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Endogenous bioactive small molecules and vascular calcification
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[ABSTRACT ] Endogenous bioactive small molecules are characterized by low molecular weight, high biological
activity, low immunogenicity, and rapid synthesis and metabolism, play a pivotal role in maintaining vascular homeostasis.
Vascular calcification (VC) is a abnormal deposition of calcium and phosphorus in the vessel wall.  Endogenous bioactive
small molecules such as cardiovascular bioactive peptides, adipokines and gaseous molecules participate in the process of
VC through various mechanisms.  This review summarises the advances in relationship between endogenous bioactive small
molecules and the occurrence, development, and related mechanisms of VC.
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P UTAR ISR AR L 531 A2 )7 1 O SRR 52
VC 2 5B AT I, T 3h ] R AT 0 Y R
[N E S 00 e RAEE 7/ K co U S Ol N =
Jif i HE 2 1 45 S W WLZH Y (vascular smooth muscle
cell, VSMC) [u] i & 40 AR S 4L, X2 — 1N E 4 2
HWERERPWAER, ZMILHZS5 T Ve AR R RE,
AES A AL B M OGS B PR A 4N
PR FEBTREIE N SAE ARG RNA SR IAMA
A G Io TR S Tk X 0 . I
ZURER55 53 W/ H 43 W B A TG /N3 F7E VE 1Y
KRR R B WL E A PR E RS o
B2 KU L BRI 2 (adrenomedullin, ADM )
K BRI L ADM2  H A& (intermedin, IMD)
M EIKZE (1-7) [ angiotensin (1-7) , Ang(1-7) 4§
AT VC R R ; TR WA A T i AR
B A TS PEZ AR an i 4 ok 2 11 (‘angiotensin I,
Ang 1) Ko A 95U 98 3R T 30 ) 45 000 T fn sl VC )
Ji& Wb A8 A A A B0 PR g R
(leptin,LP) .S % (Irisin)  ZWIHI (apelin) , <
PR35 — % AL & (nitric oxide, NO ) | — %A fb fik
( carbon monoxide, CO) | #iit & & ( hydrogen sulfide,
H,S) Fll SR (sulfur dioxide, SO, ) 55 78] 3 i £
FOLHI S5 VC IR, A SO IR MEA: B i R
53 F5 VC kA R R KA AL A 58 2 e A7
LR

1 VCHHE

A8 5 Ak, 32 2 R A TR IR S s, P AT
Ak (intimal calcification , IC) 5 B Jlik FH 2& F11 5 Jhk 33 £
WAL BES I A G, 2 % AR TE IR Bl Bk S8 ik | ek
BNk ESIK B S bk R I AN B Ik, O 5 AR
JoT URRR 98 i 20 M 32 90 A G 1 M 3l Dk % i = 3
JIR BT SR 4R | Wi J L Wik 240 it 2 3 LA K. VSMIC i 7% 1 5
FEE5 UG % Ak A Y TR 240 B, S50 40 i &0 35 J5T 2 1
DIRERERT , S BON BERES AL TR T ) v S
1 (medial calcification, MC) 5 Ifit %5 i £k . We 45 1 =
IR 78 3 AR 0G0 A OGS — b 4 B P i A R
A5 S0 AT 5 T B B ARG ) S N E . MC
DAL A8 v Bk 1 P 55 AL S R AE  VSMC AE 52 31 R
NP A Sy 1l A AR 200 L, 7 1 v B2 7 A A A
DY), S 20 & BEREfL . MC n] &A= T Z R s
Tt IS W P | e I A AR 3R D o 2 E
Lo, HOEALE S veMC i FseT: Al

AR (B A= R AR AL ES R R LN R
I, MC R 5 1C AR, FEAEAE MC 1 Bl
ALY TRk B B rT AR 2y R B, MC i i
77 PN 1) B SR R R R, DT I A s e A

2 RWREEHEENFS VC

DMEFEES RS VC

TR (| REREINEoE AN ES B R4 ARy L o = A
UM AT Tz PR W R0 20 R 25 5 s, 1 4R 57 1M A AR
AITHEAE T EEAEN, B R -0 5 0K R -1 [ A
Z 4 (renin-angiotensin-aldosterone system, RAAS) J&
PR I N A H e S5 46 PN 23 R G, HAN S
WA MNP IEAR R 5 A RS S Ve
% ke, ADM e IMD i 910l VSMC B 4
MIFEFE AL IE S VC K JE

2.1.1 RAASE VC  RAAS IR M ZEKE
Jii ( angiotensinogen , AGT) | IfiL /& & 5k K 4% fL i ( an-
giotensin converting enzyme, ACE) | Ang(1-7) M
AL, B 2K AGT Akl Angl, /G AnglB ACE
Saf At i Angll, AngllifE i 254 Angll 1 %Y (angiotensin
I type 1, AT1) #1 Angll 2 %! (angiotensin Il type 2,
AT2) MiFf G 8 FUBIKSZ AR R IEVERT . Ang IL R
R B T A R D, T D 3 ok A FH R B B
ZE %K ( mineralocorticoid receptor, MR ) & % 1E H .
ACE2 25 ACE [AJR 094 4@ 5 (1 i, ACE2 W] ¥
Ang [l BHFAL N Ang(1-7) . Birh Ang I Je/K i
i Ang (1-9) , Ang (1-9) T % ACE 1%, = 4=
Ang(1-7) , 2RI, ACE2 5 Ang Il (RN T L Ang |
155 400 £i%, AL Ang (1-7) £ H ACE2 /EH Ang Il
PR GE TS Mas Z RS G KEE-(EI 1)

DAng 15 Ve, Ang Il it 5 A8 [ 52 (R &5 & 4
SRR E 2RO, Ang T 5 AT ZIRZ5 64
HEVC, M5 AT2 ZAREE S M6 Ve, AT1 SZR7E bk
ERGEPZRIK ) Osako 7 2R N AR SMIF
FERIN, Ang I1 2 B0 148 HH A A% R T kB A2 143
Ak R 7 B A (receptor activator of nuclear factor kB
ligand , RANKL) [ JCH8 A+, 8005 79 RANKL J@ i |
Ve 22 24 )35 AL B 1 P ( mitogen-activated protein ki-
nase, MAPK ) /I8 #h 5 5 P8 7 i B ( extracellular
signal-regulated kinase, ERK ) {5 5 i i 3% il VSMC
HACE L AT1 32 A9 %0k, 5 -8 Rk R R
%% ( renin-angiotensin system, RAS) ¥} [A] fi¢ #f VSMC
JH A A Al R B 1 3RS B 1R S Y

2.1
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Figure 1. The structure of the RAAS

R, gk Ve FHERE S Jeong IR R PR Ang II
5 AT SZARSE G AT MR B AL 27 1) 52 A (re-
ceptor for advanced glycation end product, RAGE) 5
L A& = 7 7 & 5E M & 1 (Chigh-molecular-weight
group box 1,HMGB1) &5-& , i o - R s 5
18 % FE H B C (protein kinase C,PKC)/ERK/#%
F kB (nuclear factor kB, NF-kB) Fl c-Jun % & K ¥
P4 ( c-Jun N-terminal kinase, JNK)/p38-1 i 25 H
(activator protein 1, AP1) , % 5 il & 40 i 4% 5% A+
Runt #H 3¢ % 5% Al ¥ 2 ( Runt-related transcription
factor 2, Runx2 ) FlpH #H 5 4% 5% A - (osterix , Osx )
Rk, T BOMCE Ak A B B R RN e W R
(alkaline phosphatase , ALP) F&ik38 i 24 vC Ak
J' ., 41 43 (connexin 43, Cx43 ) J& IfiL 45 4H Ml 3=
KON W EEE A, OB AR Runx2 W,
fiedk Ve R, Li %7 BRI, ACE S )R 4T
e S0 S A S bk e Cx43 i BRI EE Ve, ]
HLHIAT RE S5 FE K ERK ¥ ¥ p38 BYBERR Tk 1 DL K
RANKL 5 5l BT HEA G, 5 AT1 Z R 31
Ang TR HE VC HVEFIAHIZ , Kukida 551 W58 K B,
T JR I 0 g WA IR . TR 5 5 A0/ LA AR B |
T LA AR S AT2 SZ0R5d Rk /DR VC TR
T EFAEBRT AT fcbR/N B, AL n] AE J2 18 i &6
O3 P A A ) AR 334 5 S A2 AR y ( peroxisome
proliferator-activated receptor vy, PPARy) , 1M #% 3% {&
PPARy J& VC MY I K+, AT2 32 (K006 W] i =
AT2 Z A B AE I A 1 ( AT2-receptor interacting
protein 1, ATIP1) A#% 5 PPARy %% &, M 1 42 3%
PPARy J&PE,

@Ang(1-7) 5 VC, Ang(1-7) AT VC #Y

YERL ., TEARAMEALIE RS i | Ang (1-7) kb B AE S 1%
VSMC Y 4i R BUbR W) (38 oINS & A .
L 2200 FRES IR 2R 1) 3R 3K KT REAR, I
FEAR B A DG 2R F NS TE 25 & A2 8 2 (bone morpho-
genetic protein-2, BMP-2) Fl & £5 2 ) 3% ik >k 4E 5%
VSMC SR M REsE Ak [AlB, Ang (1-7) 38 7] LA
REARESAL IS A ALP 35 PEFES LA, 22 /% VC K
SR I Bl 1 F B A%, Ang (1-7) 304 VSMC A
AR L 2 /3R o il s A ) ACE/ Ang TT /AT {5
SOE Y T, Ang (1-7) © B IE B2 — A S0
VC 4 5], TG Ang T 7E4E VC (9 OR A
PEFI

QLIS VC, B E S 3%0E MR, 7% A
AR R SAE PN B Dy 1 I A S B i R ok e ok
VC R Alesutan 25 BF 5T & PR, T I3 i 30
AR VSMC ) B 20 B S ARk sk Ve i
e RAFFZE & B, i T 0 ) 34 22 6 2 L R 4
HATEHI A VC) TR PR [ W 38 220 B3 L
Ji M v L P R T 2 o B LA 5 BB T, 3
LA PR TR I 1 o o R e ot A R 405 7
AR Al Wa 250 STES B ST kPR, 7E L
ST AR D3 I C IR 2 i T 5 5 A9 K R Bl ks
FRASERY Hh A5 Ak i A5 R T [ ) K SF e BE A
80% , 71 (5 FH A8 1 ) 52 42 45 470 7510 W88 P4 i ] I8 3 ok 5
XFARAE , Zhang 25 RFSE K R, 5 BA Al A fL AR Y
KM L, 45 7 8 [ B HiUS Ve B inE, X2t
S5 R IR R —Fp 25 Ve R Y 2 Y IR
W, L L B R T A AMP SR LR A
1% ( AMP-activated protein kinase, AMPK) 473 fi¥)
FESRAEE Ve Byt
2.1.2 ADM 5 VC ADM J&—Fl iy 52 2 2
i B R AP PR U o A T R, ELA R IR A
(AR AR T, IR AT 2 5 22 o B B 5,
EPoR AR A HE B AR AR BRI 2UE & 55 2L
AR PN L0 I R AP ) T, Wang 2570 B 5T &
B, AMIEME 25 T ADM ] A5 4% R IG5 i K B o
R, IR il 45 = 90 RN B kA A ; i — A AR gT R B
ADM 1] RE 2 i BLTE AMPK {5 53 i k11 & %540
il VSMC B 9 4E AL R A VC BPEA . [AlEE, Hu
SCPUBIESE % B, ADM AT 10 3] S A0 A1 5 R R 4K 11 5
SR Bz D RE R AR, Zhou %512 R W B 5T IR A K
PE, ADM A DL 3E s 535 VSMC BB AL )i 5% L bz
SRS RIPIRR Ve, Cai 2 858 LI, 76 4E
A2 D3 e T S 0 K R 3 3h ks AL B A
ADM bR KFEAR T VC, AL 0 3 3506 R
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PR IR AT (eyclic adenosine monophosphate , cAMP ) /25
F1 8 A (protein kinase A, PKA) {5 518 % [ AEHF
EHELSESIN
2.1.3 IMD 5 VC  IMD J2—Fl# & A0 1
TEPEZ IR, N IMD K gt By 148 A2 5L 12 ik 2k
ZH LAY IMD Jij A bR prepro-IMD)) , i i & 1 7K fiff
YEH, prepro-IMD 7] LA~ 4 3 4~ IMD ¥ 1 h Bt .
IMD1-47 IMD8-47 F1IMD1-53"%*' | IMD A il £ Fh
PRI (LI hE P B E O OB PR ) B AR DG VC,
Cai 252 E4iE 2 D3 FUEH T RHIRB VC H
R EFSE & B, IMD 3l 3 B JE PP Ve 0 5] 3
Jit Gla 5 H (matrix Gla protein, MGP ) & ik Fll MGP
(4 y-RAE I H] VO, Ren %1% HF 5T % B, IMD1-53
ST A P 5T P 3R A v ] R > b R A R 1Y)
SRR AL PE VO, Chen %™ #F5% & 3H, IMD1 -
53 i3t IR EE I a-Klotho FIUTER{E B JH Y
A 1 (sirtuin 1,SIRTI) (1325 D42 18 B HIERR VC
FIE A 56 /0 VC, IMDI-53 38 A DL 3 i 38 1%
cAMP/PKA {5 *5 i [ 0 i 75 25 0% 5% i2 85 11 1
(glucose transporter, GLUT1 ) %) 3 3K 5 2% fiff 1 IR Js
VC [, Zhang %5 76 40 i K - BF 5% & R,
IMD1-47 383 98 95 Wnv/B-32 3885 115 5 18 8% 30 il
IR LA S 10 VSMC 454k, Bao 2570 Il PR A
SRR, 59N A fd 6T IR 23R A H, 4 R I
BT R A L3S IMD K- 58 35 PR A i 9 i
— 2 X 4 5 VB BT R R AT T 3 B ik
Kauppila P43, 45 3 278 Kauppila PE53 =4 43
H LI IMD AP F R X $E s AU IMD
T o] BE 2 AR MVBGE AT R &4 Ve ST fE
545 g
2.2 BERFEFS VC

LA RE b P TP RN AN 3 SR Z5 M2, A
FRAE Ay I A8 B M2 B R AN 25 4 41 2, A K g i 21
U, AR ZIIWESY & B, A TR AR 105 4 21
PL5%/ A 43U 7 243 0 Z2 FIE 10 PR 7 2 LP | Trisin
J Apelin 5,25 VC kAR E,
2.2.1 LP 5 VC  LP 2 167 AN IEMRA N
FEHBERME, LP FEH IR iy Al
sy, WS EH T LP Z AR R A, 78X,
LP R AR B AR AL 38 3 1) P 1] 4 3
3 T O 2 IS AN A A% FE ph e oe Y R A
JEl LP (A FE 3 2 5 0 5 R  RE SN | SRR
3 bk oK R A L RN af B B R 45 A5 55, Parhami
SR 0001 4E 1 IRAE RSN R B P 2] i

R £ HE 28 32 3 Bk F 1 UL 40 M 5 1k, Bl S,
Zeadin 2V BFSE B, LP ANJEPE T TAT B N
ApoE” /B VC #)& . [RIEY | Iribarren 2634 T Sanle
S PRI AT & B, 638 LP /K75 564k 3h ik s 4k
FUE 3= gh ke A ™ B AR B B2 IR ARG, #2755 LP £E VC
(KA RS B EEAER, Chai %7 HF5E R HL,
2 AUHE B S5 N RS DK S AL R S R K
LP /K-8 IEAE G 78 B-BE R H b A S 1k 45155 &
SR VSMC 5405 R1 i | LP 3 ik 3% Ab B i 1t UL e
3 Pl ( phosphoinositide 3-kinase, PI3K) /25 [ L il
B( protein kinase B, PKB) {5 5 i % [ 4 BMP-2 #l
Runx2 (334, 2k VSMC RAF AL, BT VC, &5
TR, X S5 BRI LP AT VSMC R R 40
FEFALANES AL VO, AR LT S i — 20
/IS
2.2.2 liisin 5 VC  Irisin J& Bostrom % AW F
2012 A 112 DR EERRA W IR R, 1
1 PPARy VrRIBCE 7 Lo 4% 22 T AU LT 3% 26 1
iR EEs B E 5 2R, Iisin EEORIE TR
W FILPY 2H 2, S 0ok P 53 W8 S 5%/ E 43 Wb i AR AR
TEZMALEE  IE NG ITTHZ B # UL A
WM R G5

IV Trisin 2o ) 5 i £ 500 A5 A0 T S5 1 T
I R, DA i T 00 e 4R 5l Ik AR 25 2l i os A Bt A
ARG 7E E SIS BGE BT R T 1
T8 Trisin KP4, LT Trisin 7K - FEAR A 5 18 5
BT AR I Bh DK Ak 38 i 47 567, Hisamatsu
SO T Wang ™ SEREST R B, I Trisin K5
SIS Ak 7K S B2 TeE IR Bl JikCES Ak 7K P B 60AH O5G
XRUIPER Irisin WEH VC Z AR TEC R,
BE— 2L W FE W TEAG L W Mo E o Tvisin {2 1F
AMPK/ 3l JJ 8 FAH R H 1 ( dynamin-related protein
1, Drpl ) {5 5l B AW , FRAR Drpl 3Rk M Hipa) £k
KLY Sy 5L, 00 Tl e R AR | i 2% 2 b 14 T e
B0, U/ P IR A O Y S AR 38, #0 ) VSMC
1] JAC 20 PR e A AT A 1) VCH , Pang %61
FER IR, Trisin 038 5 P 1 R0 T 0 5 R i
AT IRES & 75 AL G5 1 A 32 K 2 11 3 (NOD-like
receptor protein 3, NLRP3) & 4 /]MA& 55 U] 3% A~ &
iy VSMC FET BT 1k VC Ay,
2.2.3 Apelin 5 VC Apelin J&FH APLN J&[H 4
T A= W06 HE IR, J2 Apelin 32 1K (Apelin receptor,
APJ) B N R PR TC A, B AT DR 0 i A8 A 4R
APLN JE [N 4 i HA 77 D2 ZER Y Apelin B 4
(pre-Apelin) , pre-Apelin FJ 4% 1] A [a] B9 ik BL, 73
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A Apelin-13 | Apelin-16 | Apelin-17 | Apelin-19
Apelin-36, H: | Apelin-13 J& 85 BA A 936 P 0 JIk
Bt Apelin/AP) R4 2 T OME RS, B
fe L O O ) S 5 s B S R Sl ok ok A Al
AA5 O I8 W0 1Y & AR R R v R B B AR
Apelin AR MMO7 W] 386 %4 14 T 90, o Al
ke M WAL Apelin/APJ 2% C gk E R Al A
M| VSMC 510 K B AR e AL . Apelin 38 i
% ERK F1 PI3K/PKB {5538 s 55 3 50 Dk 7]
G 00 6 0 5 40 AR B A6 Han 81T BIFST K
L, Apelin 38 1) T RS GR35 Db ) % 52 -1 (type TN
sodium-dependent phosphate cotransporter-1, Pit-1) 3
IKHEMTAN ] VSMC 1% B 20 B e 5% AL R % VE,
Li % W58 K% 8, Apelin #8335 AP] Z AL & R)G
VT PKB {55 38 S ] P J5  EOR 2403 VE . [R]
B, Apelin-13 38 1] DL 3@ 3 #1613 74 % ( reactive
oxygen species, ROS) 4% F ) DNA #1155 F1 3 75
MAPK Fil PI3K/PKB {5 518 H R D 125 1] 4 4 17
(/N E Bk VSMC 4L
2.3 SkaF5VC

— AL A (nitric oxide, NO) &5 —AN1E O 1L
RGP MBA Z It N IR SRS B S
WA 7= A= 59— S AL B ( carbon monoxide, CO) . Hifk
A (hydrogen sulfide, H,S) DA X — 5 LA (sulfur diox-
ide,SO,) WAHLR B A I, ARG FHA 38/,
AE A Fh 2F 4RO R B R, T2 2 5l
ERARMT, PFFERB,NO H,S & SO, N IA
PESMR S Tl Z R g Ve i, R i
] SRS 5T B I VC fRTR R BAA %
Rl PR AT 55
2.3.1 NO5VC  NOE—RNEME. ZI6EM
EWAE T T, B — A AL A B B (nitric oxide
synthase , NOS) ffb =4 . NOS A =FpF 1Y, B p 22
il — 4 1k A & B ( neuronal nitric oxide synthase,
nNOS) HFK NOST |75 A — 4 b A 73 i (inducible
nitric oxide synthase ,iNOS) BFx NOS2 FIN 7 il — 4
LA A ( endothelial nitric oxide synthase,eNOS) &%,
PR NOS3, Hrr, eNOS f77E T P K 4 il v, A 44 34
TSI A A A A T R B9 ], WF ST R B,
eNOS FRR/IN B 32 20 Jok b % 85 DT AR G An, 3= 30 ik s
AR N EE SR Ab R bR AR 2R Y . Van
PV TR RS VC IR B AL NO KSR
W, AR DRE RS T 20N B4 eNOS SR IR NO
RO | 4 171 A0 A o AR T 1 /) BB R B 3 ik

HEASAE ) Majumdar 255 BF 58 & B, NO 18 i
USPOX (— %3z AL ) B9 S-0AFf 4 1 ok 3T
Notch {5538 % , AT B 1E 3 2 kR4S 1k, 7EA A
NO WM REFE Y, NO SR T I 25 40 il B A
MRS &4, Hrf, NO FZEXT 0 1 FE 45 1L X
Sl 00 A L ) O R A AR RS RS NO W]
08 VRN I A A B R AN R R AR R
il HA NO REBUR M Y S i A5 A4 A ) mT A 50
RIS VC BN AE I, TR Im K5 4k J7 T
HABE KRS, AL, Gogiraju 250 BF 5% KL, 21
YR 2 S4EH A NO B A= Y A EE , 21 48 it b Y
KSR -1 Gl 2K 30 48 35 58 7 1 LA A v S- 310 i ik
2 e H K 38 )5t B ( S-nitrosoglutathione reductase,
GSNOR) FRiEFI NO {551 43k VC,

2.3.2 CO 5 VC  CO J&— i il £ 2 i 42 il
(heme oxygenase , HO) 73t A I8f ML 21 2 7= A 19 AR
¥ BT BABUR PUIE T AES 5K A VR
A3 TT LU k] e AR 20 K- LA 1) 4 4 Rk
T AR Sh Dk ks A A Ak B T B, AT A7 Bl T 35 BT ok
ARSI KBHZE PRSI 1 A A, IR FEARGE , 2L R A
SRESR T4 4 2 M2 F 2 (nuclear factor-
erythroid 2-related factor 2, Nrf2 ) /HO-1 15 5 #% 34
T P il A T i 200 i %) 605 A S 18 1 B A 3 /) B
B VCU | Zhang S50 B gE HRGE , K BUES Ak I B
th HO/ CO/ ¥R 55 11 ( cyclic guanosine monophos-
phate , cGMP ) 15 51 i#% & A= i 3 8 {k ; 5 %) FE 4 AH
F, A AL LA T HO-1 i ¥, CO & & )z cGMP
T H L AR, $2 78 HO/CO/cGMP 15538 [t 1 %
FAE VC WIE BRI e 32 38 T, (32 TS 4k
M4 L 212/ HO/ CO/ cGMP {5538 B T I (1 AL il
ATyt e — LR

2.3.3 H,S5VC  H,S7EARYIRN T e
fik B-4 M ( cystathionine B-synthase ,CBS) WA -
46 ¥ ( cystathionine y-lyase , CSE ) il 337 3 [N il fig
it % #% I ( 3-mercaptosulfurtransferase , 3-MST ) — Fifi
B E A, RO M R ST, H,S F 5 28 CSE fiEfk
PR A= i, 8 3 40 ) AR I R, ARE L AR AT T
S0 e 34 % Ak A 22 o B A B O R 4 R 0 A AR
A, H,S il Ve Z Z LT RS, Zavaczki
WS & B, H,S L 1 ] VSMC 85 10 F kB 4 B
ARG PR NS VC, AR H,S 38 AT DUIE 3 [
G Pit-1 19 35 35 R W A Wl 2 +h ) 45 I, 38 5 40 o)
Runx2 MG A7 R FEAR ALP B35 1 FE 45 2 1Y 43
WA AT OO ME AR AR B 4k i — 2B BRI R R,
Runx2 A0S M HAZ S AR 516 254 H NF-xB 47
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5 H,S AT RLE ] NF-xB #4005 25 100 40 ] Runx2
A I DRI & UYL S (A TRd & 3
B, ARECT H,S HERER A A, A A AR o 1 4
2 RifA H,S LA AP39 (5 nmol/L) B AT 38 52 41 il
LRI e A 0 2 40 k) 3 B BOom s AL R
PR ARNHE [ LR A2 E— AR BT H,S ] Ve
BL A 27 10

2.3.4 S0, 5 vC WY SO, 7E AR AR
ﬁhﬁﬁ EF‘ , Hﬂ %é"z‘?ﬂi‘iﬁ% %@ﬁ( aspartate transferase ,
AST) (A A A, ARV EE T B9 SO, BAT A ML /&
e I T K AR L R I A S AL O I SR AL
SEAYIFERON, Li Y RFSER B, SO, I HA Ml
VC WPERT, TEESALRY T3k AST B9 mRNA /K-
T EREAR, R LV Y AST 36 1 3 T B T A1
PRPEANFE SO, Al E W] VSMC YR 4 e e 1k
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