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Abstract

Intact endothelial barrier function is closely related to body physiological activities. Vascular lea-
kage, edema and a series of pathological changes will arise if vascular endothelial barrier function
is damaged. Thrombin is the most common breaker of endothelial barrier function. Since the 18th
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century, researchers have investigated the mechanism of thrombin-induced increase in endo-
thelial permeability, seeking a way to ameliorate thrombin-induced barrier disruption. This ar-
ticle is a summary focus on recent studies on the mechanism of thrombin inducing endothelial cell
permeability, including the characteristics of thrombin and its receptor, and the role of Caz+, PKC,
Rho GTPases families, tyrosine kinase/phosphatase pathway, combined with the function of S1P
and autophagy-related pathways.
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1. 5|8

M N A2 2 MR G B i — A @ B A B, SERNYIPNEE . RAERML. R
5 (1] S o Ath A B BE Sh B UIAH OC[ 1] [2] 1R ML P K2 48 M (Endothelial Cell, EC)2 [AlIE LB & H - ML
BREE B IBE 0 A B A0 R Sc A ML) A VL) 2 1 240 B 4 S FRDRY B 322 42 (Adheren Junction, AJ), B4 i & 42
HEEENE A S VE-SS R AAHER RS M BrEEDIRE2] [3]: & andble . 4. M W RAEKE
F(Vascular Endothelial Growth Factor, VEGF) ) % V47 Jii 2 30 ik 4038 40 BsZe 42 AR A R i EC 2@ VAR
1[4] [5], 4“IE EC FrfEDIRe 2 4int, S I E B KIS —RPHEHEARA, [F1 2 s kR
LR = 2 — (6] [7], HLLBE AT M4 EC @MW R i hE . I 80 RS 1Rt
Fur, EEIMLEE O EESE B AA T s e EC @M ER, (B BARME RN AR 722 R, AR
LGS I BRI 51 S ML EC 2B MR O HAH AL, 9By vh B LG5 S 10 L EC B @& T mi it 2% .

2. RMESKHZ 4k

EIMLEE 7>+ 8 RK/NA 37 kda, ZH A A B W& Z KB R 7 Rk, B8t A 36 NREEZALL,
WAL C1RI C122 Z (Al AR s e S 3 e B [, JHE B WA 259 ANk, Hh & H 3 MEN
TR EE[8] [9] [10]o VE M G (1) SRR S B I g, 58 I A T b A2 — P Na B0 I A8 1) 22 SRR i 1 il
[9] [10], H I Na"45&07 i (1) o5 a4 ) 7 5% M B 0 S Ly v, S i B 0 AR M 22 S0 FL 22 10]. 241
EZBUGE, 8 NIEYE S ANEIERIRE, FX WS, At i R i 526, (e kit i i s S80E M i
TE RGO o % IfIL B 7E ILBAE P A2 7E QI TRIAR B, 3t DR Db ot i e FFF U 5 100757 PN 2 4 o 7 2 ) 1)
TE(E, W52 46 NI RTEEEES, [FR, &mEEE~4 )G, @B EaR C, fUxmHEe
B B B2 AE[9], B ) B A A UK TS, SR EE T N B EnEE A S e R ES —
KR BT SEERAHEEORM B F XU UEBUSE AR C RAESHA 2, HE RS i
B PN B A o ) e DDA %

8 L ) 4K 2 A MRS, s g S R =Rk G B B AR B 2 B 2 K (Protease Ac-
tivated Receptor, PARS)A K I K K AEMI[11] [12]. PARs & MR 1) G & A HEE 32 4£&(G Protein Coupled
Receptor, GPCR), HAUREZ AME T EATHE 0 A0 A A1 1) 22 IR B T B /K PARs ¥ N Kum 751, it =4z
B A b, FRZ N “ e RBLAAR(Tethered Ligand)™” , 1144 e i g4 e X S8 Frigsy , gk 7= 24845 5 7% % - PARs
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TE LA P92 200 B /NS, T PN B A LAt 4 i 28 2 v 3Rk H ATZE N S B EL 0 1) PAR KA PARIL
PAR2. PAR3. PAR4, ifii AfI PARI. PAR3 & PAR4 GEWSHEBEMERAGE, PAR2 N4 R 8 A B 0T
ANBEM M BEEE . BEILESA P24k, L PARL S A EEE, PARL MIBUE, W& Gy Gy GiiE
FmEE, HAE EKMRR N R hs 75 41 A 2R (Argd )5 42 f7 222 F8 2 [A)(Scrd2) [9] [13].

HEAERNRA, Gions B Gy SRZ /N, I B R Bk LA 75 3 /5 MLC BRI /K-FREAC, &
B G B A LA SRR PARs 724 R I EEE[14]. 7EHIH] PAR1 5L PAR3 Ji, MBS 510 P B 4 fe 12085
PERZ RN BAHI[15] [16], [FE PARL B 5 PAR3 JERCSTIE — RIRNIGE S, 1Z 7R — RMIRSE 5 R AR 7
AT, PAR3 ] DMERESEIMES S PARL 45 G1EH, AT G5B AR 2R 17], $27% PARs 7E#E
AN EC Bf b DR R A2 2R o &M EG 51 A 1) M8 EC B35 M U I 2 Mud g ML, 1 7EAR
ZIEE S, PARs (HHEEZ OO E, HFFERM, H AP aRnE RIS N Ca® . PKC B0
RhoA 15 5 iE SAENIRE, B5 PARs (FiiliE PARD)EGE 2 V1A 18],

3. R MmESHIEEEMEX AR 4 f 8 =2 E M IR

RHEN, B A—MeZREAN, HASBAMEY, B 78d2an SHs, &
Ll P 36 T A BBl 1 LR RS R I EC BB B NE(19] [20] [21]. a-BEIMBRIIAT A AT 70 A : ok
MEGCEA 89% ki ML AE P (1 fk ML B 55, DA 45 G0 e AR & 14 ) -1 TP (B A T V% 12k 1) i g
R, MEIRIE L= R4S A7) . DIP-a- % I (Diisopropylphosphorofluoridate-a-thrombin) P %
PPACK-a-# . fiff(D-Phe-Pro-Arg-chloromethylketone-a-thrombin), J& P #BHE EAN G, HEAG EEMN%
EE G g ) [19]. {1 Transwell /NEIB B TSR, £E 5 o~k ML EGEY y- i i A 22 25 It 20 ik P Bz 248
MR, AL P BB R B, MR % DIP-a-# (ML K PPACK-a-# Il B P F AR B2 72 301
AN, AR PI-A & B IER[19] [20].

T, BWFRERY, a-bELEE N p-5 0 RS RE 0T 5 A5 BE C (Phospholipase C, PLC), F& 1,4,5- =%
Fi% AILEZ (Inositol Triphosphate 3, IP3) 7= 45 & 2 13l C (Protein Kinase C, PKC)FHE , M ITT i 1L Fzmf Ca®*
WK R IET BB B IVE, 1 DIP-o-#E LS % PPACK-a-# M EG & JCREVE IR, 76 A BT ER K A B 4
Jfi(Human Umbilical Vein Endothelial Cell, HUVEC)H, %P # - RNEERIINMI Y Ca” Wk EE[21], EiRTEmE
Wy, SRZBEIETE. BE ARG SIS BB AT A, AR R EE VR, X SRR BT A
P50 I T P R 2 M B 2 M A E ] 2 AT /D ). MR THREE S EC BiEEmatse, R4 K&
B s R VR R, 2T Bl 1 A B i ik 3 iR 32 AR 255 VR B 300 A2 g Ve AR S Jd i HAAH SCATL 1R A FH T~ N B2
BebEThae, HATHAA AHEL.

4. Ca” R M EG I SR N KR A 2B A B A ER

VENH WL B A (S IR, Ca™ IR Sl 1k 5 5 vk 1 75 5 10 B e oh B R R M 9[22 ik I Al i 1
YLK S G & A A EB RN A2 4, BUHEARELVLEE(Phosphatidylinositol, PI)fK#if¥) PLC ffE{t.7K
fE s R L ULIE 4,5- — % % (Phosphatidylinositol 4,5-diphosphate, PIP,), F£4E Rt/ B 55 5 4E, 7252
1,2- 3 H- i (Diacylglycerol, DAG)A IP;. DAG A% PKC, IP; SR LML Ca® /3 ilb7], Al
Ca® Wi, TiX 51 A2 FFERSE0E I PKC LA R IR Ca® Basn, 58288 A . S E A %M <121]
[23] [24].

PR AR MAE B SRS R, A0 M 2 4 R R AR A B Ca® IREE, YO EEN 30~100 nmol/l, 7E4H L i
PR Ca™ e FE KA N BRI 1K) 20,000 13, T BRAR Ca® MR P A 4ERE, PRI - i) 55 155388 308 (2% 45
ATP fi§i#H &, Plasma Membrane Calcium ATPase, PMCA) K N Ji P & I i %5 I JH 38 (40 sarco/ER
Ca’'-ATPase JHIE)H VIAHIL[25] [26]. HEMEEIERA T EC J&, 2Midfil# GPCR o B & BRI 52 74
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(Receptor Tyrosine Kinase, RTK), ¥ PLC, #EMfii 5182 Py B8N, 1Py 225/ 5 A it I B b 1) 455 75 1
BB, T 5 A5 A Jo O 45 B il A7 FE ol J P 0 I 485 26 0S4 12 [ 5 ¥ 3 1 (Store-Operated Cation Channels,
SOCs) /A BhHa4h Ca* Pii[24] [27]. HEWFFEIRIE, Ft MAGE 0] LLR I K AF G 2 (RIS 81T 77 £ () DAG
S B2 AR AR AU B 5 T3 3 (Receptor-Operated Cation Channels, ROCs)3 B ¥ 3 fu4h Ca® i, 1M
TC 7 Se RIS A 5T X FE (28] S Ah, A SR, ek i w] e I A P 0T N B R IR R (stim D)
S SEHAS FE AR P Ca” ¥ (Store-Operated Calcium Entry, SOCE), 1 %3 #234 M 3145 B i i s 45 38 i
EA 1 (Orai)Z 5[27].

W EM, FHER Ca 5451 % ([ (Calmodulin, CaM)Z5 &5, 43515 CaM MR KM, #f CaM
PEKI B, MM FEEARS CaM ML A, Wfe 57 PE45 1 & H F(CaM-Kinases, CaMK)——/Jl|
BRI 82 85 B4 (Myosin Light-Chain Kinase, MLCK), SEHIERE 1 #: 55 (Myosin Light-Chain, MLC)f# g
1o, dufuE SR, RN, VE-S5RGE A IR ER A, A B SR04 /0 oK T 20 R TR & B g, 20 T Bt
B, BEMETE24]. £ HIRE CaMK-CaMKIT #E 8IS T N B2 B B D e A B S s ma o 4 d, e afn i
Y CaMKII H3&EAL, 1A KN-93 #] CaMKIT (356 Ik 55 1 B I A 5 1) A B2 v2 i P i B m 291
FEREINLAGS S 10 BEC Mg M i, THE N Ca® [ 7 ilid Ca®'/CaM-CaMK-pMLC kA5 B Il fig
1254k, 2250 PKC. Rho. cAMP {553k K AF B b 2 40/ F (UL F SCHiIR) -

Ca> £ 54 Ca™ 45 & B FUIPE ORI R AR, W 1 A2, ALK VESEEASE S
VIR B MM R T B E A 2 Ee ), AUtaat, A2 Bz, SoRHRUNE N B E TS R
BL30], X MEE—H U Ca> fEEA EC FEFThAE I EEAEA .

5. PKC fE R MESIHE S KA K 42 E A SHIER

PKC BT 4R/ ZIRMIEZ I, BArE A4 11 FilE T8, 3% BORR AR, R TR 5N
EAWFKE: LR PKC (cPKC, 45 a, pI, A, y). ¥ PKC (nPKC, 1350, ¢ 5 OFIIEZ
) PKC (aPKC, {; 1), FHr, £ PKC &40 B T 1, H 52 DAG. W5 W 22 2 R (Phosphatidylserine,
PS). i (Phorbol Myristate Acetate, PMA)SF 1177, ¥4l PKC 52 DAG 8 PMA XE T, (HASZES
B BGE[31], 1 S50 H A AR U S AL 0 A i A, AT IR R T T e B S SRR T Ca
DAG & PMA, {HA&K#iT PS Jf Al B i B JULEE-3 SR (Phosphatidylinositol 3 Kinase, PI3K) 1] Fli =4 (P1P2
Al PIP3)E[31], X7 aPKC T AEE PI3K () FIHT4EbR.

PIP, Z/Kf# J5 7= 1) DAG 2% PKC 7742, B4R PKC £ 7 R4l PI-PLC B0, {2 PKC
WS 5485 B OB xR LB S S 1 E IEEE A, (Phospholipase A,, PLA,)UL K /l§%§ D (Phospholipase D,
PLD) K fift JE 1% fig Tk IE A (U % i, Phosphatidylcholine, PC)r=2E 764 VU 4% R (Arachidonate, AA)FIi i R
(Phosphatidic Acid, PA)FIRE N S H 2E[23], HESMATCIRGE, PA IR AT REAE A M )28 (510 BLHEE
7 PKC BT 3066 i R W B IR M /K 9 7= 42 DAG, T2 AE PKC BIRFSEB0OE[21] [23]. 74h, &S]
ER A S, et —B Rk PKC M#aE[23].

158 ML RS AT 51 S Caldesmon77 FHIR I B 11 AR R A SR K 0 0L/ PN B 920k, T #E 488 A PKCC ik
FRTEME R, 0 EE S FIRHAE QRS X —PAEsE T PKC R B Z M [32].
[N, PKC FIFENShEMEHS SRS E A WIEREA. Ca® /AG & AL & E A Kb i 2 & ARk,
LRGN A 2B E(32].

AN, PKC 55k E RS pl20-HE38 85 (A K VE-4555 5 A AR . 5% A =2 S Wka e Mg %
VIRER[33] [34]. WHFLR, BEILEG S 3 PKCa vEfk, 250 Rho-GDI (K% WM 1 i 25 4 ikl 771)) (4 1o
FRAL B p115RhoGEF B2 A& 42 3G Rho A, i3k 1My [k HUVECs H#5 | 5 FiL[H(Trans-epithelium electrical
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resistant, TER) [35]
B PKC 5 Ca® IR, M7EAH] PKCO $M#77 84 Bk PKCO 5, B Eon ki B % S () TER
K MLC B PEA%, $7~ PKCO [FIFES: 5 3 B /E Mg 24, HARSZMK A Ca® IRIH[36].

6. RhoA. Racl X cAMP FERIMESIFFH AN A0S EHASHIER

Rho K %H RhoA. RhoB } RhoC =FH[F TAI[37], HATE AT 24F, RhoA CHIFSLS 5 Fkt
AL T v PR 4 38 VE R AL 2 [38] [39], HEMLAGTERI PAR] ZAJE, G K& G 2456 SIEIRAE
##[X-F-(Rho Guanine Exchange Factors, Rho GEFs), i5 3 RhoA %5 2 R (11 7 155 , (H A 512 Racl B THE1[40],
3% Rho J4#(Rho-Associated Kinase, ROCK, RhoA ) FIF¥ERIN ), SEE ABEEREE-1M (Protein
Phosphatase-1M, PPIM)ki%, AIMIEIE MLCP SR 5 WLERE AR . 727 4ETE R DL A 20 8] B 3 KX
MR, SRR IEFLE P R SRR IhRE RO FH[38]. FEEE AL MLC it fedr, @i Ca®-MLCK
J Rho-MLCP #/77 sk 5T MLC BEBRM. H4h, BHIFFLR, FMEIK RhoA F1 RhoB K[, M R BE
W T R B 52 2520, 17 SRR RhoC X P9 B2 R B D BEREIA AN K [39], X7, KT Bk EF 5 1 P 5
Y5 IE M AR L FE . B i RhoA M RhoB /31, 1M RhoC JIHZIESEE#E T Racl fR#iE
B BRI DI RE I, Racl 5 Bk IR 5162 P R B B D) RS2 40 )5 B B D RE (1 2 5% (391 & T i1t Rho
GEFs i&12 K #i% RhoA, Ca” 42 A% RhoA, {H RhoA X} T-&k M #yiF S AN 3K Ca> LT3 H
Mi[41], XZH, RhoA {EEEILEE Ca* @k, AT Ca® Filf.

B PR 20 B R R D e - 2 B R A R AR R Ak A R UM O, A ST R R
SEBEE AT, Ras BRZ — /NGRS AL H IR = R (Rho GTPases)Z 5 [ kLG50
P R AT 5 0 1 2R (5], H AT Rho GTPases K% LA Rho K% Rac Kk M Cded2 i) iz, H,
Racl B S HENE G BT A B FEREIIAE, RhoA MIE IS 55 40 M1 42 0028 S8 i isid t TH e .
FARIE Cded2 555k EET T BT LFAETE A 5%, ABEDASTE I A B A0 B s PEAS 100 [42]

F4h, RhoA BRI —ANR™ ML A R B R D RE IR 88 (5 cAMP fA/EC AR . 20BN cAMP /KT
Xt T EC 1338 M 1 4 Fr S Wk S35 5 BT, cAMP 7KSF AT e Al DASE: 35 16 0 9 5z e ek, il il %5 5 )5
YL cAMP 7KF-2 IR BT PRI BRAIG 3 10 A2 T LTG5 Ml ) B2 5 P (1 3 B8 2 — [43] [44] o T #0555
] cCAMP [#fi%, @it PARs &2 M1 wERR — sl 3 (Phosphodiesterase3, PDE3, T 7Kfi# cAMP)ZE My FA%
M cAMP /K-F-80# PARs KB IRF BRIALEF(AC, Tl A B cAMP)KIE/D> cAMP (4 fk[45] [46],
B BRI AC EE N AC6 (AC FIFp—FER, Sy Ca” MIMEE ), A Ca® KMo, (HART 2
CaM, 5 Ca™ fk#fiff) PLA, LL K& COX FIRTFIMRER & N SR PR R A%, AR, HUVEC 5
R GRS POAILIR G, T B3 B IRE MBS 31 cAMP /b [47], XERHETFIIRE Z 4SS 55 L
BRI IR P R 56 2 1 LA 2

TES FEE MBS BB MRS R, cAMP EZA M MRS B A R IEIEA, 18T Epacl/Rapl i@
P4 KIOE Racl [48], 1fi Racl 224 LIM BRI, 1@ BERR A H-HIH] « 22 1) 8 [ (Cofilin)” FITE AL, M
MM BE LE Cofilin 45 1 B2 JE LA A fif SRR KA ORI N e S8 B IE I [49]: 5140, BR T Epacl/Rapl H9E
PKA F 5K E 518, cAMP iE24 PKA @12 K] RhoA 754L[50], £ ROCK WEZ{k MLC K5
ma LERE E R . R IR, EEEG 2R YRR cAMP, # it Racl A1 RhoA XU EHAE M F: A K
FEREZAT . HRTO TR, R N g rh, 5RO GEMAHEE, R PKA FE U™ A R 58 B 14 7 T
i FHLAL, TERMIE 4 F, PKA #1 Epac 33/EH[S51]. (HAMRAE, &R R cAMP B
fi%, =RFEER, e IS TR, XA AT DAAR RS S X T P R 40 203 YR 8 s J5 iR
ME,
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7. BERAE/ AR RAERNEFSNAREREEEASHIER

BEAE X A BB R ST RN, R BB 1 0 P T S R B R A AE L T i B A . 2 1 T IR T
AN = 2 SRR/ IR R e R B VBRI . UURE 7 1 R 1 R IR (R 22 2 IR« I el R R TG 2 I e ik
b B ER R IR R AL ) A AR (15T I R 19 R I (Protein Tyrosine Phosphatases, PTP). 7E4HfE4+, PTP
R B RN KRN, 7] 5 2 AR AR BB 52] 4 HTHE L, A SH2 ¥ HE 2 44 PTP,
Rl SHP2, #{iE 5k 5t MBS S 1B E MM 9%[52] [53]. AFTEH0, VE-FEE A5 pl120 ERE ALK S
yEREAHEGHEEY, MR AT WEZENS, VE-SFEOE SRR IS A R EE 21
EYIMIE, Hh 5 VESREAE AYAHL PTP ©45: PTP-u, VE-PTP. PTP1B 1 SHP2, i =%#&#ik
PR P R A 55 5 VR DIAH DR [53] [54] [55]. SHP2 A8 AN SRR SH2 3, BEH30)5 & PTP 3 —4
WA IR R BRIRIE 1) C Ay o it LA 7T 5 5 SHP2 BRZ IR IR 1L 3 VE-5 B R A =B A Wb i s ok,
[F, SHP2 HHi k25l VE-E5 5 A Z -6 1) UMER & A R A R R SURIE n, W 38s
o-EEMRNEE AT, A WCEIBIOR, R4S @O, T MLER X T SHP2 (1R, #IESE S PARs
K[54]. AL, FE48 ] Src EEEINH77 PP2 F1 SU6656 Jo, AT LABH 1k M B 4l 5 SHP2 35 14 (386,
[ B 13, 2 e L il ) S8 5 P Th RE R SR AR [54], IX W, Sre il Skt A S SHP2 AB{0 A 5%,

Fih, BTN, B o TR A B A0 ok BE(Focal Adhesion, FA)IITERL, Horhid K 3
RhoA L& ROCK i, ZktiMEEfIESE, FAK LA RhoA ik i) 77 s\ ik R BR B R 1k, 5 Sre PhIFI
97 FA R B ASIC[56], IR, GIT1, —7Fh Src BlEEHIIRY), RIS A% FAs 2h, JLETATT FA 1
U, AN IEB B 1[5 7]

8. S1P fE £ M S HIA RS EMASHER

1-BE MR Z I (Sphingosine 1-Phosphate, S1P)J&—HMREIN BT, 252 MU AN, E4ERFIEHR
(19 P 2 40 e g P Dy e o A B AR o STP 38 AR T2 T P R 40 M 26 10 (1) 32 4 (S 1PR) K 4555 EC B B 1)
REMISZmI, SIP A 5 FlE RS2 R (SIPR1-5), HAPTEMAEHLH, L SIPRI-3 RENE, HaTHFLIAN,
S1P fEE™T EC BRI A8 )5 1 A XA AE A, IXEU T SIPR1-3 J LR 52 44 38 RIS 2 8] (4 7487581 [59]5
AP T (0.5~1 pmol/L), S1P EZE SIPRI £54, s Rac FKk, J@LE M H 38 ok K15 BEC bEks
TRYER S T 43R PR R N (B 10 pmol/L), W LAZE A S1PR2 N3, 43 RhoA K BE Bt 45 1 FH
S1PR3 W FEAHX 8D, (HHAUE SR EC FRREThREAH R [59]. WFFER W], S1P-SIPR Hli/2 PAR-1 i) T if
55[60], TEEMEEET PAR-1 512 EC FfREMIA &S LI SIP-S1PR1 1) EC BEFELRIFIBRAFAER X
[61], #&EMEGREN A, @it PKCo i&42, 0l LL F B BEEE 1 (Sphingosine Kinases 1, SphK1),
753 SIP ARG, 380w S1P 230 1-BEFRHH 2 2 524K 1 (Sphingosine-1-Phosphate Receptor-1, SIPR1),
T I IS WS Racl 38 B8 SRR S5 A 1 2 Bk I RS 3 1) P9 R 454 2 IUE V2 U, 1 g I g 75 2 1) STP 386 m A &%
SI1PR1 ¥ Racl @ i (13 AR 180T 5 & M B RO 5 EC 12 IE 1 5 YKk 54 5% . fERKFR SphK1 B(# S1PRI
PR /INBR AR 8 L P R S 2 st BT IR ZH /) B BE D 7 B ML AE VB 08 S [ 62] [63] [64] [65], F34h, Kt
iy S SIP FHi, /274 SIPR2 & SIPR3 125, HEMLABHYIEE.
9. BEERNEFSHANEARESECASHER

I 2 20 oS B A P L R S AR VA AR R B R R i R, il Je B« BR B IR (Tsolation
Membrane)” FEif K& FBEARIITE G B AALE G EREAR . R A N PEAFREIEFE[66]. A 58 Bt M5 5
(0 I/ A B e PR 5 1 Wk 2 R ) G 3 i T E 9, 23 s FH 22 A4 B B | W i 77 (3-MA——PI3KC JE % 41l
HI7), THEWEEE R, NAC——iE 1S ROS EFA, ] E W EZ), BafAl——PRH 1k H AR RV
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PRk &R CQ——FH 1k B WA FIVE (A 45 &) 40 3 HMEC-1 f1 HUVEC, & E/xH SRS SN S
FEEIRES[67], [FIN, BEMEFAEALEE 10 min 5B ST W LC3 ek, XKW, BWRESS 5 RGNS K
KN B EMIRG 24T . BT F2 0] K F(Macrophage Migration Inhibitory Factor, MIF) . #{ ilF 525
K577 g ot I ik A P T VR PN 52 4 PR E vRs 2 R (67, TR LRSS N BB iE il m i R R, 4
W MIF 5 MLC VB LBhE B R4 5 B 3L g £, -T2 MIF 43i4[68], 14 MIF #Ii|55)(ISO-1, p425)
AT DA B 5k AR I S 3 1 N B W B IE AR AR [66]. A S I YT ER B W AH DG R Beclinl, R ILT]
DAY /D B LG5 5 5 R IR AL VE-F5 AL EE R NshE AR E S Cofilinl FIRERR 0/ KE |
RelA/p65 1251z it VAN B A NAF4E T B, AT 50 gt Ll 51 RS (R @E ME T m IR [69]: AT AHOK
B VIR ATGT (— Fhab 2001 H Wi 8 15 5750) 519 2 [FIFE R AR 25 B [70] 01Xk — AHIESE 1 [ MR AE &E IG5
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