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Abstract

Achalasia is a rare motor disorder of the
oesophagus. As its etiology and pathogenesis are
still unclear, the treatment nowadays is focused
on relief of symptoms. At present, treatment
options for achalasia include pharmacotherapy,
endoscopic botulinum toxin injection,
endoscopic dilation, endoscopic microwave
therapy and surgery therapy. In this article, we
will review the recent advances in the treatment
of achalasia.
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R SLRNA. R
SUDNA e A5 B 3
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SR DNASRRNA
FF), A
HATLE A HA
BRI N VS
P Ek, AT ik
F)36y7 By, f2d
T R Z A5 4 64 91
ﬁ#f—u‘lﬁxﬁuﬁ:@
A R %ﬁ
AR B R, P VA
RS A B4R 4
HREEA—H
K AE AT ﬁ’ckx&
K. BEHER, B
B (LNA)#) :Biﬁl
2B AR HE R
kT A H
Lpig.

W@ 5 LA

EWT, A, F
E AKX 5 W5 H
— BRI A

WX, RERIR, AT REES
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Abstract

AIM: To investigate the inhibitory effects of
hepatitis B virus (HBV) S gene-specific antisense
locked nucleic acid (LNA) on HBV replication
and expression.

METHODS: Thirty HBV transgenic mice
were randomly divided into five groups
(n = 6): glucose (5% GLU solution) control
group, empty liposome control group, LNA

group, S-ASODN-liposome group and LNA-
liposome group. Antisense LNA was injected
into mice via the tail vein. Serum HBsAg
was quantified by ELISA. Serum HBV DNA
was quantified by PCR. The expression of
HBsAg in the liver was detected by immuno-
histochemistry. Serum ALB, ALT, BUN, CR,
ApoAl and ApoB were measured using an
automatic biochemical analyzer. The effects
of antisense LNA on mouse organs were in-
vestigated by HE staining of mouse liver and
kidney sections.

RESULTS: On days 1, 3, 7 and 14 after LNA
injection, serum HBsAg levels in the LNA-
liposome group were reduced by 41.7%, 52.8%,
57.8% and 30.5%, respectively, while serum
HBV DNA expression levels were decreased
by 18.5%, 36.1%, 52.9% and 32.7%, respectively.
These values were significantly higher than
those in the control groups (all P < 0.05). No sig-
nificant differences were noted in serum ALB,
ALT, BUN, CR, ApoAl and ApoB between the
experiment group and the control groups (all P
> (.05). The expression level of HBsAg in the liv-
er in the LNA-liposome group was significantly
lower than those in the control groups. No sig-
nificant histological abnormalities were found in
the liver in all groups.

CONCLUSION: HBV S gene-specific antisense
LNA can significantly inhibit the replication and
expression of HBV.

Key Words: Cationic liposomes; Antisense locked
nucleic acid; Hepatitis B virus; Mouse; Transgene;
Gene therapy

Deng YB, Nong LG, Wang YF. HBV S gene-specific
antisense locked nucleic acid significantly inhibits
HBYV replication and expression in HBV transgenic
mice. Shijie Huaren Xiaohua Zazhi 2009; 17(23):
2338-2345

il
B#: #K3F TR K %4 (hepatitis B virus,
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HBV)SH H &9 B L4 B (LN A) X TR £
AR AHBV AL Hl Ao ik 09 %A,

Fik: H30RHBVEH AR KA A 5S4,
HF6R . FH14A5% GLURN B, $240
A ERERARIT B, 3404 ELNAM, F4
204 S-ASODNJE T4, % SLLLNARS R
0. RLLNAZRFHIRIENDBARRN, £A
ELISA 4 m) f A HBsAg; PCRZ 24| fo 7%
HBV DNA4&; %95 20 2040 5 i A4 ) I 48 e
HBsAgt) &ik; B3 £S5 AN ALB,

ALT. BUN. CR. ApoAl. ApoB%i5#%;
SAFRE. B REMCE MomE i AHER &, LK
BCSULNA ST s RE 25 69 % vf.

ZR: ZHRLILNA1d. 3d. 7d. 14 d5,
LNA-JI§ i #2034 fn 7 HB s A g & ik 7] &
23 H41.7% 52.8% 57.8%%30.5%.
HBV DNA# 374 5 %) 418.5%- 36.1%-

52.9%A232.7%, S5 RLLRH A BT E M E
F(P<0.05);4 A 3h A4 5 7 AL ) fo i
ALB. ALT. BUN. CR. ApoAl. ApoB%¥
FoAF, BRAER S B B E 2 F
(P>0.05); A~ RAF @ lRHBsAghd £ ik B F KT
. HEF & R 7 ) RIF B i A a5
AIFH .

i HBV SHE B A SLLNAX LA X 7k &
A E AHBV AR Ak ik A B &I h 46

KR BRI, B LB, ZRFRFE; DR,
RN, BRI

SEESE, RFR, TIRIE. HBV SERSIR W HZELN & BUATSS
EER)BHBVERIFITRIABFIN. HFREABIZE 2009;

17(23): 2338-2345
http://www.wjgnet.com/1009-3079/17/2338.asp

03I

11t LA 7 S Y 58 93 75 (hepatitis B virus,
HB V)G 5 (1) — Fh A8 T 48 i 1 18 kA% e
PEYIHE, D R IHEAG . I, CORCh 3k
@ FR Il B, 3R 35018V QR 8, T
B IH 18 1 L H A 2915 37.14%(21.340)1,
H i A 1897 294 28 T4 = R K R
wEl L P E I T OB, TR e K
WHEH 2 s B AR e, U 25, P, 3R&
XTHB VI GL A7 B F00 75 250 (5 1) £ F
IR E R, LRI A K (antisense
oligodeoxynucleotide, ASODN) & W FH# 4|72

www.wjgnet.com

R — AL DRI BT HR (B e XDNA$ER), IE
PLHB VIS ML 0T 2 X DNA L 40 i
S [T mRN A BN 46 B T8 R A8 AUEE 1, AT
5y 1 KF EBLWTHB VL A (1) 2351 e X
Wit (locked nucleic acid, LNA)E# V. AE x X
DN AZER b IR 5B (1 —FhBE DRy vk, HA T i
FRIRZIR 53 1 %28 fie ) R P P Ity P et e 1 1),
[ A CLIT 46 FH T Bt A 8 S 8 [ i 35 (human
immune deficiency virus, HIV)>H1 P58 T 4 955
Fi(hepatitis C virus, HCV)P4£RNAJ 7 [1) 5 4]
WEITWESE, M0 T HUHB VIS 7 10 967 5T
W AR WA . FRATTET BT BOEEAT AR M ST R
B, [ XLNAPHB VIR & HIF1 R IE 1 RE T
AR B ASODNSE". PRIk, BAT T vH 5 i B
4 THBV mRNA SHEDK BRI AL 45 X 1) ;2 LLNA,
I FH BH B85 7 M R 1) 2L 3 0 i 1, 48 T MKy
R XLNAFABF A, 2% R LLNA
TEHBV 3 R LA A (R B0 2 2008

1 RIS

1.1 ## HBVHE AL /N B30 5 CF 2544 i i+
25 g), MERERY, 1L SRR TR (hepatitis
B surface antigen, HBsAg)(+), HBV DNA(+),
WA N RN X R B
Lipofectamine ™2000/% HInvitrogen’A #); 4
R 5 2 10905 (HB s A @)K 0 71 & 4 |
PSR AE D EE ARG A 7= h; HBV DNAE &
L AR T 60 A ) M L O 2 i DR R4 AT B A
H P BPT-HBs 28— Pk ok sl Bl 42
H PE G PV-6002 20k A g 41 24k S A
WA GNP A2 S B E AR ]2 A 7
i ALB. ALT. BUN. JLEF(CR). #fRHEM
Al(ApoAl). #fEHE AIB(ApoB)K MR &k
SR A A AR AT B W s R A ()
Real Time PCRAX(EH); H L7150 4 F 844k
IIHTAL(HTAR).

1.2 7%

1.2.1 B4l (DRI i ik S A HE
KR AL, A B, S gy, SR A I
Sy I RRE R, AL, R0 LR AR (R 45
R @A sed: Al R & A
FAEA SO A #5670 1 2 RO FE AR AE
ANFLE R (4. 25 37C) FHIARR REC V%Y
INT5%; R BT I R AR, 1 wkN )
FEWSEEMEMHEL HAERREC V%I
1-5%; A BT B G R R e B e, A5

A7 G A %

RABEAK, B
Z kM S E
F BRI A(TFO)
S B A AT R0
HL R R
2] A4 T 3% 3] — A
AT Y
R A R,
VAR e Z 4k S
FHHBVZ 4.
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Wi £ B HE & 1 B4AMBEHBsAg AERILER (7 = 6, mean + SD)
A Lk AR A F

SUHE % TR MR IR
(Gal-PLL)#E 4 4%
B 25 4 84 I e v
HBAR, R
[ RN
A, A2 A g ik
EREF.

pail) ]

Pavi:| SESTRT -
! 1d 3d 7d 14d

5% GLURNIRA  1.04+0.20 0.95+0.19 1.05+0.18 1.07+0.16 1.18+0.18
RETUANIRA 1.08+0.24 0.98+0.25 1.04+0.29 1.08+0.28 1.10+0.22
B4l NAZH 0.93+0.11 0.91+0.16 1.01+0.14 1.02+0.19 1.13+0.11
S-ASODNfSPUALE 1.08+0.15° 0.86+0.18° 0.74+0.16° 0.68+0.11° 0.82+0.18°
LNABSERIRZE 1.09+0.12° 0.63+0.14° 0.52+0.16° 0.41+0.16° 0.76+0.15°
°P<0.05 vs NIBZH.
PR, Q) mEs: BEbR . BB HB DNASERHE DUEL

Fri. PCRACI e WILEd, &I Refabn &
S SR BN I H ARSI, 35 R e A PR G
i T ARME T, HIgeds.

1.2.2 X LNAWESRES4: G E AT
HBV(ayw V. )mRNA SH: KR 45X 157-167
ntfIS A Bt (5'-TaCcTetTgTa-3", HiAh K5 FRAL
KLNA, /NG FEHREKDNA). H 3 [EGenelink 22
Hl A B R Alifk.

1.2.3 FE AR L ELNAM B & 5 A 55%
GLUMH%2 © 3LLBIRAI G, M AN SR TR
LNA(200 mg/L)#, 785075, i FEEL h
Ja N, B IR BUA-LNATR A 4).

1.2.4 # A B K ey 422 K30 LHBVE LK/
BB LA A 54, RRdl6 . S14185% GLUK
XA, SE220 D AR SO AL, B34k
LNAZ, 55441 S-ASODNJEFUALL, 555414
LNAJRJFURAL. 430461, 3, 5 dZ8 R bk 4 4
/N BRI SR 1) i AR -LN A5k S-A SODN) i
FH300 pL, 7 O BT A5 R 5% GLUMR(EL
PR FAR). T, A, 3, 7, 14R&
HEE # ik R AL, 5000 r/min 25005 min, W% E)Z I3
T9iF 5 R WEPE T, A7 T-20°C &, Jf
THEWN RS 14R TN, BUH. B AE40 g/L
F S 7] 72

1.2.5 feiEHBsA gt ) F e G 758 W Bt
FAR(ELIS AR, AR5 325 Dl ) & B Wl 45,
HBsAgif /& LA £ 7R

1.2.6 HBV DNA##M: K986 8 R Al
B N (PCR)VERII. AEPCRE N A I [N,
WAFEARDNASL2S uL, 5 5N & N 98 6 52
PCRAY, #1141 37°C L2 min, 94°C AL
3 min, 94°C 5's, 60°C 40 s, JL40MEIR. tit4E
LA B 34 BT BT UR 29O 65 5 IR B e
AR, R EECFAME R 70 BV

1.2.7 . Bohaeteml: ALBR R F 2k, ALT
MIFCCHER L, BUNCH IREIE S5, CRA
TRV, PL R ARIA B A B A BT R .
1.2.8 i H A5 E G A, B#Ml: ApoAl. ApoBJ
S L, B B B AR BT ORI,

1.2.9 A48 22 HBsAghem): 2025 JA i Eo 3
VIR, R AU S W, JEHE T
DABH, JIARZREE G, WHT-HBsLAL I 100708,
FARTr 3 . 7 AT W SR I AL R
HBsAg¥ (Al i, LLAIBTLNA I HI1E .
1.2.10 AF. BAE2a 20 m sl /N EE.
MEAWEIE, UG, EHARR. Fraga,
ML A N SN B AR i i . ZH 2454
BB, LA G AT /N SUE 25 40 it ) 45
PifEH.

SFitF A i 2 Hmean = SDERIR, W
FISPSS12.0%¢ v A Ab ER AL, SR LR 3207 %
T TR R A A ) 2 5, P<0.05 K 75 5 HAT B
FER L MR (%) = (25 aiN-H 255Ny H
ZHHITN X 100%.

2 ER

2.1 LNA-fi§ AR *xrHBsA gty #p 45 A 4 5
1. 3. 7. 14K, S-ASODNJIEFAAL % HB-
sA glAMEIR 55 420.3% 31.5%. 37.1%HA1
24.1%; LNA-JIR AR BRI 370 41.7%

52.8%- 57.8%H130.5%. iX24H 5%} W4 L e
B FEZE 55 (P<0.05). FRIHLNATESIY) 4 P 5t
HB s A g FyA il 41 HT Bt FH 24 1 [ g 3 i, HAT—
ANEAE. ]I 2 BILN A EES-A SO DN 44
SIETHEINN

2.2 LNA-§ R *THBV DNA #4945 8 il
HE EPCREMIEHBY DNA, KHILNAX
HBV DNAG M W #HI/EH. LNAJE &
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x 2 ZLAMBEHBY DNAKILERELE 17 = 6, mean = SD, $2M1Elog10£1E) WA # g 5

AR (LNA) &

— A SEIRIR A

_ . FEMAT AN, A

248 FESTAT B EEE L %

1d 8d 7d od B, g

5% GLURRAE  5.49+0.17 5.29+0.27 5.40+0.17 5.38+0.19 5.28+0.15 fR4e A &5 A,

TIERANRE  544:0.18 5.38+0.32 5.42+0.34 5.51+0.37 5.46+0.32 7#‘7?%"‘5‘&4%§

BUnLNAG 5.48+0.31 5.29+0.26 5.33+0.16 568+0.17 5.56+0.21 ig;’?g? &
S-ASODNISRIAA 5.42+0.32° 4.95+0.18° 4.82+0.13° 4.07+0.15° 4.29+0.17°
LNAJSERIAZH 5.51+0.24° 4.49+037° 3524033 2.59+0.23° 3.70+0.25°

°P<0.05 vs NIBA.

1 RARFARLDE BB RS EBHBSAgDTH(DAB). A: 5% GLUJK AL B: 238N R4 C: BHAELNAZL; D:
S—ASODNIJEF{ALH; E: LNAJGH 4.

DN AFIHIER 550 418.5% 36.1%- 52.9%
F132.7%; S-ASODNIE AL 73 1 48.5%
12.6% 26.5%+ 20.8%; 5x} HAL LA 14 1 3
PEZE 7:(P<0.05, %2).

2.3 R MBAL AN AT HBsAgh A H
T WA % G e A S E A I 45 R, IR

www.wjgnet.com

ZD) 1P T HBs AgBH A4 41 B 250 ks>, 2
LNA R LA R 641 i - HBsA g & 1A (K1),
2.4 fuik AACIEARA R 4R A A EL T
Ky i% - ALB. ALT. BUN. CR. ApoAl.

ApoBZEFbR, #4145 5 X A LA T8 W
PE 2 5(P>0.05), RITLNAKLNA-JR RS
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L AL = 3 SAMBEEMADNESRLER h = 6, mean + D)
KW H kAR
B SLLNA £ #
I%Bff’/ fé g‘ ;{ j’"fg 554A ALB(mg/L) ATUA)  BUNMmmol/)  CRiumol/L) ApoAlig/L) ApoBlg/L)
SRR b 5% CLURNRE 218+158 247216 6708 3494293 55.4£4.31 16.8+2.35
WA REE A PEINAE 208+1.97  237+197 63+068  352:4.01 48.8+3.09 14.6+3.15
=k LNABSEVALE 221+277  273+1.98  62+057  38.4+5.08 47.8+6.01 16.6+2.87

B 2

PRt N EBI IR B DR TR I (R3).

2.5 . BIEALREMAHELELER HT R
B ILEE /N EUH . EREALZAD) A HE B i i,
AN W AR A LS5 E W B2 e, UWILNA
XPANEUE S BT ZTE I S AS B (1812-3).

3 e

B SXAZR 1 AR S — Tl 2 ol A T A P50 6T Jir DU
e PR RH W H 0 PR R IA (PR B L T L. H 20
2090448 4], Goodarz er a/ 15 IRIRIEF T

AR BRFEESENER(HE x 100). A: 5% GLURIRZL, B: 285 FiA B4, C: HATLNAY; D:
S—ASODNIIEJF{ALH; E: LNAGIH{AZH.

MR EARBHBV IS HF LAk, e AR
HURTET T IR TR KRk . (B T LT
5 UL IR Dy e B i . A8 &5 SR A
9 DL OO AR AR AEAN R A5 K R, FTHBV
G FEPNRTT — BRI = I ACR . 1994
F, Rodriguez et al B R ILLNA, i —Fhkf
R (1) TR S5 M A% IR AT A2, DR LR R )
2'-0 5 4'-Cal ik 4 K AF M TE B A T LM,
TR 3 4. LNAAEA —Fof 8 ) %
B, RAMEg TR KIS 5
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3 REASHEA BRFESSENERHE x 100). A: 5% GLUJRKRZL:; B: 2SI fiA B4, C: BATLNAZ; D:
S—ASODNJEFALL; E: LNAFSFTAAL.

DNA/RNAZFFAACRE Sk Pk M2 g B i e
T MRva ki AR AN
PLHIVZIRIH C VPOER N A 3 1 3 R A 7 1
5, 10 FHUHB VI G J5 [ (196 7 0 78 i A& WL
fHiRIE.

HBVIER 4 43.2 kb /i A7 [P EEDNA, 2270
HAN PGS HE(ORF)Y: S, €. Py X, M
S AN E BRI AE, FEPre-S1,
Pre-S2F1S 3ANFEIR X, SIELH X ¥ g ) 7= ) 42
HBsAgl EZ 5, MUS 5 5D ane ki )
FEML, 1M R 5 HB VUKL -5 BT 2 1)
KE. AHFCE X SHE R PR MG X W ih & T
R SCHAZIR T A, BT RN, &R
Jik e 24, s A I R ET 2H 2R 40 i HB VI
PR bR GEYIFHBY DN A ZKF- K WAt () 300 461
B AR AT AT HE A2 )R LN AR 4
SFA A, SHB VK SHEEPRBI 3 4 X B A
gy, TA B F P R R R 1) H ). A7 STk

www.wjgnet.com

PR FURE 2 BB (Gal-PLL)E S 1R
I A T A, RESE AL IR 259 5 N4
ISR IEL= K@ 7 N =T N o 12 S DD RN ()
S SCLN AR Ge A8 A, 38 3k L5 1 Fi Ao 11 PH 28
TG RS AR AT IO LN A 81 8 AR T 1
HW, FR IR TUA R SE R PESE AN 40 i, LNA
Fea g IR K, 5540 N IRTHBY Sk PR ¢
BRI AN, REEDURTEIE. 23R,
i1 BH 257 g SR A 1 R LLNA, 2 R kiE
WG, Be RO NITAI P, RAEPTHBV S IR
FIEMAER. HPUReeEA S IR mmL
N, RILA ST AR PR “UEE” L%, Ha
PR e Rp I R 14 dRL b, L Py S it
1) 5 SCTEAZ T BRI FH e ] TR 2K, 3X 4k
R XLNAM TIRKBIHBVIARIT #e it 5%. iF4l
LU MU G (2 AR o, di M E i)
HBsAg#ik I k>, HTFHBV DNAZKE A gt
Z RO, S R By e A AR e ik T

WA R
it AR, LERT
17, T TARF L
0 IR EF G TR
A EZ AL
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O IR ST MU AR BRI 25 B %, DAL, W
BT 2 SE KA 2 I PTHBV 24 7 .54,

B4, 8 kA W s P AL BL ALT.
BUN. CR. ApoAl. ApoBZ& M #F&kx, [FI
RO B JUE 9 B 2R D) HE S, W80 25% 1 41
VM NI, PEANLN AN FUARTR G A1
AR, gL, [ CLNAX T4 21
W S ) EE R/ E .

BN, LNAYE R —Fibl R S SC2403 D1 1%
RZRAT W), A HBCN CBRH RIGIT I 24
RS> 25, BT, BT E A MR TT LN A
(1A Bt % 0E, N b GG AR AR R At v 4 I
F BRI T e AR T T, (HBE R AT LN AR
(VAT RN B G AR 9 B, L oh S5 I
BFF 588 0ty >k ) ] P 8 FH T 5.
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Abstract
AIM: To investigate the expression and role of
adiponectin in murine acute liver injury.

METHODS: Healthy male BALB/c mice were
randomly divided into three groups: concana-
valin A (ConA) treatment group (1 = 8; intrave-
nously injected with ConA at 30 mg/kg), adipo-
nectin treatment group (n = 5; intraperitoneally
injected with adiponectin at 3 mg/kg at 12 and 3

hours before ConA injection) and normal control
group (n = §; intravenously injected with normal
saline at 10 mL/kg). Mice were sacrificed eight
hours after ConA treatment to detect serum adi-
ponectin and ALT levels, observe hepatic patho-
logical changes and determine the expression of
adiponectin mRNA and protein in the liver.

RESULTS: Though no significant difference was
observed in serum adiponectin levels between
the adiponectin treatment group and the normal
control group, serum adiponectin levels in these
two groups were significantly higher than that in
the ConA treatment group (15.4 £ 3.0 mg/L and
16.5+2.8 mg/L vs 11.8 + 2.1 mg/L, respectively;
P < 0.05 or 0.01). The expression intensity of
adiponectin protein in the liver in the adiponec-
tin treatment group was higher than that in the
normal control group (5.39% +1.72% vs 1.82% *
0.36%, P < 0.05) but lower than that in the ConA
treatment group (10.63% * 4.35%, P < 0.05). The
expression levels of adiponectin mRNA in the
liver in the adiponectin treatment group and the
ConA treatment group were significantly higher
than that in the normal control group (0.46 + 0.17
and 0.51 £ 0.21 vs 0.23 £ 0.05, respectively; P < 0.05
or P <0.01). The serum ALT level and the degree
of hepatitis in the adiponectin treatment group
were higher than those in the normal control
group (192.50 + 45.87 U/L vs 44.71 + 21.29 U/L
and 21.5 £ 9.2 vs 8.4 £ 4.3, respectively; both P
< 0.05), but lower than those in the ConA treat-
ment group (616.00 + 171.50 U/L and 48.5 * 8.6,
respectively; both P < 0.01).

CONCLUSION: The expression of adiponectin
mRNA and protein in the liver is upregulated in
ConA-mediated acute liver injury though serum
adiponectin level is lowered. Adiponectin may
have antiinflammatory effects in ConA-induced
acute liver injury.

Key Words: Adiponectin; Concanavalin A; Acute
liver injury
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Abstract

AIM: To investigate the relationship between the
protective effects of melatonin pre-intervention
for the pancreas and lungs and the expression
of thioredoxin-1 (Trx-1) in rats with acute
necrotizing pancreatitis (ANP).

METHODS: Seventy-two male Spraque-Dawley
rats were randomly divided into three groups:
normal control group, ANP group and melato-
nin treatment group. The ANP model rats were
induced by giving rats three intraperitoneal in-
jections of 6% L-arginine at a dose of 25 mL/kg

body weight at an interval of 1 h. In the normal
control group, normal rats were intraperitone-
ally injected with normal saline. Rats in the ANP
group were intraperitoneally injected with nor-
mal saline one half hour before and after ANP
induction, while rats in the melatonin treatment
group were intraperitoneally injected with a
single dose of 0.25% melatonin (20 mL/kg body
weight) one half hour prior to ANP induction.
Rats were sacrificed at 6, 12 and 24 h after the
last L-arginine injection, respectively. The pan-
creas, lungs and blood samples were quickly
taken. The pathological changes in the pancreas
and lungs were observed and scored. The serum
contents of Trx-1, IL-6, glutathione (GSH), total
superoxide dismutase (T-SOD) and malondial-
dehyde (MDA) were measured.

RESULTS: Pathological analysis proved that
L-arginine administration induced ANP suc-
cessfully. Compared to the ANP group, patho-
logical changes in the pancreas and lungs in the
melatonin treatment group were significantly
alleviated. Compared to the normal control
group, serum Trx-1 contents in the ANP group
were significantly decreased at 6- and 12-h time
points but significantly increased at 24-h time
point, exhibiting an initial decrease followed by
a gradual increase. Serum Trx-1 contents in the
melatonin treatment group at 6- and 12-h time
points were significantly higher than those in
the ANP group. Compared to the normal con-
trol group, serum IL-6 and MDA levels in the
ANP group were significantly elevated, whereas
serum T-SOD and GSH levels were significantly
decreased. In contrast, serum IL-6 and MDA
levels in the melatonin treatment group were
significantly decreased while serum T-SOD and
GSH levels were significantly increased when
compared with the ANP group.

CONCLUSION: ANP can induce the expression of
Trx-1. Melatonin pre-intervention is able to further
promote the expression of Trx-1, increase serum
Trx-1, SOD, and GSH levels and decrease serum
IL-6 and MDA levels, thereby reducing pancreatic
and pulmonary injury and exerting a protective ef-
fect for the pancreas and lungs in ANP rats.
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PRAALE. T AR 28 [ T00A] 2 3 4 vy v
Trx-17 & T-SODiE JJ FIGSH/K T, FEKIL-6+
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Abstract

AIM: To investigate the relationship between the
reversing effect of phenylpropanoid glycoside
(PPG) on multidrug resistance of colon
carcinoma LoVo/Adr cells and apoptosis.

METHODS: LoVo/Adr cells were divided into
three groups: non-treatment (negative control)
group, PPG treatment group (treated with 40
mg/L PPG) and verapamil treatment (positive
control) group (treated with 5 mg/L VP). The
effects of PPG on multidrug resistance of LoVo/
Adr cells were examined by MTT (3-(4,5-dimeth-
ylthiazol-2-yl)-2,5-diphenyl tetrazolium bro-
mide) assay. The effects of PPG on cell apoptosis
were detected by flow cytometry. The effects of
PPG on the activity of Caspase-3 were evaluated
by determining pNA release rate.

www.wjgnet.com

RESULTS: PPG could decrease the half maximal
inhibitory concentration (ICs,) of adriamycin in
LoVo cells and reverse their resistance to adria-
mycin. The reversal index was 9.93. PPG could
significantly induce the apoptosis of LoVo cells
when compared with the non-treatment group (P
< 0.01). The rate of pNA release in the PPG treat-
ment group was significantly higher than that in
the non-treatment group (31.75 £ 4.34 pmol/min
vs 18.45 + 2.39 pmol/min, P < 0.01). Caspase-3
inhibitor Z-VAD-FMK could significantly inhibit
PPG-induced pNA release (17.69 + 2.68 pmol/min
vs 31.75 £ 4.34 pmol/min, P < 0.01).

CONCLUSION: PPG reverse multidrug resis-
tance of LoVo/Adr cells perhaps through induc-
tion of Caspase 3-dependent apoptosis.

Key Words: Phenylpropanoid glycoside; Multidrug
resistance; Reverse; Apoptosis
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BH): 3T R R 7 KA S 35 K& ot 25
L5RATH XA,

Fik: 534340 LoVo/Adréa i (s @ *f IR
28); LoVo/Adra J&+PPG 40 mg/L48 (5% 340);
LoVo/Adr#a i +VP 5 mg/L(FE Pt B 40). KA
MTT i 3K & & R AT Lo Vo/Adram i ad it 25
P R A AT R A R AT R % e 2
LoVozmhedy A4k A, @ enlpNAZIL
KRR & KA LoVo/Adréa it Caspase-3 49 7 4.

BR: RXRF KT AR F & A LoVo/Adran il
#1CsM8, BA #HAF R, i #458059.93;
HZ T 5| #2LoVo/Adraa FL A =, 5 *+ fa 4848
o, A R EMWE F(P<0.01). ZXAERER
J&, LoVo/Adréa flipN AB 38 Z 0 .38 hm(31.75
+4.34 pmol/min vs 18.45+2.39 pmol/min,
P<0.01), 7 ) Bf im A Caspase-3374] 5] Z-VAD-
FMK, pNAB X Z ¥ 24K T £ 4(17.69
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I7 A= VR o, . .
ﬁ%;;ﬁ.%;&z £P<0.01). B (methyl terazolium, MTT): SigmaZs ;™
—, MMDR /> 4 b AnnexinV/FIFC Kit: € [EBD Biosciences; P1

W AT PR K
W XE S, KRG
A MKAE. TR
5. MEARE
PR T R
P 2wt 2h g A
A BT AT

Wi £ BE

B A 5 & e 521
Bk, KHE.
A M SLA L A
N FF 443 7T AR
AEOENCEY:#td
¥ f 7 MDR.

i FREF KA B LoVo/Adrn i B A i
Bt h4E R, i@ it Caspase-3@& 2% F A T
At Ay 1 Abat 25 e Ll 2 —.

R KRR Sy, EH; AT
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03I

JH T (apoptosis) & £EHk KRIHE I A AL S B T 4%
—ERR AT I B PR T, RHURYERE B
BRE I — P A AR B HLH. AR E AN 2
Filh, PAT W2, ot SR a0 -
% 241} Zj(multidrug resistance, MDR)F]—™ i
DRI i S bR A R T, U e 2 40
JROBR R T B R T MDD RIS A Rl 4. 2K
A # #(phenylpropanoid glycoside, PPG)/&: M3
FE VG A6 A ) 5 o8 AR U A S, ARSI Bt
e QA RS, SCER[7HRIEPPGIAL A
BO)AE P JRE F R 0 i AL S 1, 5 A R T
BTS2 K R %), s RPPG ] g
AHAEEMDRIAER], DAAS TR A 55 (1 i 245 4%
Lo Vo/Adr4il ik HATP-$i 4 1(P-glycoprotein,
P-gp) i #ik, 77 e HIK-S-# #% i (glutathione-S-
transferase, GST)Iif P & ALY 2= F 1k, BEAERY
B 72 1.0 mg/LIEFFREE R AR K, AU BT 25 2= T 24,
T H AT e . 22 345 AR B A A7)
T2 B (A2 ST 24, 6 S-F UG 2, Ll
JURE A i A, PPGH S (1 T 5 i 24 1) 5%
FRT AT ER

1 #EREA

1.1 A8 i 25K 0 Vo/Ad e i ph A S 56 5 444K
fRA7; LoVo/Adrdl bk B ASHIEFT AR H BT 25 2%
WP, 1753 KW Lo Vodll iubk(5 | F & H
ATCCQ), 148 mo~ (HARSSIRIELHETE, I
&, GEsAPedicularioside A)FZLEC 50 E,
(pedicularis striata Pall)FEHUIr A, d=2 M K25 ATHL
27 S 5 BN AR O3 B M T . 41
iz CyeHigOro. RPMI 16404 Gibeo A 1 2 s /M-
M3 AT DY Z= 5 AP 5T 7= i, Z-VAD-
FMK. Caspase-3iitHERNNARIG: 2 RKAEY
FRWFFTT; Cell Lysis Buffer: Biovision; ZEF7 1

FlIRNase: 3% [EBD Biosciences; 4 FEHWE
WA HACKPHAR R &4k RIR 200 Dupont
YNCTH 0 R I (eh s P b 31 E B 8 Y X S /N
FACS-42071 77t =0 4H i AX: 9 [ Coulter 23 ).

12 ik

1.2.1 LoVo/Adr4a ftLé4 3% 3~: LoVo/Adr4l izl
F4r100 g/L/N I IRPMI 164055 773, 44
FEAR RPN SE J1.0 mg/LIADRULYER;
it 2. LoVo/Adr4ll JE7E A5 ADRIFJRPMI 164045
FREERR2 wkE £ H.

1.2.2 PPG*FLoVo/Adrm it 25 b6 % wh: 251
XTHAL: LoVo/Adréiiig; SE504H: LoVo/Adr4l il
+PPG 40 mg/L4L; BHIEXS AL LoVo/Adr4i i
+VP 5 mg/L. K FHMTTEK M PPGH Lo Vo/Adr4l
Je i 24 1 (s e BBOR B KL o Vo/Ad r 4
Jiil, FIRPMI 16401553 26 B HL 4 f s i, 43
Sl B Ah 296 S LI (541200 uL, 11X 10°%), 37°C,
50 mL/L CO,57:40 159724 hjm, 4
ADRZKE 40.02-5.12 mg/LIIONk BB 2, ]
I INAA RN R E PPG. VP, 4L10 pL, A
FA P (INEAL), FREFR24 hE, BRALINA
2 mg/L MTT 20 uL4¥&8:85 574 h, 7 LiEH, I
T HEEWIRERFLLS0 pL, K T RRCE T AL R
% FADYRYS min, FF45AYIEAE. BEAR O R
LG AVE. ARG R ARG = SRAL
AT IRALALE X 100%). LAZ 4k e A i, A7
T 28 R It o A R AR it e, A o b Ei )
WRIE(ICy), Wi#4 1% %(fold reversal, FR) = ¥ % i
1CofHL/30 5% JS 1Cs .

1.2.3 PPGiF$LoVo/Adréa it J8 T 52 36 40 sy
LIFHT. Lo Vo/Adrd MUyt WRAT 5 43 il il
AN6FLHH, A 100 mL/L FBSI{RPMI 1640
RiF%Mi1 mL, 37°C, 50 mL/L CO,¥4H -H i & 24
h, FP LW APPG &L VP, 37°C, 50 mL/L
CO, A & 24 h, IIA2.5 g/LIREH 1L, &
B, 4°CE0, 800 r/min, 5 min, 3+ . 4°C
A FIPBSYEAN a2 7k, VK L FH ¥ 2 i B 1) 4
BRI (10 45 G G2 il +44r 28 1K) BB
BV, PR HIRE S X107 /L. UKt LE
100 pL4H 23 15 mLita A b, IS uL
AnnexinV/FIFCHI10 pLlAt R 5E % (20 mg/L).
TRA) G TS IRBEEI 15 min. 76 &N R InA
400 pL BPS, i sr#r. dagn i
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A 100 &GS B 100 SuitE B 1 REHWIEATlovo/ mél#a s
R DT AdrBIRAERIMEIRL. A: 50 AFTEARM: PPG
S S Ys2H; B: BAERT EZE. #f it 2 Lo Vo/Adr
pris P wm e A A i
H i w2 AE R, il it
% 50 % 50 - Caspaes-3i& 2%
= = SR TRYE
= 8 % 4% 5 25 4
Z—.
0.04 0.16 0.64 2.56 0.04 0.16 0.64 2.56
ADR(mg/L) ADR(mg/L)
Caspase-310F .
SitF A 45 imean+SDR IR, Bl
Z¥(mg/L) ICso(mg/L) sy B HISPSSEU ATy ZE S Mt Ak 56, LA
EEWRA 3.08 P<0.05 W H G245
EXnEAE] 0.31 9.93
PEMENTIRZE 0.18 17.11 0 R
2.1 PPGHLoVo/Adrém it % by v 4iiif 2
R KA88 nm, FIPK HS15 nmpilAruEss AR BIINIAPPGHIVPE, SAN AR AL
FFITCH O, WK AT 560 nmjEseky 7 ADRXLoVo/AdrAl ML HIIC,fH, BiHPPGHRA
PIPL. SIS T I3, S 5L Tt s W MDRIFFE, PPG. VP E N
FHF- 40 M 3% 2 8 58 HO YR P HL e, $R%E 9.93+ 17.11. 5 VPAILL, PPGIiH: 5400 W55
A IASRE. 41 R BT Al R DN AR 4 VP(EIL, K 1D).
PI =40 (5, AR FE 5S4 4 2.2 PPG# FLoVo/Adram e — FiFRfE &
MIANSAT L= 4. NIk, FEAIE T APPG. VPJE4k4ihi524 h, PPGXILoVo/Adr
WIPIASH QA L AYOE S, IEHTEAM iz, 5225 R T, mRse/E sy,
AL EXCE R A RO BOSE b, A2 VPEIREH (K2, %2).
TR B RTEANM, A(FITC-/PL-); £ EA IR 2.3 PPGLoVo/Adrém iLCaspase-37& P49 % L5
s an i, RISRZE4NE, A (FITC/P); A % LoVo/Adrdilfuxf IZHAHEL, Z4PPG 40 mg/LAEM
FRA PR T 40, WIN(FITC/PL-). I, LA pNABE R H18.45+2.39 pmol/minf i
1.2.4 PPG*LoVo/Adr#m fieCaspase-37& A% ":  19111%331.7544.34 pmol/min(P<0.01), i[5 i
I A N IR LoVo/Adr 4l i S256:4H 1: LoVo/ Caspase-3II#Z-VAD-FMK, pNAR R K
Adr4H[fE+PPG 40 mg/LZL; SEEA2: LoVO/Adr4iIE 17.69+2.68 pmol/min, W 5% FPPG 40 mg/L4l
+PPG 40 mg/L+Z-VAD-FMK 50 mg/L. KfLoVo/Adr  (p<0.01), 155 41 He 22 500, MM i PP G
AN A RIS I3 NTS em® SR I, it Caspase-3i& 221t T LoVo/Adr4tl g 1.
AN BN AHSE, 291 X107, R A5 mL. 4%
AL HIIMAPPG. Z-VAD-FMK, 37°C. 3 1118
50 mL/LCO AR 24 h. 2.5 g/LIRBEWALAN  MIERIE SCLHE, 90% L AT s it s, #05
Jf, AR NTS mLE L, 4CEVD. AIME TUK s R R sl 2t %, ik . AMIFoR,
W, APBSTRE2E, B0y, FF L3, A IIANCell 77 A R B 2 Pk T B 22 FNLI L R FE 1 45
Lysis Buffer, JHEAIMIIRE R 1X 10"/, A B Hrp T A S KL R R AR 5848, A B AT LA sk
DAL AN M CE TR R P Y8 7, Sl RVEAK), BRIk RE, SCREGEIATT I MRS, BRARIT 2K, 1X
FUKHIFE 15 min, 4°CE50, 1500 t/min, 20 min,  FHi 25HLHEIA F TAE S FIMDRYLEIN . 2 5
WAk B3 EE b SLRIE Caspase-3IUMRT TR AR AL e, BB AT mames
. Caspase-3 [FIBEE 1 DU 2 b F UG TOREAT. DT A 22 2 e o 4 0 1R DR 0 o s ik, 48 ;;Zj f;}]f ;fj

Caspase-3TG JJ BT e S — NG ) BT 38
SCh HBEMIAS, 7E37°C, S8 )1 pmol
Ac-DEVD-p-iERE(pNA) =41 pmol pNAFY)

www.wjgnet.com

SR AR BT T T R 245 T A B
PR AL 25k, AR IR, AR ARAE™ 08
MDRIAFAE LA B T

RAET S8 L H
Ao R ARG, At
— RN RE
RN,



2360 ISSN 1009-3079 CN 14-1260/R HRILAEZAE 2009F83188 175 5235
mEARE Ao B 5. CoH_
% # @} 25 (MDR): - - -
35 P 75 40 R 4 ik " - -

— WG, T2 =18 ar 2F
iz 2 F AR T T ¢ T ¢
M, A NS NS N
mAERRH R T - v
Fl 69 25 4L & & - .
FH . = =

S >

FL1-H

10° 100 10° 10° 10 T10° 10'  10°  10° 10°
FL1-H

2 LoVo/Adr{BRERTVAIE. A: ZSXTIRZE; B: SLIG4H; C: BHMES IRZE.

& 2 PPGHLoVo/Adr{AMAT RIFFEHILLER (0 = 3,

mean = SD, %)

AT 47574
TENWIRA 1.67 +0.21 1.58+0.23
SE | 16.34 +0.58° 7.45 1 0.45"
PEMENTIRA 1.78+£0.25 1.84+0.27

°P<0.01 vs NHBAA.

A T IR b 4l AL T (programmed
cell death), 1E AL MIFETK 7302 —, il &5
PETAS S0 IS S 2 B8 e Tl R,
RANUEE 20 M A5 5 5 5 R G5 R 3L A
ARG, e A0 6 e S DR (1 S e A
DRI R 3%, A AL A2 B, 4 A 3R N B9 5 R 341, i AS
HILE RSO N IR AGAET . S S e R E v
R “ L ANZ” , HTHRI7 RS . it
WS REZEE, BRI, AR . A
L. PPGA 3 B RAR =), 1A K it
FORIMP?, XA YH TR Priln/ st
R Pra L ER, $0E KR, PPGELL
G e Igg rhnT b Bl 1, 5 A R T
BA LA AIE SEPPGXY Lo Vo/Adrl i HL A7 4
JHTAE A, i HAESE T PPG ] (K T ADRX{LoVo/
A RIIC s, {E, HAT I 25 (P RE I, SLui %
£0°499.93, $&7-PPG ] B8 (2 I T oI AR 1 e it
PRI, PPGo il A A2 5 IR T K e 2

H AT AT 298] LGl i DLR SPug 42
SA ST (1)K HEpS3NT; (2)Bel-24F
Q) HiFas/FasLi&fe; (H@MEBELN T (54
Caspase-38 A/ T, EASZR , FATim e
Caspase-31EH THIRY G - PIpN AR & &K
53 HrCaspase-33F It AL, 45 3 W7, LoVo/Ade 4
M ZPPGAE ), Caspase-33i% 4 & 48 b, it [i) i
B Caspase-335 P45, Caspase-3i%i 1t X ]
NP, RIHPPGIH L Caspasei& 24t T LoVo/

ADRAIEHIF T, EANF P @ % P-gp 5 41
MOVA TR 5% RIFATIRANITGY, $2 HHP-gpbAL 4E 1
IS, il X Caspasefk iR i& 12 A (#
YYER. TBEMIMLEIA: (1)ATP &I Caspase-3
BN Sy, P-gpidiid B 41 i ) AT P7KF- 52 i
ML T (2)RefE 40 M A BkAL, BERSIS ST
INa FICTH S I H iz, 335040 i 1 p HEY
I, IXFEAE A Caspasedh T RIFIRES, T 2R
PHEH. ARSI LoVo/Adrél f A7 (EP-gpiiif 234
8, BAHEMPPG r] BEHIE T P-gp BRI L,
I 59 T X Caspase i1 ig: 2 EL AR P EH, s
T Caspase-335 1, M FELoVo/Adrdl IR T,
W TR 2. DL BG4 R a0 — R sk,

B2, AWFFR M PPGAT 2 Lo Vo/Adrdl
M 2LAT W iy 2576, @ Tt Caspase-31&1215 3
PR TR e A H LT 25 AL 2 —.
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Abstract

AIM: To investigate the effects of argon-helium
(Ar-He) cryoablation on cell apoptosis and T-cell
immunity in rats subcutaneously implanted
with breast cancer cells.

METHODS: Forty-five healthy male Sprague-
Dawley rats were randomly divided into three
groups: normal control group, cancer control
group and cryoablation group. A xenograft rat
model of breast cancer was established by sub-
cutaneous injection of breast cancer cells (W-256)

into Sprague-Dawley rats. After argon-helium
cryoablation, cell necrosis was observed under
light microscopy, cell apoptosis in peripheral
cryoablation zone was detected by terminal de-
oxynucleotidyl transferase-mediated dUTP in
situ nick end labeling (TUNEL), and the prolif-
eration of cytotoxic T lymphocytes was investi-
gated using mixed lymphocyte reaction assay.

RESULTS: In central cryoablation zone, necrosis
dominated in cell death. In peripheral cryoabla-
tion zone, cell apoptosis was definitely observed
by morphological examination under light
microscopy or TUNEL staining. The apoptosis
reached the peak at 12 h after cryoablation, with
an apoptosis rate of (68.28 + 7.85)%. Cryoabla-
tion could effectively activate the proliferation of
cytotoxic T lymphocytes. The proliferation rate
of cytotoxic T lymphocytes in the cryoablation
group was significantly higher than that in the
cancer control group (P < 0.01).

CONCLUSION: Argon-helium cryoablation can
effectively cause cell death either through in-
ducing necrosis or apoptosis. Cryoablation may
induce cell apoptosis in peripheral cryoablation
zone. Besides, cryosurgery can effectively acti-
vate tumor antigen-specific T lymphocytes and
improve T cell-mediated immunity.

Key Words: Ar-He cryoblation; T-cell immunity; Ap-
optosis; Implanted breast cancer
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Abstract

AIM: To investigate the pathological features
and hereditary susceptibility of 1259 patients
with esophageal cancer in a high incidence area
around Taihang mountain in China.

METHODS: A total of 1259 esophageal cancer
patients who came from Linzhou and the sur-
rounding area and were hospitalized at Linzhou
Central Hospital and Anyang Tumor Hospital
were investigated retrospectively. All patients
were endoscopically and histologically diagnosed
as esophageal cancer at first hospitalization.
The family history of malignant tumors, age at
diagnosis, tumor site, clinicopathological type,
histological type, differentiation degree and TNM
stage were investigated retrospectively.

RESULTS: The age at diagnosis in these patients
obeyed the normal distribution. The mean age at
diagnosis was 59.82 + 8.17 years. Of all esopha-
geal cancer patients included, 32.0% (403/1259)
had two or more family members with esopha-
geal cancer or gastric cardiac cancer, 38.6%
(486/1259) had two or more family members
with malignant tumors, 3.9% (49/1259) had two
parents with esophageal cancer, gastric cardiac
cancer or gastric cancer; 8.01% (102/1259) had
at least three relatives with esophageal cancer or
other malignant tumors in two successive gen-
erations, 6.0% (76/1259) had at least three rela-
tives with esophageal cancer in two successive
generations. The middle part of the esophagus
was most frequently affected, followed by the
upper and lower parts of the esophagus. Tumor
site was significantly correlated with the age at
diagnosis (P < 0.001). Esophageal cancer at the
middle and upper esophagus often occurred in
the groups of patients having an age at diag-
nosis <40, 50-60 and 60-70 years. The majority
of patients suffered from middle- or late-stage
esophageal cancer, especially those whose par-
ents or spouse had malignant tumors (P < 0.05).
Esophageal squamous cell carcinoma was diag-
nosed in 96% (1202/1250) of patients.

CONCLUSION: Hereditary susceptibility to
malignant tumors (mainly esophageal cancer) is
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Abstract

AIM: To investigate the expression of cyclin Bl
and cyclin-dependent kinase 1 (CDK1) proteins
in esophageal squamous cell carcinoma (ESCC)
and analyze its clinicopathological significance.

METHODS: A total of 52 ESCC specimens were
used in the study. Matched normal esophageal
mucosal tissues were used as controls. Of all
ESCC specimens, 8 had grade I disease, 20 had
grade II disease, 24 had grade 1II disease; 20
had lymph node metastasis, 32 had no lymph
node metastasis; 16 had carcinoma in situ, 36
had invasive carcinoma. The expression of cy-
clin B1 and CDK1 was detected by streptavidin-
peroxidase (SP) immunohistochemical method.
The correlation of cyclin Bl and CDK1 expres-
sion with the clinical features of ESCC was then
analyzed.

RESULTS: The expression levels of cyclin Bl
and CDK1 were significantly higher in ESCC
tissues than in adjacent normal esophageal mu-
cosal tissues (71.2% vs 2.0% and 65.4% vs 3.9%,
respectively; both P < 0.05). The overexpression
of cyclin B1 and CDK1 in ESCC tissues had no
correlation with patient gender and age, but had
significant correlations with histological grade,
depth of invasion and lymph node metastasis
(all P <0.05). The overexpression of cyclin Bl in
ESCC tissues was positively correlated with that
of CDK1 (r = 0.697, P < 0.05).

CONCLUSION: Overexpression of cyclin Bl and
CDK1 proteins can promote the development
and progression of ESCC. There is a positive
correlation between the expression of cyclin Bl
and CDK1 in ESCC. Detection of cyclin Bl and
CDKI1 expression is useful for evaluation of the
biological behavior of ESCC.

Key Words: Esophageal squamous cell carcinoma;
Cyclin B1; Cyclin-dependent kinase 1; Immunohis-
tochemistry
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BEREAS 15 37 <005 18 34 <0.05

JE JAG /M A e Bt 22 1) Cy elin HICDK 43 1.
Cyclin B15CDKI145 & B i B 51)-4 2257
Z4E LK F-(mitosis promoting factor, MPF){i¢ 3k
T G/ M BE AN 2253 F4 10 52 B

I JLAEMIRF 7L £ W, Cyclin BIZEVFZ A2
bR R R ROA, Wi, DR, B
. B AR, wisYE. SN EE A
WIS, SN IR, Cyclin B1#)
o R R R AT AT G, R AR D R
PEWBE IFRAE, A SHIR 40 M B2 A = S
bR . E . TN Yoshida
et al™ZE Xt A E/ N e AT 5T b & B, Cyclin
B 11 ik 328 15 = /I 40 it fils g 4 20 1) R 1 A 42
4 9%, Cyclin BUFIREFIA, BBy, 24k
/NG P R KA R A TS Fbs . Kushner
et al"IE T Sk IR 41 2 A Cyclin
Blit Fik (I FECyclin Bl ik (4 5 &1
PR3, Cyclin Bk 34 55 Wk o0k 41 fos
KAWL KA 0 W BTG HIE, #§Cyclin
B1AR 1T fi5 M s 8 1) S A ) 2 AT A U,

AT G e 2 SN 2 0 D7 R I T
Cyclin BI7E €8 i A FLHC NS 19 55 1% &
BTHHRKIEEN. Cyclin B1Z /A (£ & 8w
A AN T R, AR A, /DB A
G A% R Rk 78 IR % S 480 h Bl
FIENA OIS, Gl RIL, S8
Cyclin B1IkBHPEAC B B i 198 5% 1IE 0 S A
AL, 75 53 B (P<0.05), HEi#E . x5
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XER, . Cyclin B1. COK1EBE®HRARPNTANIBRE N 2377
_ 2 Cyclin Bl, COKIZBER®ESBEHEIRARIBRHENRA :i ?%f% .
yclin =
CDK 1 # B& A~ #aim)

23 Y Cyclin B CDK1
(=) (+) BRI (%) (=) (+) PRIMEZR (%)

3l

3] 28 7 21 75.0 9 19 67.9

T 24 8 16 66.7 9 15 62.5
TR (=)

<60 30 11 19 63.3 12 18 60.0

>60 22 12 18 81.8 6 16 72.7
RBZDRB

| 7% 8 5 3 375 6 2 25.0

Il 25, 20 8 12 60.0° 8 12 60.0°

Il 5% 24 2 22 91.7° 20 83.3"
RERE

[RATE 16 7 9 56.3 8 8 50.0

BEILE 36 8 28 77.8° 10 26 72.2°
WMELERER

o 32 12 20 62.5 14 18 56.0

= 20 3 17 85.0° 4 16 80.0°

?P<0.05.

Takeno et al[FJHIE &SN, BATIETLIE K
B, Cyclin BLIF A 5 8 e 4 281 70 AR
FEBEDIAIG, 7 AGRE LA, Cyclin B IA R
P, 1M . Cyclin B1IZA b, €8 %
ot (R R S R X2, R 2 5 e A 1 i A Al
. X R Cyclin B R R IR 4 B
AR R 22 UG A R, A, &2 llCyclin
B0 A e B8 W I TS A — € AL

CDK A Ay 4 i J5] 31 G/ MU 488 B B 1) 5L
W, (EVF 2 MR th R A A Rk, B2
Toft o8 PP STk R AT A EN ), Hansel er a/™”
(ST IH, CDK1REHE AT A BB i A T
RIS WbR W), FERETUI R it A L. FRATT
AEFE R I, CDKII Ik 5 e P 4F
WK, B 5 g i i o AR T . R 2B PR
kL IR S DA DG (P<0.05). Nozoe et al'!
MR ILCDK LN R IES 5 T B W 11 74k
X5 AT EE 5L AH— 301, (HAF CDK1
(1 e 20 5 A g 1) 452 28 PR RO 2 485 TR e 7
(RIAH DG PRI A AR

S NS A h & BRI R A — A2
. ZHB. 2Bk F2, H I
DINLEIEANTG 2. 1 D R B, —48
FEDR ) S WpS3RAS . pl6F/Wip 153835 1 Bl
%y RbiE HHRIEFFG. Cyclin DIJERY 4
c-Myc IR A E2(cyclooxygenase 2, COX-2)
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FER I, Cyclin Bl. CDKI7E & & 6 223 1)
Ik B IEAHSE, X RCyclin B1. CDK1AJHE
B Ak T Re P AR T R e (1 R AR R
KA CDK L AAEAE AR IS v, RS
A0 A W 1 Cyclin B145 & M E S YMPE, 4
TIPS, B0 22503, R 4n e R
BELHRI A, AN fE R A T 10 440 ) 390 B i DA S 4
M AEBEPER TS 2. Bk, AT S Al
J SR A R B L A R B I A O A R 1
AR R ) 4y T LA 75 EARCE— B TR

B, BATOFFEEY], Cyclin Bl CDKI
E SN Z0h =Rk H 2 IEARDG, H#E G
&S W R L R 2R PR R EL4 1)
BV, Cyclin Bl. CDKI1A] A F4E 3k
T BN R ERE. BARNCyclin BLAI
CDKIMKIE, nl{E A B B 12 W R4l 105
A T AEME I FR G, Cyclin BIFICDK 1 7]
RE A B B VA Y T 1R 20 T AL
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Abstract

AIM: To evaluate the efficacy of high-volume
hemofiltration (HVHF) in the treatment of
severe acute pancreatitis (SAP) and explore new
methods for treatment of SAP.

METHODS: A retrospective controlled study
was performed. Forty-five SAP patients treated
at our hospital were divided into two groups:
control group (n = 24) and HVHF group (n =
21). All patients were diagnosed according to
the draft criteria for diagnosis and treatment
of acute pancreatitis in China. No bile duct ob-
struction was found by CT scan. Patients in the
two groups were subjected to tests for serum
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and urine amylase, WBC, CRP and hepatic and
renal function. The vital signs and abdominal
symptoms and signs were recorded. The compli-
cations and mortality were analyzed.

RESULTS: After three and seven days of thera-
py, the APACHE (acute physiology and chronic
health evaluation) II scores in the HVHF group
were significantly lower than those in the con-
trol group (6.6 £1.5vs9.9£25and 3.4+1.1vs6.4
* 2.0, respectively; both P < 0.05). Compared to
the control group, the serum and urine amylase,
WBC, CRP and hepatic and renal function were
improved significantly, the mortality and com-
plication rates were significantly reduced (14.3%
vs 37.5% and 4.8% vs 20.8%, respectively; both P
< 0.05), and the durations of abdominal pain re-
lief (71 £34 hvs 51 £16 h, P < 0.05) and abdomi-
nal tenderness relief (102+34 hovs 71 £16 h, P <
0.05) as well as the average duration of hospital
stay were significantly shortened in the HVHF
group (P < 0.05). No significant difference was
found in the cost of hospitalization between the
two groups.

CONCLUSION: HVHF can rapidly reduce ab-
dominal symptoms and signs, improve organ
function and prognosis and reduce mortality in
SAP patients perhaps through attenuation of the
systemic inflammatory response syndrome in
the early stage of the disease.

Key Words: Severe acute pancreatitis; Systemic
inflammatory response syndrome; High-volume he-
mofiltration
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HAE APEBIR & (severe acute pancreatitis, SAP)
JE K W S e EAEZ —, S K
HRENT FRBBALE SRR 2SR
JiE N 2R 1iE (systemic inflammatory response
syndrome, SIRS) & % 28 B I g B A5 25 5 1iE
(multiple organ dysfunction syndrome, MODS)fJ
LIRS, Ve ] #1520%-30%'". SAPH:
WIS 1-2 wk ) T ZHET i SO A 