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Abstract

Acute pancreatitis (AP) is a common acute abdominal condition whose severity is closely associated
with systemic inflammatory response syndrome (SIRS) and multiple organ dysfunction (MODS). In
recent years, the central role of the gut-immune axis in the pathogenesis of AP has become increas-
ingly evident and has emerged as a research hotspot. This review summarizes the complex interac-
tion network among intestinal barrier dysfunction, gut microbiota dysbiosis, and aberrant immune
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cell activation in the setting of AP. It focuses on the key molecular mechanisms underlying gut-im-
mune axis imbalance, including increased intestinal permeability, bacterial translocation, dysreg-
ulated immune cell polarization, and cytokine storms. Furthermore, this review systematically out-
lines the research progress of potential therapeutic strategies aimed at modulating the gut-immune
axis, such as probiotics, intestinal barrier protectants, and immunomodulators. The goal is to provide
new theoretical insights and identify potential intervention targets for the clinical management of
AP.
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1. 5|8

SR 2 (APYE N — i DL VE A R G0 CURE , Fopi AR B AR AT 2%, FRE AE 3 T A, (HZ) 15%~20%
(1) 553 22 I e N B SRR 28 (SAP),  FFBERR 2K 4% B JO0E [ N £5A TIE(SIRS) F 2 4% B T et 5 G4k
(MODS), AL A 20%~30% [1]. IR, BOREZ KBFFRIESS, B AR AT, B
NSRS 38 B A YIEAEE, (8 AP R R I EEZ MG . AP I, JHRIRR IR FER BT R
ERIEMN . R L EVEE R, ALEE MRE AR REEH T giE, SEUGEMIEIRRERS . W
b B A T B R R E A, TSI R BB DR SR (2] . IX 5 B T RE AR AN 3 Bl iE
Y P AN EE R AL R TR IR, BSOS FFIEA 4 S g RS0, il R - G X R R
25NN 2 IE R R B, TEBOBHEEIR[3]. Kk, PRANERMRENG - il s R L], XTI KEH X AP
FRRE A T NS B B2

W T8 S5 5 (1) 5 B R A I TE AR AS AR \E AU B RS A (1 38— TE BT 2k 7E AP 5L, i B B B o oA 6l 3%
LR FI T REA o IRTE TS s, AP BEAER IR N, Fe i il P DAFL SO T B e LU )
Erm TR IRAL, R RO AN ME(MIE 40 16S rRNA FHME) [2]. X R B i f 51+ 45
[ b B R R AR R RIAE VIS, W5 Claudin-2. Claudin-3 1 ZO-1 N, LAK Claudin-4 I
JAM B AL [2]. B segn i —PuEst, 2 BE SUERRIR A (SAP)EAL h, 738 Jf B X BHR B Ry o
RN bR Tg N, BEEREORIE TR, DAGEEEN D E 4] EATEENE, miE
Pt B A 1 R AR IS B, 8 5 T B A P OB R G 28 R G IS A . B, 7E SAP /N RBER A,
miR155 [ 25 ] I8 0 TLR4/MYDSS 3@ 2, Ikl 738 98 hE , i IR il B e, JF 2 38 iU W TE AR 38,
SEHBERR[S]. XLRINEKH, Wi B it AP B - e il AT i AL A PR 1 A OC BRI B Al

[ TE B A E A S A2 O A G 7y, LA DI RE R e AP (13 e b R #5522 R E 211
ER .. APIRET, WEWERAERZE R, RINA a8 B CFLERRAT I XSSO B 98020 R LE B0 1
(I KIATE - W E R BIREDRE A K[3][6]. XFh RG] T i 5 mR, Ei
FACW =Y (AN G TR SCEAS)FIE5 A4 i 43 (W 22 W% LPS)S2mi i = i) e S i, & 4 4E %%
AL R T R IR N BRI I TE R AR, B9 SCFAs BRI be & 1% (Akkermansia) =&, FFH0 1 20 3 1 it
K, MR IR AR A0 4 B JORE[6]. ML L, SCFAs (JUHAZ TR Eh) nl @ik #4051 2% 2 Wk
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HRE

filf 3 (HDAC3)FEE, 7T BN M1/M2 WAb-Pi, AR IESTRAER[6]. Mhab, i ik iiis 5
NLRP3 ZAE/IMAI B B I A TSR, 76 AP /N, it B BF 1 30 2K A 5 NLRP3 44/
PR BRI AR ELARR E T 375 4k 8 T R i B NLRP3 3 [RS8 Ay 8 AP 7™ B FEFE (3]0 X LLHIF 72 36 8 s
T A R B RLE AP i - g AT A% O BRI

FBEANML, R A o 5 G MRS B G B AR, SR W - Sl o B i S A B S R %
SN AN . 75 AP, [l BE B A PR R B R 0 5 O R JEA 96 0 AR S (PAMPs) RIS 473 4 6 4 A5
(DAMPs)FE NI, WG 2 Fh G A 5040, Wi e A =4 7 e 26 T ELHAE F T 438 po T 410,
A2 AR 2 A B AR 5 S TL-17 A IL-22 R, AT i KRR 7]. 72 AP HE T,
IL-17 FEJR IR 000 AN 4 By SR b R B B R, $00 TL-17 40 B R 5K 0% 1T Be BONTRTT AP FRHT SR B
[8]o WLAR, JTs b BF 2R Y IE O] 5200 B WA AR R AL . B FER B, BUST B (Bifidobacterium pseudolongum)
VR R ER AT I8 I WS GPR43 24k, Ml EWRZH M M1 BURK Ak, AR AP /IS BRUFRD I 453 4 F0 49
[9]o 7E SAP KEABAIH, i/l e Thaem A8 ik, anfig bz oo bk ES A i oeksl> , AR JHF A A0 fii A B2
AN BV A, SERMEEE T SAP 1RE— B R RE[10]. IXELRINFEN], S dni it Thae 7% /2 AP
J¥r — G il R A ) LAY

i — G 3% b () R A7 52 31 22 2515 5 B ER RS 2 4%, b NF-xB. MAPK Fil AhR 253l I8 7E AP (1) 55
SRR P A R A . NF-xB & RO RS IAZ O E 7, 76 AP 1, J7iE E#E R AT LPS 551
BT @ EE TLRA/MYDSS il %, ik NF-«B HIAZ 560, #Em i TNF-a. IL-15 S{2 R KT HRIE
[5]. [FIFE, MAPK JE B (.45 p38. INK fl ERK)FIBUGE S5 T AP MHCHIZIE 20, B, 525
FEHMERT B T NF-«B. AP-1 Al MAPK i, JE KT EE TG FRmIERAE[11]. A, FFHRZA
(AhR)IE B AEAERF i S Fa S i R HE B EEH . i WA (0 288 = AE 1) AR BCAA, PI¥UE ABR i@
B, Rk IL-22 SEAAREE e, NI ORY e B 12]. 7EFLBEYS Bah, JmiE R =2E Y AR FCik
Wb, GELARR GEBEGE AL, BETINRIGIE KRR 12]. XS SIEBEARS, SLFEM T AP I -
PERNRAT I A NS . TR, XX B S AE S BRI, 0l NF-«B #3575 AhR #3h7,
ATREN AP BUVRIT BEALHT A A

2. BMEBRERZ M R FET) RERE TR ROHLE]
2.1. B ERRYARRRE S R R EERIT

SUVETR IR 2 (AP, R i I 4 B 32 450 5 B K R R g SR R IR A VAL, DLRR S
T PR J A R S S R 7 A R R R BB IR F-a (TNF-a0) s AR FR-18 (IL-18) 254 A 4 I8 7, ] B4k
AT bR, 753 T AISRFESE I, R W R 4 1) () S8 BE M (13 ] X P 7 B4 5 3500 S Lk
J5 A% O B S5 R B 1 (W0 oceludin. claudin, ZO-1)3E3k T B E B 0 A5, A8 i b e 40 o 18] 3% A8 5
FAHL, @AM EE TG, BRIER IR RAE[2]. PRI FTIESS, AP B LT S e g e s 58 B 4
bR EY) D-FLIR A I E A ER(DAOY KT B, HIEA SRS HRE R IEAHR, &nl
BEBEAS & AP HEJEONEE K OCHIATI[14] [15]. tbAh, BRFUEKIL, AP B g bR 40HEH miR-122 Ri&
i, AR A ] occludin B MIERIL,  HE— 20 0 SRR I B R RN g B R D RE A [16]. DAL,
TRAr i b R 2R M AN o S AR B A I IR H 3Rk, 2 WTA AP g b B D) RE FRuAs 1 B 2 SR

2.2. FERTEIARERG SRR B E T IR 5

AP I, 4= B A5l 715 260 DL s i 4 i n— S AL ZBU(INO) AT A B2 2R (ET) 2R, 3 S50 Al
BRI, MRS, SRR R SR RS [17]. MR )5, sl iR b & KR
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FEA TR SA(ROS), 1X48 ROS MY BE S H g E e IR . 2 B DNA, eG4 hi ik IhgE,
SRR R MBS, D InE R BIR18]. MFRER, 7F L-SERIESFH AP KRB F,
OG0 I A DAY R 200 PR TR A S 3 R B e S RN R R A 7 S B A 5 A R AL, 3515 ROS 3 7= A 2%
PIRAR[19]. MEAN, TEIEHBEASFICAR I T AR N e e 40 B Can E W 4 . o MR A0 ) IR RS AL, X
L 241 it R TSR B AR 28 Rl F- T ROSS, TR A SE R B, TR OB IEIRER, REELATE i b b Th g 13]. [
I, CCE I TE GRS . R SR L PR RE R AU IR YT, TR AP IRl R RE D R AR G

23. BERIERESEESEEK

AP B, JUHRERERE, WHEAMRE, SEEGIThRE S EEE, WA S R,
NE A E I FEAE K BIIE 7 A RIS AF[20]. GBI B A RANUE N 1 W 4 25 3R (n g 22 B A A
FEMIRIREE IR 5T AT BB B L B B IR] PR R R A I RE I G b B AR S A
B, BRI R [21]. SISO AL O T BRI, B TTR T, A et e s B
LT ) AT DL 25 208 AP K B bR B D Re,  BARAR M8 4 i 1 SRR AT fi 25 AR L2 5 R RS o 6
[22]. EAh, B RRERRA S R IEG S, Blin, LA o AR B AE TR (U0 T R RE g {ie
BERAIERT SN, T AP IS5 I 2O AT RE 3 BOZ LeAQH 002, TN RRBE[23]. [EIE, YRE
EIFENTIRE . MIEMIE RN, RYEY AP iz b b e Bk ) BT

3. BEEMLPBEAMRBREPHNIER
3.1. FEERNTS ST

VR 28 (AP) B W T B B S LR I RS, RGO RHIE A i 18 = B AR 21 B0 1 L
BTt . BLART 7 AR R (SCF As) 1 & W XU AT 1 (Bifidobacterium) ATFLER AT B (Lactobacillus)
B B D, A EUR B WK AT B (Escherichia) . 72K B (Enterococcus) A1 B FK 1 (Shigella) i =F &
WO 3G N[24] [25]. XFREBELARRIRET S AP HIMEREHE UM, B, 7EE5E SRR (SAP)
B, IR O A R, AERAE AP U DAULFT B JE (Bacteroides) N 42 [26]. MEAN, HHEZ FEMETR
%, 40 Shannon FR%, 7F AP &3 rh W TR, HIXFR 2 ARV I FREAR -5 000 (7™ B R 0 ROE R AE R
SIEM27] [28]. EIEEMFEARE SR, AP KRR HIE RS ZEEL, JF X R
AIRRSE R R IR, R A7 TE W AR R AU AP [ AEBEILSR, 55T BE 2 e gt fie 1 8 0K 5)) [R1 25 [29] [30].

3.2. ERHCH IR R IR

JiE R R A E AP B S B P h A R . R TR (SCFAs), T BRATN IR,
T M T R AR TR IR T T K ), AR i e B o AR AT T S P A L D RE 2R R B [31]. E AP IR
AN, £ SCFAs I # (U0 Faecalibacterium prausnitzi))i/V, SEHNEN SCFAs W E T, 1155 T Hxt
¥ . R 4 L ) e A S AN T A5 T8 B RO, B anid i G R LRI SZ AR (L GPRA3) 25 5 T (32]
[33]. UbAh, HARACH =iy R AN A RAT A 2 5 i ds . Bilhn, iz i we o T 2 5 m (0 2R
AW, BEMIETY Th17/Treg 4HMIR V-4, SEME AP B RAEBERE[34]. — IR FUIE A I, T T R Rt F) A
T iz B A% 1 IR (NMIN) R 805 i SIRT3 {5 53K, e AP M= BAR AL, Xt P uEsk 1 B RFARISY
PYIE AP SOt o B AR I 35].

3.3. EEBASNEEME
fa 5 R IR A2 AP BE B R ot i, BB A R miEan e L E Y g 2 0 LPS)im it |1 ik A1
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WMEREHA BN RS A SEIR[21]. LPS 1E 94 2 IRV TR A0 AR B 1) 2 2R 7, =& 980 S e i
A B SRR Toll FEZ4A 4 (TLRAZS A, BUE T NF-«B 1 MAPK 15 5%, A%
SREAR R F(W1 TNF-o IL-6)FIREI,  INREI4: B 980 )V[36] [37] IEPRBFFTIESE, AP Z35 40
AR ) 40 B DNA FTLPS K- Fir, HIXEede b5 2 48 B DR RS 255 1iE(MODS) 1) A A8 ¥ 3 AH 9538 ]
UbAh, B v B S A B S R i BRI, o, i IR B Th R B 2 8 — S5 (i gk A T 2 1A RO 200 1
Br, TERCEMEIE, NE AP EIE[39]. Rk, AR AR Py 85 2 UG & &5 1 i R T 5 AP 42 5
PR 9 SN B 25 B A5 AR o BR 1T

4. REARREFNSH - £EHMsE
4.1. EREYRPAIR LK

TE 2P ENR 2 (AP B RE p, Wil 14T )2 E W (AR AR A8 R A B 3 e, ML R AIB EL I M2
R 2 () M1 BUEEAY o IX PRIl AL 2R A7 S 550 M1 B B 4 K BB T30 TL- 18+ TL-6 A TNF-or 55472 %8 40 i Al
T AT B e 3B 1 2 S (401 hAh, v M1 7R B WG 20 P 04 3 ek 7 A v M SR (ROS ) FH 2 i 4
J& H EIRF(MMPs) ELHEAR 05 1% b R A0, RRR 3 B B () 5 W e BE R[4 1] T35 B R AR AL R B
%, W STAT1/STAT6 Al PPARy, 7E AP i E 54, Hidt STATI Byid B e 3t M1 M4k, T STAT6
F1PPARy FITEHEAZ I HI 55 T M2 MIBEAbBE S, X S DR I i A T8 78 (IR 7 #E A [40]. BRFEEREE, @
PR LA 5 B R B E MR PR AR AT, A BERAR AP AH DG I W BA% R0 4 B 9 N

4.2. PMRIYAAAIRHS NETosis

AP RAERY, REH PR MAE S B E A, E RS R AR B YRR TR R SRR
Ry, EHGERRAR[42]. EONREIE, TR0 RSN BFNETs)FIE G R, Bl NETosis,
fE AP thi )N, NETs 1 DNA H2EMA R RO, X5 nT#us B 2 g0 5 e
PN B, AT R el O 2 B e A2 2R 05 (411 o SRS HF FEUE SR, 5] PAD4 177 55 254 4011 NETosis,
RENS 02k AP /)N SRS (1 i 152 70 A1 4 B JORE [N, 327 NETosis /& AP iy - S Bedilt AT ) — 4>k
BPTHRIRAT[41] 0 BRI, S v A MR Lt BE VS AL AT NETosis 1T RIS, S AP IR IT AL T 15 1.

4.3. HEMAETFTHEEKEL

AP RS T, B A DGR A ZU(GALT)H CD4* T 20 i R 1P e T, RIAME & 1) Thl A1 Th17
0 B A5 S5 3 T v, T SR AR ) Treg 4 EU ] DU B 2 R P[40, Th17 45 AR IL-17 RERS 58 {2
P 20 ) SR AN P A (O RRSE, 1T Treg 20 M IR0/ MU 55 1 LRSS )ik FE 400 S MR BE T, 5
B PR RAT[40]. UEAL, B AMMThAe 2 BI5m, H AR 40 IR IgA (sIgA)TE AP I ZKFFRME, X
ELEHISS T iE R S i DI RE . S0 T SRR AR R [43 ] X R EL 4 M TR 1) ThRE AL, A
POIR T Bl JR B 2 hE, Bamad i - Fh ™ 52 0m R R X BERE R, N AP i - H s il SR A 1Y) B R AE
[44], TRESRARZ, R GRZEAMIFIEIAAER: M1 BRI 5 WA IL-23 W] Th17 400 /=4: IL-
17, Ja S8R PERI AN MR s iR i PERIAE @ NETs Al HMGBI1 #E—53os B4, T2
IE SRR IR o 1% — R 28 L B2 UK Bl AP (1R AR IR FE AN 42 B S8 08 B o

5. 1 - REHIBIEN I KA T R
5.1. XBESHRER - REHPHNER
TLR4/MyD88/NF-xB il I & -2 17 18 1 B 5 S e M (A% O 5 Sl . 76 2MEERR K (AP) T, HiE BT
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24 S EUIE 2 BE(LPS) N F R 0r, LPS 5 b e 4ii J A s AN R T i TLR4 454, i MyD88
KR BE NF-xB, 5 KEM & K7 (W TNF-a. IL-18+ IL-6)KIE, FERIAEIE S5t, IR &
TEHAF[36] =i H I =8 A T3 Ik 5 A8 A, DL TLR4 ARt 7 =0 B Hym B AR AU, 3903 ik
HE LA B LysoPC) & &, MITIINE AP BERRIR{G[45]. Ak, K HERR AT it 15 i i A b S pk = i
(TMAO)7 4, #EMHH] TMAO 55 ) TLR4/NF-xB/NLRP3 15 538 BIS0E, I BRI 40 i 2R [46]

NLRP3 KAGE/IMEAE AP il vhad FEIE A, RHE TL-18 A1 TL-18 () AR, R S 2 £ e 352 i) A 5 s
Wifhi. WIFREY, MEREEES NLRP3 2 [AIAEAEXUA Ve 70 B R b2k vl )k 35 738 NLRP3 #8E /)
TEPE, DR AP PRERERE: MBS (FMT) I o) S80S NLRP3 HENE R 15 (3], % =9 vl
1] NLRP3 15 538 % 5 U815 i A VAR S RIS 10 AP [47]. BbAh, g - M@t 2k v s
R IR IR, 0% o7TnAChR 324K, 0] B4R MO 02 2 S N, T BT A IH B REE i . L BH RIS = BT
AR E PR EYE,  EURBER T o7TnACKR ERRAHMIAIER, AT 4 B R AE IR AP, TikEME
VI AR =L a7nACOR FEH0H AT HI G5 % R VEH, SR 1ZIEBRE AP D fRE 2 451[48].

5.2. BT HHERER TR

AR AN R AP SR i B 2 R R E B RNG . FLERAT BRUROOUSOAT T 45 2 A= A R o R
RE T ER(SCFAS) = 4=, 4855 i B 15 D 6 18 15 G IOBE o B 50 R B, RIS T (B K U AFF 1 3 ik LA
PV TR, % GPRA3 ARSNGB VRN M1 ik, M AP /NSRBI 25 A4 T2[9] .
FURBEAE A —Fhaidon, "R EEXEATEE, FNERATE - SR, JHEdt SCFAs
=, T B AP S8 (1718 D) RERRAS [49]. thAh, BhPIRUEHT B 7L A BB-12 FiAb 3 mld ik i 45 %
TEFUFF . 8 RH B S B R R A SR R, IR AP /N BRI R AR B A5 %[ 501 6

P E D FEMTE YRR P 45 RAPE T G . AWEA0RIL FMT 1] B810E NLRP3 #0E
AT AP, 1 o5 — 26 7 AR TE FMT 833 890 NMN %% AP. X F 22 57 0 e i T B4R i SRR |
LYIRHLTBT vsIBIT) I AP BRI . RO RS R BAT BRI 4 22 0 0, Rk SR “AR
WL + R wAR” RS B AR FMT. HF5C R, 18 bR TLR4 SO AP AHC B i iE i
P, X5 LT 1 AL 8 A IRAH PRsk > A 0%, 1 67 R LT B YR 7 mId i NOD2 A i 75 Ui 3% I 4
MaThfe, o5 R A G E R A [36]

5.3. REETIATHMRER

#17) TLR4 FIFE PRI AP AL BOR HIGTT I f1 . TAK-242 /& —Ff TLR4 405, WFFCIESL, &M
T A A[@EEAIE] TLR4-MAPK/NF-«B {5 5 % J NLRP3 28hE /MATE b R M 275 2 AP &
FORMAIE R, 1 TAK-242 TRALEE ATHCH EWE & 2F 32 A TERRIBAN M P R AEFI[S1]. BEAh, LPS #5ibt
AU eritoran) AT i R & AR BSR4 RANVIB S 10 AP INEE, %A 540 4 80 A% 40 s A
K[52]. IXLLRFFERE], FHWT TLRA 5 S IHER 204 AP SR S 1A RO -

P IL-6 ZARPUARGIFEER B0 AP TNF-a HUARGN5E 5 7 5 P0) 7E I ARREE o o 6 ERE AP (1)
TETEIT 2. T B GE PR AR AL ) 25 e BT LT . T ERAV T IE A M R B S AL 3
(HDAC3) X JG B2\ 48 19 H3K27 LBk, R EMEZ0 i M1/M2 B4k 7, T eics NE AR RH 56 1 BERE AP
[6]o BUBCFF B K SUS AT B SR U5 i 2. FR AT GPR43 /519 M1 B4 B AL Sk AR 47 AP, L4
HRFESE P T BRIX AR AE I [9]. Ak, PPARy S5 %7 A 1 i <5 1 15 6 4 M B A P 24 9 mT (i ik M2 24
WAk, o AP /N B IE SRR SR . AT 25 EF nTd@ i # NLRP3 285 /MA@ i kil M1 E 4 il
b, M ERI AP [53].
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5.4. B RERIPFTIBIGEK A

WRABIAE M b R A ) T E e R, T (e A G A K B R s AR IE . IR RO
BRI AT AP B ERgeR, fEHAE QR AR SR AR, A3 S B i 7 AT IR 25 BRI R A 3
KV, G b Bk AR, U 5 T A A FEE v A A W A B Y SR AR, AT % | A P
e R AE[10] 0 IX WA LA I8 1L 14 5 il Jm o8 K - I - Biden By S e The, R 4% B at o P R 7 1 T

B R L e R b A RDE AN GUSE AL R, ORI BRI DIRE, D AR . AR AR B
AR T-1 AGF-D) et i R RAE S, H SRR R & XU . tedh, B IR Dy — i Y
AP 6T 254, WY P 0 R AN R I AR A SRR S Ik O AP, LA B B i A
Ul AR P R AL L TG figp TE R A SR T LA S IE N SCFAs (MR« LBRANT BR)/K-F[54]. i FRAH B2 e Pk 2
AP Jigi i BB O R S BN, b TR AT YR Ok IR T e, HEn 2 2E A 07 RS IR R R, ek
DEHE R RFTE R, AT AP P EAEEE[39],

6. &t

SRR 2 (AP) B AL A B — 1 “ JER T B Sy AL BEAG, JRE D DU e b T ReRREAS TR R
VAAN G A0 B e VR A AR O g - Sl R . X — BRSO, FREETRATXT AP i
AR BRI TSR SE ) A B 1 I 2% A S . W - GBI AE R R AR M, T — N e
Jor & R BRI Rl i e eV A RO R G g% R AL ) B A Tk R G . TEEIE AP TR, i B R B
IR S0 B S A = M LPS BRIEP) B AL, #4i% TLR4/NF-xB Fl1 NLRP3 485 /MAAE 538
finh 2 A S AORE S5 T S B 4B 1) S 5 S AL (L 4T ML AR AL ki 4T i NETs JE ) T3t — 25 dm
Jill bR A AN B R 2R L, TR OB YEDERE . X P “J - B - IR ZMORRMBIAS R, AR AP M
AR R HE R A B P S RE SR SR A AE T 28 2 2% B D R Rt 1) OB

TEVRITHE f)Z 1, TLR4/NF-xB. NLRP3 55 /M S IHBR BE BT 48 38 i 55 S HE 5 17 UK R I, ks
TSR 7 ES A . SR, ASFB AR TR P R R S W SR AN S| TLRA @1t
RANL, T —2e N EFRIIE a7TnAChR A5 NEHR REHT 28 38 3% LR ST S e Fa s o IXFHE UL J& AW s )
ST Ty — Gl 4 1A O ) e — 3 0 ) 2 T B S5 1 R AR, T SR B 2% R U T R B A
HABERREE . B, RRIETT B SR PR T 5 — 88 R UK BT, 1 S T3 B Be (SR 2 vs.
J 1 G 35 BRI AN FI MR G RS, 0T “RIRIE - B DLACHIERE T &

MHT, BT - B R R T IR ORI S NI PR A B o 25 2E R (A FLER AT B . SUBCAT )
TETHERE . BB I ), (BIGRE A4 RAZE SN, TR SRR A2t L
SR HRR I 2 A G SR N (R R T e O 4 ) 0 I B B R AP R (S Sk I BT TE
o3 /INEE ARG R H BB TS B s, (HEZ KL oL B0TE . X SeE AR R AT e 4 gt
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