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Abstract

The abnormalities of coagulation occur in the pathophysiologic processes of almost all sepsis pa-
tients. Leading to continued progression of sepsis as ongoing endothelial injury and coagulation
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dysfunction reinforce each other. More and more scholars have begun to realize that perhaps the
nature of sepsis is the disease of endothelium. Therefore, early intervention for the imbalance of
endothelial homeostasis is of great significance to reduce the severity of sepsis and healthcare
burden. This article reviews the endothelial mechanism and potential therapeutic options in sep-
sis induced coagulation disorders.
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1. 518

FEWGARIAEE R, IRECE % kI (DIC, Disseminated Intravascular Coagulation) [ 2 9 Z7E 31%~86%2
], FETHRIGLETJ0 DIC B . Hp Ry T3 DIC KAEZR N 25%, DIC MIfFE&IKERIE B 28 K
PWAE T I B TRNTR PR L] LT BT A R SRR B A BRI DD RE (¥ S H (2], 10 P B 4R Dh e I el e 51 2 1
RERIERE R AR LS . N B AR iR T, AR, RRERYT, (Rl AH[3]. &N B S, AR TR
WA REH, P e AR I B2 SR PR o SR L P4 B BRI A 2 S B 2 B, S B
TEABERGHETT 51K 2 4 B v . MAEMEREREMR T, JCHIE DIC MBI, 27 I\ A R A5 497 i e i
PAF- PRIV AR 2 DIC (14 i J5E BRI [4], AT 58 R IO B0 o st L R~ 2 B 22 1E 5 {EL Y 30%~50%, {H2& Sibr |,
BRI F7KPAE 15%~20% 2 [A) 5t 2 AL I, 1 B BRI A RE L /DM R T e R -:550 DIC J= 5 Hh i
TR TR, SRR R BRI IR SE R, S P Bz 4 R 1E 5 D REXT G T I BRI 1 L3 G = (1 7

2. BREBAERMINEERELBIE X

E A4 e AR, MEERE R AE B D Re R, L R AEAE A B REEAE B, v LA
NSEE R AL RO, BUNIML/MR D) RE B H b, A NI T B, EE 2 IR B LA N
AL [2] o 5] PN 255 380140 I 2 48 UL T B P A3 722 P8 42 R 0 B S (RO R B 20 3ol o SCM[B]: Bk BE 3R L kI L)
RERRRS . RN BEIEME . DRI ML P MR X PP R i RS R, B4R TIEBURIN RN, L
JIZ MU B L S A REE I R Gt [ N 30 i 33 3 80U DIC fiR A A2 24 DIC [5], [
AP E NG AR AL EAIHI AL DIC [6], HSEBR BRFFURIN, A B 3% b 1) 20V BERSCE P00 i 4 7K 7 A
k. DIC X4yt AR B4k DIC AP B, FHAdERPE DIC RE—Fh DIC #i#, & —FhmBbiRas: 1
TN DIC iZWrbr & VPl e ML DN e R AREE FPIRAS[7] . IEF R 52 i SIC kA, B THrERE
TERRERAE A B I TH BEREAS,  F AR IXFP DIC BiAMAEE ML I RE . SIC Mg, &N T IRBIRATE
JREHIE B R DIC fH IR B, BREEREAASSHE SIC F1 DIC H i &1 DIC FrBefRE—ANELL G —1k, W
FRIL SIC #H e T A% DIC KAE[8]. HATHE M ZEibsE, %5 TIRRIIBHLIAS L, 7 Zsh 252 1)
PEI3 R A VAl 2 1R8I D) BRIRFS [9] -

3. IR 4 Ra7E PR EAE R I 7% R B VE B YL
3.1. AR EEN
PR 40 B R DOAS X Sl e, B BB, R )2 AN AN A% [10]. P A S S Se R LT e
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PR, RE

IR N B AR A E M, A B R — R EAEaY. fENRARIET 50~150 nm, 777E—/Z
WEhE A R R 25, At 4R B 5T . AR P A B LB SR A b (] 22 57 . LBhEE 4T 48 1
e ) 22 SRR RO AT LBRORI S 3 B0 A% P 1]

3.2. AE4ARRYETEThEE

AT, WERAMER: 1) &R 2) WTMEK): 3) S5 RA: 4) Pust.
PR RIRE JI[12]. P R A0 A b R A R R RO E o A B B P R S bR B A RIS S R
HEBE(LL syndecan-1 AHAEK). HEZEEFE(CD14. R LW AR ARR K E R), mEWHE
F b At R BT LR o R B 207, i, 4RI &5 70 57-1 (ICAM-1, Intercellular Cell Adhesion Mole-
cule-1). I 4%k I 4> F-1 (VCAM-1, Vascular Cell Adhesion Molecule-1) IfiL &4 ifi &% K (VWEF, von
Willebrand Factor). PiEIMLEF(AT, Antithrombin). ZHZK 74230 575(TFPI, Tissue Factor Pathway Inhi-
bitor). —% AL E A EE(NOS, Nitric Oxide Synthase) F14H i 4 A AP B AL BERS B I, S [RI4H SOpiE i Rz
RZ[13], XL THERERGE R, KU AP Pros. T I A VS EE A IRE[14]. RIA
H oA, B R B B R B A S B TE R IR I B R, [ I S R B A AN BV B T TR RS
FEERRRE[15], XT4ERF I RIEE AR Y BB IXFh bR B0 /N 71 R LR R RS IE ), RECK I F e
R BHA 2 1 DT R B S B R A MU R A, AT R e B B B D BB [16] o (RIS, Py R bR =22 ) 240 B B Jo—
i, ELFE AR AN A ), A T I Y R R B R AN LA AR A [17] . BT DA AE A R A
V154G 5 D AL T BN B A P o W22 e 1R 5 JRE 2 0 v R 2 AR e AR S A R R 1456, B0
MIAE T, P ae AR S s G 18] o (A AT LUBSZ BY DI 7, KX A5 5% 3 3 4 R 20 By o 50
B, MR8k, J53& 9 BRRIARAT 0 M I L4E M, Ak i &7k, sk 7y, e iR
A#[19]. bR L, BT —SALE(NO, Nitric Oxide), WY 4IIRAEZ 2, fRifba. —SWm. 14
VO BRARI A e — A SRS, ATl N B IR R AL, R 40 22 Fh ) IR MRS Y BT, LR ARG AIIA 3R,
BAREMET KM, BT AR G IR ST . BRIGZ A1, N I v] LU= AR & R4 L)
PR A EIK R 1 AR 2 A2, BRINAEE . DAL 2 89000, )L T2 47 545 B YR s 5 1EH,
WML K ), 4ERRIER MUR[12]. B4k, A AR 3 2% = HHTEAL IR % UIAH oG, andidt
ARG, WWLEA C ARG KA FREMEIF . P95 40 i R 1 22 1A 1T DL i fE 15 5 A (TM,
Thrombomodulin). L& P & 4H 0 &5 (4 C 5244 (EPCR, Recombinant Endothelial Protein C Receptor). & 4 S.
LA T A2 41 P (tissue factor pathway inhibitor, TEPDFISSHF & & 1 ZFEIRREE CBERT &, &l B3
48 5 T I T g AL AR R Xa (R4 4 FH [20]

3.3. IR ZARAE AREAEAE XX BRI T E FE AL - AL

I A R IRERE I - B A, IRFEIEAR G DIC RUBURRRAIEZ — R N B0 f[21]. WRBEAE i 24 1K)
W B SEAT BT BRI SR A A 3, DA I /N . AR M SR AR R B B . SRR E . RREEA N X
SN FECE S e BER . DIRERENS, DU SZHR. BUAR (02 R,  BEMAEAR A UEEA AL,
KRS E DIRERENG . GR AR M AR, LA i R SET3]

3.3.1. ByEEm

TF {EAMNEME SRR A IG K 1, 0T DAZEGLRE P 2 40 B AE P B 22 Rl 1) 2 RE 4l it bR ik s [RlR
Bl 2 SE AR, B2 30 0 PN R TR R TS0 AR 5 22 R FH PR Asickr , i3 — 20 R BAE . S B0/ MR I St 1
IR BB B PR U T34 42 ) () B R [ 22]
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3.3.2. B

R EEAE R N B A 9 & i RE ) R B8, BB RIA T, FEAIPUEEY) T AR, SR BT e
R, EWEWT, B Cn LA A R M M /NOR T 3E0E, RIETUARTE R RI N B 40
PIRAER, WMEMIHET, MEER DR LB (APC, Antigen-Presenting Cell)ZhRER ATHAERE o, AT
WEA BLRE 7D R B B4 BB IS SUEH P C NI b b 4 i st A e n] AR P4 R 4R TR TM
PR RIEMMEE T, MR IASEE T ea, FIAHREA ER-1 S RTE A A TM f ERCP Rk, T3
B CiGtbig[23]; dhat, IEHREDLT, DUt i EErHTmAR S s 5 0 2 R £ B 2= B4 &
MEER . SR, FERRERES, WP MRIR, BBk, AT PUlikeistEmis; Fn, fEpkE:
FEH ORI, Pt e SRS S, XN R ANIER TR IE R RAEA, SR, AT id T RIAR s
W B S L P RS BE J1[22] -

3.3.3. #HREZM

ST VA BE IR I 3 A2 2T W i JEUOE I (PA, Plasminogen  Activator) Az H 310 il 751) 21 v il S i 4 | 7)1
(PAI-1, Plasminogen Activator Inhibitor-1)i 5. L P R 4H e i 53 Wb 2H 2R 70 £ Vs g Js 0T 79 (t-PA,  tis-
suetype Plasminogen Activator) il PAI-1 2 541 4EEE AR TS . BEAE N DIREREAS 1)K 42, PAL-1 7K-F
T, SREFERAERD N, X2 MR DIC AR, Al LA S B K 4 S Ui i
R [19] -

3.3.4. AE4FaR RRERRIF

FERGERAE T, B G S EP B 20 M S B SR AR L VR T LA B 4 i ] 1 B2 B T A R PR I
A, MFANE; Iz —SAEMAT A R BRD, ME SRz, LRSS %A, &
A GHALEREREEA L MAL, BEE R RRIR LB R S B S A, KIS A E R IR4ERE NO
M AR B, (B U280, NO I 5B A B B 75 A& 7= A 41 2 v O R AR, b T 4524% P 12 4
Jfa[12].

3.3.5. A4S m/MRRIEEIER

IL/NER TE T/ B A P 85 R Fe i, AR “ /AR RIS AL R TBR I 45 & U BERL S, RIFFFSE
TN I PR e B, SR b U LA O AR 22 B A R SR R PR Th R, A BT I P S N R R B B B
PRY A B e BEVE [24] 0 TIAERREERE S, (8 P 4B I /NRAE LA A 3L (R 22 5 G2 ke ) N =2 500
()33 2 [25] o G2 ML A% 2 DALT- 4 25 1 A S AL S5 A, Y A0 IR I /INBR 1 £ R A 00 i & IR B B (NEE T s)
kLA MEE . BENLH 752 50 R 200 R . MEE DIC HIRITE B MU N B IS 5 G 28 A% 7 B P 4
fEFIL[26]. IXANTFER A T EREVRM N L, BRI ARAE, HHFEHLEE[3]. i 240
JRTVE N — MR &, SRR /NMREE B0 PRI AT 4k 88 TR, S0 I /NROR B I R, i3k i A2
TERL[27]. WREERERT, PA R 4 AT DU = A= /NSRS A R -0 1L/, B R D 4 oA 6 B g
Bt i 13 B PTIA(ADAMTS-13) fIH = S 2500 & 14 1 A7 R 1 (VW) B B AR BE R 1%, 72 Rl R I /8 1k
I A7 DR 22 B AR AL /DN, (1 338 I 857 PR I e T 1 [ 28]« b A1, 375 A T P 52 400 B T P 5 RV A I /SR
FOHMREE SRS A TEARI LR TR - AAEMER RS &, SR B EL[29]. RIS A I
IR I IA CDAO0L [F] A B2 40 i _F 1) CDA0 AHELAEFH, RSN B 40 B0k 5 Fh 4 E A B (CCL2. 1L-8) At
Fibt 57 (E-EFE R ICAM-1. VCAM-1), [AIBF &AL I/ R4 IL-18, J5 38 0T LA I py 5 (9 38 52 1
JBiE e, /MRS R AN R B IG5 TN R A R RS e . Bk Ah, I/ INBRATT A B BORE AT B P
YA A RS A BE-2 AT ICAM-L (& B, JF HOmid ICAM-1 175 5 B2 200 B AN P Sz 400 T f A EL A I [27] -
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4. BREAER MR HIABATT

HET RIS, PUBRSIRIT IR IREIEAR SR M T Be ZALAEE AT o 10 R P9 B 4 i B 1 [ fik
BRAE AN T BE 2R LAY A A R FE B OIANSG,  BER _E IRERAE SR I Py B2 OR7 SR mT LA T s 6 I K e 35 AL 1)
INEE[25]. TR ZAAIRE], BEXTNBIETT, FTRE SRR BIIEA], B (A R SR N P R R E TR
e

4.1. EGRTT

Bl B b L2 R e N 5508 iR 1 48 B [30] 2 [l SR AL IR 3L 8 @ Ll ia s T scR, [ i e 7 I
W R AR T BEPLERIT IS S, I P R AR AU AS T BT BUH S T R, BN E R E T
RERRAG I EL3% IR A [31]. SEBR b, AR SR Btltin T 254, Lot =< AL /MR 15 8 H (rTM, Recombinant
Thrombomodulin). AT Xf TN 356 — @M ARTER- . BHFURIL, rTM BT DS IR EEE /) SRS (f 3
AR M kR BN syndecan-1. FIEMEFEE Bl (HMGB-1)/K 22 N4, HERAE N RI/N R
PEE 24500, IXUESE T (TM FERRERRE R, TTREA Bh T 10 4 5 103 B 98 he Je W = (14514 [32] . WAL
WESE, rTM a] DL A R4 45 A0 5 6 43 A 54 (DAMP, Damage Associated Molecular Patterns), EbanZl
HEM HMGB-1, #MHIAMA RG0S BERGE, MRS N R [33]. F R M AT R HIRE L . w5
PG IR S E AT N AP [34], S8 IREERE /N AR A 1) N B 3 12 [35] . — TN
N\ 3694 44 582 (1 BB P 0 A IIAE A [ 1 PR 32 8 1) ik B i 28 2 (1 3 I Dh REARAS AR AE Z2 1), RIS %24
VIR BN E], rTM AN AT S50 SR I A 7™ S 1L T R 25 L R 3% B ) BRI A A8 2 IR SE T2 26 [36] . ToAA 18,
— RGN\ 4993 44 585 1) [l ot 1t A 9 BULAE [ 36 A2 1R s I A Lk I B2 (1STH,  International Society on
Thrombosis and Haemostasis)#iz t (1) SIC 2 Wibr#E I AFE R, fEE =R EAM U Z 0 RIRKRERL, Hrpf
A RIS (R I ) R B0 N 22 25 B Th R B AS 1 8 2 AT DU I I 3 pstia 7 oo TS [37] - Wi T8 R I
AWML = RN EE L PUERIT ROMIE I TR %, RRREMS SIC BB ART, Rf
T NFEIRTG 7 i kb, S N BRI TAET K, XGRS0 LUK SIC ARdEVE NPUETF IR I AL H T
Pk, ESMEARTE S 28 T TS 0K DIC > 3 4-E N FFUGHIERATT IR AL[38]; A PR R ERAIE T k53
JiEE LT REZXELI A, BRVFAZAE SR o AL L D) e () B G AS nl i i Bty T 44 k. T T2 R
BRI SBUR I, RS BABTENATT, WA AR AR AR, BIER A KA. T
SR EIREREARSC DIC B AL B F AR IFAD I, HEHRIE, 40%LL F P FIAA7E R I[39]. A%
VR R A T I Y 100 1 A 2 L R PR R L ) T R R LA P R DR RS [4], BV BLERIG YT I R 55
TEREINEST NN, (HR T D R 7O AR . 2, R ARE. IR E
BPAL RIS DG P R RS Jetli, 7 A T DLRFEBUEEIR YT I e R AL

4.2. HFFARNRS

AR S BT YR T B UL 22 S BN B B AR A AR AR PRI A, 30 I 3 1 RO YR o7 X I N B
ARSI E B [40]. BFTARINTE R H &€ 1 FER I MRCR, IXFPE FH (R FE 50 A R 0 3 328 28 PO AT L ol
PIRAR[41], RN —T0 meta AT 375 4%~5%FI1 20%[H) 2K A AT g b i AT 58 5 280 2403 50 2 U [42]
WHORIM, H'E EIREEERYE R EIRTT R BRI 2R Toll #2075 (1 A R 857
[43]. ' L IR#E)T % (ADM, Adrenomedullinj@ — 32 2 i U6 P K2 40 308 F o W 1 B ERD AR, 7E Mk
BERE S B] DA i R P2 AR AE I 7 th IR 7 5K AR I JF SRR ML . & 3A ) ADM m] LIE I Pk & A R 48
Jif 2 (] f S e, (3t P 1 I e P e M [44] o BT R (W 260, B b R 5 2 B v B Bt A4k (Adrrecizumab) ,
AR EARBE R K AP AR T B SR, HTik ADM T Z R AR M T, RIS S AT g

DOI: 10.12677/acm.2024.144999 141 I IR 2= =23t e


https://doi.org/10.12677/acm.2024.144999

P, R

J ADM F 3 B BUA BIG AR R0 45 AL R A IR RO, H AT IR & 58 = BGRB8 [45]; P uia
I A BT 4R N B A AR AS[46], 44 R C R AMPTUAEMLR RN —H 5, & ROS JHFRIMICEYT,
A, HIE > TNF-a (724, BIETIRIEA . Wi —FOmmsEE R, ERN 30 ZRiEA
MBI BNN 7. ZEAHEAARADFIhEE, Rl 5 R8s R i G 515 S AP AL R . ik
BEIE 51 AT 1 P9 B D) RE RS 5 3500 £ 11 (SePP) K BIHE N B2 1, IR N R B 1 A0 R 51 ke 7 EE 45 5 1)
FHLEI[AT] — TG R SEI0 R I, TEMERRE IR 5 (8 HR AN FRAl /K SF, T DAGERR 2 9% 104 B H kit Atk 4
Fig-3 MLiE KT, FARAETE 2 [48],

43. M3¥xER

IR SE AR 1 22 2% B Th e 5 3 (TAMOF, Thrombocytopenia-Associated Multiple-Organ Failure)
FT— P VWF A5 10 4 R P IR MOt 990 , L35 ADAMTS-13 7K1 B AR A I A8 14 L A 975 IR 3 1 386
Je RAFEMRTERE B ) — FhRE R Im R R A, 2 Lo 3 b 5 R i R A, SR AMNE A&
(ECMO, Extracorporeal Membrane Oxygenation)Fli% 45 5 IiE 2 17577 (CRRT, Continuous Renal Replace-
ment Therapy) ) K &f# . SEK 1 )L 3 W55 B3 (PICU, Pediatric Intensive Care Unit)f3: e i 18] AT w1 56
T K[49]. H AT AR EERE Bt M DI Re AL R 2 — . — T2 O RIER ) LERTFE ORI, T35
33t A2 W TAMOF 11 88 35 34T ¥6 7 14 1 2% 6 (TPE, Therapeutic Plasma Exchange) nJ AR A R4 %
REBJLIET-Z . [RIIT FARALHI A2 — PR FU R I, X Pl o /2 il s 03 ADAMST-13 (i tE. 7]
REME I PR RIEN T AP 1 A aPistE A S ADAMTS-13 & 14K B8 kB ht 75 2 1 2%
B DIReREAG M A HE/EF[50]. — BUEE B FEAR B SRS TPE [ )t W 76 i B R AH < B 1L i 3
R, EGEEEM IR Wb S b, R IR e ) R TS AR T I R AT R A
T 38 I X P R AR b SR> X — R IR, 5SS WX PR O] RE 2 8 I O R D) R SR [51]
TPE A CEMAEN /1% 28 F DI RePafG AR, T SEA7 3 A B i T 18K [52] . H A b3 A
N, ¥ TPE 1ERMKERESAIZ N TAMOF B30T FBIE Nz it B 53], & HEE LM . ~—
AT TR SRTE R AR Y T (R0 e N S I 3% B 4 I e VR YT 0 R e LR B A S AEAE ORI, T
TEIXSCHER PR B AR MR, AR ATAT BB 5877 11 [54] -

4.4, EA4bETT

AT FAESE, 2 Rl R AT TR 259, Sebm bt B A DR I A R A4 T, BRI T A A g i A 1)
T T Bo — IR BT FEUE S VT SR 250 AT DA IR F0 A: Be £ 3 U TR [55] 0 by T R 254 E B AT 3
Ao 1 o v I ER KPR B R EAE S B LR A R AL L R SORE OB IR BRI D RE 2 Ah, AT L
A N B RE[S6] . — TR ST STIIE SE = ARAMBTT X6 T A e 240 it BAT T AE (R L i ke FE2 AR I [57] - RIS A ik
FUUESKE,  AMIETEAN T8 S e BR 8 VR T AT I 25 50 R e SR R S AT DL [58], PR TR B,
HAT LI B A C /K, BURA 1 B ST B I s A R B K1 [56] o BIFFU R IAMIR I #b 78
P RO A B2 syndean-1 Al T BLURCRE Sk o LR SEARE 7Y /] SRR 50 8 A T D2 Lo LA R PR 453495 5 {HL
UM AR A R B KB R IR AR [59] . [ 7858 T4 M R S A R AR SN A BE AR LPS 153
OB M PSR, X2 A S A R AR AR SRS /N7 7 RNA-mIR  let-7-5p SKRSEELAI[60]. A1,
H AR L2580 R AT 2 IR R A 7T, PRI HLAE 5 23— B ORI FU R €

45, ARAMNSERY

ANTE) 2 B B PR B AS R R SOk A S5 48 BU D 5 B S A L 5 B R I TR A e g LRk, T
FEFFRE . FRBEAT B BEH M SZ b, WAL “ANESE” o MHLBANI 2 MR R, HAEERBEACE, X
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RV BRI A He s [ A [F 2% BRI =AM AR ARE TM, (HE A
B ORI R s R R — R AR AT LA RN R B A E 22 R [61] o IXFPE5H 5 ThRE M 28 B RE Rk
ZERNNTEE TSI, XS SEAF M T 82 5 RIE[62] X0 e EMRERE R BAE, H
WHFCRIL, AR - E 4 IAR ELAE R ROALEAF 2% B R e R [63] 0 W2 20 B2 2 it Fe R B, Ui A T B
AT, MRS FikFE[64]. M4l EC SR A F AR RUAF R . — RS
FORIL, B Az E] LPS Mo 5, FEANIR BRI 75 B N RIA E-E PR A VCAM-1 RIA
ARIF[65]. —TAASNIT IR DL TR T LPS T AT 11 4H A A _E 3759 10 S A B I 5 PR 2 200 L 1) P9 o 30 328 1
AFAE A T IR [66] — AN 426 191 AT Mk B B TR 0 5 T 9 B2 RN b S AN [l 2 T = A
ANFIRIEZH R IRAN [ 32555 A [R5 J5E A (4 P g e it B A AR [67] 0 R FH N HEAS TR IR 9 B2 S S 34T WE.
BIX 5y, AT #E 2w THAEIT RN IR 8. Sebr b, PRAMIFTE, TE 33T EC
RS RNER, SEASFERMEMER, TReHIEARERIIEO, XX T A R 05 5T bk
%[68]. HTARBIIECR, i, @R T ORI EIHIR (LMD, Laser Microdissection). % GH
TGN /3% 2% (FACS, Fluorescence Activating Cell Sorter). #H1RA%kEASE MAi{bH R (TRAP, Translating
Ribosome Affinity Purification) & 42 75 Z2 I N e A, 5 B2k AT il & 4 e 4 2= B H R AL 5250 s IR,
B4l RNA Il 7(scRNASeq, single-cell RNA-seq). 2T 5 e JR A 4548 514 (smFISH, single-molecule
fluorescence in situ hybridization) 57 & & 15 AR J0VFZE AN AL /K- X6 A B2 S SEEAT b , K P DA BE 4
iy RO A R AR R BT L R T R R ) A B O L i B T v AR R [69]

5. BESRE

P AR B B3 2 T Bk R B i 25 AL A AR A AR 2%, TN BGEAL R s IR 1 30, 25
PRI AR (TG JE B TR JRBR PO AR, REE PO, NIZIhRESZHt, Puktszin. £F
WA, EECRSIH L R iARIEE, 2 SBUTZ MR, BEE A B R EE— DR L A
THEAE, SFECORHMARAE. AR ERE, R NEA, B b, XN HT A
UERFREINL. SO LHERGINRRRS, 5P RN RITERA TR . £ DIC BRI A A T K H I FRy %
o i EAR BILAE IR RN DhBE R ALH PE T, AR AL RBIER, AR B AR B
AFEREE AL, SN ERTZ RN, Katea st — P I FuiG R, TP e EEE.
I TR, REEAIN A B, 1 AN F R N B Ih RERhS R D RE A, 6 T BRI S A BIL
B ETURETT IR L T R s ia BB AR AT MAL R T, A EERE L.

SE 3k
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