.417+0.036  0.533+0.073  0.332+0.027 0.453+0.049  0.651 +0.059 HRINAZLAR

1x107 0.305+0.052  0.353+0.045° 0.419+0.022° 0.296+0.042  0.400+0.032  0.538+0.068° HANAE RN fjﬁ

AN 4 H

5x 1077 0.319+£0.061  0.369+0.035° 0.420+0.031"° 0.294+0.096  0.391+0.021° 0.526+0.113° g%’;fﬁzzg

1%x10° 0.304+0.038  0.337+0.079° 0.413+0.029° 0.307+0.070  0.389+0.044° 0.509 + 0.055° i iE g":-ig}}g[g] e

5x107° 0.259 £ 0.044° 0.309+0.061° 0.395+0.039° 0.276+0.039° 0.375+0.063°  0.469 + 0.059° S BN F R

2P<0.05 vs WIRZE.

2] 5-Aza—-CdRIRE (mol/L) G,/GHA SHA G, TR

SGC7901 SUIRAE 57.17 £2.22 37.27 +2.40 5.67+0.70 0.12+0.03
1x107 57.53+1.72 37.01£1.12 5.46+0.70 0.14+0.02
5x 1077 61.51+0.87° 33.35+1.30 5.13+0.49 253+1.19°
1%107° 65.91 +1.90° 29.09 + 1.35° 5.00 +0.70 5.93 +0.86°
5x107° 73.45 + 2.36° 21.78+2.07° 417 £0.91 10.14 +1.51°

BGC823 NHRE 56.83 + 1.38 35.50 + 0.66 7.67 +0.90 0.57+0.03
1x107 59.10 +2.01 34.23+2.36 6.67 +0.93 0.07 +0.04
5x 107 62.17 £2.10° 32.23+1.86° 5.60+0.80 1.57 £0.26°
1%107° 65.40 + 0.98° 28.87 +0.65° 5.73+1.01 4.64 +1.05°
5x107° 73.53+1.63° 21.77+2.25° 4.70 +0.62 8.21+1.46°

°P<0.05 vs NHB2ZE.

#1160 mmol/LI¥)5 nLEHEE, 4.8 mol/LIF iR
#9320 pLAbHE, 55°C/KiILH, HWizard DNA
Clean-up(Promega’s m)) 2[4k [FIIDN AR+ H
AL RPCRAMT. AL RPCRY %
THE AL T Apaf-1 cDNAJEZ) T & & CpG(CpG
FoRFRC, GUABE IR FEEH2) 149-37 847 Bl [X
B, ity RS 5'-GAGGTGTCGTAG
CGGTATTC-3". Fif51¥): 5-CGAAAATTAAC
GAAATAAACGTC-3' PCR W 45A}: 94°C AR
45 s, 61°CH 145 s, 72°CIHEAM60 s, FL38AMIEIR,
PR 212 bp. dEFFIEALS W) LIS -ATTT
GAGGTGTTGTAGTGGTATTTG-3". Fili514:
5'-ACCTCCAAAAATTAACAAAATAAACAT-3'.
IR 94°CAMEAS s, 60°CHPE4S s, T2°CHE
fif160 s, FL3BAMIEIR. F G 4221 bp.

1.2.4 ¥ % FRT-PCRY#rApaf-185 %k
TRIzoli{FHRE 4 41SGC7901 41 il %xBGC823
M B RNA. HI 4% B F1Oliga(dT), 5 196 1k
cDNA. Apaf-154)/7 51 Primer3 ¥ i1, 1,
ZrCARD(caspase recruitment domain)Zhfgls, I
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W54 5-TTGCTGCCCTTCTCCATGAT-3". |
W51 5-TCCCAACTGAAACCCAATGC-3',
YK 334 bp. LhB-actinsh W2, LiiE5 |4
5-GTGGGGCGCCCCAGGCACCA-3'. Fiif5l
). 5-CTCCTTAATGTCACGCACGATTTC-3',
K 0498 bp. XTSI IIAN25 uL R Y.
EFR T, PCRIR VA A94°CALPE4S s, 58CH
P45 s, 72°CLEH60 s, H35SAMEIR. RT-PCRS“4)
2220 g/LEENERE 42 25, H1Alpha Image 2000
B AUESY, FFluorchem V 2.0 Stand Alone%k
{53 HiRT-PCR % 5.

1.2.5 Western blotsy#7 &40 4m i Apaf-1%& & & ik
Wl RIS EA, . 100 mgk i [
10 minJi, DLSRRMG IR G SE R vk, B HLIK 23
BE B A PVDFRE. 50 o/Li AR Wk 5B 1 h,
PVDFJEE T1 : 250 B —HL(EDUA, Apaf-1,
Santa Cruz/ &5l P2 B+, 4CEwR, BET
1 1 AS00FRE 1) — PP, 1gG-, dbnih Az
N F RS, 37CHFE L h, (b K

H B/ 2 K/,
o, B, .

HFFRAK S,
AL RKKEN
FERA.
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[ B 10 A B B 1 SGC7901,
7’&9‘:%\&%&& 320 | 800 BGC823MiR%&E
EROE - 25_Aza-CdR{E
3E%5-Aza-CdR 72 hiE A
SE AT ST A 240 600 Jﬁﬁﬂ&)}gtﬂ'}]m
fetgApaf- 15 H % 5 7 >
o o . A: SGC7901
HEFRALGHE € € i P
Az kB 2 1607 3 400 M, 0 mol/L4H;
mRNA # £ ik fo B: SGC790141
EGEEKEY 80 - 200 - fifl, 5% 107" mol/L
LA, AR RET ZH; C: BGC8234f
KA TFRET fg, 0 mol/L4H; D:
Vi 0+ 0 BGC8234ffid, 5 x
40 80 120 10™° mol/L4H.
Channels Channels
C D
240 + 600 +
180 1
0] & 400
el el
g §
3 120 3
200
60
0 0
0 40 80 120
Channels Channels

G SR DI H bR (mean £
SD)ZE R, Pt FH s vt Bt i ek 56 k4T
o

2 BR

2.1 5-Aza-CAR* 4w JiL 38 35 69 & wm 221X 107, 5X
107, 1X 10°F15X 10 mol/L 44N & 5-Aza-CdR
Ab P48 h)m, SGC7901F1BGC823 Wi kK4 it 14
G GV PR XA W A, I HLBE A R 3G
FAWRI RO R B (R D).

2.2 5-Aza-CdR ¥ 2m feL B B0 649 % w0 i =X A1 A%
3 HT R, SGC7901, BGC8234H i 2 244)5-Aza-
CARALFH 51X 107 mol/LIKJEZH (1 Gy/G, It 41 iy
KR W 078 e, TR IEAT B B, 15107,
1X10°, 5X10° mol/LLLG,/G, [ 40 il 5 5 3% i
BN, SHIAN M B, TSI e B AR -
LR, I8 LIWERIAEGG,, 40 ffs i/t
W, ST R T (2, 1),

2.3 5-Aza-CAR 2m ite ¥ Apaf-12 B 7 ALK &
#7 T Apaf-13E K 7ESGC7901 41 s 52 S BGC823
i Z 3o HOIE LI A T, RS L 5-Aza-
CARAFE ST, ML T 225K, BIZ AL A AL
A 2 T, JF B 2 AR B 5 I 1) &%
27— 8 FIHGBE(K12-6).

250 bp

100 bp

B 2 SGC79014BiB7ELR 5-Aza—-CdRIEFI48 higApaf-TEH
BBEVIRTSHIER. 1-5: KR, 1x107, 5x 107, 1x107°,
5% 10 mol/L; Marker: DL2000; Apaf—1H (k2517 212 bp.

2.4 5-Aza-CdRx 2@ F Apaf-1 k EmRNA &
KRR 5-Aza-CARALBERTSGCT7901 41 i R K
BGC8234il il £ 1] Apaf-13L Al I mRN A A ) 5]
Kk, fEL4S5-Aza-CARAEHL i, Apaf-15E[AImRNA
Fr &Ik, 5X107F1X10° mmol/LI#)5-Aza-
CARACFRATJE A W s, I HAEH 2448, 72 hJa, 4%
FEREIEE EFHERET).

2.5 5-Aza-CdRx 2@ fe ¥ Apaf-1 L B & & k&
#% % 5-Aza-CARACFIRTFSGCT790141 il &
KBGC82341 Il R Apaf-1E N E A XKL S
mRNAFRIEEHA—F, 72 2577 JCApaf-1JE K]
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T5I, . 6-Aza-CARNBEBIRALE NApaf- 1 EREREFELHII0 225
M U iR EE
AEHLRTTH
Marker 1 2 3 4 1 2 3 4 T AT b

250 bp

100 bp

® 3 sec79owﬂiﬂ‘@7‘ %S—Azo—CdR 48 hEREApaf-1E

EIEPEWIRTSHY S 1-5: XHAZE, 1x 107, 5% 107, 1
X107, 5% 10" Marker DL2000; Apaf—13EREA L&A
221 bp.

M u
Marker 1 2 3 4 1 2 3 4

250 bp

100 bp

B 4 SGC790VIEFEREN107 mol/LBY5-Aza-CARLMIE
BIEApaf - TEREBPEIRTS. M: FIEAVE515212 bp; U: FEH
FeAP4eT221 bp; 1: CHIEZH; 2: HZ4)524 h; 3: 48 h; 4: 72 by,
Marker: DL2000.

Marker 1 2 3 4 5 1 2 3 4 5

250 bp

100 bp

B 5 BGC823MMIAFER5-Aza-CARIERE48 higApaf-1T&
REPEIRTHINE. M: Apaf—1HFAZ% 4212 bp; U:
Apaf—1j||5E|37M{¢m75221 bp; 1-5: XML, 1x107, 5%
107, 1% 107, 5% 10~ mol/L; Marker: DL2000.

FAMRIE, HYG, SAREH RS, LK
FEAE ) ETF30%LA b, 15X 107F11 X 10° mmol/L
[115-Aza-CARACERZH U0 W 2, I HLAE FH 2454811
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250 bp|

100 bp

6 BGC823/MIEZERE /910" mol/LEY5-Aza—-CARALER
AISApaf-TEEBEIIRE. M: HEVE&7212 bp; U: AEH
Fefbg&i5221 bp; 1: WHHBZE; 2: FIZ4)524 h; 3: 48 h; 4: 72 b
Marker: DL2000.

A SGC790141 BGC8234i
Marker1 23 4 5 6 7 1 23 4 56 7

F

250 bp

100 bp

B SGC79014g BGC8234fify
Markerl1 2 3 45 6 712 3 4 56 7

7 5-Aza-CARIEFISGC7901, BGC8234MIBHIB Apaf-T
mRNAFIB-actin mRNABIZRIA. A: Apaf—1 mRNA 334 bp; B:

B—actin mRNA 498 bp; 1-5: XEZH, 1x107, 5% 107, 1x
107, 5 X 10™° mol/LHY5—Aza—CdRVE48 h; 6, 7: IKEE A1 ¥
10 Hy25/E 24, 72 h.

72 b, ZFER RIS B ETH(EB).

317E

DA PR 640 5 B30 3% KT TR S G DN AR A6 410
TR U, S EHTE AT B b, gt
DR a1 SRS R g P A T S AR Tl B k%, A 2%
FH S A i TR R TR 0. R A0 o )
AR 5-Aza-CdR, I HPLE 2t S DNA
R BN 45 &, FICDNAF LB
AW TE. Z 250 H A 2N T A s e T,

IF BRI, $T
T 5-Aza-CdR& 77
BRwe—A~F
K8 2 AR R,
st B & T A
B ITRA R
RET—wahm
AR,
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[ FACK X4 A SGC79014Mlf BGC82341lify B SGC79014#{ BGC8234lf
FILFEAE S 1939
# E’rJWaddington 1 2 3 4 5 1 2 3 4 5 1 2 3 4 5 1 2 3 4 5
HASE, BATA
AFEAEFRIT - —— . — . b
%% HDNAF 5 — —— R—

Tk, Ttk
B A () Y
BE. EET R
DNA ¥ 3 AL 4k A
KA &R
% & o 15 A5 1
A(TBAL, ¥k
1. BEERAL). &
B epit s, PR A
B B 5 4 e R B
g w A,
rERMAEEH
i R R
AR FwF AT
R TR A A
5 o Jo S K ix —
TAE, SR AN B
Wi — AR
AL,

8 SGC7901, BGC8234MiA7E5-Aza-CARAMEA8 hEEBARIKEN. A: Bactins (HFRIHN,; B: Apaf-1& RGN,

1-5: % BAH, 1x107,5%x107, 1% 107, 5% 10~ mol/L.

IHEUAF T — 5297 321, 2t AL IR 1
FHIEAAE IR 2 R AoE™ ) AR50 5K,
5-Aza-CARXT A B 40 il RSGC7901 X BGC823
A T I G A R 2 R T A O R
FI ). BE A 5-Aza-C AR AR B2 544 It
[ I, Go/G 4l MLz 5 0, LG/ G
BELYHS, PR T4 f B 2

JIe 988 41 9 T 52 A 22 U8 TR DG 3 DRI 4
MR T AR 1S: — 2T IR L,
TN R RN F T T 81T, Apaf-12&fE
FAELRARN SR TR A, REER K90
JRL A AT o AT e R AR R A L (L 3R C, J
TEAATP/ATPAFAEI GO N &5 G5 T8k 1
Apaf-1, J18)CaspZi It N, ZffZ A 4l
AL RS, 1 BT T TR A A O
ARCOA H T, IR BT TR,
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Abstract

AIM: To investigate the changes of heme
oxygenase-1 (HO-1) expression and carbon
monoxide (CO) production in acute liver
injury induced by D-galactosamine (GalN) and
Lipopolysaccharide (LPS), and explore the role
of HO-1/CO system in the pathogenesis of liver
injury.

METHODS: GalN (700 mg/kg body weight)
and LPS (50 pg/kg body weight) were used to
establish the models of acute liver injury in male
rats by intraperitoneal injection. Liver injury was
assessed biochemically and histologically. HO-1
activity in liver homogenate was examined at
different time points following GalN/LPS treat-
ment and the expression of HO-1 protein was
determined by Western blot. The activity of
super oxide dismutase (SOD) and the content of
malondialdehyde (MDA) in liver tissues were

also examined at the same time.

RESULTS: Administration of GalN/LPS caused
severe hepatic damage, characterized by sig-
nificant elevation of serum alanine aminotrans-
ferase (ALT: 10872.5 + 708.5 nkat/L vs 1043.5 +
247.4 nkat/L, P < 0.01), aspartate aminotrans-
ferase (AST: 9246.8 + 814.7 nkat/L vs 1278.6
273.8 nkat/L, P < 0.01) levels and hepatic MDA
content (5.06 +1.21 umol/g vs 2.03 £ 0.59 pmol/g,
P <0.01) as well as a remarkable reduction of liv-
er SOD activity (813.7 + 168.3 nkat/mg vs 1248.2
* 84.9 nkat/mg, P < 0.01) at 24 hours as com-
pared with those in the control group. HO-1 ac-
tivity was elevated significantly after modeling,
showing a time-dependent manner from 6 to 24
hours (4.02 £ 0.74,5.97 £ 1.51, 6.13 £ 1.18 umol/g
vs 2.86 = 0.41 pmol/g), while expression of HO-1
protein was increased remarkably from 6 to 24
hours (24 h: 1.87 £ 0.39 vs 0.37 £ 0.09, P < 0.01),
which was demonstrated by Western blot analy-
sis. Endogenous CO concentration in the liver of
control rats remained very low but was elevated
significantly after GalN/LPS treatment (6, 12, 24 h:
0.373 £ 0.112, 0.474 = 0.152, 0.513 £ 0.193 pmol/g
vs 0.172 £ 0.041 umol/g, P < 0.01), which was in
accordance with the changes of HO-1.

CONCLUSION: HO-1 activity and protein as
well as CO production are increased signifi-
cantly in rats with acute liver injury induced by
GalN/LPS, suggesting that HO-1/CO system
plays an important role in the pathogenesis of
acute hepatic damage.

Key Words: Liver injury; Heme oxygenase-1; Carbon
monoxide; D-galactosamine; Lipopolysaccharide
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REHIF B, R A 524 hat K R o iF
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(10872.5+708.5 nkat/L, 9246.8 +814.7 nkat/L,
5.06+1.21 umol/g vs 1043.5+247.4 nkat/L,
1278.6+273.8 nkat/L, 2.03+0.59 pmol/g, 3%
P<0.01), SOD#E M 2 T % (813.7+£168.3
nkat/mg vs 1248.2+84.9 nkat/mg, P<0.01), HE
P& BT WA R ILT EB. £ A3-24 hK
RAFAEHO-17% ] 23 5%, 6-24 hZIA—
84 B 4R 7 X,(4.0240.74, 5.97+1.51, 6.13
+1.18 umol/g vs 2.860.41 pmol/g); Western
blotil & 2 R 78 %7, HO-1%& & & ik B %38
5%, 24 had 9 2.8 T B x4 BB 2H(1.87+0.39 vs
0.37£0.09, P<0.01). % K ZHIFAEGCORE
AR, F A )a VAR AR # 7 X463, R
%5 T EF 2 I8 20(0.373£0.112, 0.47440.152,
0.51340.193 pmol/g vs 0.172£0.041 umol/g,
P<0.01), X 5HO-1 &k LAa— 2.
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TR . HO-14 5 38, XRR A #K b 4
32(HSP32), AI7ES LI Pl I Athps B[R 25 (1155
S RERE, P et i er o mAaRt, i
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FALFN NG COMR ARG DL, A, 4545 7 2)
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TE 2 FF 403 < AR B b i) mT e A A G 3
A FR RS, BUIA R NI 9T 2 BB A% 1 A
ML A TAEHR A — 5 R B R AR B

1 RIS
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R Be st s i de i), EfEi(25°C) Ot
HER0112-12 WA 0571 wkim S, S Hi
12 hFISEE A 25 &, H UK. GalN, LPS,
M fh % (hemin). MZLE T, NADPH. 6-1%
1 2 K R 6~ Tl 1 o 2 B Mo Sl A5 34 ) ) 56
[ SigmaA A, bt HO-12 BBkl [ 5 [
Santa Cruze’A . SODMIMDARF &I H m i
AE AT S R 4% B K
B 23 Sy TE 6 A AT S B 20, S5 2H A% A (]
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L. GalNIlf F AT T A2 5K, M pHAE M 7.2-7.4,
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BT 453405 S 02, AEAN [ st ) A UK RUBF AL, 8
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1k, BERRATMESE; 12-24 hiTHii e N, K
ARG R L, R AN e A 4, /S
I A A AN ) R 2 (R A B 3 T S 3R BE, Y% IX AT
DK 9 PR 4 M i 5 ().

2.1 KR MEALT, ASTA-FFeBFIESODE M,
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B, KBS 3 hJo T IEHO- 136 M B T 4f 184 558,
AR 5 I T 7 =X, IF7E6-36 h )
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HO-15 HRIE, Y43 hjiHO- 18 (AR IE T 4R
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4R ALT (nkat/L) AST (nkat/L) SOD (nkat/mg) MDA (umol/g)
WA 1043.5 +247.4 1278.6 +273.8 1248.2 +84.9 2.03+0.59
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24 h 10872.5 + 708.5" 9246.8+814.7° 813.7 +168.3" 5.06+1.21°
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°P<0.01 vs NIBA.
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_ _ 43 kDa WIRA 2.86+0.41 0.17+0.04
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12 h 597 +1.51° 0.47 +0.15°
2.0 24 h 6.13+1.18" 0.51+0.19°
36h 5.47 +0.69" 0.48+0.19°
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Abstract

AIM: To duplicate a colitis-related colorectal
cancer model that is cheap, simple and
accessible.

METHODS: A total of 320 male ICR mice were
randomly divided into 7 experimental groups
(group A-G) and 1 control group. Groups A, B
and C were given a single intraperitoneal injec-
tion of 1, 2-dimethylhydrazine (DMH) at the
dose of 10, 15 and 20 mg/kg body weight, re-
spectively. one week after injection, the animals
in group A, B and C were treated with 20 g/L
dextran sodium sulfate (DSS) in drinking water
for consecutive 7 days. Group D, E and F were
administered with DMH 10, 15 and 20 mg/kg
body weight only, respectively. Group G was
given 20 g/L DSS only. The weight and food in-
take of mice in each group were recorded every
week. Several mice were killed to observed the
progression to carcinoma of colitis in week 4, 9
and 13. All the mice were executed for observa-
tion in week 20.

RESULTS: After administered with DMH and
DSS, the bloody stools appeared in 40% mice in
week 4, 30% in week 9, and rectal prolapse was
observed in 10% mice in week 13, 40% in week
20. Within 20 weeks, all the mice, which had
been given DMH and DSS, developed colonic
adenocarcinoma. The weights of spleen and
colon were increased significantly, while the
weight of thymus was decreased obviously in
group A, B, C in comparison with those in the
control group (spleen: 0.64 + 0.03, 0.75 + 0.03, 0.78
+0.01 gvs 0.16 +0.05 g, P < 0.01; colon: 0.93 + 0.06,
0.96 £0.02, 0.01 £ 0.06 gvs 0.31 £ 0.06 g, P < 0.01;
thymus: 0.027 + 0.001 g vs 0.045 + 0.004 g, P < 0.05;
0.026 + 0.002 g vs 0.045 £ 0.004 g, P < 0.05; 0.016
+0.003 g vs 0.045 £ 0.004 g, P < 0.01).

CONCLUSION: DMH and DSS can effectively
induce the formation of colonic cancer in ICR
mice, which can well simulate the progression
of colitis to carcinoma. The method used in this
study is a cheap, simple and accessible.

Key Words: Colitis; Colorectal cancer; ICR mice; 1,
2-dimethylhydrazine; Dextran sodium sulfate
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Ht ) 2T R A 3 S A A R A R O i R
FISh S g, 2 2B B & B ) T
TERLI T AR, W2 aZe A ], B R
AN 1 D0 R R 40 R S A, A S
TR ARG R, JRE R RE B AR X —
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AXRTT —HF
W K AR K e %
B g M A b
VT ik, A— &
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%, ERTE A
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1 NBEBELAE. ARSIRPEHRIET000 x ). A: IEFA; B: 54/, il NEI7E D R,
R0, Il INRIE R AEEET 2 T D: 88138, il NRIZE C R 2 e T RS B: 352014 (Mke);
F: 2520 8 (1), AL/ NS E EFE AN AR .

R 2 20 WkiNBHA/NREVARE . IRIE. MARKARZFREZE (mean £ SD)

payi:l ZHDLIR(N) ARE) [ZIERE () ARERE Q) KIHEE(9)
1 DMH 10 mg/kg—20 g/L. DSS(18) 423425 0.64+0.03" 0.027 +0.001° 0.932 +0.06"
2 DMH 15 mg/kg—20 g/L DSS(14) 431+£28 0.75+0.03° 0.026 + 0.002° 0.956 + 0.02"
3 DMH 20 mg/kg—20 g/L DSS(12) 44.1£39 0.78+0.01° 0.016 + 0.003" 1.008 + 0.06°
4 DMH 10 mg/kg(14) 439+28 0.44 +0.03° 0.030 + 0.002 0.342 £0.07
5 DMH 15 mg/kg(16) 456+35 0.42 +0.02° 0.033 +0.005 0.331+0.04
6 DMH 20 mg/kg(16) 43.0£1.7 0.55+0.07° 0.029+0.001° 0.342 +0.03
7 20 g/L DSS(16) 41.9+54° 0.38+0.02° 0.038 +0.002 0.460 + 0.06°
8 WIR(12) 44.8+3.0 0.16+0.05 0.045 + 0.004 0.310+0.07

°P<0.05, °P<0.01 vs IHRLA.

R 3 20 wkiFBBNFRAER

parcl AL n BRER%) RER%) IRBE%)
1 DMH 10 mg/kg—20 g/L DSS 18 100 100 55.6

2 DMH 15 mg/kg—20 g/L DSS 14 100 100 71.4

3 DMH 20 mg/kg—20 g/L DSS 12 100 100 91.7

4 DMH 10 mg/kg 14 0 0 0

5 DMH 15 mg/kg 16 6.25 6.25 0

6 DMH 20 mg/kg 16 12.5 12.5 0

7 20 g/L DSS 16 0 0 0

8 IHRE 12 0 0 0

ARER AT ROWEE, MELLBEATHUHRIRESE. S N3 DSSEH—Fh&hifln RAK K 45 e . DMH
PRI, —ED DN REWE RS R AL P RELE MG A S IE S I AEARAE .
PR B PR, ARSerh, Tl BA A FIDMEA  FARA J7 1R B N5 s AH AL Bos ).
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DS S — Tl i 8 225 M g I A 1) SRE 15 5 .
SCEGAIEWT, ip DMH(10, 15, 20 mg/kg) 1 wkJm, £E
POK AR IN20 g/L DSSi&4ET7 drl 20 wkiN, {E
8 ICR/IN R AA A7 5 H 100% 45 i i . X e
MY D MH I 2 145 g (1 s [ 48 R b —
e FEIERNEEA, HEOE, FoAl 1 it P AR g
IR W5 R A5 1-6 21 /5 B HH IRAS TR R FE T
RAIEARA, I H., EE9 8 SERE T I B 25 JERE 28
138, n LAY/ R 20 10% (3 ZE 553 40) K 4E
g . TUAESE20 8N, 251, 2, 341/l 100% K&
A G i AEARAE S5 BAR AL I S 6, T 13
RTHED) AW g3, {1/ U E A A R RE R
RACRI: Bl A RE . RS BR
HEAE. TCAE I /N B, A 5843 (60%) 1T WL J3
B LA B L IS B g T ) 2 TR A 4y
LR THNE=R NI A= R IN N Y A N e ]
S KT, /N R IE 100% 3L T A
[F) R P8 1) 9 . AT /IS BRI T 100% 4 B T i
. R 3ANFI R DMH S5 DS S & e Kk 45
Jogea i & A EE T 10 mg/kg DMHF AR
BN, REREE AR, KA EDMH 20 mg/kg
TEFEGT G T wk P AT UL/N BRAE T 24590 1) S 2 2
DRI A SIZ 6 ) 45 SR W, 15 mg/kg DM HEH LA
20 g/L DSSHEMIIFE T HH SEREAHCAE 25 g A
REAH 5% (0 465 i R 400 20 S ST 45 AR R ) &6
Jgs A R SENLRIRIEST, 45 29 it &,
&5 s () YRSTS it R T B R .
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Abstract
AIM: To investigate the patterns of hepatic cell
death in rats with acute bile duct obstruction.

METHODS: Male Wistar rats were divided ran-
domly into bile duct ligation (BDL) group (n = 5)
and control group (1 = 5). The rats in BDL group
underwent ligation and division of common bile
duct to set up acute bile duct obstruction model
according to Yoshidome’s maneuver, while the
rats in the control group underwent dissociation
of common bile duct only. All the animals were
sacrificed for sampling on day 7. Flow cytom-
etry was used to determine the percentages of
hepatocyte apoptosis and oncosis. Hematoxylin
and eosin (H&E) staining and electron micros-
copy were used to observe hepatocyte apoptosis,
oncosis and histopathological changes. An auto
analyzer was used to examine the levels of se-
rum total bilirubin (TBIL), direct bilirubin (DBIL),
alkaline phosphatase (ALP), glutamyl transpep-
tidase (y-GT), alanine aminotransferase (ALT),
aspartate aminotransferase (AST) and lactate
dehydrogenase (LDH).

RESULTS: The percentage of liver cell onco-
sis or necrosis was significantly higher in BDL
group than that in the control group (oncosis:
25.41% + 2.18% vs 6.12% = 1.69%, P < 0.05; ne-
crosis: 3.99% +1.24% vs 0.79% = 0.29%, P < 0.05),
while the percentage of apoptosis was remark-
ably lower in BDL group (2.79% + 1.43% vs 5.18%
+ 1.87%, P < 0.05). Moreover, the percentage
of hepatic cell oncosis was higher than that of
apoptosis in BDL group (25.41% + 2.18% vs 2.79%
+1.43%, P < 0.05). Hepatic histopathological
examination showed proliferation of bile duct
and fibrous connective tissue, obvious increase
of hepatic cell oncosis and liver cell cord de-
rangement in BDL group. The levels of serum
TBIL, DBIL, ALP, y-GT, AST, ALT and LDH in
BDL group were all increased as compared with
those in the control group (P < 0.05).

CONCLUSION: Oncosis is the dominant type of
hepatic cell death in rats with acute bile duct ob-
struction, and the degree of hepatic injury has a
close relationship with the oncosis or apoptosis
of hepatic cells.

Key Words: Obstructive jaundice; Liver; Oncosis;
Apoptosis

Xu F, Dai CL, Jia CJ, Xu YQ, Peng SL, Gu X, Zhao
Y. Patterns of liver cell death in rats with acute
bile duct obstruction. Shijie Huaren Xiaohua Zazhi
2007;15(3):240-245

fik B
BrY: @i E s KR AR AR R
AP PR 8 B AT 48 B Se T 7 K.

Tk & Wistar K R MALL A f2i8 25 3L(BDL)
40 Fe 3t BB(C)48. BDL4EK A Yoshidomeik &
,L% iﬂng‘QFﬂ’fﬁﬁ 7dF}IX7H— r}ﬂmbi\é[ﬂ

FAA M AT 2a Bk A0 B 69 & bk, HE
& Fo B B IR AT 20 27 93 B 20 22 i R VA BRNF
win AT, kT, SHm fiE S e A TBIL,

DBIL, ALP, y-GT, ALT, ASTA=LDH7K-F.

ZR: BDLAK TRt miea 5ig 2
%‘%‘T‘Céﬂ(ﬂi’:f. 25.41%+2.18% vs 6.12%
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+1.69%; 3R5T: 3.99%+1.24% vs 0.79% +
0.29%; 31P<0.05), M BT & 2P EIKTC
20(2.79%+1.43% vs 5.18% =+ 1.87%, P<0.05).
BDLALAK =& 2 255 T4 (25.41%
+2.18% vs 2.79%+1.43%, P<0.05). A J% 32 28
R R BLBDLAN & 35 A | 2F Yt 45 S 41 27
A 3G AT dn iR HES) FEL, IR e, BDL
28 #2754 TBIL, DBIL, ALP, y-GT, AST, ALT#=
LDHAK-F# 2% & T CL(P<0.05).

258 2P e AR FA R K R 4a B st T VA IR
THI, R BGREESFapks., A
THZEWME .

FH818: IR EE; A IR AT

R, BEIS, BE®R, 'FRK, M, MZE, XE. =
MBEEHEASHARNITHI. BRENBHRSE
2007;15(3):240-245
http://www.wjgnet.com/1009-3079/15/240.asp

03I

A BEL A AT Ak 0 38 38 1 W A i B, R
SR AR o3 FOELES AR BEL 5 1 A S )RR E 1) P i
RAFEE P EPE T Th RERE3E. (H H w1 [ A 4k
o A9 L B YR 49 P A DDA P LI 0 AN 5 4
R BN AET A A IR T R T, RE R
SRR T TR AU AE T R A A AR,
AL E NS BELE S H 40 B e T 7 A AR A
S ) G S T R NS & T BUR S VAN WU i S DR
BELRSE AR, R FH 9 2 40 M A3 55 4 ARIF 5 A BEL 12 2%
JELINE TR0 M AT 07 2R, by A BEL A S8 F) B340 ML
FRIBR AT 11 S 560 Ak Hhs

1 RS

1.1 M4+ Wistar 8 KR, AR E270420 g, HE
PR K 2 e 5 Bt S 0 s 4 v e AR R T A
PAT AR & (Annexin V-FITCHIPT)I 135
BDAH].

1.2 F i 102 & Wistar K B BEPL2> K I 45
FJLA(BDLAH, n = SYFIXRACH, n = 5). R
Yoshidome ef a/" R (1) 79238 7 St E i A P
R, RSN ees): 2520 K B 100 g/LoK 4 S (1%
3 ul/g) ipfki, WOEH P H A, BDLA3/04
LRSI U IR, CALAI B IR R, Rgh
. AJE KRS REETE, HAEERK, ERT7 d
JEHUM, A E BRI mL, # 20 min, 3000
r/mini2 /0010 min, K IMEF 90k L &
F--20°CUKAR HORAT, A5 W0 I35 IH 21 25 R AR fh il

www. wjgnet.com

n8 CiH BDL4H
TBIL(umol/L) 1.32+£0.22 112.86+ 15.31°
DBIL(umol/L) 1.08+0.45 93.14 + 15.06°
ALP(nkat/L) ~ 1105.55+422.25  5324.40 +860.17°
y—GT(nkat/L) 11.67 £7.50 290.06 +64.18°
AST(nkat/L)  1566.98+260.05  7884.91 +1412.78"
ALT(nkat/L) 746.82 +246.88  1550.31+518.77°
LDH(nkat/L)  7721.54 +2742.88 13182.64 + 1901.38"

°P<0.05 vs C4H.

AKE PR BRI, e85 T
R, T 22-80°C UKAR h R AE, AR 80m =C4m a4
Kol BY1.0 cmX 1.0 cmX 1.0 cm K/PIFHLE
40 g/LH P [E €, A fom BEZH 257k A Y
0.2 emX0.2 emX0.2 cm K/MFAIZUE T25 g/L
R P e, R R A AR PR K
ME KB — 5 UL, IS TBIL, DBIL, ALP, y-GT,
AST, ALTHILDHZK -l & Fi Hitachi 76004 [ 3))
ARSI BT SR, JHF 2R A i s, )
HE# (4, DB MU S w4 2% 2 0. JHA
YU IR J= [ e, Bk, B, R4, H
WYL, AR R R S B XU 4, F Hitachi
H-600%37 5 L8 W 52 H-2H ZURE 1l 45 ) 4028
1.2.1 AKX @A AT s fe ik —F= 8 = H
Medicon(BDi 241 A A 520 A 2% ) ik
FFEAZEE, 50 mm FilconyEasid uE4n B, =
A, 5 _E3E, Binding BufferZZfifd, 11540 i
W ES5X10%1 X 10°4N/L, JAnnexinV-FITCAHI
PI, &G CE, H92 EBD-FACSCaliburf! i
2t M S 5 - R4 M 7T o B 45 3 b B
410, Annexin V, PIEMEGL; BKT-41/MU, Annexin
V, P 4, T4, Annexin Vg 4. PR,
RPEAN B, PIii4%. Annexin V{EZL.

Sit IR T H B R H S TS PSS
115347 5 23 HT, P<0.058 N A3 g2 X

2 $R

BDLA & i jdde W] ik, R 2 s, IS ]
SAER, O B R IRAE AR, i I (]
1). M CAHAMA TR LGN, KA, HAE T
gk, HEREERE IE R . AP, miE oA
TBIL, DBIL, ALP, y-GT, AST, ALTFILDH/K*
7€ BD LA ML % B4 br /K P33 i 2 & T-C4l
(P<0.05)(F1).

WA LA %

Mk A B T AT,
& B W s
F RO R K,
fa 2 a4 by 69 4 )
B A Fr ik —
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Wi £ R E % 2 RAF. KT, BT RESMLEAERBI(mean + D, 7 = 5, %)
B IR19954F 4% ik
KT A, 4
H AR % Lk 43R 71874 T A EE
fe 2 A L SRR 7 8 879123
B 4 0B 5% = 5 X, CAH 0.79+0.29 6.12+1.69 5.18+ 1.87 7.91+3.14
1R AR, A BDLZH  3.99+1.24° 2541+218  279+143°  67.81+3.17
) BF 7N ik
LS AT 40 L 5T
T EEHAL  °P<0.05vs CA.
WA T, AR
) A 50 AR P
S5 A e e st B 1 BDLAE
EX- S 5-53 00 )
TRAREAT. &, FFAERhRK

2.1 AR LALRFHE BDLAH L H
5B, EF Y 4 4 L AW S8 8 28 T ) /R
(K2A), S22, 40k i B.(&2B); C4l
JEE/INI R i A, FF AN TE I i, 4 2R R A
FRI, JH 2558 (18120).

2.2 FFLA AR CLALIT AN A% S TE, R
SEHE (O MG IR, SRR R . SRS,
PN T I S 3, R JEORE = & (K13A). BDLAL AT L
TR TN, BT AN SRR K A
RBRI K, TR ORI Ok, Yetn i
(KI3B). JAT 400 44540, DO e e, i i
WL OIBATHEAR, WINPT K S RS, LR
R 5 R (E30).

2.3 A X AU M I e ik 5 A = CANAT
B A K TR T BDLALIK T AR 640 o
3 Hedy 8 2% T C4H.(P<0.05), HBDLALAKT:
A o L B T T BARBD LA 41
JLE r BUARTCA, (H e ge it 5 7 57+ (P>0.05) (%
2, 4.

3 i

e 1 N B R ) W e W & e e S
AN IR e B DRV A E N A BE P B e
AT 7 A JC K T faF o L /D, i HL 3
W BET 7 2R AS R AR 2 Miyoshi er a/®
AIFFTIN Ay N A BEL S JH 40 i 20 T ) 2 228 0
MBI T, (HFickert et al™, Gujral et al'HF57 /)N
S BHL M B e AR I I 40 L R T ) 2R

2 BARFLALRHENES(HE). A: BDLAREE AR, 4T
Uk sE S SR AT/ NH TR (X 100); B: BDLALARA BY
AEPRE, A%, ol REIK AR &G LAE) (X 400); C:
CLM/ N4 Aeitit, FFATRaTeRhi, FFmfazRHEs R, i
SEESTE (X 400).

RTINS T, 3% n] B KA K TR
T2 BLSUEEDN A2 15 58 H A7 ik 2D 55,
KR I TUNEL. B FL K R 5 P o7 45 7 9
KR BEA R X B PR A0 . AT AR 4
7125 K T 25 24 F Annexin V-FITC 5 PIXU
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Abstract

AIM: To analyze the level of serum anti-P53
antibody in primary hepatic carcinoma
(PHC) as well as its correlation with clinical
characteristics.

METHODS: The enzyme-linked immunosorbent
assay (ELISA) was used to detect the serum level
of anti-P53 antibody in 68 patients with PHC.
Univariate analysis and multivariate Logistic re-
gression analysis were performed to investigate
the correlation between the serum level of P53
antibody and clinical data, including the age, sex
of patients, alcohol intake, HBsAg, KPS scores,
pathological findings, differentiation degree,
liver cirrhosis, pattern of tumor growth, tumor
stages, vascular invasion, remote metastasis,
Child class, the level of serum albumin, alpha-
fetoprotein (AFP) and ferritin.

RESULTS: A total of 20 patients (29.4%) were
detected positive for serum anti-P53 antibody.
Univariate analysis revealed that the positive
status of serum P53 antibody was associated
with the degree of differentiation (P = 0.020),

remote metastasis (P = 0.002), tumor stages (P
= 0.027) and vascular invasion (P = 0.010). Mul-
tivariate analysis showed that only remote me-
tastasis was independently associated with the
positive status of serum anti-P53 antibody (OR =
4.185, P = 0.022).

CONCLUSION: The positive status of serum P53
antibody may be associated with the malignant
biological features and poor prognosis of PHC.

Key Words: Serum anti-P53 antibody; Primary he-
patic carcinoma; Clinical characteristics; Enzyme-
linked immunosorbent assay
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Abstract

AIM: To establish two-dimensional
electrophoresis (2-DE) maps of peripheral blood
mononuclear cells (PBMC) in patients with
hepatitis B virus (HBV) associated hepatocellular
carcinoma (HCC) or liver cirrhosis (LC), and
identify the differentially expressed proteins.

METHODS: The total proteins from PBMC in
patients with HBV associated HCC (n = 16) or
LC (n = 12) were seperated by means of immo-
bilized pH gradient-based 2-DE. The differen-
tially expressed proteins were screened using
PDQuest analysis software, and then identified

by peptide mass fingerprint (PMF) based on
matrix-assisted laser desorption/ionization time
of flight mass spectrometry (MALDI-TOF-MS)
and database searching.

RESULTS: A well-resolved and reproducible
2-DE pattern of PBMC was obtained from patients
with HBV associated HCC or LC. For HCC, the
mean number of protein spots was 1186 + 43, with
an average matching rate of 91.6%, and for LC, the
mean number of protein spots was 1013 + 41, with
an average matching rate of 90.2%. Twenty-seven
differential proteins were tested by MALDI-TOEF-
MS, and 16 were identified. Of the 16 proteins, 13
were up-regulated in patients with HCC, includ-
ing heat-shock protein 27, member RAS oncogene
family (RAB14), actin, alpha 1 antitrypsin, RNA-
binding protein regulatory subunit and so on.
By contrast, the levels of proteins such as PDX6,
HSPA8 and MnSOD were significantly reduced in
HCC patients. Some of these proteins participated
protein synthesis and degradation, or chaperone,
or protection and detoxification, or signal trans-
duction, while some of them were involved in
metabolism or cytoskeleton construction.

CONCLUSION: A well-resolved and reproduc-
ible 2-DE pattern of PBMC from patients with
HBV related HCC or LC is established, and six-
teen differentially expressed proteins were char-
acterized.

Key Words: Hepatocellular carcinoma; Hepatitis B
virus; Leukocytes; Mononuclear cell; Liver cirrhosis;
Proteome; Matrix-assisted laser desorption/ioniza-
tion time of flight mass spectrometry
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spectrometric analysis of peripheral blood mononuclear
cells in patients with hepatitis B virus associated
hepatocellular carcinoma and liver cirrhosis. Shijie
Huaren Xiaohua Zazhi 2007;15(3):254-259
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Number of Hits

SN
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B 3 05SEEOREY SEHRFEESEZIgI55957331
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PEE:SE (P<0.05); B: FTAER AB142E [ VSR8 . ARG
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FE3).

HAFFIPMF B HMascot Distillerf 4 i3] 5.
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100 ppm, VR I R D) A7 R 800 14,
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I ()P 1) B A BT R B9 o 1186 +43 121013+
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MATRIX Mascot Search Results

Protein View

Match to: gil55957331 Score: 136 Expect: 3.7e-09

RAB14, member ras oncogene family [homo sapiens]

Nominal mass (#,) 20510, Calculated pI Value: 5.94

NCBI BLAST search of gil55957331 against nr

Unformatted sequence string for pasting into other applications

Taxonomy: Homo sapiens
Links to tetrieve other entries containing this sequence from
NCBI Entrez: gil73536235 from Homo sapiens

Fixed modifications: Carbamidomethy1(C)

Variable modifications: Oxidation (M)

Cleavage by Trypsin: cuts C-term side of KR unless next residue
isP

Number of mass Values searched: 31

Number of mass Values matched: 13

Sequence Coverage:57%

Matched peptides shown in Bold Red

1 MATAPYNYSY IFKYIIIGDM GVGKSCLLHQ FTEKKFMADC PHTIGVEFGT

51 RIIEVSGQKI KLQIWDTAGQ ERFRAVTRSY YRGAAGALMV YDITRRSTYN
101 HLSSWLTDAR NLTNPNTVII LIGNKADLEA QRDVTYEEAK QFAEENGLLF
151 LEASAKTGEN VEDAFLEAAK KIYQNIQDGS L
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#3235KPMF. 1224 £ 1150 s 05 1) ik it & e 2 14
. FFMascot Distillerf {48 2ZSWISS-PROT
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LT ik 5 P Yk P R R D U A5 L

FEXE 73 7 . DU IR B 22 /b (44 J BE LA
)RV 55 2R (>15%) E AT LA T, ik
Z UCC IR AH DG 8 1 0T, %68 e 1R A 1 044 PR Al
I (R S 43 U h R A H i LR . (K134 B
055 8 1A 4 S LA 2 1 o 440 e A i) 2
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Abstract

AIM: To investigate the expression of CD24
and its role in the angiogenesis and tumor cell
proliferation in colorectal carcinoma.

METHODS: Direct immunofluorescence flow
cytometry (FCM) was used to detect the ex-
pression of CD24 in 66 specimens of colorectal
carcinoma and normal colorectal tissues. The
expression of CD24 protein was shown by the
percentage of positive cells (PPC) and mean flu-
orescence index (MFI). The expression of CD34
and proliferating cell nuclear antigen (PCNA) in
colorectal carcinoma were detected by immuno-
histochemistry. Microvessel density (MVD) was
figured out according to the positive staining for
CD34. The proliferation index of carcinoma cells
was figured out according to the expression of
PCNA.

RESULTS: The values of PPC and MFI were
significantly higher in colorectal carcinoma tis-
sue than that in the normal colorectal tissue (PPC:
90.40% vs 36.15%, ° = 6.877, P < 0.001; MFL:
18.10 vs 8.41, y* = 6.934, P < 0.001). The values of
MFI and PPC were significantly correlated with
tumor stages (Dukes and pTNM), lymph noda
metastasis and infiltration types (P < 0.05). The
expression of PCNA was increased with the up-
regulation of CD24 expression in CD24-positive
cases (P < 0.05). There was a significant correla-
tion between the positive rate of CD24 expres-
sion and the value of MVD in colorectal carci-
noma (r = 0.243, P = 0.050). But the value of MFI
had no marked correlation with that of MVD in
colorectal carcinoma (r = 0.115, P = 0.358).

CONCLUSION: CD24 expression is obviously
up-regulated in colorectal carcinoma, and it is
correlated with the angiogenesis of tumor tis-
sues and proliferation of tumor cells.

Key Words: Colorectal carcinoma; Flow cytometry;
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antigen
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Abstract

Non-alcoholic steatohepatitis (NASH) is a kind
of hepatic lesion that related to metabolism and
its development and progression are closely
associated with cytokines. Three categories of
cytokines, including Th1/Th2 cytokines, chemo-
kines and adipocytokines, are involved in the
physiopathological process of NASH. In order
to elucidate the significances of cytokines in the
pathogenesis, serological diagnosis, and treat-
ment efficacy evaluation of HASH, we reviewed
the documents on the relationship between cyto-
kines and non-alcoholic steatohepatitis.

Key Words: Non-alcoholic steatohepatitis; Tumor
necrosis factor-a; Interleukin-6; Adipocytokine;
Chemokine

Wang Z, Liu DG. Relationship between cytokines and
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k2L

FEBAFEIE MR £ (non-alcoholic
steatohepatitis, NASH) 2 —#F 5 /X448 % 69 IF
MEmE, HZ A ZREH5mICRTH EWY
X %. A ENASHyR A& it A2 e i fL W 1 )2
YA R A 3L, BPThl. Th2Z2m el -F Ao A44L B

F R R BT, AT W3 £ wm iR T

5NASHA & . ZR* Z AR RIIE, A

ﬁl@%émﬂ@@%ﬁNASHﬂinﬁ%J oA 5
M DB s S R -

REA: R RRN AT 28 MBS E F-o;
FILE 7 B4R -6; AR 4 A 7

FAE, ARX. IFEBIMERITA L SARES. BRENHEK
ZH6 2007;15(3):266-271
http://www.wjgnet.com/1009-3079/15/266.asp

0 512
AR5 RS I g 5 ME BT & (non-alcoholic steato-
hepatitis, NASH) & Joid BEVKIP B, 5 )18 B A B4R
W ELAT R I IR . e B 2R 2% BRI
e AR R AR I SE B ARRE RN, R
JH BRI = DR A DX VR & P 2O A i T
40 My SRR AR P e Mallory/IMATE ;. #FP I X
IR LF YRR, Bl s 7 L AT R 07 s,
NASHR G LB AT sy, HAH)— I
TAT W F A 25 R IR, 20 aXkKNASHA % |
TF3-20452, AT AR R R A7 ALK Bl .
MM T 5NASHI R A K% )
K. 2 5NASHHL A B F5 1) 41 i R 7 I 40
AT LU R 3Bk (1)Th-1F1Th-248 i I8 1-, 4045
TNF-a, IL-1, IL-6, 1L-10%%; ()46 40 i K]
F, WHCCHK I CCL2/MCP-1(CC-chemokine
ligand(CCL)-2/monocyte chemoattractant
protein-1, MCP-1), CCL19, CCL21fIRANTES.
IL-8J8 T-CXCHK KM 1 ()57 ¥
WK G 7 4l B IR ¥ (adipocytokines), {44 2%
(leptin). gt Z (adiponectin). H&$i ZFE (resistin)
HUH T A B ) N T 17 22 (visfatin).

1 NASHE5Th-1RITh-248iRERE 5

NKIICDA TH A7 7E Th-1 A1 Th-2 P FE 4 L 1
%, Th-141 i 55 WA 1% 40 1 K1~ >4 Th- 1 40 Jf X5,
iR A B KT (proinflammtory), {45 TNF-a,
IL-TFIIL-12. Th-240 0 70 W Th-240 LK1~ gt
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% [A T~ (anti-inflammatory), F1L-4, IL-10%5. £5
JUUESE, Th-1FTh-241 K 732 5NASHI &
A FIR .

1.1 NASHE TNF-a 7£K T"NASHI R Bl
FOR, VPR MR UL L TNF-02 5: (1)K
5 2 Pi(insulin resistance, IR)5 TNF-a: IR#
A N A SHE L5 IR s LI, TNF-aft:
PLUR3ANTT 2 SIRMTERG: 556, TNF-odli il
INKAG o e 3 200 2 400 o JH 400 Pk % 2% 52 AR e )
(insulin receptor substrate, IRS)—l%ﬂ-ZE"Jﬁ?’iEﬁ?%,
FEUHANMIRIE e Hok, HT- IR T LA 4
YR T4 i, FRIIR TR 16 i, RN 107 R
AU DT 184 568 JH 40 I X R 5% 35 (1) BBUK, TNF-00 1)
LAl I 106 2% PR ¥ 1, AR AL HT 4t o i B 3% 1)
fusdE, JERIR; 28 =, ZEIRIRZE N, FIelgigl
ZARERETUTNF o, 1 H BLTNF-a &35 1 vy S IRAR
BSAHTAE . A TAL B MEIRER. ()85 it
SEAL S TNF-o"": TNF-o 53 A 5 Kz 434 54 1
53 W BYTNF-ou i) DLIS A AN BE R JIR TR, 4002 i
PRI LA 328, AR AT T SU(ROS) T,
FEAE R T A, U R E. S — 5T
ROS X A& TNF-o & 34 I, I8 BUIEFR, 1
i NASHIERU “56 4T d” . Gtk A
BFRIMAE S TNF-o: 11— DL EINASHEF# H
U5 N R 2R AR, R IR TNF-a 5 1ML
P BEF KT T R 2 B IEAHEE. N T DU
TR 7 A 2 SR TNF-a, 2 5NASHIH
RE RRE. (4)HAA K ¥ 5 TNF-a: TNF-o
A B8 B3 T 40 e - B R TN F-o05 440 i s
bR SE A, ik Caspase-8, HE1T % L Caspase-3,
SR A MR T, i HL A A At 4 R R
1L-6, IL-8H1-—L6RG b 41, TERUANE TR AT S,
J5 R E A IE.

TNF-ou 5927 i M 2 8 ek 9 A v 2 R 1
ZAR-TNFRIAMTNFR2 3 1M &5 TNFR1
FENASH B M35 3 12t 3 w1 gl i
JHFAIE B 4, 0 HL 5 e 2 B T ey s )l 1 A
SR ST PR CAE 52, B TNFR ISR ] i R
Jii, TR, WA /I BRI M e e 17,

NASHH# TNF-afI TNFR 1L & & AT
MR mRNARIL K & i — R
L 25BINASH. 22451 B ali v i i JiT i &%
301 1 H A IS TNF-o 5 484k, NASHE# 41
L T 55 X6 2 R Bl I 2 3 A7 S 1 v,
11 B2 IR FE 8 28 37 TN F- o5 1 5 6] B 4
i B o RN B 5% kLR R, TNF-a

www. wjgnet.com

(R 7KF 5 NASH A JHNE 2 0E 73 9 S 41 4iAb oy
A S EAE AT, AR, B3R
Vit EJii, NASH&E Z TNF-ofiLif & &R W B 2%
BRAE™. 200645 53— SClk4RaE, VAR 51 A
JYNASHE #48 wk/i, X LU AT & FF I 2 ) 95 2
YL, o TF 0 M e 07 AR R L TR ST R
it ARSI 2 2, (HYRYT RS TNF-a
L35 7K A L 8 25 A A,

BN S5 A R DRI SU IR SE TNF -0 5
NASHE KRR EY), (AT HRTT A RIS
SUETESE, [ AT LG TN F-o il 7 5 7E 4
RNASHIATT A7 1 S . AERT P 28
G IEIA P KCE TN F-o s B8 SR T 548 i,
TNFRIFI LG 7K T Js W -4 52 458 1) E 2 P
ML TNF-o S H 32 AR RE S AE N 12 N A SHAHE
ZIN T4 A2 T R R TLF FR) IV 27 i b 2
1.2 NASHEIL-6 ¥ Z [FuEH# ik sE, IRENASH
I, MEESE R IL-6 5IRIK R &Y, 7EAE R
AV 22 R I AR R, TL-67] LAF IR S-11#)
P IR EIR A, M FRARIR S-1-5 9l A i UL - 3-
WE(PI-3K) PSS IR 2R, X JBE & 2% (1) 7K~k
ATHEBRIEAY . SEBs_LIL-6Re 3T B 2 11
5, REIRM. IR K 2 dfRE v LA JE Sk BT 2R
PR g 107 48 Ak, S BUTF I 16 i 1 P 1 2SR 4, T
BRI A PE. IL-6t AT BE S NASHIK “25—K
7 K.

NASH & #HIL-6 FITL-6 ] 52 A4 (IL-6R ) fiL35 7K
PR LAl PR IR T AN AN R TR A
NIAK, TL-6RAE X ) 4l g 7 - FIN A SHIP)
Snlis A — e XL Bk, AT S
RZ3Wi697 J5, TL-6 RIS 24 7K 7 BEN A SHAT HIE
A2 2 o 1T PRIl e 2 RIS, TL-6 ] RE W] LAAE
SINASHIAIT R VA F ARt
1.3 NASH5 IL-10 IL-102 Th-241 ffa K -7, AT LA
HITh-140 W /- WA B0 5 IR, HHLRAEH, TTREM
MU (1NF-k BAg A P 12 A7 755 S Ak B 3
T — P S DR, R A Ol s R 4 0E TR
THIZRIE, TL-107] LAFIHINF-«BIF i E ) (2)40
HITNF-of1 A% 40 i 4k 25 (1 -2(MIP-2) [ 3R,
NN 93025 JEF P e s 40 i 92 30 0 Py K i 12,
TR 1 W HR ) B AR RN R, AR SE R TL- 10N
IL-4P AN Th-240 PR 7 JE RS, 228 30
(R JIE BN, T A AR 4EAk, A AR TL-4 A1
IL-12CKHTh-140 PR 1), D) ER 3™ 1 JH 41 4
k., T E e NAR B, TL-10 8 2P £ N7, (H
TERFAF AT Bl R A — e /. NASHE RS

WA LA 5
NASH f2 3% %%
WA — A& T A
EA R, BTG
S ERALT, AST
# e KA
NASH#) 4% 81
B 38 AR,
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WA # 3 E MEIL- 10095 204k, WFR G RN, G5 WS o, NFaBA b2 — fERSPERTF 28,

HF S e
LFEHE LKA
K IR AHR o,
AL E & ®
NASH & % o i
ey EAL,

F RIUAE TE LT T A BRI 2 TL-101.

2 NASHE KR F
A i K1 K 4 CC, CXC, CRICX,CPY
AN . Ak A i R 7 2 0] 5 Py R 4 5 T
L T 2500 B &5 6, o 0 B L A P 2
[IEsRISE Vs S A (ST R
2.1 IL-8 IL-8/&CXCW A LIN 7, A% B
S0 AR, S R A A R A R T, AR
Z s A FETIE A R R4 PR K up ffer i i = A=
TEWPRTPE 0 (AH) 8, TL-8 I3 7 & T s,
M fF6 mo TL-8IILIE & S AN A WL R B, HAE
Abiru et al“'HOEFHEFTER, NASHEHTL-8
(P 2 SN AFLD S A& A LR, KL
BEUCE.
2.2 NASHA=CCR#%AE F HNASHEE. K
JE T REAH R CCKIBHa1L K144 CCL2/MCP-1,
CCL19, CCL21FIRANTES. CCL-2/MCP-17£—
S 8 SRE P 5 P T 4 T ol R e o SR
Al AN A 5 A B A0 M ) S AR, I
H A F T RSG5 . CCL2/MCP- 1A Al LA
YRR AR G LTINS e o <SPS R N
(CCR)-2(CCL2/MCP-1 )52 44)J DRl e o Frg JIEE fiee
RU/INER, R 20 23 98 RE 4 i AN 5 4 i 4
Pkl B B U i, AT 4L A
Haukeland er a/™ % B}, CCL2/MCP-1 [ IfiL 35 & &
MNIE 5 N S Al v AR 07 17 2N A S HEAE 5 38 7
W, AR . BMINAR S 2551 2 T04%
PEMDA WG, 793R s 5 41 2 [R) 1 S =5 1 22
St PR, CCL2/MCP-17] BEAE M Al i 15
MINASHAZ B B EAEH, /08t feit T
140 i 7E 2R N TR 2R 4E.

CCLI19FICCL214&(CCR)-7I LA, fEZ K
PEILSE < e i R TP s 4 5 92 05 v 238 19 .
CCLI9FICCL21 &k i futk &b N v IF H Y
PRRFEA (DO MIT A H VI KR, R 27
HUBEGL . L= CCL19FICCL21 40 fplt/pltdt [K]
FEAR /N, 5 B AR N R LG 25 A BB D B
JE, P PR 28 i B I T SiE IR T, AENAFLD
B CCLI9M I & 4w, /E& Wk, XINAFLD
VIR TR (KA, T CCL2 1 L3 25 H A WL
BARES.

RANTES HH i £F 4 BESH L. Tk 240
FAAZ AN RN P B A i A, R AL TR Al
Jfl. RANTESHEA Fjie 7 4147 — L6 X e s D1

TNF-aif SRANTESZRKIE, 76 FF 4 ke 5%
BEVE R, Hirano et al”™f)iE, 4 NAT4H L ZHLE,
TNF-a. 1] DL S RANTESHE K B89, 1 g
- 2R FL DURE W] DUTE G 0 HIN F - B IR VG 2,
P TNF-0i% S RANTESHE K % 5. RANTES
ENASHIP) 5 FR IR WA,

3 NASH5S SRR S (adipocytokine)
VAR, R BT A A A A 53 W D)
RE, [RIFE R A e dm vE. MR W= )
A BN B 2 AE s 1, FROA R 0
4B RF-, C5E % (leptin). AEHL 2 (adiponec-
tin). HKHUEE (resistin) FHTL I P9 AR I 2%
(visfatin). Jlg 741404 ] L2 WA TNF-a, 1L-65541]
JLERL 7. AT X R IR A M P B E S IR
JREAH DG ) JEAE S (B AN ASH) . IRFI2ALHE IR
Joi FRIE JE.
3.1 9% Z (leptin) J8 2 NEFEIED 14, T2 445
AR T AL, R
AR B 2 o, (AN AT BUIR AR A
NASHEF 2 B w8 38 U A 2 HIRHT, TR
FRACIS, A e B 2 o (AR T, I e
i 2% AL, e BRI 3R A SR 1Y 0 i i 41 21
JH R ILARIR, I Ja s 2R AT, e 3 A AT LA
{3 AN 43 WA TNF -0, TL-6 JCIL-125541 ffd K]
WO ARG, AT DU H K up ffer 4 i
N2 B A0 e AR A N, HL AT RE 2 O
JAK-STATA 53 i, RUBTHIE SR 40 s Ak, fie
BEFFETAEA A JE. 38T e e NASHA B R 214
Ay T R R

NASH & ML 28 & BT, i H AR
T R IR 7 A 7 R AT AR RS
RN R Z HNASHIF LY KA, H 2 TR
FRR P 28RN T 4L 1 Fib 2,
3.2 NASHX adoiponectin RIEZE H RN 41215
Wb, K YR FHURE R — e ER L g
156 25 1) 52 14 yadiponectin receptors I and I (adi-
poR I and adipoRIl), e E 52k A )G, i
Th P A M P FTP P A R- oI AR (1 3 28 1 484 o
JUIL VR R0 T O 4 IR O T S R 5 2% 11 A ),
JIGEE 3 R AR BT L- 1081462 Je8 25 11 Wlg 4 234 i 1R -
-1(tissue inhibitor metalloproteinase-1, TIMP-1)[7]
Rk, BRI,

JRE EER 3 A o H 8 o i i 2 R A Dy e B
JIT AT IR B, XSINASHAE A [ R VEH.
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Sebr b, B ANININASHR AL 5 PR 2 g e 2%
(AR B BT K N ASHLUEE 357 (14 1 375 AR Bk 5
SEMIRKIL, NAFLDZ B £ & & B
T IEw A TN ASH R RIS I KT X
A TNAFLDAL KR ARAL. Targher er a/™ [AHF5T
SRR, NAFLD A AMUREEZE KT 21K
TIEW A, H 2k #nl )= 45 8 5 8K s
B 25 5 T O I 0l 28 R 8 I SR SRR AR O, (H
B ET Ak (R TG 5% Abiru e al ™ RIRF5T 45 4R
7, MEIEZEAEN A SHIF) U 1 FANATAE T Lotk
R

3.3 AL (resistin) TR EHDTRFE 7 T KK
(resistin-like molecule, RELM)FI R 51, JLa &2k
PEEIR, fLH5: RELM-o, RELM-BHIRELM-g. Xt
Wk U7 2 B (I 4 SR A O, HRPT R I AR
A E e I, 5 DR IR IR, HUU2 5
JULRTHR W 221, Bk B s 4L 2R ok, N 251 s 4 g
I3 U ISP R R R I EOR R, TR
NN A REREIR AR, BB B L4 3P R K8
B9800 9 D K1 i W 4 s i g iy 4 2T 0, 4K
PUFE LG TRFIWHE T 15 52 453 57 S50 IS JHE RO PR
5. HRPUE AL AL FITR Zh W A5 L (R 45 B4 b 5
Th i, VB IR 2 2 v] LU L KR R Bt
BT UE B, AP F W L P NF -« BIF {5 5 8
%, R SN o A B R KT, WTNF-a, 1L-6
FIIL-12%%, i HAT SR 7 1R R, #ii s
IR, BEIRI A ) HAET2DM R I i h 45
AR L AR, HNASHIFISE R A 5T
3.4 WS & (visfatin) A IR G 25 2 Hril &
I B A 2 5 25 A I 0 4 i R, 3= 3
H A AR 0 2239006, Re AR E TR T T2 A, ] ]
RE Tk 0% I &5 45 19 5 32 52 A R BRI 1T b 1)
VERIES 40 i Py P 0T T 7 3% 19 2 30 R 35 BL I 1
ANGEHE, KR40 R3T3-LIWFITUESE, PG
17 2% 1) % 52 38 22 R0 A0 L DR - R Y T 4 i
TR TS oA U T 77 35 11 - 52 1 260 B A P 1) AN R 8
S SE (15, I HLAX MR F 2 e B P I3-KOR
AKT(protein kinase B)4H i [A]15 5 4% T3 i 1 5K
R, FRHIPI3-KAT A K TIP3 4 m LA B P I
Ul 2% 1 30,

WFSIESE, IR ABERIT2D MR 4 I AR
10 2 K FIOR JHCHE o0 i i vk 8 v T IR
TFAEN, LRI G HH AT T R 5 AR Ay
R A FE 5 B, — 41k A 3 T 58 9% RHIE
S o 20 bR s AR i R R I
NS & w3 AT W35 22 5, 5 165 A A e
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ML P IR 10 35 1 i S T A R R, A
R PR A5 LR P R 7 35 1 R
LINASHI¥ AR MBI RHRIE, AR
FAENASHIAR Y FIARSMIFFE b (10 2 IAE 150145

FHAIRHUHIR T, AR T2 50k
PERR T PERF R B R A K, AMNEEZS S
AT BRI R, iy HLAE 5
AT 7 -JRIWTPEIE 2. HFETEtl . JHAE AL Y
JAZN S AR i PR AR (R A0 A
YE N ASHZ W (1 1335 27 bk 2500 M FIUES 4 b 7
7, ARG RS — BRI AR, b s Fl
T 1) PR 22 S T 8, EL A 0 A {0 1) 1 PO O 5 &5
R, ZLLNASHA R4 711 42 Wrdigbs
(s S R AR, B B2 AL
(KIBIF 2T LAAIE K.
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Abstract

Adiponectin, discovered recently, is kind of adi-
pose hormone that is secreted by adipose cells,
and its serum level is lower in patients with
adiposity, diabetes mellitus, and nonalcoholic
fatty liver disease (NAFLD) than that in healthy
individuals. Plasma adiponectin is in close cor-
relation with the sensitivity of insulin and play
an important role in insulin resistance. Mean-
while, adiponectin can inhibit the production of
liver tumor necrosis factor-alpha and reduce the
lipid accumulation and inflammatory reaction
during liver injury. Therefore, we assessed the
relationship between adiponectin and NAFLD
in order to explore the role of adiponectin in the
pathogenesis and treatment of NADLD.

Key Words: Adiponectin; Adiponectin Receptor; Non-
alcoholic fatty liver disease; Pathogenic mechanism
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Abstract

Invasion and metastasis of cholangiocarcinoma
have specific characteristics. Lymph node me-
tastasis is one of the metastatic modes of cholan-
giocarcinoma, and local metastasis occurs more
frequently than distal one. Due to the specific
anatomic structure of bile duct and its close rela-
tion with peripheral nerves and various neuro-
peptides, perineural invasiveness and metastasis
of cholangiocarcinoma are attracting more and
more attention in recent years. Besides invasive
metastasis, inoculation metastasis, lymphatic
metastasis and vascular metastasis, perineural
invasiveness and metastasis are important path-
ological features of cholangiocarcinoma. Study
on the mechanism of interaction between nerve
fiber and cholangiocarcinoma cells and the regu-
latory factors during invasion and metastasis
of cholangiocarcinoma is one of the hot spots in
recent years.

Key Words: Cholangiocarcinoma; Invasion; Metas-
tasis
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Abstract

AIM: To investigate the protective effects of
Chinese medicine Hugan recipe and medical
ozone on acetaminophen-induced acute toxic
hepatic failure in dogs.

METHODS: Eighteen mongrel dogs were av-
eragely randomized into model control group,
Chinese medicine (using Hugan recipe) pretreat-
ment group and medical ozone pretreatment
group. All the dogs were subcutaneously in-
jected with acetaminophen to establish the mod-
els of acute toxic hepatic failure 15 days after

pretreatment. Blood samples were collected for
the detection of liver function, prothrombin time
(PT), and the levels of ammonia and blood urea
nitrogen (BUN) before and 24, 48, 72, 96 hours,
7, and 14 days after injection. The pathological
changes of liver tissues were observed 14 days
after injection.

RESULTS: The pathological changes such as
ballooning and fat-like degeneration of hepa-
tocytes were remarkably alleviated in Chinese
medicine group and medical ozone group. The
levels of serum alanine aminotransferase (ALT),
aspartate aminotransferase (AST), total bilirubin
(TBIL), ammonia, and PT were significantly low-
er in Chinese medicine group and medical ozone
group that those in control group (P < 0.05 or P
< 0.01), and there were also notable difference
between Chinese medicine group and medical
ozone group (P <0.05 or P <0.01).

CONCLUSION: Preconditioning of medical
ozone and Hugan recipe can protect liver against
acute injury induced by acetaminophen in dogs,
and the latter is superior to the former.

Key Words: Drug-induced hepatitis; Liver failure;
Medical ozone; Chinese medicine; Acetaminophen
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EiEE72h 1525631 £503.77°  950.19 + 188.37 4.87+3.25° 9.02+0.67° 71.83+15.18° 4.62+1.05
EEG96 h  811.33+£237.71° 989.03+259.05° 6.78+1.64° 8.15+0.86° 62.07+7.48° 3.70+0.56
BEE7d  1169.73+£291.39°  944.69+221.88° 593+1.15 7.77+043 5957+8.36° 3.35+0.44
BEf514d  1036.37 +329.57 588.95+131.19° 6.37+1.97 758+031 64.28+859 3.22+1.10
=248
p= =Kl 427.92 + 12853 547.28 +183.70 360+042 752+039 3843+13.15 2.97+0.73
BiEG24 0 1178.07 £214.21°  991.87 +468.26 222+133" 753+050 47.62+8.30™ 3.22+1.12"
SiEF48h  991.87£345.90°  930.69 +303.23 2.18+1.90° 7.75+0.67° 53.48+10.19"3.57+0.80
BEiEF72h 106571 £316.23°  686.30+295.23°  2.52+1.87° 7.62+0.58° 60.12+5.97° 3.77+0.93
EiEE9% h  811.33+£235.21° 822.33+319.56° 3.08+1.11° 7.28+0.12° 51.48+17.12° 3.75+0.44
BE57 d 622.29+159.37”  702.97+207.04* 265+079° 7.28+051 56.35+8.82° 2.78x0.87
BEiEG14d  458.43+120.62° 466.76+129.53° 322+0.84 7.32+026 60.33+355° 243+1.11
°P<0.05, °P<0.01 vs ERINTIBLE; P<0.05, °P<0.01 vs CPZE.
HEAR TR, FEENER, “A4diElE 3 1The
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Abstract

AIM: To find out the protective effect and
mechanism of ischemic preconditioning (IPC) on
early hepatic ischemia-reperfusion (I/R) injury
in rats at high altitude.

METHODS: A total of 45 Sprague Dawley rats
were divided into the sham operation, I/R and
IPC group. The rats were sacrificed 1, 3, and 6
hours after reperfusion. The level of serum ala-
nine aminotransferase (ALT, nkat/L), malondi-
aldehyde (MDA, mmol/L) and nitrix oxide (NO,
umol/L) were detected.

RESULTS: The level of serum NO in IPC group
was significantly higher than that in I/R group
(1h:958+10.1vs64.2£6.8 P<0.0;,3h:91.2+
9.7vs69.5+7.2,P<0.01;6 h:77.4 8.6 vs 63.7 +
6.1, P < 0.01), but lower than that in sham opera-
tion group. However, the levels of serum ALT (1

www. wjgnet.com

h: 2257.1 + 201.7 vs 2912.2 + 398.4, P < 0.01; 3 h:
2465.5 + 243.4 vs 3637.4 + 441.8, P < 0.01; 2545.5 +
223.4 vs 4027.5 £ 496.8, P < 0.01) and MDA (1 h:
251+43vs38.7+7.6, P<0.01;3h:27.5+54 vs
453 + 8.8, P <0.01; 342+ 6.7 vs 53.2 £ 10.5, P <
0.01) in IPC group were significantly lower than
those in I/R group, while they were higher than
those in sham operation group.

CONCLUSION: IPC may protect liver tissues
against I/R injury in rats at high altitude, and
the mechanism is associated with the improve-
ment of microcirculation resulted from the
inhibition of lipid peroxidation and increase of
endogenous NO.

Key Words: Ischemic preconditioning; Ischemia-
reperfusion; Hepatic injury; Rat; High altitude

Zhu YQ, Qin Y, Wang MX, Du FB, Liu HD, Li SZ.
Influence of ischemic preconditioning on early hepatic
I/R injury in rats at high altitude. Shijie Huaren Xiaohua
Zazhi 2007;15(3):287-289
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ALT (nkat/L) MDA (mmol/L) NO (umol/L)
Th 3h 6h 1h 3h 6h Th 3h 6h
|48 905.2+125.0° 976.9+131.7° 361.8+1134° 87+19° 79216 84+20° 984+106 96.2+98 94.1+93
Il 4F 2912.2 +398.4° 3637.4 +441.8° 4027.5+496.8" 387 +7.6° 45.3+8.8" 53.2+10.5° 64.2+6.8" 69.5+7.2" 63.7+6.1'

pax'cl

128 2257.1 £+201.7 2465.5+243.4 25455+223.4 25.1+4.3 275+54 342+6.7 958x10.1 91.2+9.7 77.4+8.6

°P<0.01 vs 11 4H, I 4H; °P<0.01 vs Il 4B; 'P<0.01 vs | 48, Il 8.
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Abstract
AIM: To evaluate the clinical diagnosis and
explore the pathogenic mechanisms of diabetic
gastroparesis.

METHODS: A total of 38 in-hospital patients
with diabetes were included in this study. Bio-
chemical method and radioimmunoassay (RIA)
were used to detect the levels of plasma gluco-
ses, glycosylated hemoglobin (GHG), gastrin,
motilin and glucagons. The autonomic nerve
function and barium strip emptying time were
used to make diagnosis of diabetic gastroparesis.

RESULTS: The levels of fast blood glucose
(FBG), postprandial blood glucose (PBG) and
GHG were significantly higher in diabetic pa-
tients with abnormal gastric emptying than
those with normal gastric emptying (FBG: 12.53
+ 4.13 mmol/L vs 7.12 £ 1.37 mmol/L, P < 0.01;
PBG: 19.79 + 5.69 mmol/L vs 14.11 + 4.21 mmol/
L, P <0.05; GHG: 9.73% +2.39% vs 7.26% = 1.96%,
P < 0.05). Meanwhile, high levels of serum mo-

tilin, gastrin, and glucagons were detected in
diabetic patients with abnormal gastric empty-
ing. The occurrence rate of autonomic nerve
function abnormality was 62% (13/21) in dia-
betic patients with abnormal gastric emptying,
obviously higher than that in those with normal
gastric emptying (24%, 4/17). The barium strip
emptying time was significantly prolonged in
patients with diabetic gastroparesis (7.93 £ 1.23
hvs4.35+1.01 h, P <0.001).

CONCLUSION: Diabetic gastroparesis can be
diagnosed by grading clinical symptom, ex-
amining plasma glucoses, gastrin, motilin and
glucagons, evaluating autonomic nerve function
and barium emptying time. Hyperglycaemia,
gut hormone abnormality, neuropathy, microan-
giopathy, and metabolic disorder participate in
the development of diabetic gastroparesis.

Key Words: Clinical symptom grading; Gut hor-
mone; Small barium emptying experiment; Diabetic
gastroparesis
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Abstract

AIM: To evaluate the safety and efficacy of
percutaneous endoscopic gastrotomy (PEG) in
the treatment of elderly patients with dysphagia.

METHODS: A total of 32 elderly patients dys-
phagia were treatment with PEG after nasogas-
tric tube feeding, and the results were compara-
tively analyzed.

RESULTS: PEG was successfully performed in
all of the patients under local anesthesia. Only
1 patient developed procedure-related infection
which was rapidly controlled by antibiotics.
PEG was more easily accepted than nasogastric
tube feeding. The occurrence rates of aspiration
pneumonia and reflux esophagitis (15.6% vs
46.8%, P < 0.05) were lower after PEG than those
after nasogastric tube feeding.

CONCLUSION: PEG was safe and effective in
the treatment of patients with dysphagia, and it
is superior to tube feeding in decreasing aspira-
tion pneumonia and reflux esophagitis.

Key Words: Percutaneous endoscopic gastrotomy;
Elderly patient; Quality of life
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Abstract
AIM: To explore the value of endoscopic treat-
ment for acute biliary pancreatitis (ABP).

METHODS: A total of 119 ABP (including se-
vere ABP) patients were treated with endoscopy
(n = 40), drugs (n = 42), and operation (n = 37),
respectively. The symptoms, laboratory indexes,
rates of complications and deaths as well as in-
hospital time were comparatively analyzed be-
tween the three groups.

RESULTS: The rates of complications and
deaths were 12.5% (5/40) and 5.0% (2/40) in
endoscopic treatment group, 29.7% (11/37) and
5.4% (2/37) in surgical treatment group, and
23.8% (10/42) and 7.1% (3/42) in drug treatment
group, respectively. The symptoms, laboratory
indexes, rates of complications and deaths as
well as in-hospital time were obviously im-
proved in comparison with those in the other
two groups (P < 0.05).

CONCLUSION: Endoscopic treatment for ABP,
especially SABP, is effective, safe, economical,

simple and convenient, with fewer complications.

Key Words: Acute biliary pancreatitis; Endoscopy;
Endoscopic retrograde cholangiopancreatogra-
phy; Endoscopic nasobiliary drainage; Endoscopic
sphincterotomy
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ik %

BHEY: @ xRS T RR G T 7 Ee934
SR MR X (ABP)E %, #KiTABPZ N
BLibIT % .

Frik: #1196 ABP(EL3ESABP) & & 54 M4t
20(40%0). ZHapLa(424]). FRL4L3BTH). Ak
WEIE B H BT B REKR. FBEIRARIR L
W HRELER, RTEABAAREE.

£R: NALmE I KA A F12.5%(5/40),
T HRS5.0%(2/40). FRAF L ELAEFR
29.7%(11/37), 5= %5.4%(2/37); HF L&
JE R A F23.8%(10/42), 5o F7.1%(3/42). J£
328SABPY, M4t &4 R E AT ), %
IR IGARE AN RAEARRE T @ERT K
ARAR TR SH4. FARELEFRKRF
AR LA B AR F 43 FEAK(P<0.05).

Zit: N5 ABP(LESABP)A — M4k %
AL A, BFEME. FEEY . TEAR
Ve 8 97 ¥7k, (AT R R AR

XE2A: SRR % B BT RIBE &
%; BIRE S MR TALBANNFAR

FRE, 257, XiES. RIERRMERIRSEAESTT BIGARNTL
R, HRENBIZGE 2007,15(3):298-301
http://www.wjgnet.com/1009-3079/15/298.asp
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ARIGIT. LR, B NS BRI AW,
TR [ ABP IS I I A B S UM BA T
AW IS LE W45 T A AT 7 R34

ARG S A A MBI B4R ABP, BLRIE
LU

1 MRRITSE
1.1 A FBE1999-09/2005-104C i ABP 119
i, ¥ NBE 56 G Bty 5 A, BENLS 43
M PRspdiafl, 52000, 2224, FRE1E47.96
+10.62%, S FEAE Y5 IR 92 (severe acute
biliary pancreatitis, SABP) 124]; N&i 414041, 55
1849, 4224, -4 1E48.864+9.58%, SABP 15
il FARHA37HN, F31941, L1841, F- 5 1r48.86 =
9.58%, SABP 14, 35T G F-H44E#% 2 1)
TR, 22 G E L (P>0.05); FETER]
With - WRE LR AR S 2 K, 25
TG il 27 & X (P>0.05), A ATLLTE. ABPHI™
FERRE WIS A-PACHE- 111737k <
80 S LR R PRI R 4 (mild acute biliary
pancreatitis, MABP); >8 J SABP!",
1.2 Fik RFARFG TS BEE. M
M HOEG. Prae. AMBAEREK . HUAR T LR
WP AT S A AT WERA B HES T
PURANEG SR, IR G MRS B A Dk £ N BL
BIT L. AT IE BRI i B2 (ERC), LU
SR S A A7 AR/ N BH KR
AT B P AR B AR DUATEST/ENBD K HUAT.
5 AT VR 3 B9 1 S AR AL S A Ak vE R
R, TR T 212ENBD, 55101 H 8%
AR E, FATESTIA AR, 1 wkiF HAB#
ARG, RIRRE A, T RECH.
FARAL THRINMGE LY IR TIRITA8 h, ™
SRR AR AN, 2 1 TG o3 50D = AT
ARG NBERS YRIT G 20 PR AR SR 34 B I
FPRVERD MG ML A0, <54 MIL-6.
MIL-10. ORI 8], B MK &2
)y JERAE. FET R AT BEREL

SR B P #0dE HSPSS10.040 v 1
Ab3, 35 v Pk F mean = SDYEFIR, £
IR )5 2250 T, T EOORE R 56 B
Fisher [R5 RS 50925,

2 £
WEL AL 7E48 hINVRIT 2261, 6%17E24 h 4T H 4l
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ERCP3AYS MABP SABP it
EST 6 2 8
<48 h 3 1 4
>48 h 3 1 4
EST+ENBD 10 7 17
<48 h 5 4 9
>48 h 5 3 8
ENBD 9 6 15
<48 h 5 5 10
>48 h 4 1 5

ENBD, 167£24-48 hWfTESTHI/EXENBD; £
48 hjFiyT 1841, SHI A EAIMRPENR A & 5 064,
20ISABPY 1% S BB, 45T 24 hN1TENBD,
F99 T R Jo P4 TEST/ENBD. SIJFRIER LR
12.5%(5/40), SAET-#5.0%(2/40). 15%1SABPE
48 hNTRYT IRIEAOE KA #4(22.2%, 2/9)+
FETZH(11.1%, 1/9)%:48 hJF(33.3%, 2/6; 16.7%,
1/6)38398 /0. FARUAATIHFED) 62901, JHE IR
WTE S35, DI 51514401, RIE
AU ERSHI, BEIRELE 1001, JFRAE K A4
K29.7%(11/37); HET-%5.4%(2/37); H: 1 SABP
HRAETL.4%, FET-H14.3%. {54 IFRoAE R4
#23.8%(10/42); FET-%7.1%(3/42), HhSABP
HRIET5%, JET-H25%. W B4 5 4L
Lk, MABP 140 i P 5215 1), SABP 4 itk 52
B A) S Fh e R IE IR A L S 2 i i)
). AEBEREL. MABPXSABPHIIL-6&ZIL-10
VIS IE B I 1) 137 W 8 46 J.(P<0.05); R IFAE M
RIET R BB (12.5% vs 23.8%, 5.0% vs 7.1%,
P<0.05), HH'SABPA FF R IEN > (P<0.05) 4t
TOHME B, HEg it 223 . 5T R4 L,
BT AL 4 K SR TR FZhRE . TL-6 %
IL-10PK S IEF I A AR B R A, SABPHI
JI52 % i B 1) 24 B 52 45 4 (P<<0.05). s I ROE K
RIET R BEAR(12.5% vs 29.7%, 5.0% vs 5.4%,
P<0.05), SABPIf A IiE K A 2 PR (P<0.05), FET:
RIEA, (G223 S M R B S
M3 TE I W4 v 24 i (R 1-3).

3 111E

ABPHY IR HLE H AT A 58 i 4, 250
HROAT] “IHAGE AE Y, A A I E
WEhIE A48, HI¥ T OddifE L, 8L

WA # g =
VAZE 5 T ABP#)
BRIt S K
BBsh R AL
PHg— AR IUA
7 @, A SR
TABP# &7 3
AT AR, B
R P
T ERAH B
AT, AR
el KI8T &
L.
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LR 3

K E N4 97 H

R B %A iRk

K, %@kﬁé 54 e R4 FARE AEHE

ABP il it M4k Ei=

RIS A MABP(30) SABP(12)  MABP(23)  SABP(14) MABP(25)  SABP(15)

Xid i A LA, FRIE 1(3.3%)  9(75%) 102.7%)  10(71.4%) 102.5%) 4(26.7%)

#-FRAAL w0 3(25%) 0 2143%) 0 2(13.3%)

BIT R S RE

AR, F5 508 R,

VAR HABP# &

fE BT A

JEL ORY BHH

JaE.

RFA FAE REEH
MABP(30) SABP(12) MABP(23) SABP(14) MABP(25) SABP(15)

BB 53+2.04 15.21+5.56" 58+232 13.02+2.68" 5.0+2.52 9.2+3.41
s—AMS 4.58+1.82 5.02 +1.52 4.06 + 0.66 4.85+1.89 3.8+0.26 4.81+1.04
u-AMS 6.03+1.43 6.04 £ 1.02 6.4+2.06 6.26 £ 1.42 5.34 +£2.94 5.84+1.35
WBC 11.25£2.05° 15.06+2.77° 10.58£3.79°  15.89+2.37° 7.96+1.63  12.03+2.23
m= 516+3.69 15.89+7.18 6.22 £3.74 16.32 + 7.46 5.28 +3.32 15.66 +7.15
IL-6 10.75+2.23°  14.76 + 3.28° 11.28+1.15°  13.91+1.52° 8.98 + 2.49 11.76 +3.04
IL-10 10.05+1.83° 14.27+3.16° 10.98+1.06°  13.56+1.32° 8.66 +2.34 11.55 +2.09
3R] 11.89+5.03 19.33+6.01° 15.89+8.98°  20.13+5.24° 10.28 +4.46 11.69 +3.06
=) 6.23+5.08 14.76+7.82 7.31+5.28 16.14 +£8.26 6.04 +4.98 14.03 + 6.52
R 16.32+3.9 26.89 + 7.23° 23.05+8.43 50.01+9.97° 17.38 +7.56 22.17 £3.45

°P<0.05, °P<0.01, °P<0.05, “P<0.01 vs A,

ol AW, FAE. ThREZREL, H A 4,
TE RSCET B B T fi 1 PR AL, 5 SO R R
B, B A AN AR R, 51R R
Ji 9B 53 A, S R S8 IR 45 1) R e 4
LA b e i B8 58 i R T W A i A R
0 R T At R R, B e LR L, Al
RAEA T IRATFE I SN A 43 H b
IL-6, IL-8, IL-10F1iJRg R ZE DA 1 4571 K i 0
R BA ST, S R R R A R ™
HORE R H AT IR DGR, BRIk, w4 S
PG RE . - FUS RIS, AN Bl S
RaFdl. FAR4IMHLE, TIEMABPESABP, H
IL-6 S IL- 108 P 52 1] [E] 35 W)\ 4k, P<0.05, 5t
W22 N B YR T i T A 458 1 I 11 T S AR IR <
I RFARRIT.

FITFRIGTT ABP AT S ER A 59 JEL B 7 il B
A5 JE R 2 DR VT 2 B, 7 LR EAT R SRR AE,
AR T3 i A A7 268 {8 i T R 28 R0
— Rl A G0 2k SN, 2R B I3 B 7 i ek AR
KA BEMI 2 24 B ThAEAN4s, WARF, MODS%5,
RIS, R 3R AU 21 23 I 0 i A 22 1) G B
B It HIHTARIT TR, A n] e s
BRIEIRIRFEL LA, IR T IR 1 3 e e, A fi

JE B S M G J L B ' sk @ HT er al*E
FUUEI, ST AR A RESCE B 28 154, A
W AEMABPISESABPA Ji5 1 AT S LT %8
WA S TR AR, A7 4 3 woR, FHTF
RIERIBGLA), TR 2151, TR I 1451, ¥
FERH 150, S 145, DIC 2451, ZET-245, H4PKJk e
PEIRE I R 2 28 ThRE 350 . JF RAE R AL R AE
SABPH ) TR 1 4l & W BL 4 (P<0.05), [AI,
X FMABPLUET AN, SABPN K5
FAAH GG A 1) b 2 0.

29I T ABPIAE, RIVAS fit 2 fifk JIEL 1 Je
S pR M RS 1) AP A EL A Jie e R 98, AT
FIFE AW, W2 TR R . AT
TR R A I RAE1061, K AEFR23.8%, Hirp
SABPIFRIERAEFHRT5%. ARDS 2451, fi ik ik
1491, AR S 3481, TR e AR o I 22 U 2 D e
S35, WCIRE 1. JET-3491, RAET-HT7.1%. W
BEIRITT SABPIIRI AL, AR Z 2 Ak i /R
HEAT, 1H 5= IR AR HED. Soetikno er a/!'”
BT 834BIABPIRIT 4 R R, RN BIRTT
YRR R UF T B, FRAK TIET % (3% vs
18%) SRR 96 B R 2. (20% vs 60%), 4 i A% B ik
9.5 d), 1M FA K A= 5 AR AH DG I I F .
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Pezzilli et al""%t 8715 ABPHEITERCPIAYT, Ik
K R AEZN6.9%, FHTHITEREV hAtT:, (Hix 5
AR BRI JRURS: FAF W8 AF DG, 1 JEERCP 3. 2= 5]
et al™ IR ARBFFE R, 48 h AT ABIIRIT 410
e AT % A B ), Ly K 52 15 B[], R
& BT B R BT RAER R A3, BT 83
T 4. Acosta er al' BTSN AS H T AH
EHNERTS

AYISABPEH & W BRI Ja B W] 2 3%
B, FLI(48 hN)RIT G T ROIE R A R AT %
B I(48 hE) ¥ I/, TR AT SABP
SE IR B DA R R MABPYE48 hiiif
JEVRIT R AR Bos I B AL, B R HIATEST
MENBDJf AN HE S, #R5F TMABPA 4
ST RHT N BRI, H 2 IR PH 2 B H A 58
I} 224 TES TEYENBD AHFAT H Byl Hs . A 85
20 R It RGES I, SABP 4451, MABP 144, Jf &
hE K2R 12.5%. AFE I 1), ZFfL1sl, R
Ji TE AR PRI 1451, PR IR S b5 2451, BB T3
5.0%(2/40). S IFRAE R A BT AR (29.7%) K
iR SF 41(23.8%) Y I B IRAK (P<0.05), HiH
YESABPHY, NEZL(26.7%) 8T RA(71.4%) M
IR ST AL(75%) 3 I BIRAK (P<0.05), 2551
Gl R BT R AH(7.1%) . FARA
(5.4%) AR, P ESABPALSET B R 7 41
R ARG LLms AR, (HES4m . HhE
W], ABPOUISABP) 3 WE4LINGIT IR TR
2 B AR ST 4l 22 4x; RISABPHEE HEAT FLJERCP
FHATT R A .

W2, ZNERTT ABPRI TS R IHIG 45 47, Pk
SRR, P BRSO, A ABPOILIE

SABP)J TR 2535 k> B, 97 RO WA T
FRGEHIIRTY , BRI AP AR 5. T8
HEFmbe s R Mam R BN
ZEs TR K, AR B 1k e 8 2
e, i LT G T T A IR SRR 1R 2,
AR ALK TR A MBI 8 I B 85 JF SO PR A A 6.
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Abstract

AIM: To investigate the adjuvant therapeutic
effect of probiotics on patients with severe acute
pancreatitis (SAP).

METHODS: A total of 25 SAP patients were di-
vided into group A and B. Group A was treated
with probiotic agent Jinshuanggqi (2.0 g, tid) on
the basis of traditional method. Group B served
as control group, and received traditional treat-
ment only. Some indexes including the time of
abdominal pain alleviation, serum amylase res-
toration, and the incidence rate of complications
as well as mean in-hospital time, were observed,
and comparatively analyzed between the two

groups.

RESULTS: In comparison with those group B,
the time of abdominal pain alleviation (5.4 + 1.3
dwvs 6.9+1.5d, P <0.01), serum amylase restora-
tion 5.0+ 1.7 d vs 6.7 £ 1.4 d, P < 0.05), the inci-
dence rate of complications (57.8% vs 90.5%, P <
0.01), and mean in-hospital time (42 £ 5.0 d vs 49
* 6.8 d, P <0.01) were significantly decreased in
group A.

CONCLUSION: Early treatment of probiotics
may shorten the course, decrease the complica-
tions, and improve the prognosis of SAP.

Key Words: Severe acute pancreatitis; Probiotics;
Jinshuangqi

Li YM. Adjuvant therapy for probiotics in patients with
severe acute pancreatitis: an analysis of 14 cases. Shijie
Huaren Xiaohua Zazhi 2007;15(3):302-304
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Abstract

AIM: To study the expression of Survivin and its
correlation with expression of Bcl-2 protein in
colorectal carcinoma.

METHODS: The expression of Survivin and
Bcl-2 protein was evaluated by immunnohisto-
chemistry in 52 case of colorectal carcinoma. The
relationship between Survivin expression and
clinical indexes as well as Bcl-2 expression was
analyzed.

RESULTS: Survivin was expressed in 27 of 52
(51.9%) colorectal carcinoma cases. The expres-
sion of Survivin showed no correlation with the
age, sex, tumor location, size, differentiation
degree, pathologic types and lymph node me-
tastasis (P > 0.05). The 5-year survival rate was
lower in patients with high Survivin expression
than that in those with low Survivin expression
(52.94% vs 83.33%, P = 0.0304). There was no sig-
nificant relationship between Survivin and Bcl-2
expression (P > 0.05).

www. wjgnet.com

CONCLUSION: Survivin expression may play a
strong inhibitory role in the apoptosis of colorec-
tal cancer cells, and the patients with high Sur-
vivin expression have an unfavorable prognosis.
No correlation is found between Survivin and
Bcl-2 expression.

Key Words: Colorectal carcinoma; Immunohisto-
chemistry; Survivin; Bcl-2; Prognosis

Geng WR, Li N, Yu Q, Zhou HQ, Xu HM. Significance of
Survivin expression and its correlation with Bcl-2 protein
expression in colorectal carcinoma. Shijie Huaren Xiaohua
Zazhi 2007;15(3):305-309
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Abstract

AIM: To confirm whether neoadjuvant
chemotherapy (NACT) can provide surgical
treatment opportunities for colorectal carcinoma
patients with only liver metastasis.

METHODS: A total of 32 colorectal carcinoma
patients with liver metastasis, who could not re-
ceive surgical therapy, were treated with NACT,
and then the efficacy was analyzed. The survival
time was compared between patients received
operation after NACT treatment and those who
didn’t receive.

RESULTS: The efficacy rate of NACT was 56%,
and the surgical resection rate was 34%. Com-
plete resection was achieved in 10 cases. The
survival time was significantly different between
the patients received operation after NACT
treatment and those who didn’t receive (P < 0.05).

CONCLUSION: NACT can provide opportuni-
ties for colorectal carcinoma patients with only
liver metastasis, who can’t receive surgical treat-
ment.

Key Words: Neoadjuvant chemotherapy; Surgical
treatment; Colorectal carcinoma; Liver metastasis
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