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HE . [BHH] LB EHBE 7 FR I 4 E 2 A M s (T2DM) A3 &5 4% (CHD) 89 16 JR 7 B 3 o 7 BAL = F e (TMAO) 7k
Ty Hom [ Fik] 406 Fm L 4 HE T2DM 45 CHD & & T hu o AR e st R2L, B2 & 204, 24 EH ML THRIE,
PR R DM EF G E LRSS, Eskal b, SRALTAHEERE ST, WML 6 ks b m R AT KRS
i, FRAIANA . WE2MEZ ST NG T RIEERY . BRMISR., BRI, Ao Thftaxissi, L2EF. A
K Z 1(ET-1) XA B i 1 B = 4 TMAO KT8 AL R, M2 85l kar ek [ER] (DF&F
. BT IARE, B S A EH95.0%(19/20), *FREZA A 70.0%(14/20), 4R b, MLELAM 6 R I7 5 B T3+
B (P<0.05).(2)F EiERoyF @ BhF/E, 2ABF P BEEERSHESTIHNARTEHP<0.01), HULRANPE
EAEAR 509 T AR 9 2L T AT RAE(P<0.01), G)MERMABXIGATHT @ BT, 2B H G Z W htE(FPC). £)5E2hh
A (2hPG) . #effrsr & (HbAle) . =Mk 5 & (FINS) . Mk 5 24k 45 2 (HOMA-IR) 39 &8 /7 479 = F (P <0.01), AL
A FPG. 2hPG. HbAle, FINS. HOMA-IR # F BAE A 34 81 24K T 25 B0 (P <0.05 3 P<0.01), (4) g R 48 X 38477
W %97, 2% F EIEEE(TC), Hib =8 (TG)., IKE A& G 2B B (LDL-C)¥H & &2 THE(P<0.01), HIL
BT TC, TG = LDL-C %9 T FAE A 35 80 BA4L T2 RR4L(P<0.05) . (5) KB -F . o8 N E BT AR E § XM =% 7
W TG, 2AEE hF MmN F 6(1L-6), BHCH LKA (hs—CRP), ET-142 TMAO K-FHE LT FHE(P<
0.01), HYLELT fe iy IL-6. hs—CRP. ET-14= TMAO /K -F ) F AF A48 24 TR (P<0.05).(6)% 5 S35 EF
e BRJE, QEEEW AT RS (LVER), =X # v ff Mg LS AR i (E/A) &R at&(P<001), B
MRS LVEF . E/A 697 34 A A B4 T RA(P<0.05).(7)% 7P, 2B FH R BAMLFLERDGH R
B R[] A B F) -G RS T R L IET2DM 451 CHD B4, TR S RIT 2, BARP BisERS, K&
RS RMAE S TR, RBASCEHM, BIKIERFARET-1 0Kk, FBAKRE TMAO K-F, H57 240 T 28 A4
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complicated with coronary heart disease (CHD) differentiated as phlegm blended with blood stasis syndrome, and
to observe its effect on serum trimethylamine N—oxide (TMAQO). Methods Forty T2DM patients complicated with
CHD and differentiated as phlegm blended with blood stasis syndrome were randomly divided into the observation
group and the control group, with 20 patients in each group. The patients of both groups were given basic western
medicine treatment for lowering blood pressure, regulating blood lipids and counteracting platelet aggregation,
and additionally, the control group was given subcutaneous injection of Liraglutide Injection, and the observation
group was given Heqi Powder orally together with subcutaneous injection of Liraglutide Injection. The course of
treatment for the two groups lasted for one month. The changes of traditional Chinese medicine (TCM) syndrome
scores, glucose metabolism indexes, lipid metabolism indexes, left ventricular function related indexes,
inflammatory factors, endothelin 1(ET—1) and intestinal microflora metabolite TMAO level in the two groups were
observed before and after treatment. After treatment, the clinical efficacy and safety of the two groups were
evaluated. Results (1) Clinical efficacy: after one month of treatment, the total effective rate of the observation
group was 95.0% (19/20) , and that of the control group was 70.0% (14/20). The intergroup comparison showed
that the clinical efficacy of the observation group was significantly superior to that of the control group (P <0.05).
(2) TCM syndrome scores: after treatment, the TCM syndrome scores of both groups were significantly decreased
compared with those before treatment (P <0.01), and the effect of the observation group on the decline of TCM
syndrome scores was significantly superior to that of the control group (P <0.01). (3) Glucose metabolism related
indicators: after treatment, the levels of fasting plasma glucose (FPG) , 2-hour postprandial blood glucose
(2hPG), glycosylated hemoglobin (HbAlc), fasting insulin (FINS) and insulin resistance index (HOMA-IR) in
the two groups were significantly decreased compared with those before treatment (P <0.01). And the effects on
decreasing FPG, 2hPG, HbAlc, FINS and HOMA~-IR in the observation group were significantly superior to
those in the control group (P <0.05 or P <0.01). (4)Lipid metabolism related indexes: after treatment, the levels
of total cholesterol (TC) , triglyceride (TG) and low—density lipoprotein cholesterol (LDL-C) in the two groups
were significantly decreased compared with those before treatment (P <0.01), and the lowering effect on TC, TG
and LDL~C in the observation group was significantly superior to that in the control group (P <0.05). (5) Inflammatory
factors, vascular endothelial factors and intestinal microflora metabolites: after treatment, the levels of serum
interleukin 6 (IL-6) , hypersensitive C—reactive protein (hs—CRP), ET-1 and TMAO in the two groups were
significantly decreased compared with those before treatment (P <0.01), and the effects on decreasing the levels of
serum IL-6, hs—CRP, ET-1 and TMAO in the observation group were significantly superior to those in the
control group (P <0.05). (6)Echocardiography: after treatment, the left ventricular ejection fraction (LVEF) and
the ratio of early diastolic E-peak velocity to late diastolic A—peak velocity (E/A) in the two groups were increased
compared with those before treatment (P <0.01) , and the effect on increasing LVEF and E/A in the observation
eroup was significantly superior to that in the control group (P <0.05). (7) During the treatment, there were no
related complications or adverse drug reactions occurred in the two groups. Conclusion For the treatment of T2DM
patients complicated with CHD and differentiated as phlegm blended with blood stasis syndrome, Hegi Powder
combined with Lilaclutide is effective on enhancing clinical efficacy, reducing TCM syndrome scores, improving
glucolipid metabolism and insulin resistance, improving left ventricular function, reducing the expression of
inflammatory factors and ET—1 as well as the serum TMAO level. And its efficacy is superior to using Lilaclutide
alone.
Keywords: Heqi Powder; Liraglutide; type 2 diabetes mellitus (T2DM) ; coronary heart disease (CHD) ;
phlegm blended with blood stasis syndrome; serum trimethylamine N—oxide (TMAO) ; glucolipid

metabolism; cardiac function; inflammatory factors
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WG, 20194423k R4 (diabetes mellitus,
DM) i Hu ABLE 35 4.6312, BT 20454F, 4
Bk DM & NBCK BT = 6.29 14 . & E & 4Bk
DM i AFUR Z R R, 295 428k DM S
14", E o A TR S AR o, 2017 4EH E
AN DM 2R RN 12.8%, i 2 BRI (type 2
diabetes mellitus, T2DM ) 4&—Fh 3= & A AEh 2 4R
ARG, 5 DM BB F I 90% L - Ti7E
T2DM # & ", 560 (coronary heart disease,
CHD) [AEHY . PR AL B R 4.59% , 13k
[ 55 B CHD B R 8 0.60%" . {Hiz A1k,
CHD 7¢ DM f 35 i & A= TR R ML A AN 1 6
XFF DM 45 Jf CHD 3R YT,  H FiPE B iRy T it
FECR RN B AR S XEALEE, (HANEE
MARAS 1 BHIE R AR R, AR, hEESEE X
T2DM & 9 CHD W58 2, B 2 %o 05 R L |
s AAEAR S IR A, 2T T M 3
O ROIR” A, IR S
A, I PR AR, HEIAR S 8 FENT L fb
SR . AEPRACHN ARG RIEY, for jEHUE
FBE N o BRI 22 A I R 2 50 S 45 ok
BT DM ARG IR PhE . B 28 A0 AR
TR Z TR, VIR B A5 TR

A BFE R, kBB DM 4 Jf CHD
1) 2 95 DRV v L 5 B VR ST, TR — R
(trimethylamine N—-oxide, TMAO) /& 7 iE A=Y
= 08 SRR AR 2K AR . Dong Z 259 F
FEERW, TMAOKF-5 DM A I CHD #EIAA G, B
FUb, AW B 7R ML far B U A Al & IKiG 7
PR H.451E T2DM 4 CHD 8 1ifs PR 7 850 B % 1 T
TMAO HYSEIE , N E—0F5% 2552 J57 1697 T2DM
A I CHD R VE FHAE s AL AR VI . R
WA RARE T .

1 &5 %

1.1 MR RSE WEE20164E2 H £ 20164
12 A R R A B2 BE N 43 MR B 16 97 1 B i 12
BT A 5 9K B 45 9F T2DM 4 Jf CHD 9 & %, 4t
40 5], Hp BB 2961, 114, FEEETE40~65 %
ZIE), BERRIGIRAE 3 ~ 124E A5, SEOWRTE 2 ~
QAEANG , FRBHDLE TR A BEAIL ST A UL 2 il
YT, R4S 20461

1.2 JRENERERRE

1.2.1 #uitrk  OT2DM G I CHD 2 Wibrifk .
S OB 55 5 o IR AR B A e 1 A8 805
Il PRIZ W FUE Y7 48 1 ) 2 Wi il . @995 B
SENE R BIEARE . T 2002 4E 1 (P2 B2 I TR
WFE 4 5 )50 (47 ) )" CHD A1 DM A9 AH 5G4
2, VAL19924FE KA CIH 8% ORI ) v 22 43
WIFRIE S TP RO E PR T B FHIERE . R
J1, BRIBEE . PR, BORRRAK R, Bk
W, AR, KRER, SR SER, A
JRBE, H MRS E SR, AW, HERK,
k%

1.2.2 @AnArfE OFIR40~70% ; QFfFG ik
T2DM 453 CHD fi2WibrifE ; D B IERIZ: 2 1
FALEIN L LA R HHE R B 450E; @H &
SINAMF 5T 128 A R B B R .

1.2.3 Herearo D1 RO PRI ST 0 H B IR
e atEIF RER R Q@AM oM. L Y)hE
AN By FOA 2 JB P O B L B A ™ O R R R AR
H OFRIA YL . MR UMK . PR
% 3 G50 B I T Re ™ E A i B, @OREFE
W IR IE 258 . SRR T LA SO A58
T 25 3k S R s A R I sl L 1 2
ORNBEBEAEMEFET, SCREER, SRR
HIRIT, SURMIERZ:, R TR T IR .
1.2.4 BLEALEARE  ORTERMETT IR
(R Qi A v B s Y 25 R R
A A R 7 o 1=E N A ) = A S | oy i
B R s i i A o 5 4R n o s B
BB, @I F R R AT HE AR
#Z, FEYT RN EE; OATTIRH
I FN ST R

1.3 BfFFHE

L.3.1 Aahign 24BEHS THELMG
J7, A4 BEROREERAE , WRWEIRE, A
W EEiz s, DLEARYE M . RG5O 7 AR
JE . JRRR K MR R SESERTT -

1.3.2 TR EPEEERGAIT RIS, 45T F]
P K6y . L AR K SR PR i Ak
Eos ] e, HEHESCS . S20160005 5 FLAK -
18 mg/37; 5. EP51548-1) ¢ Fist, &k
0.6 mg, AKX 1IWK; 18 5% 7 & 8% 8 &R
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1.2 mg, BRI1K; WAL, £201 5%
FER 1.8 mg, BHRIWK, TN,

1.3.3 MEm  7EXF IR AL o kAT & H0A
J7 . MEEH M. W, AL FEL k]
T A&JNH G RAE 8 R A N, IR
AR A LA 1 0 B i A AR A A 2D 1/ R S 5 BC AT
W, BRI EAIGT . hAflg: AR A
AR, JFHREREN R, BH 15,
FIHL 200 mL 5 H — KPR 48 % £, 2
M. SRR 1A

1.4 MBIRRBITHHE

1.4.1 PEEERS  RIE20024F (h2iHrzhih
PRAEFEAE T J 00 (3alA ) )b B A SC AR T ] ik e
W, HOERMTG, B PEMEE 4907
Bt 0. 1. 20 343, ME 24 B IRITHIE R
WEAE BB AR A L

1.4.2 dFsdtne BRESESWUL, T
KH 7:00 ~ 8:00 RAEZ WG ERIKIML, B0, 78
M3, AT 5145 200 2F A8 b o

1.4.2. 1 BHCHHHEICHE bR W% 2 20 B EIRYT I
JE 2 RS (FPG) . %85 2 h I (2hPG) . B4R
£ (HbAle) . ZSIEHESER (FINS) . JBE R H8Ht
FEEC(HOMA-TR) 45 A 1 AH S 48 45 1 22 AR 17 L o
FPG. 2hPG HiRYIIT o 2 B A KR Y F Roche 42 H
S AR ALK I, HbALe B FH 35 F1 )2 Br ik 0 5
FINS b b2 &6 5 5 HOMA-TR B FHAS S5
RIPAE 1 . HOMA-IR=FINSXFPG/22.5, FINS
AN pU-mL™"; FPGH{% : mmol-L™"',

1.4.2.2 JEACHHHEICHE bR W% 2 40 B BRI
e EJEFEE(TC) . HI = (TG) . K& ENsEA
JIF [ B (LDL-C ) %5 5 1 3 AH D& 36 A 19 28 fb 1% L o
TC. TG. LDL-C%F£5 i fg A AH e b5 1t I
T EEBER IR FH Roche 45 F AR AL E .
1.4.2.3 RIEERFHINE N EHF WEE24 8
HIRITHT G A R 6(1L-6) . B C KR &
(hs—=CRP) . W ZE 1(ET-1) /K028 ig 0 . 1
FH Roche 4> [ Bl AL 22 RGRIE ST R G M BLE L
WA A TL-6 7K -5 o7 FH B3 BT e 2 0 o2
EDTA-K2 HiEE# K I hs—CRP /K5 o7 FH i Bk
B RE W B (ELISA )M SE 1% ET-1 7K,
1.4.2.4 M W REACH™ % TMAO KF g%
2 4 BRI ETE I8 AR TMA O ZKF-1

ASARAE DL o 17 FH v 850 T R B B 32 0 A 1
I TMAO 7KF,

1.4.3 ArkaARETMNE 2HBREYTIHRIFRIG
FTE R O Sl R I A2 28 3 A B (LVER) . 930
LM A & g5 A 63 3 LU (E/A B .

14,4 ZAW0 WEIHDRIRIT i R 4
FIARNR N, JEAT M H B DR ST B e
2, TG 2 RBE A RSO A T

1.4.5 s etre S (P2 R
g S A7) )b SC e e O B . R IR A
AIAR S P 2 E . DAL e IR B e v % w7
e, R HE=T0% 3 QAR FERA K
. 30%<UFEFIH 3 <70% 5 QTR FER
T, R D% < 30% 8k AR F LR
o WP R =GR TR — IRIT R RS/
TBITHIITX100% ;A 505 = (i 35 B+ A 345
B0 /IR %< 100% .

1.5 RFS5NEE

1.5.1 & # FPG. 2hPG. TC. TG. LDL-C.
IL-6 %57 & [ 7 [ Roche 23 7] ; FINS k2% &
2 A I 3 59 & W ) 3€ [E Beckman Coulter 23 A ;
HbA e M 2 BF A3 759 24 Primus 23 7] Ultra2 JR 2% 35
5 PA-980 ¢ 8 1 4 AT A L 37 . R .
b s N ET-1 1% ELISA & Bl ) & 1 i e
LEY THARAT; hs—CRP S B e 46
WA &0 F 32 Beckman 23 F o

1.5.2 HE ALEH A 0.0 dl (R R A
A, dbat) s mE A U E O L (Beckman A H), 96
[E); Cobas 8000 4= H 2l 4= k.53 #1{X (Roche 24 F ,
15 ) ; Cobas €602 4= [ 8) Hi Ak 2% & M A 73 TR
(Roche 23], 1E[H); PA-980 %5 & & H WL (%
YRS IRHE AR, ED ;4 A ShEERIY (Bio-Rad
NFEl, EHED) s Ultra S5 FZ AT & ARk 1.2
AR AL (Primus 28 /], 32 ) ; 5 H LCMS-
804545 — T PUBAFFIR B AL ( H AR S w D o
1.6 ZitAE W Stata 12.0 G4k 47 50
MG AT . T ORI IEL + bRl (v 2 5) R
N, FERIER R KO 2255 A, ANIRITETE
R FHBC AT ¢ 42 56, 2 1A] He 58 R B ik ST R AR
K s AFEIESA S 28555, RITHE
FL R Wilcoxon BEAIKE S, 2H1E] HL R FH Mann—
Whitney Ui %5, THECFOR AR R, 4
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[B] FE 38R FH xR 5 45 0 0 ek & 8] Bb 3R FHRR A
K, PAP<0.05FRZRAGIFEL,

2 43R

2.1 2BBREELAMLE XTIRAL20 5B FH,
B15H, LesBl; 4E(56.45 £ 5.49) % T2DM F-
P9 #E (11.10 = 3.34) 4, CHD V#4952 (6.65 =
2.03)4F; IFEAERL(BMI) Jy(28.58 + 2.47)kg/m®,
ME 20 B F F, B 14, Lefl; 4k
(53.95 +6.15) % ; T2DMF-HJi#E(10.60 + 2.68)4F,
CHD “F Y795 2 (6.25 + 2.14) 4F ; BMI K (29.31 +
2.09)kg/m’s 2ZHBH B . AEEY . T2DM S FE |
CHD Y2 . BMIAFREZE R LA, 2RI TLIT
L (P>0.05), £ 241 BH R FLLFFIERA
—2, HA R,

2.2 2ABEIGKRITHELE £ 15K ER: BT
LA, WA BAREN95.0%(19/20), Xt
W ZH 4 70.0% (14/20) , 2R 18] Fds, WREE4 B I R
JYRC AL TR, 2R AESIERE X (P<
0.05),

£1 24H2BER (T2DM) & F B0 % (CHD) &
Il R 7 35 bL 3
Table 1 Comparison of clinical efficacy between
the two groups of patients with T2DM

complicated with CHD [511(%) ]

4 B AL A% T BAR
X HRZ 20 7(35.0) 7(35.0) 6(30.0) 14(70.0)
Mgl 20 11(55.0) 8(40.0) 1(5.0) 19(95.0)"

DP<0.05, SxFMaL A

2.3 2ABFBTAEPEIERROLLE K245
IR JRITHT, 2418 WP B UEE R LA,
ER G FEX(P>0.05), EIFh, 2HEH
1 H R TEA AR AT A BB T T R R (P < 0.01)

*2 24H2BIERSK (T2DM) &3 B iM% (CHD) B
BT AR EIEER S LR
Table 2 Comparison of TCM syndrome scores between
the two groups of patients with T2DM complicated with
CHD before and after treatment ~ (x +s, 4J)

Zibil g 67l A7)
X R 30 22.40 £2.72 19.70 £ 3.71"
pUkil 30 21.45 +4.76 13.30 +3.16"*

DOP <001, H5HIFATHE; @P<0.01, 55X MH
AT

O E L% B UEAg 20 1 T A B S AT T %oF
M, EZRA%1EE X (P<0.01),

2.4 2EBRHFBITIIEEREHEXIERILE &3
GER IR JRITHT, 241BE BB S FE AR
FPG. 2hPG. HbAlc. FINS. HOMA-IR t#, %
S TG E L (P>0.05), AIF)E, 24 BH
) FPG. 2hPG. HbAlc. FINS, HOMA-IR %4
JYATAAE FRE(P<0.01), HWELIX FPG, 2hPG .,
HbAlc, FINS. HOMA-IR Y F F&AE ¥ 00 B A0 T
XTHEAL, ZRASIHFE X (P<0.055P<0.01),
2.5 24BHEITAIGERBIHEXERILE £4
ZER R WRITHT, 241 E ARSI L b
TC. TGHMLDL-C lb#, ZFHTsit#m (P>
0.05). AITIE, 24 TC, TG A LDL-C¥4E5h
JPRTH R R (P<0.01), HWEHXTC, TG HI
LDL-C () N REAE S0 AR X5 B, =734
Gt L (P<0.05),

2.6 2BBEBITHIFIMEIL-6. hs—CRP, ET-1
FITMAO K FLLE RSER /R RITHT, 24
B MG IL-6. hs—CRP, ET-1 Fl TMAO /K
B, 2B ESEIFEL(P>005), HIT)E,
2 H B F TG IL-6. hs—CRP. ET-1HITMAO /K
PRI RTE TR (P <0.01), EOWELLH X I i

#*3 24H2BIMERNR (T2DM) &3 B :0% (CHD) BE B r i R BIHH X I88R L 3
Table 3 Comparison of glucose metabolism related indicators between the two groups of patients with

T2DM complicated with CHD before and after treatment (x+s)
51 % IHEL FPG/(mmol-L™)  2hPG/(mmol - L) HbAlc/% FINS/(mU-L™) HOMA-IR
X R 20 TRYT T 9.49 +0.79 14.23 + 1.30 8.67 + 0.46 10.70 £ 1.72 4.51+0.77
20 R 7.27 + 0.64" 1132+ 1.12% 7.56 +0.32" 7.13 +1.39" 2.31 +0.52"
pUEE| 20 RITHT 9.42 +0.71 14.04 + 1.66 8.85+0.62 10.82 + 1.94 4.53+0.85
20 BT 6.62 +0.53"% 9.56 + 0.70"% 7.23 +0.29"° 6.15+0.97"*  1.81 £0.31"

DOP<0.01, S5EIFHTHE; @P<0.05, @P<0.01, S5XEAEITIE
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F4 2402 BIERR (T2DM) &8 0% (CHD ) & &TT AT E e R S X BHR L R
Table 4 Comparison of lipid metabolism related indicators between the two groups of patients with T2DM

complicated with CHD before and after treatment (x+5)
2451 %5151 Ay 7] TC/(mmol L) TG/(mmol - 1) LDL-C/(mmol L")
Xt REZH 20 TRYTHT 7.44 +0.85 6.10 = 1.24 3.55+0.57
20 BT )R 5.85 +0.82" 491 +0.69" 2.69 + 0.44"
WML 20 IRITHT 7.35+1.26 5.89 +1.20 3.44 £0.70
20 B 524 +0.61"% 4.32 +0.80"? 2.37 + 047
OP<0.01, SHIFRTHLES; @P<0.05, SXR4RITE ik

F5 242K (T2DM) & HE L% (CHD) & BRI/ MIE IL-6. hs—CRP, ET-1F1TMAO /K F EL3
Table 5 Comparison of serum levels of IL-6, hs—CRP, ET—1 and TMAO between the two groups of patients

with T2DM complicated with CHD before and after treatment (x£5)
2051 il ] 1.-6/(ng* L") hs—CRP/(mg* L") ET-1/(ng-L™") TAMO/(pmol -1.™")
pay;isei:] 20 TRITHT 34.43 + 3.60 11.87 £2.48 80.56 + 5.54 7.82 +1.28
20 NEtidE 21.97 + 3.44" 7.53 + 1.34" 71.38 + 4.76" 5.99 + 1.25%
MEA 20 TRITHI 3422 +3.14 12.63 £2.42 3.44 +0.70 7.64 £ 1.11
20 R 19.50 + 2.97"2 6.44 = 1.19"% 237 £ 047" 5.17 £ 0.79"*
DOP<0.01, FHJFATHE; @P<0.05, SRR

IL-6. hs—CRP. ET-1HITMAO 7KF-fF FAE 1Y
IR TR, ZRBHaST¥E X (P<0.05),
2.7 2ABEERTRIEBEOHEIEIRILE %Ko
R IR JRITET, 24BN LB E LVEF
E/A HLEE, 2R TEIT#8E L (P>0.05). A7
G, 24 HRHF I LVEF, E/A MEIRIFRTFE (P <
0.01), HWEZELIX} LVEF, E/A BT E I 8
EFX L, 25 A5 EE (P <0.05),

%*6 2/H2FBUERR (T2DM) &H B0 % (CHD) &
RTAEBE O EEIR LR
Table 6 Comparison of serum levels of echocardiographic
indexes between the two groups of patients with T2DM
complicated with CHD before and after treatment (x + s)
4 Byl e LVEF/% E/A
XPERZH 20 RYFET 45.00+£1.96  0.72+0.06
20 JRIFE 5227+339Y  0.86+0.05"
WA 20 VAITHET 4442+1.81  0.69+0.06
20 IRITE 54.61 £3.327% 0.90 + 0.06™
@P <001, SHIFHTILE ; @P<0.05, 5XFIHA
BT A

2.8 ZTEMITM WIHEHIE, RIEBIETREE] R
FHICTFARAE 5 B 2 91 0 2 DA & IR £ 22 1.8 mg
JE B . BB B mIER N, WE R 1.2 mg

Je B ITE RS BRI, 2 AL FE B K A A
YA R

3 itk

AFIFGE B, o FE R A A P& K S B0A
7 R 45 F 2 BB PR 9% (T2DM) A& IF 5 o0
(CHD) B4, BE5enl DR &G IR T &, BRAL R
WEE RS s Rk, ATRARE K FPG. 2hPG. FINS,
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