WREARILEL®

wcjd@wijgnet.com

49

TR A SHLAYRS 20105E6528H; 18(18): 1912-1918
ISSN 1009-3079 CN 14-1260/R

AR 47 8

{BRFNPTAR

REVIEW

(EFERERRRR

TRIRAE, PR B, BIl=, X I

S RHILEI R BT ST R

[ L )

ZoPE TR K R G
JRE WmA % K
g, AR E, R
B, TR, 2
E R mAE — A
AT AR, 4
xt Ho &I AL §
B AR R B A2
By i, XA
BT R mEAM
NIRIZ R, I A
A6 BV MR AR K
Wy R By A= i T $
A A By B Ae
FFRAEF.

W& 5 FRE
AEM, FEE
[ FEIP N
EE [ 4k A

BEREE, KR, AU FREREFRAFFHIFE JAH
J- M 510310

ERZE, 7RG PR E 43 JTRAT MW 510224
THE, r?%%£+*¢*% FHAE TARASNT
510006

IR éﬂ%’%‘kﬁﬂ;&/\ KB B, No. 2007A060305007
IR AAAFE LR A A KB B, No. 2007B030702004
M A F R AL AT BR B, No. 200723—-E5011
JRAE B RFFEAAFEM A, No. 8151022401000012

1’E§mﬁkﬁ7ﬁ RUFABGIEN, BFRE. BR=RTE
&
EIAEE: (R, LI, 510310, [TRE NG, [ REB=k

IDFRESFARNSZIHZ. chenkenck@126.com
E815: 020-3405585

WASEHE: 2010-03-25 {BOBEA: 2010-05-04
#HE: 2010-05-10 FEZEMREER: 2010-06-28

Advances in understanding
the role of inflammatory and
antiinflammatory factors in
the pathogenesis of acute
pancreatitis

Yi-Hui Xu, Ken Chen, Shu-Lan Cui, Hui Wang

Yi-Hui Xu, Ken Chen, Department of Internal Medicine,
College of Clinical Medicine, Guangdong Pharmaceuti-
cal University, Guangzhou 510310, Guangdong Province,
China

Shu-Lan Cui, Outpatient Department, Guangdong Pharma-
ceutical University, Guangzhou 510024, Guangdong Prov-
ince, China

Hui Wang, Department of Pharmacology, College of Chi-
nese Medicine, Guangdong Pharmaceutical University,
Guangzhou 510006, Guangdong Province, China
Supported by: the Scientific Research Program of Guang-
dong Province, Nos. 2007A060305007 and 2007B03070
2004; the Science and Technology Foundation of Guang-
zhou, No. 2007Z3-E5011; and the Natural Science Founda-
tion of Guangdong Province, No. 8151022401000012
Correspondence to: Ken Chen, Department of Internal
Medicine, College of Clinical Medicine, Guangdong Phar-
maceutical University, Guangzhou 510310, Guangdong
Province, China. chenkenck@126.com

Received: 2010-03-25 Revised: 2010-05-04

Accepted: 2010-05-10 Published online: 2010-06-28

Abstract

Acute pancreatitis (AP) is a common clinical
disorder presenting as acute abdomen. As
AP is often complicated with many other
serious diseases, the overall mortality rate is
high in AP patients. At present, the research
on the pathogenesis of AP has attracted wide

attention though it has not been fully clarified
yet. Many theories, such as “self- digestion
of the pancreas”, “inflammatory response”

and “intestinal bacterial translocation”, have
been proposed to explain the pathogenesis of
AP. Extensive research is being conducted to
investigate the relationship of inflammatory
and antiinflammatory factors with AP. In this
article, we will review the recent advances in
understanding the role of inflammatory and

antiinflammatory factors in the pathogenesis of
AP.
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SE IR (acute pancreatitis, AP)JE IR Y Sk
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response syndrome, SIRS)HIZ 3% 77 I fiEkrg,
T PEHE20%-30%, L4280, g1 T AP DIHL
HIE A WA S8 A WA, DRI 465 I R YA 7 47 KR
KAHMEFE . RAE-PUIRER 1P 2= BN, 7N
2 B FHARNBIN, JE S AR A LR 1) R 47 B
TR 5 2, BB R AN 7, R BT R Rge b
B JE By, REIBCPT 2 A I DR - 98 hE S N kAT A
TR . BRAEHLAR A SRR B0 N 2= 1112 28,
ST JEE S A 2 1o 5 5 i 453 43 WA IE 5
fie. PRIt WRe e RIm I RN AERE (2 AP R 2
() (1) ~F- 487, DU) T B RE T 1, AR SR 10

1 ERF

1.1 IL-8 TL-8J&— v Pk i M b K7, i fie
A AP LI R 20 i T T R G )
TEIR, FF nI S R B AR T A, S R R
g2t R = e S N0 2 T = 5 i § e =R 7 ]
FIE VRN, Chooklin™ B 7T R ILIL-87E A& ~hn]
A AR I (RORE T, 7 AR AR AL AN AR TR,
SN B 53 A b VR 4E i ) R 0E, WA P
oL 2 R, 7 A WP R, AR S I AR A I
1 = I BATRURE T8 LA S A 5 A 28 DU A5 B2 L IR
BT STR IR A RE TR, 7 B s m A e ot /N AR 3 £ BT 1
(R R RIS, TL-8HEHI I P PR 40 % 21 N
B A Ffi bR, AR S ERFIR EE 25 G A (acute
respiratory distress syndrome, ARDS)f}: B 1
TN, A7 . S 4h, Novovic%5
9K AH 25 7 75 3 AP RE 40 g IR 1 i iF 5 R
RI, MEAEFIAPER, BE B H INIL-87K
S BE RS AR T HE A TR ARE S I 48
(mild acute pancreatitis, MAP), {895 1 AP 34 22
LU E A 5 5 (P AP AE 5 44T 5 v (I TL-8 7K -
DRI, 5 LA A s, AN A A i) i At 5T
th R IIL-8 L5 {E X9 PR 27 A7 A S 2 g, A
PG I o 15 N R TL-8 7K - 5 W RS Vi 6 17K~
LB C R, I HaE R I L-8 AL GE i 6 1
Wi, T H GeEeE KBRS, AAEIa
0, AT b, mgh R i 8 S 2H A P OA RT 4 B v 1)
IL-81H, P SLIESEIL-85 2k 0 AH 5%, [F)
i, MayerZ HI9T RIMAP RS JT K SE. SAPHS
[l A% 40 23 A PRI TL-6, TL-8 3 AR ), HLifn
T HIL-8 5 AP R BEAH S, JF4RTTL-8
A TR SO B 28 E . R, 7EAPRE eIt
R b, AT DnsE M TL-8 A, DA TR 2 9
)7 FE A A P LTS

1.2 IL-18 TL-18 & 5K A %H B PETibk (40 f(helper
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lymphocytet 1, THI1)4H M 5 J37 [ %8 4iE 41 i A
¥, EELH U BN AR TL-183E i C DS’
IR EEL 0 v 3 e e a2, R 4 R R B 3
B2, DRI SR i 1A) & B 7311 (intercellular cell
adhesion molecule-1, ICAM-DAIEEF %, H
g2 R TH 40 R 7 (0 75 1k, 3
JEIL-1B, TL-8, TNF-auftI & !, 7R 48 1, %
B 43 - LA r o 4 R PR s 4 P f 2 ik
B0, BB 1 R N S T IR R R v 25
MRS R e, A 5 S0 B Th ek,
S HH PR A1 B RN A N A T A L R T8
EME. H AT, TL-8¥BERIZRT 2> 1~ 1K F 2 T i)
BEAEPRCLMS PR, IF HIL-1845 1M1
AR MR R I N GEH, L TIL-18/E AP
PR D RERR AT (kR rh, UHEAEARD S
Jerh, JLRIBIERE R Z MR R, IL-18HA N2
U T 5 Ty F e A 1 o e 1) A0 PR . S
7N MIL-18¥K FE>650 ng/LIN, APW]AE & & 1 fiti 1y
REfRf, LEURIES8%, FEFPE100%, HittrT4
HAE R 7R 56 7. Srdanh BB R A IH 45 44
AP & B, {ESAP, IL-18/K V-2 g & & T
MAP; {HLEPRE FIIH 4547 75 5 SAP, IL-18/KF-%
372 %Y SennelloE" YERF ST IEE S AP™
PR OC R I AN, EPE R TL- 187K 5 . 76
2 W T U AR R OB/OB Fil i HHTL-18)5, &
BLOB/OB U JBE R AN » WAL LUK I . 4 o 3
oo ek B A s K13 B W T R 55 4
wmr, B RIRAE. Bk, T EARAS UAE A
S A ER/EOB/OB R, #ZOB/OB
B R AR PEPE IR IR 48 . LA B9 S RTL-187K
ST (R 38 0 2 APk AP RR e T S VE 1 AR ) A
fabr. Kast®Wf5ede i, 1L-18J2 AP BRIR 105
F4s B 35 RORE, WM I K RN 22 26 S g B A% 1)
iz M DRI TL-18 52 g i 46 i 5 52
—AMERR, EERIE: ()IFL HARRAEN B2
ARIL-182 Ja P A 1, (2)VF 2 254 i I R AN S 56
5T 7R REPRAR TR AL IL-18 T ;. (3)APHLIAE
T SRR 22 02 T4 B P R, IL-180E — A
R WIKE Sy, [N, AP RIS PR BRI 28
FHEE, TL-187KF- S5 A5386 n, HS K W75 R 1)
IL-18, R4 % g% 24 Ak IR B /R TL-18 14 .
I, TL- 18X g i 28 1 77 AR o — AN RS AL B
Fe, EIEN . PURIKB) FsE WS AARAR 51
B, IR BN JE R AR P OE . BEAFTL-187K
SFTR L, 28 D RERE AT AR A ok R, HLK
SERECS AP PR E A B EH e

A7 B A %

—HMK, (T 2&
PR IR KR IR AL
) B 5 AR R0 B
FrFER R,
12 3 K ft A & A
RZE R R
B, HTIEIEAN
B 55 AP K R AU,
AR A E AR A
b P o ]
AR B ERBS
BRI
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ChenF 498t % &
T, AR EIES
B AP K RAER P
B3 B SR B %
AR 5 5 AR KA
B e, MRAR T ARAE
ESE X R
VIR TAL,

SE IR TL-1 87K - IRy 484 vy
WA R — DA

1.3 B3 BR R AL B S AR R T R 3610 B 22 Bk
(pituitary adenylate cyclase-activating polypeptide,
PACAP)Z& —Fpf eIk, J& T L s eIk, Wb e
o LW 2 0, T2 R R R PR A 2 R
ZiThAg. 1EIENIR, PACAP M i 15 A28 £T YE AN 35 1
of, [RVEE, A3/~ 32 44 VPACI, VPAC2, PAC1JR
ST, 25 W W IhRERT R Y. Hamagami
A3 — R BT R PA C AP 3 A /] Bl i
BAH M I 5T A B, B IR A 3 1 J U B A i Al SR
B33, BoRPACAPS Y T IR 4N i B
AEERAR Y. PACAP T3 Ik 35 40 i PR A I
(cyclic adenosine mono phosphate, CAMP)/K~}-
SBE B Oy W, AE4PACAP-T GRIEFZE B/
BUAR T T, 1ELRT hIEIE N TR G A e i iz 3%
(50 pg/kg)f A H R K (T A& T 10 pL), 4551
SORIEEE12 h, PACAP-TG/) FRILVE ¥ B A1 IE
JUi7 Tt T A S A R A I v, ALK
RAEAN L7235 FIIR L ™ &, PACAP-TG
/NRIPACAP B R B A TR = IR E £,
i3 58 W1 1 FH AR EPACAPH MBI AP, ChenZi
U 7 2 5503, 5% 2 W IH ER AN 5 5 SAP, 45 BL7E
BAIHI90 min N £ 3 Bk FF 2247 5-30 pg/kg
PACAP. 10-100 pg/kg PACAP6-27HIVIP 1 h,
4 hJF AT AT 205 B2 A . ELISA WoR
PACAPAEJEMEAT 35 A X FE, 745
UL A R e 7 3% 175 1D R 2 v 3 0 o,
BRI I, BRAN M A A n o, R T g
P 40 100 % P (L AR A HE A ol 1l 5 T AR
JHR IR K S 75 290 ) D245 PAC AP 1) R 14 Jim fE 38 i
41i %% (cholecystokinin, CCK)7KT, 1My 52 &5y 7K T+ 11
C C KW A ) fe T 440 o g s S J e, 5 35l
JR e B O . AR R, AR R 28 ik
[ii] FEl e 4235201 (R PACA PSR 5 ). PACAPA 3 (1)
A IR 5 SO R A SR AT G, CAP R E PACAP
mRN AR RIEL2.565%7. LL0F9E 78 40 Ui
TESPACAPH] a8, [R] I PAC APTEEE IR
Mt Fa ke i W2 1, $8RPACAPH] it %
L APRAALEL H AT IS ROt 7 sk
IPEMIUES: PACAPI I R IEHE N T AP iE
FERRIRHLEL. FTLL, %5 TPACAPIE Ny —Fogt
D10 LA &P 5K K, FE 9K o R B AR i 34,
PN A L B A S P G P )
MR, WEA 5 VR YT T, MR EUAS [ S I3
fRPACAPRIL K 5035 AP 3 1A B I 7R,

AR I A 15 %

1.4 MR XA %G 19844FK eim2% 1 1 iE 17
SRR S, BB IR E A
T, fir % A TR 98 AH G B 1 s IR 26 AH G R
l(pancreatitis associated protein, PAP). i),
KatsumataZs#f¢iE 23k, HIPFIPAPZ A Fh4)
J5, BRIk, 230K, HIP, PAPZ [F]— 25 1 1) —Fidn 4.
PAPZii ) b [RICHUEAE F A1 16 kDasrilh i
P52 A R3ANHIL IE AL PAPL, PAP2, PAP3,
Hohfe /R RET. MREAE. B
W BUBIER . M ARE. 1B BEIRPAP
e, TR R EE T, UERPAPT]
BB A 5240 40 175 00— I 98 B 1 sl e I A
A, JEESE ARG A 4 T A U
PAP 2L — 26 JORE FPL R K T T R IE
A I AK/S TAT3 (5 1 K A IR /15 5 1% =
RV SO R ) s fR R IA, IRl
JAK/STAT3WHAGIEAL TGP D7 40 i A 145
5 ¥ 73 (suppressors of cytokine signaling
3, SOCS3)IfziL, MIMIAK/STAT3/SOCS3i& 1t

HORIPAPSS, W) SUBIR 20E SR8 N, Se A
THIPAP = 284 55 JB i ¢ 7™ A FRRALAH DG, AN
[F]Reg/PAPY. BUAE R i 48 InF R . - PAP3 i
T P Z ) A R A R, HEE R
20 10 1) 0 22 T A X SRS By T PA P2UR 24 7E Jil
IR 2 SR 53, 2RI R e, Bk
SR AN A SO PAP245 A NR8383 1
R S, TSR UL SR 7R, PAP2FI IR
0 W AR T R U AR AEAR AR, 745% 115
Wi 40 45 & PAP2, I B4 ik T ¥ (e )
PAP2Z A, 1 ITPAP2HISIK [ ) Ik E 40 iy, &
HOR R TEIL-10, IL-1p, IL-6FITNF-a % ik
4. PAP23& nJ i it % Kl -« B(NF-kappa B, NF-
kBB SN 7 LSS, L B
IL1-a, IL-1B, 1L-6, FITNF-alff)#IE. ik JZ
PAP2FETNF-ou 70 i 1) i 25 58 0, FEvT Bk 51
5 e 40 R At 1 40 380 8 A 0 2343405 1) DX,
DAL L5 52 B 5 143 Gl PAPAR 17K 143
iR, SAPREH EEMAPHE A % & I PAP/K
P FEAP, Ik BEVLRI I35 82 v BE =26 B

ANSZ AN R PA P2IE N RN Ak JB B 0 40 i, 5
FSIRSIITE L, RIITPAP2X 41 i i) B #AF
H, AR T SRR A 5 P g e P LT
WF TR s PAPAE JB IR 28 1K) JRE 1 H o R 4 3 79
VEF, J& ORE N AR 15 8%, He L P12 90 5%
Wiy, PRI HE T 2 B0 20 5 SR, AT RERA 7 R

www.wjgnet.com



%, 5. (RN ASERIERIRSE RSP AR EE

1915

I BRI PR RN R 2 [ (A 2 T B R AR T E .
LI TP A PAE BRI S T T ABIE 5T RS, A
AR BT S T 255 25 FE AN [ A=) 2
hhes A MRAACF DL R AR A1
M HEABEEA R ER, DU A 1Y 1t
PN T-FAG T, AR T 4K 7 1
K.

1.5 HAb S B il S Wi A b ok
i URS S-S &Y UK SN 1 i S S AT Gl
At 40 A FRIL-12, IL-655E ¥ /EAP K SR T
FAEAAMER], AL, PRI LEE 5 5 FEAPH
FRIAN TR 0 30— 2 (AR 7 A 4 B 3L

2 FIREF

2.1 & O E T A0 a0 R
16 kDafiIkZEIEs, FH LI L DR 4 6% 1) Rl k1
B, AL NG AR TR B G (k6 L. BRI 4
ZUb, SR B I AR LY, i il
JeR. 2R R A A N M D e A, I TR
M SR GERE T DIRE, R AEVE 2 41 an Tk
(G111 O G R S A @ £ T v S
PTG, JRATSEN AR 7 A, A B
Mgk A @A A AR R R ARG &
E IR A I AR e SURIBE N, Gultekin 45 /N
U BRI T hiT S M EE RS0 ne/kg, 1ELE4
R FAP, R4/ B2 5 — I NS 10
ug/kgi¥ 2 (Leptingl )52 mLAE#E £h/K(APAL), 43
HAE24 148 hS S S IG bR A AR AL T DU
fiti, 45 R W i SRR S ES AP, Hyek i
MWl 2R, i A (myelo-
peroxidase, MPO)VHPERY N, 7ELeptinl, FWRE4M
Jitg 48 P &% F2(macrophage inflammatory protein2,
MIP2). TNF-045 S HREMPOWE . CD407EJHE
JR AN AL D) s o TR AR AR Bl g PO RR B2 L IfL
VEN B KB LEAPAH B2 BRAIR. DI, JE 3Rl
TLER /D [ IR C DA0 /K - R0 i B A% 20 o s
Ik /D iC DA0K PRIk FEMPOYE M, I8 1]tk 25 ik
BN Wb 2 R 41 fl(percentage of
multinuc leated cells, PMNC)#= i S M % 5§
) A PEtii 7 (acute lung injury, ALI)Tiy{d k1
JE, Yk, LR P ICAM- TR, 2
25 I 1S o e 200 I P R B il v R 4 i
4, AP TNF-0, TL-487E MIL-1B7K PR
A, RO 3R 2 AR R AT S A e K
SRR, LA EH 2 e e R RN OX IR JE 1)
B, IR JERE A PR AN L, g6k
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FRALIP, 3 204 R 5% 0 G 8 40 3% 2 A0 41 g I
T, JE R G M R AR, DR [ R
o 52500, Fh LR A I e 2R 0 R R 1
B 00, AR R, R AR AP £ B 1.
W EACE N, HAPKE ZmRNATLE B
IR N, X — 2 L ORI 2 KT IR B s T
JREMR. DL b &5 SR BH, 98 3 AN AR IR RO AR
b, VD RS DR -, YR IR A%, i FLRE R
DI AN B ThRER RS WIALL HI& RS AP™
(g AT OG0, IR AT i 2 D iR R ek R 3R
T EAP IR,

2.2 PAP1 PAP1JE TPAPI— AN, J&—Fhok o
WATBEIRER (1. PAPIANAEAE T FESh Y (1 i o,
T LE R 46 11 ok 30, DR i 5 7 1 1 e, 7
RAEANEIN A7 5%, 7RI I B BUEACE, 3
WIPAP1Z 5 JAE N IEPE Y, fEAPTP LR
i%. Folch-Puy 5™ WE 7T T PAP TS Xf 480 S WY
(RIS, 25 /N LS NBTPAPLELAA =, Fh e 40
BIEW] BN, TS TPAPIALEE, & BLIEAL E g
AN, PRGN RAR42) . IL-6FITNF-o 75 1]
Bk, A, PAPILE Sy J7 N R B
FH. Vasseur5“ St b HEAT T 9T, 45 /RPAP]
R N TNF-afIIL-67 %, 0] g fe s
PE, BT AORAS. PAPTIE Al 1 STAT3 (15 54%
TR IR SRS ) T LI B ENF-« Big 1k
RAMEN FAE N, HIRe St R R IL-104H18L,
00 1) e R A L 1 9 P A IL-6 FI TN F -
45 B, B IENF-x B 4. WF5T g ITL-10
MIPAPIA G | Vi, #EATPAPLIHEELTS T,
WORAFAE T E RBL T AT G R A PISFTL-10 70
PAP XS R AR IFI 520, PAPT mRNA )R IEEIL-10
MIPAPLFAR42I4 bk 1552, Ik, PAP1HIHL
RPN BR N LEE AR, HPAPLIE K
NF-x B, *4STAT3AE 5 i 1252 BH i 4 FHL 1L
X85 R W RPAPLY Y () P15 5 i@ 15(STAT3/
SOCS3FINF-kB)Z [Hf£/E T4, — HSTAT3H
SO A2 PH, AT A PAPL R NF-x B
0, YAWIPAPLIHT AR BOR - 22l il STAT3
TP A R T

2.3 LT A A& Shang 25U 5T T 24040 1
1 Ji & (erythropoietin, EPO){EJIg £ Ml (lipopoly-
sacchides, LPS)if5 S Il 45 PR P RN, 5 & K
H SUHEPOALFE(3 000 U/kg, ip), 30 min/ri W [
JIE 2 B (6 mg/kg, iv), ZELPSYEST 54 h, Wil
ZUbR A, &5 L o (i 20 40 i A pl 35 A 2 ]
TG (1) R AE S 3 1 B S 1R 2 2R A

| RN
AN K B F
Fe il X H T 49 A
BERT aMMR
M KA I AU B9
kR, EIRE
L EF TRt
AT J2 &gk Z 40 B
BRAE o £
- J8) 64 F 4,
RET_E £ A
#) & St e 7]
AT
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;@szfirw‘ FIK i 535 3 s (Q)FWHILPSA R R MIMPO  IRIGYT I LAAMNEL, B 9530, PR LEaingT
LHLAE K il

KBEFELMER
T K R AL P
84 BF 7 3 R B AT
TH®, WEF
T, ERN, R
KA, A
M K 84 BF A —
FRLECR S

W PEATA % (malondialdehyde, MDA ; (3)
FHILPSA- S HIIENO, /NO, /KL FE =45 4
BEMEA GRS HEER AR S
(inducible nitric oxide synthase, iNOS)FfiFEEK
RIRFL, HIHLTNF-0/KF. IL-1B. NF-
kB6SIR W E b, IfiE— IR SCEPOTE Stk N
RE 72 I AR TPl R I S A X A S A ik
FHINF- BT 0 A Wu S AR 41 )
A NENE NS AR FEFrhEPO 3 kU/kg,
RIMTNF-a MIMMP-93K Ji& W50/, & 1E
i ZH 2R 1) 25 R e 2 9/, W oREP O] Rl i
5 RGN RS TNF-o FIMMP-9 [ 2 1A f- 4 fiti
(ot . PR HEE 0. O T UEBHEPOXTAPIIEH,
Tascilar¥4 245 B JIH PRI A T HEE: SRS 5 5
SUELR BB S IR 7% (acute necrotizing pancreati-
tis, ANP), EPOAL L5 FANPJE, “EILE1 000
Ulkg EPO, FArlif 2 ekl 1IL-2. IL-6F1/lf
MDA, 45 3 W sEPOZ i i BB . LW/
BWLLAH . IL-6. ffid1ZIMDAK -, 35 LL ANPY
%, LN VIR 200, BRARAK T IR
IR BE. JRE R A 2 AR g D14 Rtk
T ZRA 50 L EBFFURT A0, EPOW i 2% B
HY PN 2 5 K R PR 3 07, i ke I P
BB ANPRIE AL — 2620 ZUrp Rk FE0R 9 34
. RN, EPOME ik 0 22 AU P 40 PR i 2R
B Uk A FA i JEE AN M DR T KT AR RERLIL
B PR G M e R 9D A N DG I A A
SN K R ALL ILEPO AN JEANP
SALI— AN 37 K7, W] BEZEANPH R 5
2 Jfa R4 1 .

2.4 HAbd X W F WIL-10, RBERZ/EAPK
Jeg i R R AR IR AR,

3 &P

APE N AMENH WL SIERE 2 —, I AR B LI Al
2RI AP Z RN 35 5 (105 A4 0 #2E
F R, DR R MBEAH BT UM B, St
RGOS R A R . Bl %A PRI HL ]
WA, AT 25 APHIE K 11
PUR N T2 I A H R, LU — 5 EAPH
IR i) R A e A ek i v A 40 A TR
) SR (4 2 IR AH R H RT3 6 AP R AL
TR B A R R 8 OTR, BT DA T %00 A
J7 RT3 ik = A8 1) 7 VAR S, DRI T A 5
SR RYATT A KRR KHERE, JUHZESAP. Hiilf

hE, R SEREVEE R, PR, e A WHR A
FCA PG AR AR T 14 R B DR A AL TR
DA S ABATT 2 TR P AH B S R 20 6 &R, WILR
LIS T, FHRAL R 7 BT R B 1 2 81
P A, AER LRI BT, A0 1 ) A A A
D5 TR &, WUIRT Ay I R AR G836 97 T R — 45 BT I
TRITIRAE, T/ AP )™ HAE FEE AR, X6
TAPIIGYT A HE AR L.
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