AANC LT R G BN K — AR T

Eah, R, BIE FAK, SR (IURERZET, ERBEES L, PSR AR IR, L2

PRI S5 AL TIPS 3%, kst 100730)

SEER: 5 #7) SUIT HMSSSS52;2 A48 o s 31 2 FE AL 76 ) s M35 s 8 6 4EAK-1

doi:10. 11669/ cpj. 2024. 07. 012 hE 425 :R978. 7

TERE 2 20 4E B, A EROBE DR A E N 1. 51 42 A8 5]
5.37T {2, FHod 90% ~95% g A5 2 UM bR % ( diabetes melli-
tus type 2, T2DM) "', T2DM f8 4 3% 38 17 16 4 5 W 9 2% 15
WL, BE TN B B A0 D I i 4 Al R R R A KT T
TEH A 43% F140% 7 ;T2DM % 55— 5 00 B
AN D RE RO B WAL, 8RS I 2K 0 I D RE YRR T A
Jifi 5y FEARHUA O L HTEIHIALI ( glucokinase , GK) A I F
200 L PN A 2 W A OB ) 56— S Bl , FLDDREAR 4 T A A i AL
S, CK BN AWK BE T i, JF S M AW 4 5 5 K AR
GO TGRS A R AR T, T S22 5 R 4 R RE 4R 55
PRSI T, e e A v B RV R A el VR AR, GKC A g 428 il
J A R, G I 40 46 4 Wk B, A - Il B e 250 A
i SR

Z k&5 VT (dorzagliatin, HMS5552 5 [ i 44 : e 8 57 ) 4%
F3 C22H27CINAOS , CAS Jy 1191995-00-2, fk 2% 25 #g 3¢
DL 1, 2485 37T R i h E AR E 2 HOR (B ) A IRAH]
B EBFR ML 5 AR — R 0 IRA: W6 500 22 30 5 8 25 Wi
fifF 1850745 77 ( glucokinase activator, GKA ) | L7 28 4 e B 40 i 1)
5 A PPN N T R A 2 S 1, A T2DM R
&Y M 50

SR BN ST e P 5 [ O 2858 0 T 2T sh ik g
R R o A BRTER B, 248 51 LTI B R K IR
4 R R B 28 ISR 5 N ACF- i 5 BRAIR 9 8 3R 43 i A
i K B SRS, 22 90 37T 5 R T U A GK 3
B 85 FAHCHT & DT AR s 2 90 3T iR REFR M 5
i R IR A BEIIRAR TR 3R 175 1 T2DM KRR =5 I IR VB FS
MG % 22K, B Wl PR DR B 10 IROH T, 3 AT AT A
TIPS 0 P IV ZE 2 0 i B 2 2 A % 1 K G 400 e
b, T TR A A B A9 mRNA R (A9 287K, iE
AR A SETT R0 5 B 1o I U R MR, st GKC T P L 31 ikl JiR
5 FEARHT I B 0 i 5 38 40000, 0 T R O P L e
Ab TSR IR, 2246 51 3CTT RE 372 m W B BT IR 8 4 4K
it 2R AT R g 2 IS R AEIR-1 133K, JLREHE 1 155
S AR I 5 FE ISR VR O T — FFSUNCR e A 51T

1E s b, 2465 0T AR T2DM %% 24 h bk
3677 28 d, T2DM B85 Y 5 B 28 00 1 35 0, A i 2 ]

EEWB : 5 E S0 & T H ¥ B (2020 YFC2008300 )
EERN: L5, o W gy R T I 25 M
25450 Tel: (010) 85133620

FPIE 22 ek 2024 4F 4 HE 59 BEE T

SRR ARG : A

CEIAEE MW I, AT, Al i

NXEHS 1001 -2494(2024)07 - 0651 - 06

2528 d 314525 3 d J5 ,HOMA2-B il AC30/AG30 {445 3%t
B ZREHNITT G 2 IR B At X o 1 SR
PEIG R, HaX PGSR A ZAF 25 52, R 24572538 7 ~ 8 A4~
I, VIR BRI B F R SRS . SRR %
e HTREGEm FEM BT IIe A 24 5 B T2DM 4,
PTG PR S 2D I, 251 2ETT S AR 5
1T BRI A 2677 T2DM BE AT TR, A5 45
B 25250, WiE R RIE L, 06A 25 R AR R
FORRET R 2, Forh C BRI I ROR T4 ) W
I P2 77 28 v 9 e 1 28 AL BK-1 (lucagon-like peptdie-1,
GLP-1) 4} 3. 33458, B th DRI el v

2022 45 10 H, B R 2 5 B R THEME 1 2800182y
LRINVT R B R BAHR LK %5 K TIHR
— A L B R 25 0E g A ATC (RS R 5, AT R
AT0BX18, AHF 5T X 1% 2 i AF AL AQ 3 3l 0 2% B 5%
PE G2V RS BRI N A AT BSS, B A il R R

M=%,
)\ 0
2 N Cl
N/
HOmue =

OH

B1 ZRFThFEEMK

1 {ERANF

AR SLTTAE T T ey 3 A 2 0 200 B LA T R 5 2
Y R A 2 T, 24 I W A e, S5 R Sh R A
WAAHNE IR R R R AT R . 2 2 T HAR(ELRY, K 2
PR ZRBE I GLP-1 Bl P Dt 5 8, BT 3R AT L 5 >4
MUBEHAE T E AR BN, GK T IBE 5 o 200D, e 2 I g a4 8 ¢
JHC, DT 3 B 5 AR . FLAG AR DL 20 Ky B 4
JE Y S 1 BH VA T 5 mmol - L7V, GK 4 800E , i 2
BT e ) AR T TR A, (R T 40 GK
ML PR 235 24 I B vk B A2 10 mmol - L' 6, JiFAE GK 384

WEFE 5 10l - R B 22
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I P 5 BR800 8 P o 2 A 5 244 I % 22
4 mmol « L™ i, GK Y& PEIMUGH T B it S0 o 40 L 14 i 25
B SR BT ALAR Bk o M 22 4 I 2 52 4%, O sl
JE AR FORH S A AL AR, S WL A K 26 96 25, DA T 4 55 I B A
A TR 6K EEMET L AN, £ KA
J , MU R T 5 mmol « LA, 38 L 41 GK i ,
JA Bl GLP-1 738, GLP-1 55 B 4/l b i 32 iR 4543 e
PEBEBRE R A MR RN P Y GK R A 2 5 i B
o I, A% 51 3TTH0E T2DM B35 52400 ) 7 2 A I 2
R, 7 A [ bR 2851 3 ok o B 1 3% GLP-1 0 Jpl sy 1 2% 19
i, S T2DM S8 MRS A 25 R, HL AT T 98 1 - A A
BRIV RO PR AL

2 KizhhzE

23 F R EEORE T 2 T 1 I R g 2245 41 3
THEAS .
2.1 %k 5o

FEL IR PRACES: 2248 50 33T 19 1 3% 4R F AR (area
under the curve, AUC) FIEHR FE (p,... ) FEREZFE 5 ~ 50 mg YL
PSR MRS A 1, 245 sk S [R) (¢, ) 7 1,25 ~2.50 h,
THER 2 (1,,)  4.48 ~7.51 h, WG B 550 [ A

YK GKEE AT

>5 mmol .L"!

GLP-1

<4 mmol.L"!

>5 mmol L

GK — i M s GLP-1 — [ 5 AR 2 REIk-1
B2 e (CK)E Y ARmEls Zal

2.2 REGH
A 2 Tl R G 5 56 T I 24 Bl i 700 A0 5 0k 22
FEHNILTT 25 30 2% W52 W, 43 510 5 4 57 Bt R v 1y 24
Y-23 A EAE FBEST , AARST R AR T il e o 2 4% 511 5C
T8l L 2R TT TR R AR v 1
W R AR 1%, £f£ T2DM B &, IR 1l £ # 51 3007
75 mg,qd ZHIEFNEE RN 9. 79% , bid 2H 1 5 E 1 R
18,829 ¢,
+ 652 -
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i AL AR 3R

11.5~13.1 L+ h™', 2582240 h R 3 B35 1 1 531 22
SO AE T R R T LB B T — B 26 Sl e
A LI B B Y AON S A MR = A 22 . 7E T2DM &
FHRW, AR TS mg 2450 37T B H—K (quaque die,qd) 41
FEgE H BIIR (bis in die, bid ) 2 1 SR 25 3 AR AR, p0 38
EAY)E 1.5 h Z247K%8] . qd 410 bid 4111 1, 23k 13. 1,
15.2 h,p, . A3 926,1 090 ng + mL~" "¢

BH M LIT R B R80Tt e 2R
F1 T2DM 235 s I 25 sl R E ARl . 7E 25 ~ 200 mg 5 AE[A]
ZARFISIT I M 2K 28 T E A (AUC) # p,,, 5 1H IR A%
Lo . e 2 Bk IR 50 mg )5, 248 51 3071
AUC H3.97 pg-h-mL™" p, K582 ng-mL™", 4H 2K
FRAZ) 4 d )5, 25T MK 25 YR RRads, 5
BRI, BERLAE 1 ~ 1.8 Z[A], BRI R 50 mg 45
2iJa , ZA%FN ST R ALK RS RIAE 2 h 245, T2DM R 3%
EHT0.5 h RZh, S AL, Z K5 TT B 24 8 A 4R AE R
BAWERE L, EEZXHERRAMRS0 mg J5, %
N IAT V- R Moy A 75 8K 115 Lo iR 2 3% 1 il
[ CIARIC I AR 50 LT 5, 4 A0 s e S 4 o e
FEWMEZAR0.6, ZHFNLIT ANMEEAL A RN
93. 3% , I HAMKI T 248 51 37T 3K 25 Wi JiE

>10 mmol-L"!

RS

WA 4 F ST B Bl ), 24 5 30T FE A A
R E2 A2 CYP3A4 G0 (213 MIRL ™ C]
PRICH Z A8 81T G, 259 (of BB P00 19 2 76. 6% )
L) ARG BR , 32 AR R AR A AL K i R
JBEFR At A i A NP e 5 1k 3t 20 T 0 W T PR AL
PRIAFR rp 2245 51 SETT AR SQ O PR RV i 1 72, 72% o J5UE 24
Yy #ACH" Py B Br I AN B 25 WA OC e Y 10%
fi e 32 0 VIR L CIARIC I 2 4% 91 33T 5 — JE P, A £
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(59.20% ) F1 FR W (35. 07% ) Ao 0 13 A9 780 S P 57 52 249 Oy
94.27% ,2 9. 52% 5l IR TR 25 & 28 HE i, 29 8. 15%
FliE LAY 25 48 PRV HE o T2DM B 3 B R 1 IR 22 4% 47
TATIE R MAREZW R 6.6 ~8.6 h, RMARE O MRTE
%K 14.1L-h™",

3 BN

A AR R 3 B U — T IR A 2 35 I
B SRR T2 A R U AR YT . 4
RN, SREGR A A SR YT I T2DM 22384 (1
LML 1 (Hemoglobin Ale, HbAle) 75 3] 7 H A I IR F14¢
THF R U EGE
3.1 A4 45 EAT NGRS

e 1S G = T 7 W G LA | 1
NCT02561338""' X 44545 4% 115 115 258 5] T2DM f % Bl it L 43
Be S22 R FIZH (n =53) .75 mg qd ZH (n =53) .100 mg qd 4
(n=50) .50 mg bid ZH(n =51) } 75 mg bid £ (n =51) , i
5 H bR FE LA TE T2DM B8 35 R (] 571 o 1) 204 41 33T %

HbAlc %8 5 2 h Ifil §# (2-hour post-meal blood glucose,?2 h-
PPG) #1535 i LB ( fasting blood-glucose , FPG) BJ7 5%

Y697 12 JAJ5 ,50 mg bid 1 75 mg bid 413697 12 G A
GEit i S HbALe FEAR, HbAle 5 REZ0 AR LE 23 I BEAR T
0.79% (P <0.05) F11.12% (P <0.000 1) J7FRL B #FHL T4
EFRIZH o A7) e 20 52 B 7 R 0 M, HbALe 1 B AR
TR LR T Y PR . AN, B IR 2 4% 51 2TT 4k 3
i PR H BRI (HbALe <7.0% ) )& HL 1 2 35 T 22 38
FIH (P <0.05), #5754 1Y HbAlc S{EARXT HLL 1 A2 1k
BEA TG YT I 18] A9 S LB . 7ESR 2 J4, 5 4 FARNEE 8
J&,100 mg qd .50 mg bid #1 75 mg bid ZH 1) HbAlc AHXT L4k
TAAEA R T LRI (P <0.05) . WNEELK BIRITHS
H,75 mg bid 411 FPG FEIRERUE bR TR0, H 3%
T HAL =20, HLRGIAALL, #1697 4H 2 h-PPG 24 &
FRRAIL(P <0.05) . SR, 75 mg bid 2/ 4L B 45
% (disposition index, DI) F i & 2 K P15 ZL ( homeostasis
model assessment of insulin resistance, HOMA-IR) £ %5 12 J& i}
BEUGE, WK1,

R1 12 FyERm sk g (HbAle) & JE 2 h fi 4 (2 h-PPG) (= i futE (FPG) 4 & 45 2 (DI) Fn R A A oy ik 5
F A0 48 B (HOMA-IR) 48 3 4 & 4 A4 A8 i 9 A7
~ LR 75 mg qd 100 mg qd 50 mg bid 75 mg bid
IR R
(n=53) (n=53) (n=50) (n=51) (n=51)
HbAlc/%
ARX L AR -0.35 -0.39 -0.65 -0.79 -1.12
CESssib= - -0.04 -0.30 -0.44Y -0.77%
b 17 485 A9/ % 13 30 32 44 45
2-h PPG/mmol - L.~!
AR LR AR L -1.99 -4.67 -4.95 -3.90 -4.90
CEsnib= - -2.91% -3.33% -2.302 -3.022
FPG/mmol - 1.~!
AHXF SE L AR -0. 801 -0. 307 -0.382 -0.785 -1.319
SRR - 0.46 0.39 0.03 -0.56
b B H(DI) 0.08 0.29 0.20 0.22 0. 14
HOMA - 1R -0.68 -0.53 -0.52 -0.55 -1.19
W5 Hi-HbALe/ %
AR SR AL (Je TR B Z 251iR)7) -0.17 -0.85" -0.95" -1.04D -1.21%

B N P (95% L), VP <0.05, PP <0.001; - - 5 H Bt L2 5

FEN A 53 Hr 255 461 8 35 v ) 103 4] (40% ) BE A R 42
ZALIRIT, A L A R 2 S R YT A, i 152 4]
(60% ) BEA: 425250 1 IR M 259697 , o e B R 2 iR
JTIMWAL . ERBEZAWIRIT MR T, SRR L, BT
B 285 ITIRIT 4R HbAle 3 W25 PR A%, D3R 2 76 R A
PeZ iR T B R R, HbALe A% T34 AR (L (L AETS mg
bid 4 BEMETEF R -0.97% (P <0.05) , % T75 mg bid
ZH (R 245 3%, DI A HOMA-IR ZE3R 7745 1RG5 1 AE B
EE

MRIEIRFE S )2 B o BT R W, JC Ve e Wi , 32 3% 2 4% 4
IATIRYT BB YA RAF 0 Mol BB 0, R I R R
BRI 75 mg B H 2 IREAEHN TR ARG OGN &, %57

FPIE 22 ek 2024 4F 4 HE 59 BEE T

N TS 160 TSR, BFSE 206 91 23T 1 Sy ok I 245 2
FH By 2 P OUNICER 5 B BT 5
3.2 wAMHERRE

PG 1 B 2835 T 1A AR B SR VR T — TR AL
AR S X B A TR 36 NCT031733911°) #5454 F
98 U FH 245 463 5] T2DM g 48 2+ 1 119 b 451 9 Wt L 43 i %)
G (n = 153) B ZAEF) LT (n =310) , 47 24 J4
XU IGIT L SR 5 X T AT S8 HEAT 28 JH 19 22 46 31 3L 9T T ik
TAIT o 16 24 JAXUE Wy BEAM B 52 AR i 75 mg 22 B ) 45
H 2 WO RGYT , 52 UG HEA 28 JETFHOA ST, B 2 ik
FYEZ AN, 75 mg B H 2 WO MRIG T, $EiT 52 G YT
i 4]
« 653 -

Chin Pharm J, 2024 April, Vol. 59 No.7



F2 24 b7 4 K it HbAle 2-h PPG FPG 7 # A 4 A iy
W B 2 Th ik (HOMA2-B) Fn 7 4 A A% AL o ik B & 445
# (HOMA2-IR) 48 st 4k 2 & {0 A o 44

SR TR 75 mg bid
(n=153) (n=310)
HbAlc/%
AR LR AR -0.50 -1.07
5 R 2 5 - -0.57%
b 17 4 HoAi)/ %o 17.3 4.5
2-h PPG/mmol + L.~!
AR LR AL -0.5 -2.83
5 R 2 5 - -2.332)
FPG/mmol - 1,~!
AHX R AL -0.26 -0.58
SR 2 S - -0.33
HOMA2-8
AHXS S AL -0.72 2.56
RS- - 3.281
HOMA2-IR
AR IR AR -0.15 -0.21
SR Sssilb= - -0.06

T BRI R N I ME (95% C1) , VP <0.05, PP <0.001; - - 555
Xf L IE2E 5

I R RS 45 R B , 56 24 R AR % B S dpe , 5%
REFV AL AR, Z2 46 80 37T 41 HbAle X T IELEREML T
0.57% (P <0.001) , Z# 53 7T 401 HbAlc /KA 4 &
TR A5 12 AR R NIRRT SREFRIM L, 24551
JITHAESS 24 AR FEAIL 2 h-PPG F1 FPG /K75 52 E R
AL, 246 51 30IT 43RYT 2 h-PPG Hl FPG /K- T ik i 2 58
Ko TEEE 24 JA, ZA6 5N WIT AR (42.5% ) 5% A8
H(17.3% ) 1) HbAlc K-35 2 I IR H #5 1% %2 (HbAlc <
7.0% ) s 1E4 8 Ji, HbALe /K5Il K H A5 % (HbAle <
7.0% ) I ZH6 50 SCIT 40 5 He il 5 40. 8% , Bt A
10% , A% 5 (HbAle <7.0% , Fo 1% I % #0144 5 & 34 i)
1 24 JE I HOMA2-B FEAIRAK . 248 50 T Ak BT &
2 B LTRSS 24 J5R 29. 4% , T 24740 M 13. 3%
PO, SRR, 246 51 30T AR 56 24 JH I HOMA2-
BRI —Bmt

TEF AT W, 245 51 3T 4 %K HbAlc 2 h-PPG Al
FPG [T7RESE 256 52 J8] , VR 4 K 5 FE A 7 300l 1T 22
28 3 e A iR 97 28 Ji J& , HbAlc .2 h-PPG F1 FPG
B R 7656 52 JH 24591 3T HbAle L IELR T R%
(L11£1.00)% ., J k%R0 A8 52 8 BF 5% 45 ok ik 1)
HbAlc KA ELIELR FRE(1.27 £1.02) % , 2455030714
HURIAE] HbAle <7.0% M) (12,1 J&) b 22 B 77 4 i
BUAN , FEF 43 58 B 24 T I DA 350 AF 55 3 L IR R A 1) 2B
H(n=069) W (ZHZHE TS, FE AR R A2 Y
TEOLN , FLG 52 J8 N SE BN PRI 22 R 4 51 65. 2%

A b B2 IR AT B I SR AR A 3 — £ 25 4 2l
TRYT I T2DM SR E MBS B 40 o e AR 5 AP, Ar & ol
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T T HE AR IEAT VAL , L4 158 5 25 A0 23 W48 40 ( A130/
AG30) 4 b% DI Jogr HOMA FaiS#Em (HOMA2-8) , 54 7]
HATHT HOMA F3Z54557 (HOMA2-IR) #4734 .
3.3 LB ITHCA = B ORI B 0 KR 3

5 ZPBUNRI A TR YT 1A R SR IR T — T RE AL L X
T LR X B TR 3 NCTO31410732Y % 56 {45
24 JRZ RN A K 28 R HORTT I . iR A 2
ZHRUIR R AR AE =1 500 mg - d TR 12 J6) B2A
7 MRS AN A3 1) 32308 767 i), 7E 24 J8 22 Tt 0 % AR 4 43
A 75 mg(n =382) B2 Z R (n =385) B3 H 2
WA 1500 mg —HUSUIR I RRGAYT , 5 B IRt R 0k
A28 JEFHF AT, T BE YA 75 mg B H 2 RIKG
1 500 mg — B WSRO ARIA ST o

55 24 RN A A5 RS, 52 B AL AR LG, AT
75 mgZ %) HbAlc A% THEL (K 0. 66% (P <0.000 1) , 5
GRIFAM L, 2850 LT AR HbAle N5 4 JATFIR TR,
H—HAERF 24 FIBIT WIS R (R 3); 2890 30TA 5
40. 6% (1) B FH TN BRI 5. 6% 1 58 FAE4 8 J& HbAlc /K
Fik B R 2 B AR (HbALe <7.0% ), IFH52E 55 24 J
55 24 I, iR 246 50 30T 418 B0 R B A5 B2 (HbALe <
7.0% ) i85 L) i TR (P <0.05) , 54
FUAA LL , 2K 5 LT LA 2 h-PPG il FPG 7Kg B ke 22
TR, 250 30TT 4L FELR 5 24 A HOMA2-B B 3%
F HOMA2-IR AR A BUE R T B4

%3 24 JE 557 4 K it HbAle 2 h-PPG FPG HOMA2-B #n
HOMA2-IR #8 3t 4 % & 0 AE 89 A7

LI + EZival]
g €ty XU (75 mg bid) +
(n=385) ZHBUI(n =382)
HbAlc/%
AR IR AR -0.36 -1.02
CESs b= - -0. 662
B B L 15 % 10.7 4.4
2-h PPG/mmol - L.~!
AR LR AR -2.97 -5.45
CEnib= - -2.48%
FPG/mmol - 1.~!
AR LR AR AL -0.29 -0.67
SRS - -0.38"
HOMA2-B
AR LR AR L 1.40 3.83
5B 2 5 - 2.431
HOMA2-IR
LiEROE S %I -0.09 -0.17
SRS - -0.08"
T BRI RN IR (95% CL), VP <0.05, 2P <0.000 1; - - 51
BXF TS

TETFHGYT M, Z24% 5 3LIT 41/ HbALe TR [ /K -F ER
24 JRFFEERIE 52 Ji] s 22 AL U1 B A% 51 TT IR —
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OIS IS, WLEE 32 L) HbALe 7K F B s 7658 ik i
JERT 4 ~8 JH N, HbAlc /KT REAR, IR RrLL 358 52 W, £
FEHIILIT 4L v 26. 6% 119 B E KB T 2 A 205 (HbALe /K
- <7.0% , JCARIME BLIC A ST 3m) | i 2 BRI 4L 7E 55 24
JEETHBE LR 7. 7%

g5 L TEIRIT I, 248 50 T A W BUIRA T Al 42
I3 HbAlc 2 h-PPG & FPG 55 MM R b, °T LARFEE 0%
HOMA2-@ il HOMA2-IR,

4 =&tk

ZEMRERRIE T LT 3 Wl R .
4.1 2 LA E4H 1 HE KRR

16 T8 NCT02561338" 7/ 1,258 fl i 45 H:%2 1 /0
— RIS YNETT AN AL I, 2 HZ BRI
Fe AN R ZHAF (treatment emergent adverse event, TEAE) [1] %& 4=
T, REBEEYT P BN TEAE ShR AN S
FRLGY TR . R IET 2 YA O™ F A R A (seri-
ous adverse events,SAEs) , 50 mg bid 41 1 %] 5 [H 5 25440
KA TEAECHRIS /KM ) 1B 1 WF58 . 75 mg qd 20 53 {7 i 3% o
B3 51 (6% ) 100 mg qdZf 50 il 1Y 2 $1] (4% ) .50 mg
bid 41 51 |5 iy 3 ] (6% ) A1 75 mg bid 41 51 {71 2 4% o
(49 3 151 (6% ) A= TARIMAE . 22 )8 700 40 T 18 4 R AR L g
REBARMMERT 1K — 3V, R AETERIEZ 25 WIRTT 1 B
BHIGRIT AR 8 J) o Jo™ FAK MM G4 5 , A% 2 i
TR PR s RZE A6 bR (2B L B T RE R IR AR ) A I R
RS BER . TR h 1 R WL B T =R % A B ek
KA AR AT = o
4.2 FANHIEKRKR

TEBAZGATT G TR 5 NCT03173391 v Sy i 24 J
R R T 18], 2 4% 41 3CTT 20 310 {41 28 3% vh A 240 441
(77% ) 2R 20 153 B 835 by 103§ (67% ) 4t T &
b TEAE, RZE TEAE #ZRR BN, IF eI 7 M 15
Bk RN BV BN G4 TIR AEMEEREHAR
B TEAE, Ak, 78248 5 3077 20 b 2R W 8¢ 3™ 2 1K 1l 4
HOE G2 AEC Y SAEs, /> 5% (19 F kK A2 1 TEAE
WUy b P 0% T JR % e I L DR BT ) B S A R I
H, TEAE 28058 35 FI W 5 e 25 W) TG 56 . 72 JF A 97
[, TEAE F1 SAEs 7528 81 F1 & A= % J7 1 5 XU 18 97 1 6]
A . DRI RIR B IS T i IR 0 25 IR o B I 7K
F <54 mg - dL7) 7E 24 JH Y XUR W N, 24 50 30T 41
310 & A 1] (0.3% ) iy BL T 3 A fis 00, 10 7E 24
JARUCE W, 22 B 20 R R A W 2 IR o, AE 28 ] ik
HIFEAN, 120 B E P 141 (1% ) HBLX A O, 52
JEL P, 8700 5k 8 R T I DR d 350 W S A 1 e A R
40,006 A 1 2 2 [ 1Y I 1 s A S5 4 4 50 (body
mass index, BMI) I& 4 2 % 22 5. WE5CIE], prf 515
THREAH G SE g AR R AR IE W YEE N . XTI Ag, &
JIH [ B (total cholesterol, TC) Ik %% & g 78 13 IH [ % ( low

FPIE 22 ek 2024 4F 4 HE 59 BEE T

density lipoprotein cholesterin, LDL-C) Fl /& %5 J& 5 25 19 iH
fi ( high density lipoprotein cholesterol, HDL-C ) i, 7 1E # 7
Bl o TR, H Al =K (triacylglycerol, TG ) /K- 755 24
WA G, e 52 RS W A g — AR . 2 L
ITHHE NS MIE A R A 12% , ZRFH N 1%, W5
N GUHIW, 248 50 T HACH 18 g LAE TEAE 5 2 4%
N IITA K
4.3 ZHF TR A = ¥ I I KX 5

FER A SR T 399 1056 NCTO3141073 2 v, ¢ 24
JHEYRUE 697 01, 22 46 51 3077 41 R0 382 Bl i E A 299 1)
(78% ) FIZZ L 20 i 384 {51 f6. 2w 1% 278 9] (72% ) 2= /0
A —A> TEAE, KRZH TEAE # 2R BN, IR 7RI W 15
Bk RN BV BN ST, RS R E R
M AF a2 YA OE 1Y SAEs . /0 5% J AR 1) TEAE KK
g b PGE R R AR AR PR L R IR ILAE 1 H i =
P HILAE , BIFSE 7 FIWT X 28 TEAE RZ 50 RGW T K. 2 4
6] TEAE (28 BRI ™ 8 #2820 1 35 22 5 . WF 98 & PPAl I 24
WIAHSE TEAE S HEAR . TEIT bR 236 7 18], TEAE FiI
SAEs BYZERIFI R AL 25 W E G WIE AR A . 76 24 OWE
0], Z A8 5N SLTT ALY 382 iR A 3 (0. 8% )t L T
I A8 S ARG i it B 7K OF- < 54 mg - AL ZEFF A
T W), 602 B B3 A 1 ] (0. 1% ) H B L , 17 22 Rt 5]
AR 24 JAXUE 8T G J7 B 2 AR b . SR IR YT
[f],2 4B BMI TR, 2 M JC i 2 5. 2 40 m k76
WEZES . WIITHIEFE DB AR OC 52 50 % 48 b B 1R 1R 38
Bl AT LA /K- J5 i, fF 5 91 ) & TC L LDL-C 1 HDL-C 7K
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