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[ E] HM ATEAFHTHERBRER(OCT)HARIEEG (a) KT 5 DAk Ik 5 Hiae sk 2 18 6948 K 1
FiE ONZ2015F1 AE2018 F8 ALHBEHKRFHE—WEERCIEP SIAERTEZERDIEYHL A B
Ry EE AT RFAATE ERSE(OCT)ed, BA S ERAMRBESART T ESWHIRES (a) KT 5 BRI
Pk e X R, R AR 146 EF, (DREBES () KFHBEZE S ANEEE (a) <300 mg/L 28(n
=99) Fe 5% & (a) >300 mg/L £8(n=45) ; A8 %& & (a) >300 mg/L 53 g RN LIS & & (a) <300 mg/L 2A K (P=
0.021), B#HsEsk L A FILIEE G (a) <300 mg/L 285 (P=0.001), (2)F A OCT ¥ & H 5 A SRk M(n=
36) Ao dE BB BER LA (n=108) ,2 LLZ BIPER) FOE £ 2 BB RIE AR ISH KB EEEG BEG (a) 2P ALK
HEFENL(H P<0.05); 4 BF Logistic ®ASM B+, 5E G (a) 2 BMEB IKEERE G A HARBERG 1L F
A, EGMBARL AGTMNATF, Hi SKFEES (a) ERRSIIRGHiseskhAn X,
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Lipoprotein(a) level is independently correlated with vulnerable plaques in patients

with coronary heart disease
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[ ABSTRACT] Aim  To study the correlation between lipoprotein(a) [ Lp(a) ] level and coronary vulnerable plaque
based on optical coherence tomography (OCT). Methods From January 2015 to August 2018, patients admitted to
the Heart Center of the First Affiliated Hospital of Xinjiang Medical University who were diagnosed as coronary heart disease
by coronary angiography were examined by OCT.  The analysis of the relationship between lipoprotein (a) level and coro-
nary vulnerable plaque were completed by multiple linear regression and other statistical methods. Results A total of
144 patients were enrolled. (1) According to the Lp(a) level, the patients were divided into two groups: Lp(a) <300
mg/L group (n=99) and Lp(a) >300 mg/L group (n=45). The lipid arc of plaque in Lp(a) >300 mg/L group was
larger than that in Lp(a) <300 mg/L group (P=0.021), and the incidence of vulnerable plaque was higher than that in
Lp(a) <300 mg/L group (P=0.001). (2)The patients were divided into vulnerable plaque group (n=36) and non-
vulnerable plaque group (n=108) by OCT. There were significant differences in sex, smoking history, type 2 diabetes
mellitus, body mass index, low density lipoprotein and Lp(a) between the two groups (all P<0.05). Multivariate Logis-
tic regression analysis showed that Lp (a), type 2 diabetes mellitus and low density lipoprotein were independent
influencing factors of vulnerable plaque, and were predictors of vulnerable plaque occurrence. Conclusion The high

level of lipoprotein (a) is independently correlated with coronary vulnerable plaques.
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U BT A At e, Hofa F AR A/ (AR
RTERYE TN IR E A AR 25— 50 1 85 7 3R A B
RO R HBRAEAR R AL 580 LA G R P R, A0
I 2 M R Bl Bk 25 A 1iE (acute coronary syndrome,
ACS) , EEZICHIRMBIE > I, U5 i ek
ARSI DK B e A P JRUIRS: 7 198 1R 3R % i A4k
A8 AR 1 722 S 2 R W B, BRI IR Bl Tk
sRAERE AL & A AL D7 AT PEAS TR AW 5T, (B
S TR B Ik SR B RS M B PR ER TG o R Bk IR
L (a) VB0 M58 1 I PR 2R BOR B SZ B 58 5 75
Dk, BE OGBS TR 2 A T T 2855 25 AR
AR ST IS IR A T (a) TR B A9 5% A XUBS: 1
0, AREEIA () e KSR A5 T AESE 2o 12 ol Bt B
I 55 /NI A, 38 5 05 I | 4900 o) 2T kg £ ]
S MRt T BUEAR 3 Dk P T PR i
TGO M AEAS B =47 6 2 1 XU, PRI I i R T A
B AE MG 7K - 77 T A BEALAY Jmy BR 10 %% 152 JIg 4 1
WK TRl It B 2 OCTE AR R (a) o FRBRDFSE
R GRS I T B A MO LA SR AR A
(IR A B T B SR A A2 B B BB . 3 10
AR IR S AR B R 58 AR HE 1 R 2 4 B A BE
R AR Y E AR B G A AHT WZE K
1% (optical coherence tomography, OCT ) 4& H i 1§ &
FIWr Dy 40 REHL ) S ARAE” o SR H TR 1 5 5 B
SRR E I (a) KV 09 AH S M 0 WF 5T 4 Bk =
I, AWESE B AEA ] OCT #RITIR & H (a) KT 556
ARSIk T B () A0 D | S R LU v O I A8
AU S8 S A I R AR 595

1 FRIFE
1.1 #RH

WA 2015 4F 1 A E2018 468 A E EHEE
RERFE — B E B BT 8 fE I, 34T 2R 30 Mk
#% % ( coronary angiography, CAG) +OCT # & &7 &
H, AHRERTE. FESH GBS FRY
AR A BB B N T %tz
R R A I e ol i S Y
R R 144 B, P D o B A S K 67
B, AR AL o 51 1), A MEEE ST B tb s AL AL
HEB 26 1], It OCT Xt & 0y 58 J0 B8 3% 36 L #E 47
K, o e 5 R BE S 108 1], 5 W3k 36 1,
1.2 —fRERKE

G RN R % P BT A AR R RATE Y 144 ]
BEWMERFOIE, BLEF IR KRE KD

JE & — VORI 2 AR B R 7 R A,
A7 4% %% (body mass index, BMI) = K i &/ % &°
(kg/m?) . AR IEARG B HORHR T B Nk iD
Tk &,
1.3 IaEREYLZISIRIOE N

BEH RO EAREAE CAG KT 1 KRB, #
BRBEIRA T RER fot, i g & o 4 4 14 36 47
Wl T AR ERB®RA TR, BAAREILER
il 1118 ( estimated glomerular filtration rate, eGFR)
KU ERES A, R R FREEE A (a) TR
1 4 R R B I R Z >300 mg/LU7 BLR K IR g A
B(a) EHE LR A 300 mg/L, 5% 2 4. 5& A
(a) <300 mg/L 4 F0fg & & (a)>300 mg/L 41,
1.4 CAGHKRE

KRR KA X E GE #FRY L% &P, %k
BSF A @EHTELMNE TA A JR K
04k, 2 ST CAG R, BRI ENEELNE
Ko Rk AR E
1.5 OCT W& RS

RFF B TR e R A F A%
CTXR St 4 F i1 B RAZBLHEAT OCT A& K3 303k
HH, TR FAT OCT A, BT 32 48 o i
BRR, FREGEHEEAHR BB L LE, RF
OCT 4 F(H 1), B2 frAKRSIFREF OCT 4% %
G B HAATHF MR E &, A1 E TR
B R KR CAG 45 R fn 5L 35 % 304 3 1 4 2 4y
BT, AT se s KA, F et Jig FT3E 3 |
FANDES, RFERA R FERAZ Ak e SR
BN, TELQMAETEE RS B a L
B ENECEER EFEEBR KERLEFN,
EOCT HREERL —B A E &3 T — 5 #
B, OCT t#h# @ EH& LA 1 mm 4 [ 34T 247, &K
TR G E NN OCT FRIANAHEEE
FE<65 pm Jg I =2 AN FR By
1.6 SitF4biE

KA EpiData 3.0 # PR 1E 2088 N, #03E WRE AN
16 A B4 5 A SPSS 23. 0 3 34T 4o it % o
Mo WHRERUTRK AT 2L ET, KA ETA
35 2, Fisher # V1ML 2 3% 947 ; iH & R B x2s £ 1,
RARMFEEE A (a) KF, 2 K EE A (a) <300
mg/L 41 g2 1 (a) >300 mg/L 4 2 4, RiE 5
PR AT, 0 N AEH BB 0 G A 2
A, RFESQAREIRE A (a) KT T 57 H 3
BUEA L REEETERE G (a) KTFUITFHES
WBEH A TEA 2, P<0.05 HZRHKITFEE L,
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Figure 1. OCT collects plaque from the lesion of criminal blood vessel

) & = BroE Al 2F dE it He | J5 oo B B A5 Ak 5 B, K B
- Pl 24 BEHAZ 0 il % 57 M AE B Ak /NG A (K
2.1 OCT Bl&4#h 2),
FF OCT X £5 1 TR AL M A& A TR , 22 P

AArea: 10.14mm? Mean Diameter: 3.59mm 09/122017 14:13:13 01/02/2018 13:29:20
Min: 3.28mm, Max: 3.84mm 0001 0001

AArea: 1007mm? Mean Diameter: 3.58mm 081012017 13:29:19 12/16i2017 18:18:02
Min: 3.58mm, Max: 3.58mm 0001 0001

BArea: 300mm? Mean Diameter: 1.96mm
Min: 1.80mm, Max: 2.11mm

C Length: 0.29mm

& 2. OCT BE& o547 A RS B AL BEE  C MR BREES, D Sh 5 4B
Figure 2. OCT image analysis
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2.2 BHMWRASIESIRTHA— MG KE R
Eb %

MR OCT HEFTBEH AT , 4 BEH 23y AR 5 1 B
Be (108 ) TG IABES (36 ) . Geit s, 5
FOLBE B 21 AN AR 5 101 BE B 4 AR PR ) WA 2 R PR
5 BMI i I 2= A 522 XL (P<0.05; % 1) ;&
PERBE G B BE R A R AT B 1 B A W
FRE D B R A R TR, 2 UM R R
H WP AR T 0 2 BB R, S
Hedd i) BMI 3 FAES BEHA . 2 ARy e Il |
TR S IEE O R SR L I PR 2 Wi 4 b 1 i 25 5 G
Gt L (P>0.05)

R 2A—MABLLER

Table 1. Comparison of general data between two groups

SRR S

oA (n=108)  (n=36) X T
BHEHI(%) ] 80(74.1) 33(91.7)  4.947 0.026
R (X)) 56.67+12.57 56.44x9.26 0.113 0.910
R (% ) ] 57(52.8)  21(58.3)  0.336 0.562
2 ARG (% )] 24(22.2) 16(44.4)  6.646 0.010
WA (% ) ] 41(38.0) 23(63.9)  7.350 0.007
PRI (% ) ] 22(20.4) 8(22.2)  0.056 0.813
@i’i%ﬁi 23(21.3) 4(11.1)  1.839 0.175
BMI(kg/m?) 25.26%3.26 27.06+2.85 2.955 0.004
I RZWr [ (% ) ] 1.183 0.554
FeE AL BUR 53(49.1) 14(38.9)

AREBLLZH 36(33.3) 15(41.7)

i;;ET Bram aLO AL 19(17.6) 7(19.4)

2.3 BHRHERASIESRERALE YN FIERR
b8

GETTArHT s, B 1 B B 4 A B g 2 L A
HH (a) K P TAEL BB (P<0.05; K 2) 52
ZILET eGFR H Wl =5 | G I8 [ % |55 25 B2 s 2 1
LRI (P>0.05)
2.4 ZWMWHASESHMBEIAE OCT S
bk

Gt s, 2 AL 4R IS RN E
W 2 6L 20 ot A | O A T AR O THD 2% S A Se it
SR L (P<0.05;3 3) , Zy B BEHL A 19 27 4 i 5
FbAE 2 BB He gl i, IR BOR FAE Sy e s, B
WA g TR 2 B A, IR AR T

R R 2 AR I R A e/ NE
JETHIRR B A A AL /NS T T 22 S G i X
(P>0.05),

R 2. 2AEMULFEIRER

Table 2. Comparison of biochemical indicatorsbetween two

groups
: D AR S BE
W H LB G BEs U P
(n=108) (n=36)
AILBEF ( wmol/L) 75.67+18.94 74.14+16.23 0.434 0.665
eGFR[ mL/(min -
5 106.85+35.07 118.39+39.34 1.658 0.099
1.73 m?) ]
“H it =1 (mmol/L) 1.96£1.67 2.09+1.19 0.414 0.680
S5 B % ( mmol /L) 3.73x1.24  3.74%0.93 0.047 0.962
h=nzg il 1=
o R A 1.02+0.27  0.98+0.26 0.782 0.436
('mmol/L)
brzdizadi|=3
LRt 2.22+0.88  2.73+0.87 2.986 0.003
(mmol/L)
BB (a) (mg/L) 163(100,277) 326(124,551) 2.962 0.003
RHEF (a) [F1(% ) ] 10.354 0.001
<300 mg/L 82(75.9) 17(47.2)
>300 mg/L 26(24.1) 19(52.8)

*3. 248 OCT # L%

Table 3. Comparison of OCT parameters between two groups

FEDBBEIAL SR

oA (n=108) (n=36) VZX P

LT YENRJRESE () 170(110,300) 50(10,60) 7.293 <0.001
BTN () 48(0,145) 191(153,302) 7.067 <0.001
BESRBEAL (% ) ] 0(0.0) 14(38.9) 42.198 <0.001
BEH [ (% ) ] 10(9.3) 6(16.7)  0.844 0.358
ﬁ;&rﬁéﬂlﬂ?ﬁ % 35.526 <0.001
0% 73(67.6) 5(13.9)

1% 22(20.4) 16(44.4)

24 12(11.1) 13(36.1)

3% 1(0.9) 1(2.8)

44 0(0.0) 1(2.8)

AR MAE (%) ] 10(9.3) 5(13.9)  0.223 0.637
AL (% ) ] 12(11.1) 19(52.8)  27.748 <0.001
F/NEETR (mm?)  3.40£2.12  3.44%1.84 0.107 0.915
ERGEEEA(mm?)  10.07+3.02  11.82+3.29 2.950 0.004
A (% ) 64.14£15.95 68.96x13.63 1.627 0.106
A/ NS (% ) ] 9(8.3) 0(0.0) 1.936 0.164
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2.5 ®wMSMPIRE) L EE Logistic BIAHH
DATEEAR Bl Dk B B 2 15 A oy 400 B ke Ay PR A o
HZE M 2546 Gt = 2 e hs o A AR &, 8
SR H (a) S INZ A& Logistic [FIH4HT (32
4) S HTREe By A B ) S e e R 2R 45 R R,
2 BUBEIO AR BEIR AR IR H (a) N Z R EESR
ST AN, B AR 2 BB R IR R H
B MBI (a) >300 mg/L BB KL LT 4 E 38
FEREALBE A ME R . &7 DUIR AR (a) WREE Y
ZHE Logistic I3 (K 5) , 731752 1 ) F Bk
FAM N7 2R PR 2R 5 45 2 S, 2 RUOBE PR 9 IR %% B Al
B IRE N (a) WREE N Zp B Yot 7 f H 2K B
BB 2 BRI IR AR E A MRE A (a) FKF
YRR, A AT A 0 o A B AL B A B

x4, UIEEA (a) SER S E R Logistic A5
Table 4. Multivariate Logistic regression analysis according

to lipoprotein(a) group

G B SE WALS P  OR 95%CI

Eﬁ;(a) 1.124 0.455 6.103 0.013 3.077 1.261~7.508
5 0.610 0.719 0.720 0.396 1.840 0.450 ~7.525
{REREABE T 0.777 0.265 8.594 0.003 2.174 1.294 ~3.654
W A 0.862 0.489 3.113 0.078 2.369 0.909 ~6.175
2 RUBEIRIR 1.165 0.486 5.752 0.016 3.206 1.237 ~8.305

BMI 0.118 0.077 2.363 0.124 1.125 0.968 ~1.308

x5 KUEEA(a) REMSER Logistic M35 17
Table 5. Multivariate Logistic regression analysis according

to lipoprotein(a) concentration

G s B SE WALS P  OR 95%CI

?iﬁg(a) 0.004 0.001 10.377 0.001 1.004 1.002 ~1.007
P 0.372 0.734 0.257 0.612 1.451 0.344 ~6.119
RFBENGEN 0.792 0.273 8.412 0.004 2.207 1.293 ~3.769
WA 0.985 0.505 3.799 0.051 2.678 0.995 ~7.213
2 RUBEIRAR 1.003 0.506 3.929 0.047 2.726 1.011~7.348

BMI 0.130 0.079 2.704 0.100 1.139 0.975 ~1.331

2.6 AEEEA(a) kKFEEEIRKTRILE
R 1L 35 B 2 AR 144 IR & 4y R 2 4.
BHI (a) <300 mg/L 4 (n=99) FEHE M (a) >
300 mg/L 4 (n=45), SR, 2 Hs, it
IRGER2E R TG FE L (P>0.05;36) .

F6. FEMEEA(a) K FEEIRRTHILE
Table 6. Comparison of clinical data of patients with differ-

ent levels of lipoprotein(a)

iR S| fRH A
m H <300 mg/L 4l >300 mg/L4l /x> P
(n=99) (n=45)

HPE[ (% ) ] 74(74.7) 39(86.7)  2.602 0.107
F (S 56.42+11.41  57.02+12.74 0.281 0.779
FRILEL B (% ) ] 50(50.5) 28(62.2)  1.711 0.191
W[ B (% ) ] 23(23.2) 17(37.8)  3.263 0.071
W AR 51 (% ) ] 41(41.4) 23(51.1) 1.178 0.278
PRI (% ) ] 19(19.2) 11(24.4) 0.518 0.472
ﬁ&’;”iiﬁii 18(18.2) 9(20.0)  0.067 0.796
BMI(kg/m?) 25.48+3.50  26.22+2.59 1.412 0.161
LB ( pmol /1) 73.96+16.44  78.22%21.65 1.175 0.244
H =M (mmol/L)  1.94x1.59 2.11£1.53  0.572 0.568
S E B (mmol /L) 3.83+1.24 3.50+0.97  1.493 0.138
iﬁiiﬁ” 1.030.26 0.96+0.28  1.566 0.120
ﬁﬁiﬂiﬁh 2.34+0.92 2.38+0.86  0.258 0.797
eGFR[ mL/( min -
1.73 m?) ] 107.65+32.89 114.31+43.16 1.018 0.311
FHZFB (% ) ]

] ] DT AR 80(80.8) 32(71.1) 1.683 0.195

T4 76(76.8) 31(68.9) 1.006 0.316

B AR REIT5 39(39.4) 14(31.1)  0.913 0.339

ACR/ACEI 38(38.4) 15(33.3)  0.339 0.560
& RS W [ (% ) ] 0.198 0.906

Fa e AL SR 47(47.5) 20(44.4)

AFaALL B 35(35.4) 16(35.6)

A STBHARML 0 5 5y 9(0.2)

JILESE

2.7 AEBEEH(a)/KFEESF OCT SHLLE

it ordriwon 2 HAENR BTN | B 30 i He 22 5 L
HEI2#E L (P<0.05) , JEHE F (a) >300 mg/L 4
S L BESR IR BTIR TR H (a) <300 mg/L 41, %)
PABEH R A R T AR (a) <300 mg/L 4 (&
7)o 2 HAELF ARG R BEHRE 2 BE PR 1l |
YRR STGL GRS | R SR/ NG AR BE B
PR f/ VTR 78 32 IE R A8 0 T AR T
ZRTG2 L (P>0.05)
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7. FEEEH(a) KEERE OCT SHLER
Table 7. Comparison of OCT parameters of patients with

different levels of lipoprotein(a)

NRE A NRE A
moH <300 mg/L4 >300 mg/L4 t/Z/> P
(n=99) (n=45)

YRR (wm)  140(60,260)  100(50,190) 1.716 0.086
Ji BN () 104(0,165)  149(36,204) 2.302 0.021
BEPLE AL 41 (% ) ] 8(8.1) 6(13.3) 0.466 0.495
BEHAZ [ B (% )] 13(13.1) 3(6.7) 1.309 0.253
'[jmu(‘%%é% LR 2.442 0.698

0% 56(56.6) 22(48.9)

1 % 25(25.3) 13(28.9)

2% 15(15.2) 10(22.2)

39 2(2.0) 0(0.0)

4 %% 1(1.0) 0(0.0)
WFRMAE B (% ) ] 8(8.1) 7(15.6) 1.138 0.286
ML B(%) ] 21(21.2) 10(22.2) 0.019 0.891
ARG BI(% )] T(7.1) 2(4.4) 0.054 0.816
58 K (mm ) 9.53+3.50 9.22+3.55  0.482 0.630
BEHRETI[H(% ) ] 5.088 0.079

BT BBk 46(37.0) 30(66.7)

LB 27(27.3) 8(17.8)

2T Y Bk 26(26.3) 7(15.6)
G Bl (% )] 17(17.2) 19(42.2)  10.354 0.001
ij;j‘ﬂjﬂﬁﬁﬂ 3.50+2.30 3.21£1.33  0.957 0.340
(qu:]:-“é:}#;ﬁ%ﬂ 10.48+2.96  10.57#3.62 0.156 0.876
AR (%) 64.43+15.91  67.35+14.53 1.046 0.297
3 3 i

O LA A 2 A Ak 2 fe T N R A fd e Y
“SLERT R &R E R S EOGO U BE T
Fedt, 21 28 0], it 2 &k ik B R iE 2 K R E
K, UL 5 A 6T SRR AE A B T+
FrFE] 2020 4F KA =2 — M BE LT O M R
RN SRR S W s s € A B @ A ORER DA )
R HH 709% B30T 2ot O ILRE ZE N (87 6
ARSI K PR E 8 R e, O B TR 2R R T 3 B mk
AU IR B I e Bl kS R R AL BB LR b
R Ay BRE LA S A 1) 2 100 B By AR 1 R TR B B,
RIS, FE5 B a0 1) &2 s LT , A A
TUNELA W TE S 1) 6Bk sl ok o B B e £ 2, kg
SRy REARR O I 35 08 XU e N 28t B 1) i 3 2 3
SRR, OCT /E AG2R G 4141 0) i K & i) — Fh A

BT B, e SRR R R ) B BB Sy it R ) 4
BEAKHE | PR KR fa B RS ARy i AR ], E i
A SR8 S8k )12 232 10 1A fa B P R &=
FLALHE R I R0 e O LA B DR IR
AR P R I A P R AT S ML A Ay ]
RO AR BB LR R B R 2K
N, HHEERARDOFFRITEAE TIREA (a) 55
ARSHPKBE G RRAE sl ik J8 | — 38 Z M BRE R £ 4
RAEIAHA PR ULAST 5 B o AS D 55 453 B e 4
FRUE" 19 OCT WIBA el IR S Bk B 5 B & () B AR

FREEH (a) S5t 0 Ry — SR B R 2
FIRE A% O FE HANEA 2 DGR 1A TR A
M ENEE N A MZEE 1 B100, Kk, 4555 E
F1(a) PS5 A0 RF A, JCAE 2 Jikos A B £k Fn AR 1 442 7
B TS A 1 P S B LR, B A P A
Z ARSI PRI 5T R WIBE 8 1 (a) >300 mg/L &L
1A R 3R 75 I FLA e 1 B 43T 4
R RIIEE 1 (a)300 me/L FE MiEHR FBR, HIk
AWFFELL 300 mg/L N FEBRIEAT /A e, th TR
B (a) RN G W TLF A2 4086 R & IR
B B F AR 2 B LIS E 1 (a) KT
il B 1 S0 AR B kB 25 LG il 8 AN ) 38R kAR R
HABERIGRNE, AR SR, BEA (a) <
300 mg/L HANEE H (a) >300 mg/L H M5 4
B v I H S B DR S R A R Bl SR B
BMI LR 53 Hrd& b el O — Bl FH 245 7 T 25 5+
WA S5 X, Albers 251 BiF 98 38 5 25 W) 5%
WG R YRR B A K R T A B, AR E A
(a) MRARIZ O M B BERG FR AR I 3R . Cho 451
EETUR 20 MG & M (a) 7KF, 4 =407
oy AR LH (<138 mg/L) (H12H (138 ~306 mg/L) |
41 (>306 mg/L) , SR AR (a) FHm 52tk
A E AR I NERTYSR e [ S i = & S|
— IR T REPE BRI B 58l 2 %) 1 684 Bl 4T CAG B%
B AP TR ARG B AT R IR, &
BEEE M (a) KT T R W P8 T 6 (9 1 7 T 0 48
P, T AS 2 1K 25 B B 2R p IR KR SR
SO R A A PN R R R R 5T R B, I T A AR
(a) 7K -5 BEHe Jy 301 M 4 A a0 B e i B 43 L
i Co 8 5ORT I A5 B A4 8 B0 B AH G, mTAE S stk 3
ik 5y B B ) PEAR PR -, 2R 2000 R A P
FREEARFRIT 112 Bl 560095 F B0 K A i Ak fe s A
FONL e R Bl Ik BE B 9 5 e BF 5 R A s AR
(a) KGN 4347, 5 B T #0000 55 3653 5 BB ) A ACS
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HER T A, AW OCT 43 B SR AR 145 H 1)
AR BRI AR (a) IRE T, BEHLS 5
A EEE R, G I BEH A R, X TR S5 i & H
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