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[ Abstract | Dyslipidemia is a major risk factor for atherosclerotic cardiovascular diseases. Recent advancements in lipid-low-
ering therapies have seen progress with statins, cholesterol absorption inhibitors, PCSK9 inhibitors, and omega-3 fatty acids becoming
widely utilized. Emerging new lipid-lowering drugs, including angiopoietin-like protein 3 (ANGPTL3) inhibitors, apolipoprotein C3 in-
hibitors, monoclonal antibodies, antisense oligonucleotides ( ASOs) , small interfering RNA (siRNA), and cholesterol vaccines, have
diversified the therapeutic landscape, showing promising efficacy. This review explores the development and application of these lipid-
lowering drugs, offering new insights for therapeutic strategies.
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ML 57 8 2 48 10075 B B ( Cholesterol, Ch) | CVD AR, 2w BT i HA B2 . H AT
H i =B (Triglyceride, TG) . K% B g & 1 1A & JHTRIT MRG58 25 B T AT 28254 . JIE [H
[ ( Low-density lipoprotein cholesterol, LDL-C) 7K (LA 1ALl I O % N W O S = T e o R 2 Al 15 T3
FHE, mEENRE BB (High-density lipo- i #E 9 ( Preprotein converting enzyme subtilysin /
protein cholesterol, HDL-C) JK3FREfK, 1L 2 + B8 kexin type 9, PCSK9) #iil5] . 144 RKEHEA
B LI # R B A7 e, i SR R BN IR & 3 ( Angiopoietin-like protein 3 , ANGPTL3) il i
SRR IMOGE, g2 B R UL Ay GO I AR XU R R 2 — 7). #HEFE I C3 (Apolipoprotein C3, Apo C3) I
LDL-C 7K~ 19 Fh s 2 E R Al B8 R T &=, s WF I A, FEE AR ARW LR, NTH
By Ik s RE R AL M O L4 959K ( Atherosclerotic cardi- RNA ( Small interfering RNA, siRNA) . B 5% % T
ovascular diseases, ASCVD) &H: K K 2., 2021 A SO R IR R B W B ORE B Y O BE XY T 4E £
AEABRA 381 J3 0 1 ZE T IH R T LDL-C I ¥ 1A K P TE B R 25 AR D AR SO s PR LA I
WREETH R, 2020 4, AIRAA 1910 J3 AFET O A ST T 5% 382 - 1 58 Mg 245 4 1) o B BT 58 AT 47,
BYEIN  ( Cardiovascular diseases, CVD), JL-F 2/3 LI A R B VR 7 32 8 T
() CVD AT F= ASCVD' | F& [ b 2B 4 1 fg 5 % 1 fiTEHAY
FE RS Ik 43.3% , I BV T 2 AR N B0 il R My 25 92 Ch & 0y G Bl i 2 FH Bk e —
Fde s B L N, g SR B BT IR 6 B AR BAE 5 B A ( 3-hydroxy-3-methylglutaryl coenzyme
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A, HMG-CoA) ifJE A M TE 4 Ml 7, 4 —Z% M
G T B R R] AT B {IR LDL-C /KSR CVD Y XL
K. 5 Ch 7 iF N & i 42 32 B, 3% Jm 40 e XF Ch
BRI AH B B E LDL-C A9 52Uk, %0 LDL 4 i
R, BRI LDL-C 59 H ™ fhiT 2524
YR ET DA L N TR, BEAR LK C R R
FI, 0 30 ik o A B A o B2 0 RORE S N, AR E I
i /NAREBE LD R R B T, SRR A A 7T
HGPREAL LDL-C MW HE 1 AR 5E AR, 25 R Ah 7T
B B BB R R v AR A 7T B Sy 2 SRR TT AN I
RABTT XIS 27 Ch & B 52 M kT 3 AR A 7T,
T 76 I A AR AR YT O F AT & . 10 ~20 mg/d ¥
ARt 7T F0 X A% Ath 7T W] {1 ¥ LDL K&K 25% DL R,
EAR AL VT AR B 4y, Bl LDL B&EAIK 25% ~35% ,
Fi ST AR AL VT FEAR R e M BAE, 5 me/d AT E AT
BEAK LIS LDL 25% ~ 35% ., 1A Ath 7T 25 259 14 F g
MR EF AR RLMEIR R, Y KB —EKP
B, BEAE R B R, S E I, JFiE T
mi R R AT 2525 Wy R K R 2 W B — 2R
2y, {H&1k 20% ~30% B34 JC ki 52 H 2 /I AE
HH, anad s, WLR R . ot UL | . B R PR
JR A, TEF R LR SR R E R — i R b YT S
PG IT R AN B B, @A S AEbIT 2 Wk &
T
2 Ch B YRI5

Ch W FI AR 2 W Ak I 2 A, JH T R%
AR & P v BB ILAE . S5 v AE LE . 2R AR 1 B
( Apolipoprotein B, Apo B) F1 LDL-C 7K ¥, 5AHIRZEE
BRI, ARYTZE A 1 IR T ok e e, 5 A
FRTE AR YT 22 1 W A IE R 1, SRJE 5/ L 2 kil ik
2 "M Ch #3584 (Niemann-pick Cl-like 1 protein,
NPC1L1) FESMEghG, ik & 20y Ch FFE Y
[ P ) WAL, LA 5 il LA g Jo 4 W A, Ay 8 o 1 2
LDL-C K4 T 53 —Fh e - pg e 5 i R 56 2%
XY, DR 10 mg/d KITEA, "IdEMIK LDL-C &
£ 10% ~18% , Apo B Ak 11% ~16% , S5{biT2s2h
WA, M2E LDL-C Al &SRR 25% 8% LDL-C
BEAIK 34% ~61% . HAEUE DURFER G (], LDL-C B&AIK
20% ~22% , Apo B FEAK 25% ~26% , J1 [&) A48 i
HDL-C™ 447 22 47 AT KA P4 T B 5 A I A 40 JH 1) R
N, U R TR B, RS SR W A P A B g
PRI, [0 5 g 07 1 AU Ak 385 Jm, R ALK U 25 B D R 7K
e, BAGEEE EALPT, (X T 4 B o A 4 G 2
St il RS e HEFEAR YT 22 A5 4E A AR R 25 B 1Y
TEIRITENY, XMTFEFIZH ASCVD % XU B,
ST 25 WG B TT #E— 2 REAIL LDL-C /K-, &=
PN RO L 4 (Major adverse cardiovascular e-
vents, MACE) XU F1HT & 0E IR 5 KU6E o i PR 1K 56 2
B, IRPrfmBa 2 ERN, S ASCVD 45 )75
WSAHSG, BFE AR sh ik AR a1k | W2 RAE . JEY
BAE AL . R . B S F NPT A RS

W&, % BRI MR B

i P45 05 T B AT B PE A A Y B R T = K0T RY
s RER P SR, RITEATFEAR LDL-C iy 25T 77
TE—EFIL,
3 PCSK9 &7

PCSKO 2 i T E & Al 19 43 b Pk 22 54 1 3% 11 1§
B A MG 5 LDL Z 454, & A PCSK9-LDL-R-
LDL E& %, f# PCSK9, LDL-C 1 LDL 3% {4 3 [H]
kAT IE % A R [ fr DA T U /0 41 D 3R T LDL
ZAREH, LDL-C B fif 40 B o 2>, PCSKO 1 4l
2 E AT NG S R B i — 2 MR AR 2y, LS
B siRNA ., /N FEEW ", HET, A PR &F
Xt PCSK9 [ BA 72 BEHL A evolocumab Fil alirocumab
— IR EE RSB EE T 41 361 Hilfdi JH evolocumab
11 751 #{# J] alirocumab 15 &0, 5 22 25040 b,
24 J&J5, evolocumab f#i LDL-C &£ 61.09% , aliro-
cumab i LDL-C %1k 46.35% ., 8 ™~ H /)5, MHE Y
AR T 0 LA 2B 14 XU BG: , o o el bk 3l ik L iz, R
R T 0 M 8T A K MACE™ |, — 1051 g 5] 52
JEIBBERL . BUE 22 BRI X FSEEG , 49 A 905 5 Al 4F:
R AE B, 2k F 6 dl, OLEH .
@evolocumab 420mg (B4 JH 1 K) . @ Bk k&
WBIT . @IREIRIT + FIFEfRfhIT 10 mg/d, OIKE
VEIT + PIFEARABTT 80 mg/d. @FTFEARABTT 80 mg/d +
I, 52 JHJG D ~ @4l LDL-C 37K - 43 51
B K 57% . 55.7% . 61.6% . 56.8% . 48.5% ,
b, Xk 0t AN it 32 Aih 7T 2 24 4 5 06 % 5 0 ik
T28259) 35 3] LDL-C HAr K Fry B, B—{EH
PCSK9 By BsTEdillk, HF MR b+ w30,
SIRNA AR H F#M#H PCSK9, QR AIT MLIE S 7 FI
FEAR CVD XUBS #3838 B . Inclisiran J& — Fl K20 &
A% siRNA, F& & T IE 5 PCSK9 mRNA, #10 #i %,
AT 9 B4 A A P B PSCKO FY 32 Bl IR, Iif PR Wi AT
RN, YT SIS Z MR L EMG, S
W AEST inclisiran 30 d J&, £ 100 ~ 500 mg/d 478
Hl P, PCSK9 5 Xk 2k 7Kk “F AH Lk 3, ~F 3 K& K
66.2% ~74.0% , LDL-C ¥ P EAK 44. 5% ~
50.5% ., 1EHT inclisiran X F B 4H (FEZE 1 KME
90 RiHF7HHT) 300 mg fffi LDL-C FREHH B, 7
5 180 K B}, PCSK9 %MK 69.1% , LDL-C B% ik
52.6% . WAHM, FE 240 RIGKEVIHAME], LDL-C ¥R
T REWEEE ] 26.7% ~47.2% , H 5 inclisiran 4 3}
FIEARHE R, SLBEFNHEA L, inclisiran 7] i 3
FEAIK PCSK9 A1 LDL-C ¥R, HyTRm 4Edr 6 >,
K, 5 HAth$HT PCSK9 BRpe BEHLMAAH L 4K, inclisi-
ran %f F LDL-C F1 PCSK9 ¥ & (14 Jaf /0> & 43 EL AH AL,
{H 45 22 Bt a] TR 6 NHYZE 1 R ATRE R,
XF inclisiran BEAT 85 WIBE U5 & B, X259 28 M8
U, AEATYRE AR S O B BE AR R AT IR R W &%, LA
PEAL inclisiran B9 K 8 W 52 ML 97 BT & 4 R,
NYX-PCSKOi J&— Fl 1 & B 19 /Iy 43 F PCSK9 1 il
i, % PCSK9-LDL 3Z {448 B VE FH i %k J1 A T3 7,
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JEHETR T OAR A R EE L LA R I AE /s B F
FEXT S, M NYX-PCSK9i iGITHIEE 7 RITLR, SXT
MZHAR L, 30 mg/kg Fl 50 mg/kg B9 F) ik A 5 & (%
X Ch, A (A 057 B4R M, ZE2E 28 R Ch F&AIK
MER K, EEEMEARMEEIBEEA (Very
low density lipoprotein, VLDL) . VLDL %% ¥ % F
LDL Y 4H 45y, 30 mg/kg A1 50 mg/kg 7 & 40 AH Hb F
R 2H 4 I B AR T 36% Fil 57% ., [E] B i & R,
NYX-PCSK9i A] LA 745 A ipk [0 4 Jifd 3% 10 1Y LDL 52 {4
10l PCSK9 [ fi ', X — 453 5 PCSK9 BT aliro-
cumab Fl evolocumab TF & 4 SZ 56 vh %7 LDL 32 14 14
PP RRBE AR L, ULHBH JLFP PCSKO 411 il 31 19 ¥7 % AH
M NG SR 2O S YR YT 0L RR SR Y 8 AR T
W, BAmiERIA#H, K, PL PCSKY E W T
Ak PCSKO #F 5% B4 BT W 43088, L Jst Bk % 1 i it +
L PCSK9 5 LDL Z K455 IF RIEEM, 8L L
OLF TR PCSKO B fif . B AR 7E /N BLSE 56 v HUAS
ek EE SR, B T R i 5 W) W PR K S, A
T T AE 5 B T RE B AN KR XU
4 ANGPTL3 3Pl 7

ANGPTL3 2 I R H B 5, B 460
AGAREIRA R Z K, F2ZE i AR & O 53 3, AN-
GPTL3 il 5% 5 g m) LA 3 5 fig 25 IR Wi B8 ( Lipopro-
tein lipase, LPL) F1 NG5 ( Endothelial lipase,
EL) 3G MR & & H i =M ( Triglycer-
ide-rich lipoproteins, TRL) H1 HDL-C B4J7K>F, LPL i
PRGN AT LA = A1 20 2L BE SR AT VLDL 1935 B RE
J1, BEAX TG /K-, [FIEFyE /> LDL 44 BeJf 38 m LDL
RUVEBR . FEERZ LDL SZ AR A4, 38 o il AN-
GPTL3 ¥4 EL ¥W&#E R DL 248 VLDL WY Ak, TE il
SRR Y ER AR, TEAG IR i IR S T B e, DT U
FEFE LDL-C MY R PR A4, & B Ik LDL-C 7K
ST — ) 21 980 ] CVD £ F 158 200 X BEA™
B ZERE A AT 45 38 Bos, ANGPTL3 IJ Al ke 2k 5 A8 4%
WY Ch Fll LDL-C /K 7 & 35 A 7EXF 13 102 4
CVD BF AT Hrad Z B, #E54F ANGPTL3 Hifigik sk
SEARHHE R CVD XS 291k 40% M . Hl, D44k
3 B ANGPTL3 KiF SR mE , L3&E P, ASOs Fl siR-
NA,

Evinacumab J&—F #l il ANGPTL3 f4 5. 58 B HT
W, ZZme gsem 1 ~3 WG RIFIT, T E %
I LDL-C 7K~ %F 83 il Ifil i 57 14 75 Jai 2 ¥ AT 51
RS I F 5 (Single ascending dose, SAD) &
B, 5L L, evinacumab £ E1F HAK M,
"l TG T 55 76% , LDL-C T %1k 23% , T
HDL-C FREW S 25% 5 W52} 56 14 1L f5 57 5 &
FH AT B 2 Wi B 3% W 55 ( Multiple ascending
dose, MSD) Z553EIH, 20 mg/kg £ 4 1 &+
RITEE, 8 2 XK TG T IR E I K, b 83.1%,
LDL-C P& AR /& 5 25.1% , 1 HDL-C W yf />
6.2% " FE— ¥ K 568 1532 1K 3 19 Mate 43 7

o 522 B F 4 AH EE, evinacumab 38 J7 fili LDL-C
F#AR 33% , {H HDL-C &A% 12. 8% , X — 5% 00 AJ fE
FR 1 ELE 1 RS S 0 BT N R Be s 1. B R X
evinacumab 5T ATH 75 I &I R 120 56 > T il %) 1
1L i 55 5 AR 3 S HA 22 4 R A sl

it ASOs BH W7 45 B BT 83 DA 3 i T IE AN-
GPTL3 & B b5 — P KA L B 7K 57 19 587 BUIG 9T O
o X 44 AR 5 R 0 BGAR R R IEAT 1 I IR
IR IGB YR #8  ANGPTL3 ASOs B9 7 2% F0 28 4 ke,
LDL-C /K3 L2k MK 33% , AF LDL-C &Mk 37% ,
VLDL-C 7K FFEAK 60% , TG /KFKEAK 63% , Apo B
IR AR 26% o B UL AS R W J& B i sk &,
TERITH = TR L™ E N AR, 755
FHATH 2 WG PRI I WL F], 13K LDL-C 1 TG i
T AR E 5697 )5 3% T ANGPTL3 B9 7K S F 72
B % IE LY

ARO-ANG3 J& W 5 £ 30 1l JiF 48 s ANGPTL3 19
siRNA 77 . 7E—3%F 61 |75 & 4 #E47 SAD Fil MSD
SCYG AR Z B, SAD SEEGZH T, 55 85 K ANGPTL3
FHEL T HRELR KT 44. 7% ~T77.8% , X — 3 RAE
MSD SEH2H WA Fr4Eds . AHXT T TG MIEZ 245 85
KA BB N 16. 6% ~54.4% , AF HDL-C ks
S 17.5% ~28.7% , £ MSD 20+ TG F1ifF HDL-C 5§
PR E TR TEMIES W B E TR ARO-ANG3
2 WSS AT TR, ZIUEAE 3 BN, TG KF %
1K 50% ~ 60% , LDL-C A& 20% ~30% , dE HDL-C
TR%E35% ~45% , Apo B [#AIK 13% ~20% , Tii HDL-C
TFE 17% ~30% Y, BARTESE WX Lo s 80 R i 25 )
M2 L PEnl &g, (HETF ARO-ANG3 K] 28 &Pk s
e = WARIEYE
5 Apo C3 #IH 7l

Apo C3 &2—FhfEFE T TRL, LDL A1 HDL /s
TIFENETE 1, EVE4E VLDL FnLEE ek C i iy 3 2 )8
M, ERH LPL 4k SHAS HEXT & & TG B9 AR
L, Apo C3 #5388 LPL 3 4 £ 3#F
TRL Jf#, MR TG K . HETE sk
IEFETFF A B Apo C3 #fill 5 €L F% volanesorsen . olezars-
en Fll ARO-APOC3, Volanesorsen #& %5 — {8 APOC3-
ASO, P AYIMIARZ IS5 IH T #MA Apo C3 mRNA 45&#0
T E S ERE, ANmiAEEIAE . BATE A P 3 HH 5L
BXT volanesorsen #EATHFSY, — I A HH 52 JE Y 3 HHSC
RN, & 66 19 S FLEE ORI LAE LR & AE (Famil-
ial chylomicronaemia syndrome, FCS) 3, B7EMWEL
IZEIIRY T RO A, 85 R R, 232 volanesorsen
WBITHERE 3 A~ A )G, M3 Apo C3 7K K&K
84% , WIZREFNLH M IE NN 6. 1% , volanesorsen ZH Ifil F¢
TG 7K FREAL 83% . VLDL-C 7K F-R&AR 58% . 9 HDL-
C K T-FEAK 46% , H HDL-C WY /KSFHG 5 46% , {BTE
volanesorsen ZH "1 A5 3T 48% {4 FR & H B I /) B v 2>
HEP —INA 113 B BEAE & H M =R IE  (Hyper-
triglyceridemia, HTG) fEFHH N 26 JEHY 3 WIS
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a~, 3 NHIE, EFIL TG /K- FAK 0.9% , volane-
sorsen VAYTLH TG 7K V-4 FELRIEAK 71% ) 0 H 55 & 14
ML/ D E R il T H W A, Olezarsen J& 55 —Fh 41l il
Apo C3 55 X AZ AR, 5 volanesorsen YE FHAHAL,
TE olezarsen AR 4525 14 K5, F¥IMLK TG Fl Apo
C3 SHREZRAH L T 77% #1 91% , HDL-C 7K FFF &5,
284k 6 1~ H olezarsen 167, & & TG WINgHE H  (Tri-
glyceride-rich lipoproteins, TGRL) & /> T 51% , /)
LDL Ry /b 1T 39% , K LDL BRI hn 7 186% , 3
B olezarsen Xif g 25 11 BE FIAIUR R /INEE 38 & 4 1A Al
AR I T olezarsen 14 2 WG PRAFF 9T 32 0
114 ) /55 Ch IfLAE 28 & BEAL S S 4L, 43 542 %2 10
mg/4 J& | 50 mg/4 JH | 15 mg/2 JE . 10 mg/JE FlZ2
FIEIT 6 S H, Hi 4 44 TG FEIR/ 518 23% . 60% |
56% . 60% , Wi EEF4H TG #4 0 6% , VLDL-C . JE
HDL-C 1 Apo C3 i3 KEAK, 5 volanesorsen #H LG
R ANRIR™ , BT, olezarsen MY 3 il K46 E
ZEJR 8, X BRGNS SORR RIS T IZ I 245 9 0 T RSO
LAV 25 B . ARO-APOC3 2 — Fi S 4% HT- 41
ffuffm) RNA e, 555 PEUTER Apo C3 mRNA, [
AIRIMIE TG 7K. e R 2 B 3 2 F 1 4 A [6] 57 B 9
ARO-APOC3, Apo C3., TG Hl VLDL-C F&AK /K - 12 5
AR, A BE IS 94% | 74% 1 68% , H 25
Ve Bt I B B RS2 R, X 4 i FCS
26 5171 BE Tk I AE £ 2 B IE 9T & B, ARO-APOC3 fifi
Apo C3 53 Sl AR 98% il 96% , TG 43 %) FEAK 919% Fi
90% , Jf H ™ 40 *h dE HDL-C i % 3 F K& 58.3% Fil
48.6% ™ WFFEEIR, 19.5% Zik 3 o I S &R A A
R, T AE H RIS 0 2 A 17% s
HELAF T RESS % . HHET, ARO-APOC3 EL#E A 3 il
RIS, HE—2B WP WEIZ 25 FE LA N 24 Bl 25 i 4
P, ARG R BERR VG T He SR BB k.
6 -3 EEE

-3 BN 4E — ik 7LIA PR ( Eicosapentaenoic
acid, EPA) FM1 — - —#k 7N /& iR ( Docosahexaenoic
acid, DHA), BT EHWEEMWAMETIF, -3
N5 Hi5 i 3 k4100 i) £55 R T TR 2 S R R R R I
J5 1 DSk i, 3 ded =l AR R T e AR Ak Tt Y
PG A i FE IR IR 5 R S AL N TG 4 firef Gt
INTTREAR TG 7KFERY B R IE R 5T B9 — 6k 0 18
Z.lig (lcosapent ethyl, IPE) J&E—Fp& A H4iE EPA
SR IR, EAESEE B, AR S IRk
K TG &K, —ITifdi J IPE £ s | 2250 % 18 |
FEML., BUE, M 12 Bt LB, 528 B Al
L, 4 g/d TPE G J7 12 JH J5, TG 7K 3 & 2 B K
28.4% . VLDL-C 7K V- F&AI% 27.9% . 4F HDL-C FF AL
14.6% , VLDL-TG S53EL A LLIEAK 25. 2% ), —10iy
B 12 JEy IPE BUBEYERFSY, T 1A IPE X & /&l
BT TIE250RIT BB IR, BT TT 25259
FERR TG B E ST IPE, SZBIFIM L, i 4¢/d
B IPE Y7 12 J&, TG W FEHREAK 21.5% . LDL-C KX

W&, % BRI MR B

6.2% . VLDL-C [#A{& 24. 4% ; 532840, dE HDL-C
F#A% 13. 6% . Apo B KPR 9.3% ™), & T xF i ig
BISEMA AL, -3 N5V vl L0 ) 28 0 19 & A= IF 4 5
Sk HERERE AL BEER (RS, )12 FH T 3h Ik ot R i fh Bk
HRIEYY o IPE F30A] jl 20 45 254, B -3 IR
JUi 1 2 AL A 0 O I AR R 2%, IR F ST HE 35 8 179 4]
A9 CVD B 2 BUME RIS 1A O LA fE 6 10 BB 45 T
IPE 822 BRI HEATIRYY, TALFEDT 4.9 4F, IPE 3
[EARE T B4 A L A A XU 25% o, 33X B 55 A o0 JULAE
FEANHE 1 AFE G sh iy AR A TE Sy W3, 7E IPE MIRIT T
CVD ZET-REEAL 20% ', #E—I01 IPE ) 3 BIBFIT
2y 35% 132X E B/ 1 FPNG TSR 2 R
BN, {85 IPE JoX, DIETS . Mo fme < h W
HIGHIEAN R B i w0, A S — s, 24
45% W2 AR BN, H SR G e i R
KRN &R, B ImiE Fas 45 4 20 KR
BONHEL, JCMEAN RN IRIED, BAR IPE AR
HLRE AR B0, (B8 &4 UFIE 2 B HL AT DURRAE s
g i dE BB CVD XU
7 INGE

IG5 5 S —Fh IG5 N RIS 2B, R A
FEolAE, XA T BN B oo R B P AR, B R
[ g 245 9 RS NG ¥ A A2 S5 LDL-C 3%al -, dF—2B k%
ik VLDL-C, Apo B il TG %530 sh bk # A8 Ak 14 g 25 1
AKEA CVD By, b4k, 38 4L 2% 02 9 24 0 B TR
S I AE S E AL AL T AT A A DL, Xt
T KA w0 A VE A ALH P 25 AR 5 B2, 40 aliroc-
umab . evolocumab. ASOs Fll siRNA 45, JEE /N E
Ip BT 32 M AN 4. ANGPTL # I 57] F1 Apo C3 4111
TR FEAK TG A1 LDL 7K R, 45618 FH i 28557
25 SRR R E R LA B s AR BT LA A
Ch /K, IMARERAY KU G 7 13 8l ik — 2 58 3%, I
T LA CVD XU
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