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HE : BY KRB RFIRER (CAD) Fo 2 BRI (T2DM) BHSIMBAGIFLLL (EAT) #9355k
T, FTiE RBRFHELCHEAEREFER 6] CAD &, HREA L T2DM ¥ B85 5 A fma (D 2,
n=5) AdEE AR (ND 28, n=3), % 8 4] &% EAT H#A#4T RNA Mo, ARG EITAERT L 2
FRELRAHme sz, BdiFHFELSIHER Y (RT-PCR ) & Western blotting A& B iE3e A B 69 T, 45
RARHMAEDUEAT P 234k, EDMUEAT PEF AKX AR I LT E T KEMERR, #l4e CSF3,
IL-1B, IL—6, KEGG @%5AriE %, LRt AR AL KEikiz, 4t 3L BT (TNF), NF-k B & AGE—
RAGE. 8L isikiz Pl RRBIERA 275 ARt FELER (FRAI #2 PTX3 ), 4518 #/kJm EAT
A EAL BT R AR E AR, EA R EF AR TROME T RAL RS AR MR SRR

B SR B AR AL,
KR . BARIIRESE ; BERIA, s SHMERS LR 5 B P oA
FESZES : R543.3 XEAFRIRED ¢ A

Transcriptome sequencing analysis in patients with diabetes to
identify coronary heart disease

Ding-yuan Chen
(Department of Emergency, Qinghai Province Cardiovascular and Cerebrovascular Disease Specialist
Hospital, Xining, Qinghai 810012, China)

Abstract: Objective To evaluate the epicardial adipose tissue (EAT) transcriptome analysis in coronary artery
disease (CAD) complicated with type 2 diabetes (T2DM). Methods EAT samples were obtained from subjects
with CAD patients and they were divided into diabetes group (D group, n = 5) and non-T2DM (ND group, n = 3).
RNA-sequencing analysis was performed in EAT. Gene enrichment analysis was conducted to identify differentially
expressed signal pathways which were verified by quantitative RT-PCR (qRT-PCR) and western blotting. Results A
total of 592 genes were differentially expressed in diabetic EAT, which were mainly inflammatory genes including
Colony Stimulating Factor 3 (CSF3), Interleukin-1f (IL-1B) and IL-6. KEGG pathway analysis confirmed that
upregulated genes were involved in inflammatory pathways including Tumor Necrosis Factor (TNF), Nuclear Factor-
kB (NF-xB) and advanced glycation end-products-receptor advanced glycation end products (AGE-RAGE). FRAI
and PTX3 were experimentally validated in an oxidative stress pathway. Conclusions The transcriptome changes of
diabetic EAT are closely related to the hyperglycemia-induced oxidative stress, which may activate oxidative stress
and promote atherosclerosis in diabetic patients.
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LAMNERE T 42 (epicardial adipose tissus, EAT )
SE— PN HERR T 412, 555k Sl kRO LS 4 A AR,
AR AR TR o EAT 8 A R 76 5 4R 3l ko5
( coronary artery disease, CAD ) &4 K JEH KIELE
e EAT Wlid ok E AL . AN, LA
RYERIE R 455 CAD™. HHFseRM, 1l
JUTIRE S N IEAC EAE LD R B AH 5C 4 S IR 2l
ik sk A BB AL [R) A FE AR ELAE T 0 A e, R DR
Xf CAD S8 EAT %% 5 41 1 52 W) 1 oK 45 2R 45 19 1)
Feo BLAb, ZATRIBFTE R 2GS HOR, T EAT
M S F ( RNA-seq ) 3BT 2EIZBIFSR e RN o
A AF 78 X} 8 5l CAD F1 2 HBE JR 9% (type 2 diabetes,
T2DM ) BY3ZiRE B EAT 4T RNA-Seq 04T, %EH
ZESFFGREEN, il SRR R NIRRT 2
FAIRAYEEA

1 #ERSFEE®

HEAR W&
PEHL 2015 4 6 H—2016 4 1 H 74 00 L4
L RHERE 8 flH sz .o M MEHFAR (Gbtk sl ik i
AR SO AR E AR ) CAD fE . RS ke i
e IR (LT RSO0 ) BEMASRE . O
Syt RENGE A, 156 WHO HiTH e
Wi bR 3 @IMTH TC>5.2 mmol/L &Y, LDL-C>3.1 mmol/L ;
% NYHA LINRE S T, V4 5 @%F WAE IR A Ha
bl M. 0. Z 1%, % 8 1l CAD FBERIEA G
T2DM K¢ ER 7 AHERIRAL (D 41, n =5) FEERERS S
2 (ND 41, n=3), T2DM &N AFRAEARTE 1999 4F
AR TAEHL (WHO) EWibsiE ™ . OB RIEAER,
ZS MM = 7.0 mmol/L B85 2 h i = 11.1 mmol/L ;
Q@ IC B R IR AE R, 25 1E LB = 7.0 mmol/L 5% & J5

1.1

2 h I = 11.1 mmol/L, FA P 1 ¥, 5kl BAE
F s QLM RIFREIR, 2 M = 7.0 mmol/L 54
J& 2 h IfLBE = 11.1 mmol/L, BEH 2 525 2 h ifil 4 =
11.1 mmol/L #F 1, FFEALR 2 S b ST & [ —Fr
HE2 A LW A HE PRI A 5T Hh 5 96 45 0 1
IR ERERL AR B2 b, B A IS
B RIE . AW BGAR Y T2DM &5 A B IR
s, HETE PO IRE Y (OIRSGES ) B
ML FEH Ale (HbAle) = 6%, DS HIEE. B
P2, Lotk 34 AFIR 60 ~ 75 %, FH (69.6+
5.81) %, ¥4 T2DM 4/ ; ND 41 3 il . k2
B, Lot 1) 450 51 ~ 66 %, P14 (58.0+£7.55) %,
BB A A B PR o OBl PR I S, BRI £L R 1 <
5.7% HARMRHBOREIRWE 259 o O W & ZAR R I IR
i s, AR IRER B0 ik ek 52 Al H LS 2 6 2 CAD
BB K60 ~ 75 Z 11 6 il EH HA CAD, 1
51 ~ 57 2092 BIHHE T CAD, JEARTERILE 1. XF
KSRV T. N i N1 11111 N 210 8 1173 AN
I Ale (HbAle), WRRALLF B (ALT) K
KGR (AST ). ALT 8 Y 1R B 5 XL 18
RARFR " FEBE AT R B K v 43 i AR EAT
FA, HIREROEMNIZE . FRHALRAMTET
TR E EARB RNA BEATI b 3
1.2 fEH7 RNA 25X

KPS B g i 4L L3 B RNA . 7E 2 ml TRI 3451
ZEPR oy BIRZ 200 wg JENTAEL. KHERE=IR T
VA H 5min, JFME4°CT 12 377 v/min 8.0 10 min, 2=
BT FEK RIS 2 4 1.5 ml flc 0,
REPINA 200 w1 & 45 (CHCL ). S RiERA ),
BFRESAE 4°CTF 12 377 v/min B5.0 30 min, Y58 2K
FHIEE 200 w1 SEPTIRA, SRIGTE 4°C. 12 377 v/min &

x1 BEEXER
e R T AR BMI FATR  BERR CAD FIUE  BRERRMEA DREERZ Ale%
1 z 57 42 Valve & ¥ H x & 55
2 % 66 27 CABG & H H & & 5.4
3 5 51 29 Vavle ¥ ¥ ¥ ¥ T 4.8
4 4 73 32 CABG H H H Eél H 7.2
5 yie 75 40 CABG H H H X H 73
6 b’y 69 34 CABG H f A & H 6.8
7 b 71 33 CABG A Eél A i el 5.5
8 b 60 26 CABG A H A & el 5.7
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Gk 1

BEH FGB/ (mg/dl) ALT/ (u/L) BP/mmHg LVM/ (g/m’) EF/% Ele’ Hizh ke
1 108 49 99/59 55 50 <10 T
2 96 58 150/80 73 55 9 A
3 85 40 142/81 71 55 9 X
4 157 44 128/73 7 55 13 A
5 205 91 133/59 102 50 17 H
6 203 42 157/109 108 47 <10 J
7 91 19 134/55 167 55 12 g
8 116 46 104/59 90 55 12 J

W Valve: =RIGHIEERA; CABG: TARSHIKSZIRAHIA; BMI: AHEIEH; Ale: HHLIMLZEH; FGB: =SHEIMKE; ALT: &

TRELLALEE; BP: IfE; LVM: 503 ihr; EF: STM4MEG Ee’

£ 30 min. SRJFHEE & RNA 19 FJEAMS 1.5 f5 1R
1 100% SBER G . KR G W% 23] RNeasy 25004
(TEEPIAAF) . 2SS, H 60 p1 H0 Mt
RNA. i A 943 AU RNA 0 5 A g,
AFEAN RNA 5884PE (RIN) #F7E 8 L) |
1.3 MFEELLE

ARG SR I e PR I BORAE )N RIS, R
) RNA 7€ HiSeq 2000 {X AR HEATIN Y, e Z4R15 IR ih
WP Hds . R TopHat #0408, K e 3 H X 1] A 2K 2
ZRAA P, RHE AN FIIIE A B (fragments
per kilo bases per million reads, FPKM ) PEAL R F ik
Ko W Cufflinks X 5E 56 2H LA K6 B2 A0 20 2 ) EL
XFSCOFEAT oA, 328 A IR Z IR <0.05 F 22 573
REIFEA
1.4 FHRBEEEHE RN

YRR ARSI, St BdEzie, Hieit
AL AR RFEAC S P AT RIR I, 5 KA )
ANFAAICEE Y 20 X, ALHE 20 S0 PRI B R 20 4
AEWEPRIE BT B EAT FEA . JF4I qSeript Flex cDNA
A (EE LA AT UL IS R T 5 5%
fFHEA 10 wl S Perfe CTA SYBR Green Fast
Mix ROX ( EEZ#HEAT ) #£ ABI 7900 ( 32 A Ay
AR A T ) YEFT RT-PCR., fdif] ABI 7900 HT %X
ROy T S 853, IF FARH 27 ik e
{H)9—4k >R SDHA FI7KF .
1.5 EEEELSH

i ] EnrichR™ XF 15U 9 25 57 R L PR E A7 3 46
3. BRI ILRARIE (GO) B, 5%
W% (KEGG) J3#7.

o OIRERIR AR AR R SOE 2 L

1.6 Western blotting #ill FRA1 0 PTX2 &ix

BCA & Bk H & . Western il 7] & 11
A BR A RAEYFAARAF . BCA I Tk
JE, BUS0 g 8T 10% 5055 15 Rk 46 11 e A7
HLUKITES, MEERS ZE PVDF . 5% B4 0% iR 4%
PREH] 1 h, BEE 1 : 2000 L FRAT Fil PTX3 —4i
4CHR R . WH, —Pdt, 1 x TBST PEE 8 min/
W, 3K, FIRWEE 1 2 5000 el —Ht 1 h, FHUHH
1 x TBST PEME 8 min/ X, 3 YK, ECL &R,
1.7 Sit=ZEFH*E

BRI R RE S 2.39 8Bk, HHEER LY
o+ bRifEZE (xxs) R, HBCRA K%, P <0.05
hEFAGERE L

2 #R

D 5 ND A& # EAT 89 RNA-seq 4547
it D 415 ND 4 EAT () RNA-Seq B IH 5 %)
592 M2 FIRFEN, Horp 433 AL TERERIA EAT
rhRICA LH, 159 DIERRICA T IE. WE 1.

2.2 D4 EAT 1 EARER

1E D 41 EAT s k3 /& ARC (Fold Change,
FC=80), S 40AHAAHCE 1A X, MR
FIKW TSR, 11D mRR RS 51D 6elE
AR (W 2), B, KRB0 TA LR
ST E T, ISR TR, SR BN D
41 EAT h iR SE R 5 9 0E S B UIAR G, A48 RAE
R AR F A S AT RS iR 4R . KEGG
i AT E— S, RSN F S R R

2.1
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R, cytokine—cytokine M HEAEFH. TNF. NF-«k B,
JAK-STAT. {HARHEEMNZE, £ DU EAT F A A
20 > F LN B4 T AGE-RAGE (5 5841, %
1) B AR f0 5 S100A8 1 SI00A9, H: FC 43 %] N
4.79 F14.90, AN, A 5T 45 R 26 AR5 Wi
T-HBE 7 H F 32 4 (7 TNF %% i 51 TNFRSF12A
TNFRSF13C Flj#a fk K - 3Z f& CXCR1 F1 CXCR2 4§ )
£ D 20 EAT hRI Rk (WFR3), K AEi
TN CSF3. IL-1B8 . 1L-6 K& CCL2 ¥ F Bl M &
o Af H qRT-PCR #F — 2L 55 UFE 1 RNA-Seq T8 51 —
BT 2 R RN, ZIERAHE CSF3. EMPI .

FOSLI1., GOS2. IL-6. MT2A FI THSBI1. qRT-PCR
LS RAESSZIENAE D 4] EAT sk, A 2.
2.3 DAEATHTANER

16 D 2 EAT T BB H 4% KRT19, RSPOI,
PTX3, KLKI11 fll DNAJC22 %, ZH:NWHES 5 CAD
FEPRIPE ORI K LR L R
2.4 7£ D H EAT &L HFREM R R A

HRFE EAT P RNA 2235 48 10 2 A5 ey 5 I B
5 A S TR, A58 534 DL BT 584l
of TR AL BAE T R RIA A B BRI, AR R
P, 15 DFERTE D ZHF0 ND 200 EAT FREG 35k, H.
H tp 84~ % A (FRAI, PTX3, CDKNIA, GDFI5,
TIRAPP.RGS16.PLK3 fil ETS2 W34 G128 X,

25 ERAFKIX

R4 3L R 235 0 FDR &8 & M, k5 1k B
BOR A I HA 2 5 Rk 2 N5 (FRAT I
PTX3) (VLA 3), i i B AE EAT Hr Ik S AH 5
B i H R IA TGO, 5 REH, TE5IAM 20
Xt D 241 F1 ND 44 # EAT ' FRA1 (FOSL1 £ 1 ) 9
Western blotting 55 A3 ; PTX3 Y Western blotting
SR AR (WK 4), ZEARILER S RNA-Seq
ER—30

F2 BEAMRIETL (xzs)
S 44 2 55 b e Pt
ND 4 D 4 H
ARC HRES 0.291 = 0.002 25.242 £3.021 87.312+23.123 34.211 0.000
LINC01348 K 0.262 + 0.001 15.991 +2.232 60.711 + 18.342 45212 0.000
LIPG R A 0.263 +0.002 10.591 + 7.521 40.573 + 14.231 23.233 0.000
PTX3 PEE S 2.562 +0.013 97.712 + 14.321 38.231 +13.234 24.232 0.000
CSF3 GPEE 1.053 +0.023 28.171 +5.342 26.792 + 12.123 24.112 0.000
LBP GPEfE 1.362 = 0.021 35.241 + 6.342 25.884 + 13.245 23.783 0.000
FOSLI Elifiiobed iy 1.562 = 0.032 37.191 +6.311 23.912 + 13.245 22.324 0.000
SLC7A5 BRI 1.212+0.012 22432 +8.234 18.543 £9.234 21.231 0.000
MMP-19 S AR E 9 8.923 +2.043 162.072 + 34.321 18.171 £9.073 20.123 0.000
SLCI6A10 FEe i) 0.682 +0.022 11251 £3.211 16.472 + 8.421 18.231 0.000
TNFRSFI2A PR 2 6.253 +2.021 100.471 + 23251 16.083 = 7.782 17.234 0.000
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®3 EBEMETREZHEMERETE  (xzs)
e
AT 2 5HfE e s o ft P
ND 41 D2 RS

CSF3 RS 1.051 0.021 28.172 +9.241 26.792 + 13.123 20.123 0.000
LBP REES 1.361 +0.021 35.241 + 13.244 25.882 +12.345 21.244 0.000
CXCL8 RIS 6.471 £1.213 104.112 + 23.133 16.112 £9.282 18.342 0.000
ILIRN RIS 1.481 £0.011 21.623 +5.213 14.592 + 8.081 16.231 0.000
INHBA PEfES 0.711  0.002 11.332+2.234 15.982 +7.625 15232 0.000
IL-6 I ES 25.811+5.114 301.742 + 33.123 11.692 + 6.861 13.232 0.000
FGF9 I E S 3.432+0.123 0.453 +0.002 0.132 £0.023 3.234 0.000
LIF HPEFS 4.692 +0.421 69.062 +23.12 12.593 + 5.982 11.234 0.000
STCI HIE(FS 3.292 +0.231 35.423 +7.234 10.772 + 5.982 10.232 0.000
PROK?2 RIEES 0.792 + 0.001 7.512 £2.121 9.532 +5.091 8.232 0.000
CXCL3 HIE(ES 1.432 £0.012 17.282 + 6.234 12.131 £ 6.012 9.234 0.000
OSM PGS 2.092 +0.012 17.682 + 5.829 8.483 +5.051 8.234 0.000
OPN RIE(ES 6.522 + 1.231 60.762 +20.231 9.722 +4.811 8.234 0.000
CHI3LI HIE(ES 5.751 +1.012 42.921 +13.232 7.462 £ 4.013 7.231 0.000
IL-1B HRIE(ES 4.141 £0.781 30.123 + 10.234 7.283 +3.872 6.232 0.000
ccr2 HPEE S 85.812 + 18.122 671.532 + 78.231 7.832 + 3.641 6.231 0.000
AREG IS 4.321+0.781 31.741 +10.232 7.392 +3.342 5.811 0.000
TNC HPEE S 7.292 +1.231 43.812 + 15232 6.012 +3.021 5.552 0.000
CXCL2 TPEH S 26.253 +8.213 152.232 + 34.234 5.821+2.671 5.134 0.000
PLAU HEfE S 9.813 +1.245 53.182 + 16.232 5.422+2512 5.012 0.000
SEMA4A REES 18.935 + 6.431 94.612 +20.121 5.012 +2.341 4.812 0.000
ALPL REES 6.462 £2.123 32,672 + 15.231 5.053 £2.221 4712 0.000
CCL19 RS 18.161 +6.123 79.332 + 17.231 4373 +2.123 4521 0.000
SEMA7A RS 1.152 +0.123 5212 +1.263 4.552+2.412 4411 0.000
BMP-4 REES 15.792 + 6.331 4.633 £1.234 0.293 + 0.003 2.123 0.000
VEGFA REES 31.112+9.123 112.711 + 34234 3.623 + 1.341 4.012 0.000
SEMA6B REES 6.273 £ 1.248 22.132+6.21 3.534 £ 1.347 3712 0.000
ECGF1 RS 24.892 +9.193 77.943 +23.112 3.133 % 1.623 3.012 0.000
FSTL3 IEES 21.543 +9.124 48.943 + 32,344 2274 +1.221 2.813 0.000
SLIT2 RPEES 18.262 + 6.731 10.142 +2.124 0.563 = 0.032 1.123 0.000

.57.



P EEAR B A %29 %
150 4 ; 121 60 - T 45+ ;
T
i & ] | o ) !
b 100 X 8 X 40 X 30
o 50 4 41 =S 201 = 154
2 = z 2
< = = o
0 0 [ 0 — 0
ND#4 D4 ND4 D4 NDZ4 D4 ND4 D#H
30 1 . 12 1 18 1 T
f i
= ] e _ A 1 4
X 20 X 8 X 12
= & =
$ 101 < 4- 7 64
= g 5
= S
0 | 0 0
ND# D# ND#H D#A ND# D#H
5 ND 4l i, P <0.05
2 gRT-PCREIGIEEERELER (x+s)
f - ND 4 D4
150 e e
400 1
1 2 3 4 5 6 8
300 1 100 1 !
- o FRA1 | p— . 100kD
1z 200 o liss :
= 2 50 - -
e = f w3 |
100 4 PTX3 | L ” “ 32kD
0 0 -
ND#4H DH .
NDéH Dgﬁ ﬂ B—aclm —_____“ 42kD
FRA1 PTX3

+ 5 ND 4itbig, P <0.05
3 FRA1 #1 PTX3 SR EGAEREEERNER

(x+s)

1ig

AHFTE R, BERIR EAT A 22 A3 N & i
T RIERN . XL FFLARTAFZE OB , JESE EAT H
S NG | SRALKF- 22 5 ™7 FERE PRI EAT
Hh L R A S PR AN TR ) AR R A%, B8l 240 ff PR
T AMGERS . A0 T - 40 A BLAE
., LK TNF. NF-«k B, JAK-STAT 1 AGE-RAGE
R, HAAEREAE, TEREIRE EAT i, 20 4
FIAENIE T AGE-RAGE 5 5%, HEZE 5%
TRAEINHNE PRI £ 3 TR Sl ok A s A o e v ) 2 46
IR 2T 2 Ak 38 B 380G h R 3 CEEE . RAGE &

3

&

1. 2,354, 5, 6. 8444%3 ND 41H1 D ZHEEA Hr 4G

4 FRA1 #1 PTX2 Western blotting 55

ps

454 AGE A HAth 5 1 40 B IH 7 1) Z Be AR SZ 44 0%
) AGE-RAGE #& 2 il BB 5| 2 2 5 IR EAT 35 1
JeI R MR RAE I N . #E EAT o RAGE Ay &k 34
5 RAE. PRI . BRI 28 B AR LA 2 e 5 22 {5
SR, A A H CAD B H EAT 1CIHEEAL
At RAGE i A X ™, & MRS ) AGE-
RAGE i&#2n] LA A% SR Tk, %5 5711
PAGA LR FBOF 2R K 022 74455 . FERERIE EAT
Hh i 2 R SR NF-k B KI5 FOS S5 3%
Do RN, AR, NF-« B
14 DFEKITEREIRIG EAT RN i, KU NF-« B
F S PEAERE IR EAT Hhpiod . PRI T ) AGE-
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BRSSP 3 U i PR S8 5 SRR S Dk ok R R AL i e 42

RAGE i 1] 1 /5% NF-k Bf55 . ik, NF-x B
IR ST g — 2571 BAT P ) 3 R A 63k
Az, AR LI, NF-«k B (&5 0080E 7T e 25 i
BEDRIAG EAT A3 R SRA AR I, DT — 2 A i
CAD BRI

1 4 B 17 X 7 TNF ., 1Ls &1k 7524k (4
CXCR1 F1 CXCR2) TEMEIRHF EAT H R A & Kk,
X5 DRI 25 5 — 3™ Y D AN R AE T 1 55
S3UB T RES | LA AN S AT PR3 1) ek A8 M T AIE 328 B0 ok o5
FEREALTE B o 4 38 B FBEERTE S8 0 1 sh ke IR
BlK SRR AT B R A 55 70 WA IO IR XE . AT
YL R L2 I N AENE JRIR EAT 1 98 5 5 o H
W

BRI EAT 1% A1 AR n] fe 5 e IpE 5 R Y 4
TR A Ko ARBFSE & B, FRA1, PTX3, CDKNIA .
GDF15, TIRAPP, RGS16, PLK3 Fll ETS2 #) # 5 3
K I AL R SOV PR R EAT FEAS BSR4 1)
CDKNIA Fl GDF15 J& p53 {5 Sl A M 5, 141558
i i N K= AR € 1N | =2 23S S B SR =
SLWFRAR R A 22 5 3R08 , Tkl 2 2R (FRAL
I PTX3) FATSLIRIRUE, S P45 R —3

AR E W AR, TEREIRIE EAT Hm B 5 4R 10
FOSL1 FR (A4ISIEH, —MS SafsgsmE . /e
AL T R F . FOSL1 5 Toll K£3Z4K (TLRs) 17
A KRBT R EEE X, O EAT N
S ESh KRR LR ) SRE A R ] BEVS B R e R
FIE RN o Toll FEAZAAR TLR B REA o ) i S A TiT 5 |
P RAE R PE RN . TLRs OIS ¥ NF-k B B i1 &2
MRz, IS8 IL-18 , IL-6, TNF-a FHEHLEM
sk BRI

B —ANEr B RSE EAT FIREE N PTX3, B
Se R NI I P G Py 2 Y SRR R 4y . RS
EAT 7825 sh ks RERE Ak & e Rtk e 1) e Rk R E I
IR F—3. PTX3 16 30 ks RERE AL b 1 7 FI AT
TEGHN, RN EGE SR, PTX3 S2Pr TR A
O MERPIEE ", PTX3 7EME PRI EAT H il R aT
RE S W 8 CAD AR P SR o 3 PR AN
Jof P 28 oy 25 A ML PT 6 S B0 EAT JCOE AR 3 R A
HS T

AR AT — L R R M. e, AT RNA-Seq
PIREAE A /D | 5 B RPEA SRR I 25 SR 1 T S
SR, A5 308 3z 2k 37 BA 1) 268 2 ) 7 2 0k (R A 7

RT-PCR Fl Western blotting RS IE, 4555 AR50
RNA-Seq —H(. Hik, RGBT 50T —Lei5 5 4 i
HWFZ 50907 1 MRTHRE G Tk te, (A7) GEfF
R Z s HADTh REAIE Skt . IJa, AMFsEEb
Xof e FE Y T BE SR TIE

Zi bk, AT N T2DM Al CAD 323K 4 )
EAT s 20 7 A A 8 i E 58 O ) o BEPRIG EAT
MR RS S RNE, TPEN BN B 1
Bl ARWFFREE R, EAT RIEFEHFATTREEH T
VRN T, FEEE NF-« B fFOS BIFEH], &
Bt AGE-RAGE {5 58 330 o tkoh, A3 IRs
EAT (%% AR b 5 i RS R A S RIOC R . A
WFFE B 45 5 T R 1AM PR S8 5 R BOE R 2 koA
FEREAL BT R A, hy B I et o 1) B B2
YER BB B S A 1 B AR
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