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2 ST Bedamn B0 WU SE I & O PR AR v JR &
MyE Ang-2 f1 IFABP K5 ABi)G 28 XN
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[HE] BB %% Mm% M4 4 il £-2 (angiopoietin-2, Ang-2) | J B ig I B2 45 & 7 [ (intestinal fatty acid
binding protein, IFABP) /K 5 & ST B BL.0 AR FE (ST segment elevation myocardial infarction, STEMI)
I K& O TR PR 58 (cardiogenic shock,CS) & ABe)a 28 d WA E R, ik e BB L 7 fa0 B2 Bg 2020 4F 5
H—2023 4 10 H Wit iy 162 il STEMI &3 .4 61 Fl B FH Hi2 0 I & CSOfk CS ), 101 Fl B H iz KA
JE& CSUE CS4l) 5 oy B U R 98 BI/E I M4, M ABLE 28 d EFFE A I & CS A 7 A fr 4 (R
FENE) 34 BIABET-H GRFEFET 27 6], WA BT A 32 33 I R 9k, A6 0 52 56 &5 48 45 ALY Ang-2  IFABP K -5
43 H1 STEMI Jf & CS 3% il¥E Ang-2 IFABP 5l JR BT EL 5250 % #8457 4 G, STEMI Jf & CS [ & ABi 5 28
d WAAERY S A R, Ang-2 IFABP Hilil] STEMI & CS ¥ ABf5 28 d WAFRIM(E . G55R : 5XF A,
A CS 4 FIf & CS 4 =5 I 1M 4 (fasting plasma glucose, FPG) | 5 IH [# % (total cholesterol, TC) . H il = Hi (triglyc-
eride, TG) K% B g 25 14 1B [ % (low density lipoprotein-cholesterol, LDL-C) | Il B2 #4 % [7] T i ( creatine kinase
isoenzyme, CK-MB) . [A] B! 2 Bt % & (homocysteine, Hey) | .0 JJLJJLES 2K 4 1(cardiac troponin I, ¢Tnl) |, Ang-2, IF-
ABP /K- B T, 5 %8 I8 & [ 5 [# B Chigh density lipoprotein cholesterol, HDL-C) . 7 .0 & St 1L 73 %% (left
ventricular ejection fraction, LVEF) /K3 i Z AR (P<C0. 05), 53k CS A L, & CS 41 £ 3.0 WLIR U i 4 %X
BH B TC.TG.CK-MB, Hey,cTnl, Ang-2 . IFABP /K - i 3 7t 5 . HDL-C.LVEF /K - & 2 F% L (P <0. 05)
SRR LA, FE TS AL AE PR R SR L R BRI E BB L 22 3000 WU AR 0 1M %8 #KE & L B FPG, TC, TG, LDL-C, CK-MB,
Hey.cTnl,Ang-2 . IFABP /K & 2 F+ & . HDL-C.LVEF 7K F & Z AL (P <<0.05), STEMI 3 %& CS &8 % i
Ang-2 5 IFABP /K2 IEH 6 (P<C0. 05) s ML Ang-2  IFABP 350 JR % 5 L = g i s L0 LR AE 1 4 50
FPG.TC.TG.LDL-C,CK-MB.,Hcy.cTnl £1EM .5 HDL-C.LVEF £ i #6(P<{0.05)., AIRKS A&
B8 ILRE 5 L 22 320 ILIR AL 145 %k L FPG . TC . TG, LDL-C.CK-MB., Hey.cTnl. Ang-2 . IFABP #J 2§ 1l STEMI 3f %
CS BFE ARG 28 d WA FERI A 7 fE 1 N %, HDL-C,LVEF ¥ 2 %0 STEMI 3t & CS B ABi)5 28 d WETF
BBk L AR P R 2 (P <C0. 05) . AHEE T I Ang-2 IFABP Bk WU STEMI I % CS & ARG 28 d A 7Y il
LT (AUC) (0. 741,0. 759) , FBEE T G AUC0. 836) T 3 (P <C0. 05), #5if:STEMI & CS # 3 If
W Ang-2 JFABP /K VP8, s KE il A S BUR H ABE)E 28 d WAETS, Ang-2 1 IFABP Bt & & I X} STEMI Jf
K CS BE ABEG 28 d A T7 4 e B # i .
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Abstract  Objective: To explore the relationship between serum angiopoietin-2 (Ang-2) and intestinal fatty
acid binding protein(IFABP) levels and survival within 28 days after admission in patients with acute ST segment
elevation myocardial infarction(STEMD complicated with cardiogenic shock(CS). Methods: One hundred and six-
RAR B T A B A AT R % R B (No:20210472)
HR R P I B s A G AR HRER,056000)
BAEVEH £ 2%, E-mail:liangweiz957@163. com
SIAAS R U @ 8T, 2k ST BUf i B0 WURESE I 20 Y AR 58 (8 % 1T Ang-2 Al TEABP K-F 5 A Be
28 RIWAFEMWXERLIL KK 22 4 &, 2024, 25 (7): 357-363. DOI: 10. 13201/j. issn. 1009-
5918.2024.07. 007.




358 i K 212 2% 35 %

ol

ty-two patients with STEMI admitted to Handan Central Hospital from May 2020 to October 2023 were selected,
there were 61 patients with concurrent CS at the time of visit(concurrent CS group) and 101 patients with no con-
current CS at the time of visit(non-CS group) ; another 98 healthy volunteers were selected as control group. Ac-
cording to the survival conditions 28 days after admission, the concurrent CS group was divided into survival group
(34 patients survived with good prognosis) and death group(27 patients died with poor prognosis). Clinical data of
and IFABP were detected; the correla-
tion between serum Ang-2, IFABP and clinical data and laboratory indexes in patients with STEMI complicated

all subjects were collected and laboratory indexes and serum levels of Ang-2
with CS, the influencing factors of survival within 28 days after admission in patients with STEMI complicated
with CS, and the value of Ang-2 and IFABP in predicting survival within 28 days after admission in patients with
STEMI complicated with CS were analyzed. Results: Compared with control group, fasting plasma glucose
(FPG), total cholesterol (TC), triglyceride(TG), low density lipoprotein-cholesterol (LDL-C), creatine kinase
isoenzyme(CK-MB) , homocysteine(Hcy) , cardiac troponin I1(¢Tnl), Ang-2 and IFABP levels in non-CS group
and concurrent CS group were significantly increased, the levels of high density lipoprotein cholesterol (HDL-C)
and left ventricular ejection fraction (LVEF) were significantly decreased (P <Z0.05); compared with non-CS
group, the proportion of patients with multiple myocardial culprit vessels, the levels of TC, TG, CK-MB. Hcy.,
c¢Tnl, Ang-2 and IFABP in concurrent CS group were significantly increased, while the levels of HDL-C and
LVEF were significantly decreased(P<C0. 05).
hyperlipidemia history, patients with multiple myocardial culprit vessels, FPG, TC, TG, LDL-C, CK-MB, Hcy,
c¢Tnl, Ang-2 and IFABP levels in death group were significantly increased, while the levels of HDL-C and LVEF
level in STEMI pa-

and IFABP were positively correlated with history of diabetes

Compared with survival group, the proportion of diabetes history,

were significantly decreased(P<C0.05). Serum Ang-2 was positively correlated with IFABP
tients complicated with CS(P<C0. 05) ; serum Ang-2
mellitus, history of hyperlipidemia, number of myocardial criminal vessels, FPG, TC, TG, LDL-C, CK-MB,
Hcy and ¢Tnl, and negatively correlated with HDL-C and LVEF(P<C0. 05).
perlipidemia, number of multiple myocardial offender vessels, FPG, TC, TG, LDL-C, CK-MB, Hcy, c¢Tnl,

Ang-2 and IFABP were all independent risk factors for survival within 28 days after admission in STEMI patients

History of diabetes, history of hy-

complicated with CS, both HDL-C and LVEF were independent protective factors for survival within 28 days after
admission in STEMI patients complicated with CS(P<C0. 05).
um Ang-2 and IFABP alone in predicting survival within 28 days after admission of STEMI patients with CS
(0.741, 0.759), the AUC of serum Ang-2 and IFABP combined in predicting survival within 28 days after admis-
sion was higher(0. 836, P<C0.05). Conclusion: The serum levels of Ang-2 and IFABP in patients with STEMI
complicated with CS are high, which may

Compared with the area under curve(AUC) of ser-

lead to death within 28 days after admission of patients, the combined
detection of Ang-2 and IFABP has a high predictive value for the survival within 28 days after admission of STEMI
complicated with CS.

Key words acute ST segment elevation myocardial infarction; cardiogenic shock; angiopoietin-2; intestinal
fatty acid binding protein; survival
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BAEEA 149 ] STEMI B #H /5 R XT4,
B B SEBRAT G An ME I AT 162 B, EHR 2020 4F
5 H—2023 4 10 H HEHR i i = B i ia 19 STE-
MI 3 162 4, b 61 il & & w2 0 )f & CSOFf
K CSHD . 38 B, % 23 i 4R 46~72 %, -3
(58.04£8.13) % ;101 Bl B #F w2 WA I & CS
CIE CS 4D, B 61 B, % 40 ;4 44~69 2, F
P(57.79+£7.96) % . MRIEABLIE 28 d A A7 B
¥tk CS W A A CRFAATE) 34 Bl f e T
MOGRFILTD 27 i, 55 B WO fi e & 98
X IRAL, H 61 B, 2 37 Bl 5 AR 46~68 %/,
W57, 697, 200 % . AR AABARBZ 51 25
HAZALE CRAES . LC BB 2020 45 21 5) . k&
Y2 B G R .

AR HE : OB E I E STEMIL 2 Wibr ™,
HYy 352 4 B 5 IR 3l ik /v AR J7 (percutaneous
coronary intervention,PCI); @ Jf % CS H H H
fFE CS LWk s @ B ZIG IR R e 8 . HEBR
P fE - O PR A S IR 5] il R B s AR s @O &
I 5 D Re A A N pi T BE B 1 3 Bl R
JUE #0432
1.2 FEEH 5

Ang-2 . IFABP I f 7 W B CELISAD 157 &
54390 FE28911.FE29821) 4 & B & 4291 2
PRHH A BR 2N W) 5 il 48 il 53 B AL (B2 5 RT-7200) .
HEAL ST (B85 Hyperlab SMART) W [ 5 17
FELEW A A 0 DI RE R A AL (B 5 MPA-CFS) Il [
i R BHRE R A B AR X (LS PT-3502G)
W B LHE A YRR RS A,

1.3 ik

1.3.1  IGRBERIC A S s Fa pn kil Wi B
A 32 AR R SR IR s L e R O R L0 LR
LSRR, R%E STEMI & ABEJS 24 h
P PCT AR A A £t 5 A A s 3 J= 25 I8 Bk i
10 mL, 73 B 4y » — 03 42 Il 28 0 &8 J5 SR H il 28 Jfl
e AN E 41 40 i T K (RBC) . B 40 31 %
(WBO) I /MR T4 (PLT) . 55— 4 1l A 4 400
r/min .0 15 min, B EE, T —70°C ok PR~ HF
& s BOES 43 it 3 A Ak A A A0 2 S IR I b
(fasting plasma glucose, FPG) . & AH [& B (total
cholesterol, TC) . H il =i (triglyceride, TG) . &
2% B g 45 A H [# B Chigh density lipoprotein cho-
lesterol, HDL-C) Ik % B A5 48 1 IH [#] B (low den-
sity lipoprotein-cholesterol, LDL-C) | JJL iR 3 i ]
T.F (creatine kinase isoenzyme, CK-MB) | [r] % >
Mt & B2 (homocysteine , Hey) 7K s H AL 22 &G 46
ey LALES & B I cardiac troponin I, c¢Tnl) 7K 3 ;
A T RE A A ASCRE T 22 0 % 5 1ML 43 %K (left ventricu-
lar ejection fraction, LVEF),

1.3.2 ELISA 3£ 7 Ang-2 . IFABP /K-
HUTRI 4% B0 10037  $ PR ELISA 328050 &0 52 WO B L 4
HPREM 2 1158 Ang-2 IFABP JKF-,
1.4 SGiitsnrsk

i A SPSS 25. 0 2 B 8 - 118505 L L il
(YORRAT ¢ BRI ERRH X +S £R. W
ZH ] A AT ¢ ARG . A A AR B R R 2 5
B, itk — 2L PP L8R LSD -+ K % 5 Pearson £
S8 STEMI 3 & CS B F I Ang-2.IFABP 5
FPG.TC. TG, LDL-C,CK-MB, Hey. ¢Tnl, HDL-
C.LVEF W) #H %1% ; Spearman ¥ 43 #1 STEMI Jf
& CS B MW Ang-2.IFABP 58 R %% 2 . & B
I A 52 O LR A0 0 A8 4508 B A 56 P 5 Cox 11 19 43
Br STEMI Jf k& CS 835 ABEJ5 28 d N AEFF 1Y 52
K% 52 TAEERE (ROC) M 274 1L Ang-
2. IFABP Xf STEMI 3% CS ¥ ABi)5 28 d N
AT, Z B3 H T i 4 F A (AUC)
b, P<<0.05 MERAGITFE XL,
2 #£R
2.1 XFHRA AE CS 4. Jf A& CS dilm PR %5 8}, 55 5
FAGbR XM E Ang-2  IFABP /K HL 5%

XA L AR CS 4. JF & CS dA4FE 8, 1 5.
RBC.WBC, PLT /K 2 % LG it 2= & L (P>
0.05) ;4E CS A& CS 4L A PR R s 5 I 5
i I ILAE B8 25 S TSt h 24 B L (P >>0. 05) 5 5 X |
HI# L JE CS HAIF & CS 4 FPG.TC. TG, LDL-
C.CK-MB, Hey.cTnl, Ang-2.IFABP /K¢ & & Ft
& » HDL-C . LVEF /K- # FEAK (P <<0. 05) ; 53k
CS A b #, JF k& CS 2 3.0 WLAR L il 45 B8 35 L
] . TC.TG.CK-MB.,Hcy.cTnl.Ang-2.IFABP /K
i 2 S5, HDL-C, LVEF 7K F i 2 AL (P <
0.05); WLz 1,
2.2 AAFAL AR T AL IR BB, S5 I 4R bR M i
i Ang-2 . IFABP 7K V1 H A

AL RN B0 T AL AR IS 1 L i s L
RBC.WBC,PLT /K2 5 LG it & L (P>
0.05) ;s SAAF 2 g, FE T 4L B8 R 9 52 L v B I
s 2 30 WLAR A0 148 £ 8 3 L B . FPG L TCL TG,
LDL-C.CK-MB,Hcy.cTnl,Ang-2.IFABP /K i
T+ HDL-C.LVEF /K- i R (P <<0. 05) 5
WLk 2,
2.3 STEMI % CS & I Ang-2 . IFABP 5
I R B} | 52 35 25 48 s 19 AH DG 20 B

FHOC 437 & B, STEMI Jf & CS B3 I i
Ang-2 5 IFABP /K 5 I A & (P <<0. 05) 5 I %
Ang-2 IFABP ¥ 50 JR 52 | i B I 52 L o0 LR
R4 ¥k .FPG, TC, TG,LDL-C,CK-MB, Hey,
cTnl 21FAM .5 HDL-C.LVEF £ i #i 36(P <
0.05); L3k 3,



+ 360 - It IR 212 A ks %25 %
F1 WRAFCSAHHFECSAHBRRIR KLWERIRRME Ang-2 IFABP 7K F i LL 1 X+S

451 Xt R4 (98 i) FEcsdaor iy FFERCSHGLED  F/y’ P
EW/ % 57.6947.24 57.7947.96 58.0448.13 0.352 0.703
51 / ) 0.033 0. 855

5 61 61 38

kS 37 40 23
B PRI 8 /4 (00D — 32(31.68) 26(42.62) 1. 980 0.159
o I s /4 %) — 39(38.61) 28(45.90) 0.833 0. 361
el i I A sk /48] €0 — 31(30. 69) 25(40. 98) 1.781 0.182
O LR AU I A8 Bk (1 32/ 2 30 — 65/36 28/33 5. 297 0.021
RBC/(X10" /L) 4.1840.63 4.154+0.71 4.20740.59 0.150 0.861
WBC/(X10° /L) 5.0840.72 5.1240.75 5.0540. 68 0.237 0. 789
PLT/(X10°/L) 161.532432. 07 157. 71434, 11 155. 94431, 58 0.737 0.479
FPG/(mmol/L) 5.03240. 62 5.9141. 28" 6.084+1.35" 24.129  <<0.001
TC/(mmol/L) 3.0740.58 4.6940.91" 5.01+1.1272 131.695  <C0.001
TG/ (mmol/L) 1.18%+0. 29 1.5140. 35" 1.6740.41% 48,439  <C0.001
HDL-C/(mmol/L) 1.3140.22 0.9240.15" 0.7740.13"» 255.975  <C0.001
LDL-C/(mmol/L) 2.2440.53 3,290, 747 3.4140. 777 85.476  <C0.001
CK-MB/ (pg/L) 2.3520. 48 33,8645, 29V 46.7946.152 2200.551  <C0.001
Hey/(pmol/L) 7.1940. 85 20,1443, 71V 29.5345.092 908,976  <C0.001
¢Tnl/(pg/L) 0.1140.02 3.9840.53" 4.7740. 68" 4293.607  <C0.001
LVEF/% 61.1745.08 41. 0945, 13V 36.5346. 7772 517.365  <C0.001
Ang-2/(mg/L) 1.0340. 22 2.1440. 46" 2.7940.5572 295,706  <C0.001
IFABP/(ng/L) 298. 62448, 71 417. 35470, 62V 596.53481.80"% 233.518  <C0.001

x4l i, P<<0.05; 54E CS 4l g, P<C0.05.
F2 EGFEMETAKRKER EKZHERRME Ang-2 IFABP K F K bb & X+S

205 H A7 40 (34 ) FET-2H (27 ) t/y* P
iR/ 2 57.9847.83 58.1248. 51 0.067 0.947
51 / ) 0.009 0.924

5 21

& 13
T e s /9 (20D 10(29. 41) 16(59. 26) 5.482 0.019
o I 5/ 8 14(41.18) 14(51. 85) 0.691 0. 406
e M I Bk /41 (260 10(29. 41) 15(55. 56) 4,253 0.039
O WLFR AT I 38 e (1 32/ 230 20/14 8/19 5.165 0.023
RBC/(X10" /L) 4.1740.57 4.2440.62 0.458 0.648
WBC/(X10°/1) 5.1040. 71 4.994+0. 64 0.628 0.533
PLT/(X10°/L) 158. 6632, 41 152. 51430, 53 0.755 0.453
FPG/(mmol/L) 5.1141.25 7.30%1.48 6.264 <<0. 001
TC/(mmol/L) 4.2540.98 5.9741. 30 5.893 <0. 001
TG/ (mmol/L) 1.5040. 38 1.8840. 45 3.575 0.001
HDL-C/(mmol/L) 0.854+0.16 0.67%0.09 5.221 <<0. 001
LDL-C/(mmol/L) 3.04740. 69 3.8840.87 4. 207 <<0. 001
CK-MB/ (pg/L) 39.8245.97 55.5746.38 9.928 <<0. 001
Hey/ (pumol/L) 25,6144, 42 34,4745, 93 6.686 <<0. 001
¢Tnl/(pug/L) 4.3640. 61 5.2940.77 5. 266 <£0. 001
LVEF/% 38.5946.94 33.9446.56 2.662 0.01
Ang-2/(mg/L) 2.294+0.43 3.424+0.70 7.757 <<0. 001
IFABP/(ng/L) 522. 26479, 89 690. 06484, 21 7.957 <0. 001
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&3 SIEMI % CS £E M7 Ang-2.IFABP 5Iif & 2.4 Cox HH4r#r STEMI Jf & CS & ABiJa
HR R EIRARRE K S 28 d A 52 R &2
- Ang-2 IFABP L STEMI Jf & CS ¥ Abt)a 28 d WETE
r P r p £ R RS B CEAFIRAE D 0, BETZIRAE 0 1) S Bl PR
IFABP 0.429 <0.001  — - S CEMRAE R 0. A BRAE A 1) | & AR I AE s (T
W R 9 2 0.539 <C0.001 0.545 <0.001 F OGN 1) 0 LIE AR I B (1 I
4 1 L 0.498 <C0.001 0.509 <C0.001 0,2 ZMMEN 1 FPGCEMED \ TCCEEMAED . TG
O ILARAC 1 45 40 0.524 <C0.001 0.571 <C0.001 CSZIED CHDL-CCSZE) L LDL-C (52l &) . CK-
FPG 0.446 <C0.001 0.492 <C0.001 MBCEZIMAE) \Hcy(ifjﬂﬂ{ﬁ) eTnl(ZZM{E) .LVEFR
Te 0-512 <0001 0.536 =0.001 (W) . Ang-2 (LMD IFABPCSE D) Oy [ 722
TG 0.483 <C0.001 0.507 <C0.001 BT LN ZE Cox AT, KA B IR KN A
HDL-C 70463 0. 00170, 518 =0.000 g i i ot L2 300 LR AL I KL FPG LU TC LU TG,
LDL-C 0.515 =0.001 0564 =0.001 [ DL-C,CK-MB,Hcy.cTnl,Ang-2 . IFABP 3 /2§
CK-MB 0.601 <C0.001 0.627 <<0.001 i STEMI 3f % CS B ABi)5 28 d V\]’EEY?E‘JZHE
Hey 0.582 <C0.001 0.594 <20.001 f5 e [ %, HDL-C.LVEF ¥ 2 & STEMI 3 %
c¢Tnl 0.533 <C0.001 0.579 <C0.001 CSHEARE 28 d WAEFER Sl s R4 Rl 22 (P <
LVEF —0.568 <C0.001—0.624 <<0.001 0.05);: WL 4.
R4 CoxHFH#H STEMIHE CSEENRR 28 d NEGFHNHMEE
SR B SE Wald P HR 95%CI
Wl DR g 0. 816 0. 294 7.703 0. 006 2.261 L 271~4.024
720 % IR S 0.729 0.305 5.713 0.017 2.073 . 140~3. 769
MRy =¥ A= s 0. 856 0.313 7.479 0. 006 2.354 . 274~4, 347
FPG 0. 652 0. 283 5.308 0.021 1.919 .102~3. 342
TC 0.705 0. 261 7.296 0.007 2.024 .213~3.376
TG 0. 853 0.314 7. 380 0. 007 2. 347 . 268~14. 342
HDL-C —0.758 0. 255 8. 836 0.003 0. 469 . 284~0, 772
LDL-C 0.902 0. 324 7.750 0.005 2. 465 .306~4.651
CK-MB 0. 849 0. 338 6.309 0.012 2.337 . 205~4. 533
Hey 0.698 0.217 10. 346 0.001 2.010 313~3.075
¢Tnl 0.917 0.233 15. 489 <20. 001 2.502 585~3. 950
LVEF —0.886 0. 264 11. 263 0.001 0.412 246~0. 692
Ang-2 0. 857 0.279 9.435 0. 002 2.356 364~4.071
IFABP 0.911 0.325 7.857 0. 005 2. 487 315~4.702

2.5 I3 Ang-2.IFABP #iill STEMI 3 % CS
HABEE 28 d WAAE B (E 5 Bt

ROC M & B, ##E F 1L Ang-2 . IFABP Hu
M STEMI 3 & CS ## ABe)a 28 d WAL
AUC (0.741, 0.759), — F B & Wl g AUC
(0.836) W = (Z=23.117, P =0. 002, Z = 2. 404,
P=0.016); WA 1.% 5,
3 Jtig

CS J& i T0 I Zh g s BEAL AE 2 18 1 Al iy
5 B R A, NI 51 & — R 81 R AE B9 AR s 25 B A
STEMI & CS & & 5L R 40% VL I, )5
200 Wk, FHEER BN STEMI Jf & CS B3
TS 1% O AR Y A8 b T R,

Ang-2 ] 52 Wi .0y I 45 %5 05 19 & 9 R Ak i
FRUE RS AR R, Ang-2 7E 2 MR ik £k &
(1150l O 7 N = IO | = e 53
A FFH Ang-2 W] 38 5 400 60 240 AR T SR B
it SZ A4 2 BEWR AL , 5 B PN B 52 48 M 32 L Il 25 A
P Ang-2 780 LB B B AR L H
H5 STEMI H- & CS B W5 1 0L 0 % & A i
5% . AL H B, STEMI 3 & CS % I 14
Ang-2 K- FHE CS &, mdE CS & #H &
Ang-2 K8 TR 278 M35 Ang-2 55 /K1)
fe5 STEMI ) &4 4F 3¢, HAl agif5 % STEMI Jf
% CS, 5 LibHrseas 2w Hs B T g
Ang-2 52 M55 P B o6 8 M 3 R I G &5 4 A2
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TR FET A B H ME Ang-2 KV FAFA,
H Ang-2 & STEMI 3 & CS & ARG 28 d
WA A B A ST fa B TRV 2, E— 2B UE B IV Ang-2 7K
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