%224 Acta Pharmaceutica Sinica 2026, 61(3): 749-755 < 749 -

CaMKIL/U B R 578 Tr AL 6 K SR M RKE 2 R R Rt R

BRZH, T A
(R 2RI ACRE 2525 B, % MEbR R 20 R T 4000 0 58, V5 T 211198)

W A B /A I B KR M B A BB IT (calcium/calmodulin-dependent protein kinase 11, CaMKII) &/~ 5 0
S R O BT B o 0 2 i S50 JUE 905 FRD DG B e, G A o 2005 A J i 1140 2 5 WL i 2 Tk 0 FRDR N T8 355 AT
O JIE CaMKII FYHE 1] Y8 425 24 R Ay 0o IR0 ¥ 97 1) T B S, AT, A% 40 1) 3ok 245 S gt oo UK B8 1) 1 222 B VR ARG, R &5
HRPHERRE RS . L, AR SCE SR CaMKIL A HAE G IES o ) 2 S HLHIEEAT 7645, JE RGEHIR 1O IESE w44
KBk R S AR, B 7RO ME CaMKILFHE ) 4 K2 O IE 5 B 3T 7 VR I T R SE (L 58 2 S ik .

BRI F5 8T/ U A ARG 1 O I 1R R AL GO IERE I KR R G RS HEVRIT

FE 525 R943 ERFRIZED: A XEHRE: 0513-4870(2026)03-0749-07

Research progress on the therapeutic mechanism of CaMKII in
heart diseases and targeted nanoparticle delivery systems
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Abstract: Calcium/calmodulin-dependent protein kinase II (CaMKII) is a key enzyme mediating cardiac
diseases such as arrhythmia, ischemic heart disease, and heart failure. Its involvement in the progression of cardiac
diseases has become increasingly clear with advancing research. Targeted regulation of cardiac CaMKII has
become a major therapeutic strategy for heart diseases. However, traditional drug delivery strategies suffer from
poor cardiac targeting and low local concentrations, necessitating the integration of innovative delivery and release
systems. This review first describes the CaMKII and its role in cardiac diseases, and then provides a systematic
review of the design and research progress of cardiac-targeted nanodelivery systems, with the aim of offering new
insights into the targeted regulation of cardiac CaMKII and the development of innovative cardiac disease
therapies.
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1T 7oK 22 TR 58 L, o0 JUE 4L 23080 B 1/ T 2R
F 851 2 S T (calcium/calmodulin-dependent
protein kinase 11, CaMKII) 3R 1A /K F 1 _E 1 5 i 5 3o
o BN N B B T R, 3 S AL, T R
W R LA O I B o ) % B S O B I R A S R
JEP, B8 E AT AR N, CaMKITTE A [F] O JIE 5 97 155 22
HR R A TR 22 R R, OO O I TR T IR TS TE
B A, R S P I 4% CaMIKIT B 2 O U 922 998 363 97 1
Bk mg . H il LL CRD-4730 3R 3 ¥ — % %1 CaMKII
1) 70 1 AR Wi R % s P I BIE T B B, #0203 1
FE L IEZETR Hh A R RN, 25 T RNA F P04 1
7R R kTR 24 4 2 4 1 S H Dl CaMIKI ) i P 32 44 17 58
TR HE B SEIEEA, - BRI, A SO0 CaMIKIT & H M L AE
O EBE S SHLHIBET 7R, R ARG R 1O
JIEHE 5] 9 K 3 3% RGBT SR Rt R, 5 AR N0 E
CaMKIT F#E [e) 1 425 K O JIE 05 1) BT 97 125 (1 T 4 it
CUE UV
1 CaMKII &R O IERRS SHLH XX 41
HRIR
1.1 CaMKNZHWEWSEIE & 7/45 &
K #6i P 85 3 R 1T (calcium/calmodulin-dependent
protein kinase 11, CaMKII) & 17 7E T 0§ FLah ¥ 7k Py 1 —
RLRELAR/ AR E AWM, Hafoyo4 P
SR R G A, 3 CaMIKIT-0 42 /0 I P (1 5 22 3l1 40
(1), CaMKII £ [ A+ R AK, A /S BRI HE
B M0 Rk, LB AR AL B N i A 5 A R C i 4 5 S5
$ R R T S5 Mk, B Ca®/CaM 45 & b s, 3 Bl i
Ca®' /85 & (CaM) AR A E AR a1 5 77 i
I, CaMKII ] Ca®/CaM A #1805 55 i 4 &L Ca®™

WP BB R, B SRS, A0S F 80k 1 5
b A6y 3 TR) A BELFEL T, Ak F B 3R 25 5 Ca’'/CaM
shbr e, HA GOR B, A S5 I R 45 5 6 15
FUATP &5 607 i B i, I HBOE . 5 — kit N
TR AS 5, AT H AR 1A Y 45 R IR TT Rk A= Thr286/
287 1 s 1 E R A, 33— 2 14 58 CaMKII 135 14, JF
BH 15 8 1 25 M 350 5 1 0 ) 68 A 4ok B 37 485 5, M U A
5 Ca™/CaM fif & JG AR FFiE 1 BhAh, ARG 2
B E R REE S CaM 45 A 25 A 7, HEN“H5 /& Al
SRR, TEAR Ca™ VR E R AT AT #8205 CaMKIL, 1
Ca®'/CaM R M1 0% 4 bR B R AL 41, i 45 S Ak
L, A B TV firg A0 S5 R0 B S B 1 7 U7 CaMIKIT
WOF )5, I8 4% RyR2 . SERCA2a 45 £ Rl 415 5 13 1&
2 B 1 S0t Co FLAH L A5 28 406 34 A0 FL 35 30 1 1
W, %O R T RS 5 BRI

1.2 CaMKHZEDLERFHESEHH  CaMKILE
NI A S FRSHXEBRE, HRELRS
o OS2 5 SO N A B T ER, 5 00 IR K A
FURRE . s, CaMKIT BG40 5 by B R = kO 4
KA R LA RAUVE F- AN RN, 38 0 ROS 2
7 5 CaMKII 1) [ 323 b, A8 4040 B0 45 9 25 3 B0 1
(Ox-CaMKIT) 7K~ FF ey, 381 5 3057 8 16 Ca” BE i, 51
REMOHEKRE . 0] Ox-CaMKII 7] 253 /) i
YA Ca® A3, ek /b O O I R AR, 3B ESE T
CaMKIT [ 3% P4 R AODR 75 78 25 M O 2R 5 o 1) O
ER . BEAh, 98 BER 2 N CaMKIT 0 33 32 3% Ak 7] A Hey
JE T T4 0@ 1 o 7 5 Nav1.5 (19 2 A7 SRRk, 1
BB L, A KT B PO NS S 3L, R B B
PEIEIR, 5] RO R H Y,

N
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Figure 1

\ Sarcoplasmic reticulum(SR)

The structure and function of cardiac CaMKII. CaMKII: Calcium/calmodulin-dependent protein kinase II; L-type CC: L-type

calcium channel; RyR: Ryanodine receptor; SERCA: Sacro/endoplasmic reticulum Ca**-ATPase; PLN: Phospholamban
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HH T CaMKIL A [F] WE 8 75 % 40 2 R I8 F EA
[, H.[5]— M2 AELE A [R] ) BY F2 A8 A, B 90 E AT T UR iR
Z0 I 3 B A CaMKIT-6 FIAE R, IRk — 25 R A 3
CaMKII-6 A [R] BY $2 45 443X 240 IF CaMKII ¥4 1
WAL T FS KR CaMKII-02 [ %% 3 [K 5 7 &
N, 02 37 7Y ik A AT i S0 LI K o0 ) 38R, L it
B R 1k RyR2 5 PLN &85 42 & 1, 51 K Ca*'iilt
T 5 AR A ZE AL AN A D) REIRGR 5 LA, £ R 7 5 AT
PR At R BT CaMIKITT-62 f 3k 2% 35 R R 1k /K1 1
W, R H S5 7k A0 WU R G ) 3 s R FEN
AR, O RCE S IR CaMKII-6 89 #2748 14
CaMKII-49 i it il 3177 25 45 4 1§ E2T (ubiquitin-conju-
gating enzyme E2T, UBE2T) #K#i (1) DNA 2 5, TE0
JUL4H il DNA 45347 1) 22 R R 5k (R 2 AN e, i gk o L4
FBETS; 55— 5 1, CaMKII-09 3% ] i 3% NF-«B {5 53
B, AT O ILAH I 28 0 e S, AT R B, CaMKIT-69
i I AR Y /)N BR, 0 R 0L PR VR 5 R (R E THT AR I 2
g5/ 5 IR, CaMKII-09 %5 5 (1 16 5 4h & 7 i
55 BR SR I B B O R CR PP E T . {H CaMIKIT-6 4%
g o A 75 R 2 A 5 0 R 4 /R T H ke
DL, 3 B R 3% CaMIKIT-6 FE 43 JL BT AR A, 2 sz g0
I 92 97 K HE VA TT 1) S BER SRES
1.3 CaMKHIEXHMARINK  FX4F CaMKII ¥ 24
WA 7t H T2 AEAE I PR B R BT TR B (R 1Y)
CRD-2015 fll CRD-2959 & — 2 iy i £ M CaMKIT 1]
7, FA R CAE I R AT A8 T 45 B0 1E, Aef8 535 4
KT O IR AL /N AR A . R R TR
f) CRD-4730 Z 46 #E N TG AR 56, F 1097 ) LR

[ 2 TR = VOBl T8, TR R R B8 20
o . RA306 #2 HAT H RIS PE ATP 5% 4+ CaMKII
FOA 7, %00 IE 3 E A CaMKII-6 A1 CaMKII-y H A7
e R B, AT REEEAIH O L ) CaMKIL (> 12 h), 23
B 7D AETAEY . GS-680 X CaMKII-o 37 7 {101 ]
RS0y B pua R B 3.1.8.7 F122.5 4%, 76 A AR O i
AL, GS-680 41 IF T 0o 2 M0 s FL4E, Ca™ itk
TG BRI BN A0S, RS 30770 0 A AH
R & o CN ZEJIKUE B — K S8 CaMKIT #11 25 A
CaMKIIN, H A7 4E i) Tat-CN190 C 4 3F B AT 3 it #
il B £ CaMKII i Y ke 2 #0 22 G575 FH, H Bl IE 72 i3F
A7 P AL AP A R 5 4R SRR PRI PR i 1
A, 25T RNA T4 (RNA interference, RNAI)
S5 DR 4 08 A 1 00 AR 5 CaMIKITT 4%, A 00 HIE 926 975
BVETT VAL 1 SRS T SR . — P X CaMKIL-6 1)
S UFERZE R (antisense oligonucleotide, ASO) AJ{#i /)N i
O JIiE CaMKII-6 9870 70%, Al CaMKII VAL 0] Jo 42 4k,
B SGE T OO NUB SRR I = O R Lebek
SOV o S TR e R B R ORE R B o0 U RE R T Y
CaMKII-6 (1 %40 B0 A7 5 Met281/282, {3 3 X} L Jily
TEAE 5 1 RO FE B A, AT BEL BT ER1 3 58 350 e S8 o0
JUL SR 0L/ P55 E R 453095  RE AN PR E To RN 4R 4 qk, He 4
PELE G BEDR /N BRI L3 s 56 R A3 B DR o 1
AAV 3 1% 5 DR 9 B8 5 48 0] A B0 LB E (myocardial
infarction, MI) A& % 3 JinCo L2 B b 19908 B3 3k = 1% —
5 0, 0 L R I%, 7E M 3 K5 VEST AAV X0 Th g
() B 35 1E T 48 MI 3 K B 3 3P, 48 b BT ik,
RNAI 2 [K 9 45 22 45 56 A7 e 57 %8 R 4280 IF CaMIKII

Table 1 Representative CaMKII inhibitors for the treatment of cardiac diseases

CaMKII Originator Period of
. Type Phase L . Result Ref.
inhibitor organization time
CRD-2015 Small Preclinical Cardurion - In animal models of heart failure, it exhibited a dose-dependent [14]
molecule Pharmaceuticals reduction in myocardial PLN/RyR2 phosphorylation levels,

significantly prolonging survival time

CRD-2959 Small Preclinical Cardurion -

After oral administration, it reduced the phosphorylation levels of PLN  [14]
and RyR2 in rat hearts and significantly prolonged the survival period

of mice with dilated cardiomyopathy

molecule Pharmaceuticals
CRD-4730 Small Phase 2 Cardurion
molecule Pharmaceuticals

2023.11.7- Evaluate its safety, tolerability, pharmacokinetics, and [15]
2025.5.31 pharmacodynamics in patients with catecholamine-sensitive

polymorphic ventricular tachycardia; the results have not been
published

RA306 Small
molecule

Preclinical Sanofi -

Following oral administration at a dose of 30 mg-kg™' for 2 weeks [16]
(twice daily) or 2 months (once daily), the cardiac function of animal

models was significantly improved

GS-680 Small
molecule
Tat-CN190 Peptide

Preclinical Gilead Sciences -

Preclinical University of -
Colorado

It effectively reduced Ca®" efflux events in isolated human [17]
cardiomyocytes and improved the myocardial contraction function

It exhibited significant neuroprotective effects in cardiac arrest/ [18]
cerebral ischemia-reperfusion models, demonstrating its potential for

combined prevention of cardiogenic brain injury
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(138 77, BH AT 2 H T 92500 78 b, (B BT R AE NI
K.
2 DIREREKIBA RGN SHRHRE

O I 20 20 vb CaMIKT F 1 425 55 W& A7 T8I I 199 K 4k
0, — A 2 0 U RS AN AR PR ARG, i TR T D U BB 2K
CaMKII (135 3 % 35 J 2 0% A2 BEAE A 25945 5 th B
JiiHE, I B CaMKIL A7 7E 2 AL 2, AN [F] 30 7Y fg 1 443
ik e R IE AR, 1E R 15 I S B R 2 B A
R BN [mI, A B9kt 25 R &, A B
TR O N E 4R, SEBL0 IE CaMKIT A% 1
)R o A SO E RO B [ SR IR, 5 Q18 4 K
T 245 F G0 BT S VA Dy T O R AR R AR VR T
AR ) R R A R T O S AR R AR 3 3, A
AT T A, B TE 0 I CaMKII f #E [ 1 2 42 fit
BoAA BT 5 B IE T TH A S .
210 EFORFRAEEBFERITHEENARBEARSE
1E B2 500 I 41 2 38 Rk — B B RE AR Y,
Wil A AR R I 1B 824K AT RO LIS & ([ 32825,
AT AR A TC AR 1 25 A 67 R, DAL o) 490 K kL 1) 482 ] 42
T A2 ST B0 U 1) (1 S M 2 — B0 o, & T AT RAE
R I Ao JUL 200 i 2 1 o R AR ML, ) £ AT, BRAR K2
T g KR, ST R I 0o UL 2 PR AR S A Y
Wang 552V HE 3710 i B IR R = 2R 256 Jjl 0L A A& 1
(1 i 5 A 20 oK ORE B B B 5 R B 3R, TR IT &
PECNUEEIBE, 458 BoR, LR TE | hidJ& 24 h, DL AE
ot 1) B J5 40 K SR TE (O I 4 21 1 B AR S i T oAtk 2
S, TR ARG RO JUE A ) 1) 259008805 R G o

R4S BT R S 1 1 o U B 1) PG AR, A AT A0
I AR A1 3% £5 ] 7 CRPPR.CTP (APWHLSSQYSRT).
CHP (CSTSMLKAC).IMTP (CSTSMLKAC) % — & 5|
SO JUE B80S [ K, X 2 B o JROGT AR 2 AR ) BB b B R e
SEAMER], Hze@ Vo S JEVEAR, I H 2 T2 6 p
&M, &) 2 T O R A Ik R 7P CRPPR &
o AR e A P B A ) SR, R AR IEG 381 BH B 1 B4
CHO-PGEA K 1] J5 14 £ F) 4 i B8 171 366 3% 44 CPC, W]
5T I 328 326 280 B T I A%, R U v 326 528 285 % )
I3 R % 64% 1 23%, SEIL T Z5W0AE O I e AR
OV B K CHP (CSTSMLKAC) &4 9N IE R 1
FIK, O 50 IE 28 5 kA 3 )G AT E O IERE BB ALAR 2,
B b 1T 1 H 2 25 9K TR bMSNs@PDMC-CHP 78
MIV/IN B B XU 52 381 8 25 SR 4, R AR A0 fiE4H 21
PN U35 A B S R SR AR T R 18 1 BMSNs@PDMC fE 4
FARAFMIA A I BA = HE O IR BN, IEH T4
CHP &1 5 1) 49 K AORL L A DR S 10 77 e 3 1) A8 B0 0
WEZH 23 e 1

B BE R A2 A6, T RS B AR AT 07 A2 Bt
W2 1R E IR ORI — MRS . O B R
FRALHE ROE A AE S, DLREIR TE 3 ANB B, £
RAEB B, PR 20 A Uk E 4T A [ 2 i S 4 5
BZ B IR EOE, A O RED. xRS
2, 955 20 B A e 490 DK SR 400 i o D B A A A
S5 007 A2 L B AR A AR 22 7 P 381 o JUE B 1) 326 38 ) BT 9
e I /NBRIE R — ATz B I 2 A L S A R 4H
i A AR AR, L /N A RO I 5 5 T 41 A 4 2 1
ANBUBUR 9K 40 I, 2R 5 R 3R B2 i — B fe, WT
1l B R ACAE FH R B2 450 L B 26 1 ik 63 F R 31 i
52 AR B v B T 3R AN R, ik A, S R v R 24 i AN
VR 4 i 55 9% 240 R B, R DRSO B %% A L AE 8 RE B
BSOS IE R AN B k2 2 AT O, T T 4R oK R XS
o JIE JERE FB AL B iR 0T Fe e /1P SR A /MR IEFT B
Wk 4 i 52 A0, 5 B B8 1 AR K AZ A 2 (R w0l AR 9K
W, v DARH /NSO A 5 B TR 25 6 5 B e 4 i
JEE A 3 ) SRE VA SR WMV E R P, 1S R 2 W AE B 0 L
FIRR 2R AV, N oKAZ NS 76 2 T 4 N ) R AT S 3 SR
V)2, R B R 1 SRE SO S35 i . P A 08 9, SIS 45
Ao JUL R 58 DX 38 10 B I % R 245 ) 3k T2

YH il 4 FE D (extracellular vesicles, EVs) [K H:[# 4
FR) T S 1 e ) AR S 2 R A, HLBE 8 HEAT AR 2L
i, CHTOH g 6 K. —Diwt5eR G
U AEL 248 i St Y5t %) 48 B A0 336 ST T mRNA ] O JUE ) 15
Rk, R %O R R EVs AT BB — PP R 5
R0 FE RS ) 2 AT, CaMIKCIL 8 42 24 400 £ o L )
636 AT AR R K, AT R A A AR L i
P B A7, Bl i B e O AR R 4R R L 0k =2 0 U
AT 455 2 Bl v vk SRS 3G 5 B ) UR, &SN T
Jo % % 5 N [) 2 780 CaMIKCIT 1 425 24540 (1) B0 [ i 3%
22 EFHNEREBE R EITEEAKBERR
G0 H ARl A 2R TRCECHE G KRR 5] A
AH 25 1) SR W R SIS 22 0 T ) AR % ] ) v 4%
i, Pl AR S 1 B, $R T AL, X R AL IE R R
I H X GBS L HL3 G S A R U A R
R, A B35 0 I 2 FRIR 9T 7 TR A R4 (1) 87 FH 7
109, AR GROK FIORE 45 4 [A) 78 5 1 40 A AT 2E B
LG IR A B AP 9K TV, FERE 1 5 T R I H B 5
O W7 B RO, BRI T O IR S5 ) i 1 0 K
LA 1 AT S B N R Ak B 29Ik . —Fh gk
KL BEW R B AR AZ S — AR SR A, R TH
AT 9 Bh LA, 53 0l BE [r) 52 453 JUL 200 L AN 97 MR A 24
HMIAA, TN 5, R S I A R A AR [ B AR
PL7E 2 5 R BRI X, 298 Kt i 3 4 (1) 3~4 1,
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R B — D g 1SR X G KRL E £R, WY
2.5 6%, B s T MIBR PO REDhRE, 7T UAEN
— Tl 22 4 1 P YR PR A1 WA A B R E T R R L P
Park 257 47 471 HLTA (19 CRISPR/Cas9 i [H] 5 BH 5 1 fi
PEgh K UKL (magnetic nanoparticles, MNPs) i B 74 2
ff) Cas9/MNP 14 52 & 44, & IKiE S 5 & 4055 51 5
Z0E, EH O S I O JUE S i) 326 006 P FE A L DR S 4R .
e RN, RSN #E A0, Cas9/MNP = 243 A7
Pasy i g Y N = B 19 1828 77 U S % o i Y
JUE, WER T AN 5 NG KRL R AT AT

R 75 A oy — A R AN I, R T e S
YK O B TR SR B ARAER, Hor,
B 7 I W G A R R B ) B A B R (ultrasound-
targeted microbubble destruction, UTMD), MIfi 7 H #x
TRALE RUBETIZG W) . — Fh LATE] 78 57 55 5T 48 1l (mesen-
chymal stem cells, MSCs) J& #) 2 #J £ %% microRNA-
125b f¥] MSCs /5 4= 48 75 A1 A2 9 K KL, 7 45 & UTMD
AN FL 18 2 T O WUBEE 28 1 1847 X 38 A, AT
fEHE ORI RE VK &, S8l MI FI SR R RS HE TR TP F3k
shRNA [ BH 25 7 i 3@ i UTMD % % S 8 fiL 0 LS,
FORHBE AR R 25 U80S, 0 I D RS B R 3 s . ik
Ab, BVF 2 DU 508 I UTMD $ AR A 5 5 R 4E a2,
T8 1) o JUE 2H 2360 15 4% R 2R 2 WD ) — Mo S8R g

DAL ikt SF T RN BYCEE [R] 9 5 45 75 2808008 % TR 1)
O JJE CaMKIT 1 428 SR WE AT 5 v Jle Bl 1 499 KOk BCR:
FH P A, e B 47 U5 R 3 S B ) o U P s 250 2% o
23 ETLHEHFTBRRITELENARKBEARS
RGE Yy H AT 9K IS % R G AT K 1) £ B 2%
1%, iV RE A TG N L, B A7) 22 H I 25 P 48 Ho A 4 B AR
WHHEH, 5 800 IE R B2 AR PR . X T
JUE AL 5 248 B A AR 3R AOE B 45 2457 IR B N B
EAK RGO WAL s OB T .

O HUES L IE R 2 — M7 X, $Em 72
VRO E SRR, it — PR B RIFAYH
B 2 Dy AE Hw N O JIE AR B O R U o A8 T —
B AT A D 0 I R U e, 2R S e 0 AR
7057 5 5T A i 4y it TR - 1) SR LR - R R LR L TR N
OKIURE, i F N 28 O WU SRS 2R KRR PR 400 I 5 42 25
WD T OV T, s T O IR RE . TR
T MO AR AU R SR 0o LA 2RI & 1) S PR 25 1), 19 s A=)
MEMESEE R, 456 3D AT ENHEAR I K H 1 A= 0
JUE D A P 524 Ty e 400 1) B R R 2D 48 4 777 T R 5
I T TE & 1) Rt AL G . S K E R SR
ST O WL S A RIS B 2, AT vk e T 1
TR, IF HAEG OB 5 1 R 9E, Hla IR A 6

B o RN T V25 A B M 0 R % 2 i s — o JUFE T 432 1L VA 3
S 368 028 UKL, R G ARl R g T R T A — o E SR
e A 807 . IRk LT = R ATIRN4h
KIBURL, 15 5 & P4 K WKL (polymer nanoparticles,
PNPs). Jig 5t 5 44 K Ji ki (lipid nanoparticles, LNPs) #ll
JCHL4 K i ki (inorganic nanoparticles, INPs). PNPs
BA R0 A AR 25 s B e, [m] i R I A
) R RN B AR 2, 49 T 5 T 5 SROBE B A KRR, R
5 35O B 1 TR PR AH ELAE P R S T T F A 17 28 T H
JEL 86 B A5 A, A ) T 4 o o B AN TR WA, T SR AL IR -
PRI CRRIL IR Yy Fd i PR B SLER R, Sk
R ATCK” (nanoparticle in microparticle, NIM) # A, #%
2 S BN K RURL, PR 3 BTk b B DR DTRR T i
VL, B RO R TEC A K ORI SN i, AN T
ZiPRaE T, W Re S RO RIS B

FE T A A A S 20 oK IR 1) A B IR 5T 3R 40 K R
LNPs, PEH: 5895 4 248 3 A2 W3 10 40 1 I 4 1 40 i 1%
Wi 4 ) Z BF 9¢, 3& T siRNA . miRNA Al mRNA 5§
RS TE LI IO I . AT BT AR I A A 554k
JPVEIRUE 1 38 I RN 388 3% A AR IR T AT 1, B 9T 52
IR S5 10~60 min N, A b 4431 Gk 73 A1 £ il 5, Bl
JEAE O IEHEE IR, S5 EE 5 B RCES A X RE, 2K H
A0 AR B 5 8 o it VU — B A L R B, LR B A O IR
SN S 0 e T SR =) N 1 =N SN e S
T AR HE TR R LNP AR SEH TR TR .
N T i Al LNP &G ) U B 1 1, 50t LA O D 2H 21
()8 FH I8 71, AW RGN 7 BB 14040 X LNP i
IEREVE I FE e, S0 H s 7R, R BH S I R 8
T4 B R R A T 0 LNPTSE I 10 I P B 4 1
R Gy, R B S TR S LNP R4, O
#E 10 LNP BBt S it 1 B FEAE™

FETCHLGHKITORL INPs Hr, 7 A HLAf 1) B2 TR 05 41 oK
WURL (CaP-NPs) B A = A V) AH 25 1%, H pH BUR 4 F)
TAEAEWRR B PR, IF H A A 20~50 nm
(R [E 4 B4, <200 nm (FAES) )5 BHAR, &SNS
2. BT TC 0 MESE T3l A CaP-NPs i
7 KA miRNA 20 JE B A7 47 PERY . Weng S51I7E 1 ik
fils b AZ 0o T[] JIk CTP, 25 SRR W, W45 245 F1 CTP
et 1O IEEALIE L BOR, i T AR E
R, I8 8 SE I (IR 9T R

gk LRk, O NERE K 2 R AT AR R T
BRI AR, SIS SR B 22 45 24 7 U N
TSRO IERE [R) 333X, N BCGE 20 I E R ARt T 8
B
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3 RES5RE

T X O 975 18 RO %2 5 s AU T R I S, A&
LA 25 B G RE R O UE JR) 350 245 Wk BE A 75 )
B R AR 20, LA B vy 49 e A0 B AR 9 9 8O R I
A R S R AR B R EE . CaMKILER
IR SR OB B B 43, FEAE AN R0 IR T K 2
SR SRR . O I CaMKIT (38 1 8 125 1o 7 0
RT3 IE T I T L g, 25 A QR R R wt, vl
T Ik e A AR BT AR T 5 R R R AR
(Y38, o Al A 9036 24 SR WS Sk = o JUE S8 e 1, 5046600 U
Y LR LR AR A M A5, X —RF 7 1 R 42 0 IE CaMIKIT
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