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MREEREEEME Kal, VE-Cad 9T
S ESHE

FA ATIRTR, AR, My kAR RE, »FH Ak
(L.EMNTTHER EEESF, T MM 310021; 2. THEHRFMESE —ER
I E A, WL AR 310005)

WE : BY HIPREEARL B E S F AR RS 6% G (Kal) . £ WK 455558 (VE—cad) 89
TARESTEHE R, ik ATEEEIR 201643 A—20184F 3 A4 TR E IR & B SAPKOS # Ik o
BH 2524, MIENFHERATEHER 744) | HAINFF R IR SR B H 1786, ARIEBH 28 dFUE 4 A
FiELE20 6] An L T 2058 4], LR PR B H eI RISARBANAE TR B % - (ICU) H 1 R, $3K, H5K ik
Kal#e VE—cad /K-F EAL, ek EHA M AR S 5188 BIKLFES 24 1 (APACHE I ) #4545 BBk
R BIFAE(SOFA ) 4, KA Pearson 48X 547 fn 7% Kal, VE—cad 55 APACHE Il ##4 %= SOFA 5 6948 %, K
A %X TR IE(ROC) W &3 A6 f if Kal, VE—cad SR B IRAH M 3 IR A I R S8 B F UG 9 I, KA =T
Logistic M)A M IRk LA T BB &, R RTHNASREF TG E G (ALB) KK T AEH
(P<0.05), PUARBABH ., ICULERRH K T 47E2 (P<0.05), ik CREEE(CRP)., B455R(PCT) K
I i IMHAKIEE (EVLWI), APACHE [[#F 542 SOFA 45 & TAEM (P<0.05), BMANEICUK 1K, %
3K, H5KMFKal, VE—cadKFrbdk, RE RS 6 27 Kal, VE—cad A Z5(P <0.05), #ZAfFKal, VE-
cad £ % (P <0.05), WL ifKal, VE—cad EHAHA £ F (P <0.05), fi& Kalk-F5 APACHE [l #9F=
SOFA# a2 fiAa% (r=—0.39742—0.466, P <0.05); 2% VE—cad 5 APACHE Il # % #= SOFA #F & 2 EE48 %
(r=0173420.192, P<0.05), AT&24 h N & Kal, VE—cad & % & B4l 69 25 T &A= (AUC) 231 4 0.687
(95% CI: 0.604, 0.770). 0.859 (95% CI: 0.805, 0.912). 0.890 (95% CI: 0.845, 0.936), & Kal#m]Fm pk
FIRAR L B T AR A 81.0% (95% CI: 0.772, 0.854), 4P 50.0%(95% CI:0.474,0.531); VE—cad
H i) TR A AR S 8 SE T AR A 69.0%(95% CI:0.649,0.726) , 45514 86.7%(95% CI:0.822,0.914) ;
A 7 Kal F= VE—cad A TR kA2 1R 56 8 % 70 T 69 SO0 2 82.2% (95% CI: 0.781, 0.868), #5+iH
89.6%(95% CI:0.852,0.954) . CRP [OR=1.221(95% CI:1.022,1.459) ]. PCT [OR=1.195 (95% CI: 1.035,
1.380) ]. VE—cad [OAR:1.373(95% CI:1.055,1.787) ], EVLWI [dR:1.846(95%. CI:1.178,2.893) ] Ak
Ttk LB E TR AR EE(P <0.05), Kal [OR=0.428(95% CI:0.190,0.966) ] &M Ak % & 4580174
B#(P<0.05), £ CRP. PCT. Kal. VE—cad. EVLWLR IR FAEA L EF R THH AR L, REERLE
F i VE—cad RT3, KalKFHA, #4693 M 53345 IR AR AR L &4 09 TUG A — 206 RAE.
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Abstract: Objective To investigate the changes of serum human kallikrein-binding protein (Kallistatin,
Kal) and vascular endothelial cadherin (VE-cad) in patients with septic shock and their relationship with prognosis.
Methods A total of 252 patients with septic shock admitted to the Department of Critical Care Medicine, Hangzhou
Hospital of Traditional Chinese Medicine, from March 2016 to March 2018, were prospective selected. 74 patients
were excluded according to pre-specified exclusion criteria, and there were 178 patients with septic shock who were
eventually included in the study. According to the 28-day prognosis, they were divided into survival group (120
cases) and death group (58 cases). The changes of serum Kal and VE-cad levels on the 1, 3 and 5 days of ICU were
observed. The acute physiology and chronic health status scoring system II (APACHE II) score and sequential organ
failure assessment (SOFA) score of sepsis patients were recorded. Pearson correlation analysis was used to analyze
the correlation of serum Kal and VE-cad with APACHE II score and SOFA score. Evaluation of prognostic value of
serum Kal and VE-cad in patients with septic shock was performed with the receiver operating characteristic curve
(ROC). Binary logistic regression was used to analyze the influence factors for septic shock death. Results The
oxygenation index and serum albumin (ALB) levels in the death group of patients with septic shock were lower than
those in the survival group (P < 0.05). Mechanical ventilation time, ICU hospitalization days were longer than those
in the survival group (P < 0.05), the levels of serum C-reactive protein (CRP), procalcitonin (PCT), extravascular
lung water index (EVLWI), APACHE 1I score, and SOFA score were higher than those in the survival group (P <
0.05). The serum Kal and VE-cad levels of the death group and the survival group were different at different time
points (P < 0.05); the serum Kal and VE-cad levels of the death group and the survival group were different (P <
0.05); the change trend of serum Kal and VE-cad levels of the death group and the survival group were different (P <
0.05), and the serum Kal level in the death group of patients with septic shock (1, 3 and 5d of ICU admission) were
lower than those in the survival group (P <0.05). Serum VE-cad level in the death group (1, 3 and 5d of ICU
admission) were higher than those in the survival group (P <0.05). There was a negative correlation between serum
Kal level and APACHE II score and SOFA score (r = -0.397 and -0.466, both P < 0.05). Serum VE-cad was
positively correlated with APACHE II score and SOFA score (» = 0.173 and 0.192, both P < 0.05). Within 24h of
admission, the area under curve (AUC) of serum Kal, VE-cad and their combined detection were 0.687 (95% CI:
0.604, 0.770), 0.859 (95% CI: 0.805, 0.912), and 0.890 (95% CI: 0.845, 0.936), respectively; the sensitivity and
specificity of serum Kal were 81.0% (95% CI: 77.2%, 85.4%) and 50.0% (95% CI: 47.4%, 53.1%); the sensitivity
and specificity of VE-cad were 69.0% (95% CI: 64.9%, 72.6%) and 86.7% (95% CI: 82.2%, 91.4%); the sensitivity
and specificity of combined method to predict the death of septic shock patients was 82. 2% (95% CI: 78.1%, 86.8%)
and 89.6% (95% CI 85.2%, 95.4%). CRP [OR =1.221, (95% CIL: 1. 022 1.459)], PCT [OR =1.195, (95% CI: 1.035,
1.380)], VE-cad [OR =1.373, (95% CI: 1.055, 1.787)], and EVLWI [OR = 1.846, (95% CI: 1.178, 2.893)] were risk
factors for death in patients with septic shock (P < 0.05); Kal [OAR =0.428, (95% CI: 0.190, 0.966)] was protective
factor for death in patients with septic shock (P < 0.05). Conclusion CRP, PCT, VE-cad, Kal, and EVLWI were
influence factors for death in patients with septic shock. The serum VE-cad level increased and Kal decreased in
patients with septic shock. The combined detection of VE-cad and Kal has certain clinical value in evaluating the
prognosis of patients with septic shock.
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rh E A A Ak 5314
JiE L ML O WUREBE R 27 44k |5 AR il 55 £ R&D systems A F), “ = BIR SR IOk R i)
b 1) s B AL B 22 B L A FSE R Kal ZE i & 04 A & Abcam 242 ] .
RPN R B I R Z R th R EBTRAE 1.3 FHik

L SR, I Kal 4 R VP4 e s 0E IR v 18 2 B
0 A= 0 3 W B4 e PR AR (LTS A 5 PO I o kA AR
TR A% 0 B AR S R AE AR AR I B A N
A0 B A 2 T, I Y B 4G B
(vascular endothelial cadherin, VE—cad ) 42 Ifil & PN iz 21
M 22 1) R B B RO A SRS R A T, FE MRS A
DAL B 400 J A0 P R e R v A T B AR Y, (H
LT VE—cad 43235 5 I35 5E PR 8 3835 5 s 7™ o
JE R e B 58 N 22 0 o AW 3 A D AN [
U e 9 R 58 S8 35 I3 Kal . VE-cad KF22 4L,
53#T Kal . VE-cad 5 2Pk AR B 2% S 08 PE fl BRAR T 1T
(APACHE I ) ¥ 7 #1 )5 51 &% B 2 g & % f5 31
(SOFA) PFA3 YRR OCHE , B TE BRI P X Ik 2 9E 1K
i S5 U PEAS I R

1 ARSI

— i Bt
HI RS PEBEEL 2016 4 3 H—2018 43 AHtM i T
Hi 15 Bt 50 15 2= BHISCIR 18 IR 55 0 IR v S8 3 252 9] .
MASRME: OIGIRTTRERE; QFF G “MEEIE 3.045
M7 ZWREY; OFR=>18 % 5 WIERERAI>1 d;
OB B8 g W O 2 B W AT . HEBRAR I
OER; Qs R )™ =B sbE; Q0T
W WM PRZRIT . MR, QR
FEMARE | DRSS R, @IRIR TR E3E ;. (DK
M2 . BN AT R 178 9] AR Zehi
INTTH BE B B P il . ARTERE 28 d TS, 41
AR 120 FIFNFET-2H 58 1 . PHZHARRY . o . ek
YL IR, ZR G E (P>
0.05), HA A
1.2 USFE5iKHA

Sysmex XT-4000i 4= [ 31 F. 432 IfiL 41 2 73 B4
H H AR ERERS &4, BS-600 4 [ sh4: 1L 5
FrACa B b RN 5 AR ) BT Ry A R A
H), OTTOMAN 4= [ 2l 5 85 [ B I A6z il 43 v 430
S R I ) el S = i 3 S /A1
VITROS5600 4= [ 2l 25 4k %o 58 73 i AU [ 36 [ i A=
OS] o TR G e W BRI (ELISA ) 57 & 56 [

1.1

KA B A BE 24 h NN E BRI S ml, 2% 5
B H b —E A EDTA BB, AL B O Ak
B, BT -20°CUKMPRAE, K H Sysmex XT-4000i 4
3l 5328 1 40 53 A SRS D 11 4 i (WBC) 7K F-
F—8 43 000 v/min &0 5 min, B EIHR, BT -
20°C VKB AR AE . % H BS=600 4> [ 30 4= 46 43 BT AL i
W IE A& H (ALB) K SREBFHFAICUS 1K,
B3R, HE S KMANEFE KIS ml, 3000 r/min &
LS min, W EVER, BT -20CKAEEHESE, XH
OTTOMAN 4= [ 8l 25 B ES A4S0 43 B 4SCRS: ) 1,
5 C R M (CRP) . B85 2 i (PCT) K5 RH
ELISA 246 0 1l 7% Kal AKF, SR “ =BGk
OEET KNI VE—cad /KF, 3545 4% 42 B8 32 5]
VLA AT .
1.4 MREBEKREEEGTRERIEZIER

TR AR S 5 PO i P4 P AL < i 4
TEPEZG W AR RS, A R 2450 £ BT AR )
N 1 e/ (kg min) W IN 5] 5 <20 pe/(kg min) ,
B IR E WA 0.05 pne/(kgemin) JE TSI
FE<0.5 pg/(kg-min)", WA IES | AFIE . P
S AUGE S SRR TCU MR BER R . AR
24 h AT PICCO WEill, 4 H 5 bR A4 3 U 14 F
BIME , I i s A Sl 7K A8 B (EVLW) K A 1 378 51
Ji2EAEhR, LRI S AR E ST, BEABE24 h
DA SR S A1 ] g O 2 47 I 5% 5 A I i 1 40
] I X H 3 64T APACHE I1 43 & SOFA 431
1.5 FitEHE

B 43T SR JH SPSS 23.0 Gi -4k, 1 v ok
DASE £ b2 (xxs) Fon, WM R 0 s 2
BT 7 225005 THECROR A B L 5% (%)
FOR, WECRH K5 ;s AH X587 Pearson 75, 4
#l ROC Hh £k, K F Logistic 813 43 BT Jie 25 4 FK 7 5T
TGN R . P<0.05 HERAGHFE L.

2 #R
2.1 THAIGKRIEFRII LR

P PR . AR . ERYLERA . R . WBC
i, 25 Lg% L (P>0.05); P4 CRP,
PCT. A& ¥5%0. EVLWI. ALB. HLAE S B .
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5517 ) St 45 MGEER TR MG Kal . VE-Cad W25 16 K S5 U 156 FR

ICU fEBE it ] . APACHE IL 3¥¥-43 J2 SOFA W43 tb#%,  Kal, VE-cad K°F- LU, SR H & W &1+ 7 22
Z RG2S L (P<0.05), BT A Giesch oM AR AR ) SR 03 Kal | VE—cad ACF A
ALBRTAFR AL, BUBREACHTH] | 1CU fEpgnf i =0T (17 =185.920 R 308.918. 1 P =0.000) : P2 f

. Kal , VE—cad 7K - 24 5% (F =456.521 F1 535.773, 1)
TAETEY, CRP. PCT. EVLWI. APACHE I ¥4
o P=0.000), FET-ZLIMTE Kal ACF-BE ARG, 5
FISOFA PF73 i FAF G AL . W& 1.

T-4H I3 VE—cad KF 34 & T A7 16 45 A 40 1l 3%
2.2 TPHZAME Kal.VE-cad 7K F L% Kal . VE—cad 7K 75 {1k #a $ F 22 5 (F =24.068 Fl
WHAAFEICUE 1 R, B3R, B5KIMG 3.965, P=0.000 F10.047) . W& 2FE 1,

F1 WAIRKEREEE

A4l 120 63/57  63.01+5.23 64(53.33) 24(20.00) 10(8.33) 12(10.00) 10(8.33) 18(15.00)42(35.00) 6(5.00) 15(12.50) 39(32.5)
JET-4H 58 30/28  64.12+4.62 28(48.28) 11(18.97) 9(15.52) 5(8.62) 5(8.62) 9(15.52) 15(25.86) 5(8.62) 9(15.52) 20(34.48)
X 0.009 1.386 2.187 2.166
P{H 0.923 0.168 0.701 0.705

TG4 14.68 £7.71 75.54 +19.35 8.25+3.75 287.26 +40.23 537+1.65
Pl 13.26 £ 7.66 138.27 +28.43 12.27 +3.18 22239 +22.42 8.39+2.20
X t1H 1.161 15.296 7.075 13.828 9.332
P{H 0.247 0.000 0.000 0.000 0.000
TG 28.10 £ 4.24 56.90 + 8.20 7.37+1.19 23.26 +4.03 8.83 +1.83
Pl 24.67+2.78 6791 +11.12 9.08 + 1.48 29.46 +3.46 10.56 +2.45
X/ 6.473 6.756 7.731 10.121 4.805
PAE 0.000 0.000 0.000 0.000 0.000

*2 THHAMSKal\VE-cad K EtbE (x+s)

G 120 3.37+0.85 4.27+0.76% 538 +1.12% 2.68 +0.51 1.99 +0.47% 133+041%
BET4 58 2.35+0.54% 3.09 +0.37%% 3.35+0.62%% 3.50 +0.357 3.08 £ 0.69%% 2.35+0.38%2

¥ O5EEAE, P<0.05; @551 KIL#E, P<0.05,

Kal/(jug/ml)
S S S -
1
\
\
\
|
|
|
f
VE~-cad/(ng/ml)
)
/
/
/
]

— iR il
—— T4
! 1 1 " L 1 0 1 1 1 1 1 1
0 HIK EVPN ERPN 0 1K EVPN HIK
AMEICU B ] /d AMEICU R )/

B1 TEEAMIET A TS Kal.VE-cad K EHAR R B E 2Tk ia s
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2.3 Imi&Kal.VE-cad 5 APACHE Il i£4>#1SOFA
SR

MLY% Kal 5 APACHE I ¥ 43 1 SOFA 3143 % 17
A (P <0.05); 17§ VE-cad 5 APACHE 1T 343
SOFA P43 S IEA G (P <0.05) . W3,
2.4 A\BT24 h & Kal,VE—cad B3 K Bt &6
xS PR B RE R 5T B E L T TN E

ABE24 h NI Kal . VE—cad B 55 70 25 1 4
K Ay il 26 F AR (AUC) 43 51 K 0.687 (95%CI

FE 51 K 50.0% (95%CI: 0.474, 0.531) 5 VE—cad £ Il
U e T RE PR v BB AE T BRI S 69.0% (95%C -
0.649,0.726) , ¥ 514 86.7% (95%C1:0.822,0.914) ;
L7 Kal Fl VE—cad 5S4 I 7500 Jife 75 5E K 7e 58 & 4
T R UM Ky 82.2% (95%C1: 0781, 0.868) , 45 S
4 89.6% (95%CI1:0.852,0.954) , W4 F1& 2.

%3 IMmiEKal.\VE-cad 5APACHE I i¥£4$1 SOFA RS
iz

y APACHE T34y SOFA T¥43
0.604, 0.770) . 0.859 (95%CI: 0.805, 0.912) . 0.890 b o Pl M Pl
(95%C1:0.845,0.936) . IfiL 7 Kal A6 0 390 Jife 753 5 FA Kal -0.397 0.000 ~0.466 0.000
ﬁ%\ %%EE@@&@‘@?’? 81.0%(95%CI .0.772 , 0.854) , VE—-cad 0.273 0.021 0.292 0.010
&4 Kal,VE-cad B KBSk SERTE B35 L T HFHNMNE
- - it 95% CI ot 95% CI P 95% CI
i . TR FR SR R I C TR I
Kal 3.862 pg/ml 0.687 0.604 0.770 81.0 0.772 0.854 50.0 0.474 0.531
VE-cad 3.350 ng/ml 0.859 0.805 0912 69.0 0.649 0.726 86.7 0.822 0914
i g oall - 0.890 0.845 0.936 82.2 0.781 0.868 89.6 0.852 0.954
1.0 = FET-,0=AF35) , AR 1 2 AGIEE LR E RN
0s b a 75 B BT AR S Logistic AR 13k 11448
os | FrAE R A AR b, R B BHIEREA B b Kl B
o g 175 7™ T AR B 5 | A 1) 4 A SR FE A (LA SR [a]
B 04 f N N . .
= ¢ Kal ICU fEBE it 1E] . APACHE 1T 343 Az SOFA 3743 ) 5%
VE-cad
02§ ‘fgl*YE-Cﬂd SEPRAAN TA B AR, [EH R HE A R IR,
0.0 . . : : a , =0.05, a,=0.10, 454 : CRP| OR=1.221(95% CI:
00 0204 0608 10 1.022, 1.459)]. PCT[ O R=1.195 (95% CI: 1.035,
15 -
) 1.380)]. VE—cad[ O R=1.373 (95% CI: 1.055, 1.787)].
2 Kal,VE-cad B3 K B & ] #7 BR SER T a8 .
ROC 2 EVLWI[OR=1.846(95% CI:1.178,2.893 ) |2 MeFE5E iR
TR F A TSR fE 18 [ & | Kal[ O R=0.428 (95C1% :
2.5 BEEARBETLTHZMER 0.190, 0.966 ) | & JHe 4 Pk 70 28 4 FE T 1 AR 47 1K 2 .

LM R E PR v 58 7 28 o TS AR B0 o A28 i (1=

WS,

K5 MBEREILTHI T Logistic B HFES#

A b s, Wald x* P OR 2%l

TR R
CRP 0.200 0.091 4.827 0.028 1.221 1.022 1.459
PCT 0.178 0.073 5.884 0.015 1.195 1.035 1.380
Kal ~0.849 0.415 4.172 0.041 0.428 0.190 0.966
VE-cad 0317 0.135 5.548 0.018 1373 1.055 1.787
EVLWI 0.613 0.229 7.156 0.007 1.846 1.178 2.893

- 82



$17 SLiMAE S IRTEREIR SR MY Kal . VE-Cad 1928 4L B 5T R X2
3 iTig JE 3.862 we/ml Bif, TR0 e 75 K v R E SR T

o T RE S — i S B A A B TR R AR LR A,
J2 DR 32 0 J e 1) 0L AR R I 5 1Ak, e 7 RE AR T
S — P O P A A L A i R R E 2R A, R
Xof e B RE PR 5 1) & ML FIIA T I RS 7 25
(R BET AT ARAR =10 PN B 20 9% b — Fp Xt
JER YL () TE 8 TE N M RONE L PN B ) T R A 2 R
e 2 5E IR 72 1 T B B AR B R 2 —, HUARAE
K= TRr L cch ) | I (IR = T AN G 1 U
BRF L 00 R P R A0 R T AR B E, AE MR RERE 1Y
R R, PRz 20 M T B 2k R S 3 A ek
TS AR, G A RO AR | T R
RECME LA M. B IR IR BRI
Wikr Y5 0 R DiRe R AT A O, IF B TR I
N BT M 8 I 2R AR AR S e B RE B T
T T %% DDA DG

Kal J& —F IR B 25 A B 1, Har & AL
HAZMuiae, WEbie . P . o e A .
P A A R R BT A T AR T Y R Kal £E R
FRERAE . AEIX RIS PR 98 . SRR A . I AEE
BT . S KR AR AR LI E A T bR R
AT REAHTF", Kal X BREEAE PR o (8325 88 B IR 3 1Y
ATREMLEN AN T« 5T B A — AL A B W 05 L
I 2 A - 0 v 1 B8 S5 82 1 BI(HMGB1) . Toll
PEZAARA(TLRA) | I/ 266 BFF DR — 1 R 40 i 9 286 4
T-1H L, MHEE R F-«B(NF-«B) #i%, #H]
Caspase-3 i £ 1 8 =", 14 W & A K W+
(VEGF) . Bt s £T 4 40 e A K PR 7 (bEGF ) J2 I %
BHAEMEZ ST, Kal il 5 VEGF . bEGF 3% 4+ 4 25
A HL PN B A0 i 2 T Y T T 2 B T R BE (HSPG) 52
{4 AT L DB 1 785 A= 14 55 3 1, LIN AEPOASF 5 G
N MLE Kal 7K P78 82 AE R 50 G I #E D3R AT P it &
B RBBAR, LIFERNBIE Bs, SRR Kal
AH I8 U8 25 Y R e S K BRI RE RN . A% B B
I BT A R REARASE AL R B 0% . 1 20ak T
Ttk 7 R RE AR T AR 3 FE T 4L I Kal KA T 47
TG4, Kal KF 5 IEIR 5 . APACHE 1T 943 .
SOFA P43 M2 CRP KV 2 A OC . AW 45 R IR,
FET-AL I Kal ZKCPAR ARG AL, H e i R 7 i
F 1ML Kal /K F 5 APACHE 11 -4 F1 SOFA 143 £ 171
&5 ROCHRZ AT B, MG Kal ZKF 23K

BB R 81.0% , FE R 1R 50.0%, FRW L% Kal $i
DU e B RE IR o FR PR T M B MR A i, (PR SRR
%, AR —2 K H Logistic [/ 5 50 ¥ 45 3% B 7R
Kal 7K - 157 2 52 Wi e B2 R T S B BT PR I £
F 0k P 5 R Kal 7KK 2 i 2 55 K 5 A ™
TR A TR M fERRIR . LIN 25285 58 8K,
JHBEAE IR i G I A DX ARAT M il 42 £ 35 57 1 K Kal ZKOF
MR, AETC R XU A, P TN A Kal ZKSF-1]
DA by I 3 0 R T4 FEA4 X 3R AS il 48 8 2 9 17 T
AT EY, X85 Kal A B HAHR
FMPLEEVE A 2, YR Kal BETAE M2 Wik S W1y
Kbl RAF 5T i — 2P UE S

VE—cad TEZEH7 L P4 e e i o B vy T R 455
HEAEH], FEMREE R &R R R R, HOKER
Wit ARG R, SET- 4L VE—cad 7K-F
BAPEA S, JF HAF SR RS KO, A T 4 1
T8 VE—cad 7K 28 7 [ 2515 5 K, W 10048 P9 J 5
P B AR, IF HMEREERE AR s I3 VE-cad /KF5
APACHE Il ¥F-43 F1 SOFA #F-43 2 1EAH G, ROC #h4k 4
Frign, il VE-cad K35 I #H 3.350 ng/ml
A, 0000 e i IR v S8 AE T B R Ol 69.0%
B 86.7% , WA I3 VE—cad T Jife 75 iE fA 72
BECT R R SRR, UM 2E . (AP B
A5 S I s JHE B VR S P 4 531 82.29% 1 89.6%
ot B I A G U X A e 2 AR e £ 1 TS LA
e A TR AN (L, DRI T 3 BB A A T A S I PR
PEAS MeEERE R o JR 3 TS I S 2 T

ARWFFEIRE B, FET-4H ALB K- . AATREUY
EFAFIRAL, WAL SR ICU AR B REK T
R, EVLWI KV & TAEH , JF H VE-cad.
EVLWIZ 50 IR B AE R e B se T iy fa e R = . =
FTREMLIAN R o 7 S A AL ORI R, VE—cad
5 R SRR I P Rz B R S
W, MR TR AEABREIHSU R, S5 ALB K
SRR, T ALB KB AR AT SO K b, 32 1 5% 0 fili
AR IIRE, RECEA BRI, EVLWIA 5,
FET-AL I VE—cad T+, 22 B ™ 5 Y 1M 45 B 5 32 it
TR AR TSP e A 2, T YRR I S 2 5 M T
S FET Ik ST G R PR 2 Y AR O Y- T el
WEFT RTINS0 VE—cad 5 1145 P 1 20 Hi 22 ] 1Y)
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