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Protective effects of tacrolimus on chronic glomerulonephritis

in rats
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FEE B RS 5 S ALE A AU RNA - 145 - Sp(miR - 145 - 5p) Kk
KA 5 CXC fafk B F Bk 16/Ras 7] R ¥ 4¢ W 52 A/Rho A 2 3 B
(CXCL16/RhoA/ROCK ) i # X 15 14 ¥ /NER ¥ 48 ( CGN) K RLAR 37 4E b AL
FiE  SD KREBEHLI A X B2 (454 0. 9% NaCl) AL (F 4 CON 7 + 5§
0.9% NaCl) SZB02H (Hy CON B +3 mg « kg™ - d ™' fth 5 5% ] ) Rl A5 41
(FESEIG AL LRt 1 22 BRIk 4T 140 nmol + L™" miR - 145 - 5p antagomir) , ]
TR SR B W B X 2 A T 24 b pRAE | (PRO) | IfiL PR R L (BUN) | ifi 3 JUL AR AT
(SCr) 7K, FH S 2¢ S 8 i 58 A B 5 I 125 A i R B 2147 miR - 145 - 5p /Y
AAXTF IR A, AR 1 BT B A DU 48 AR N k7K S8R X IR B
U SEERULI 24 h PRO ZKE43 512 (7. 44 £2.16) (85.29 +17.35) F1(49. 81 +9.52)
mg, BUN /K43 314 (5. 82 £1.03) (9. 65 £1.78) (6. 97 + 1. 14) mmol - L
SCr ZKEA435) 7 (46. 31 £7.69) ,(93.57 +16.94) F1(58.72 £8.36) pmol - L
Mo RRZH BT 2 | S5 B A0 AR A ALY miR - 145 = 5p A X 3R A KT 43 5 Dy
1.00£0.14.0.56 £0.07.0.83 = 0. 12 Fl 0.68 = 0.09, TNF — o 7K F 43 %1 %
(116,42 £14.53) (237.56 +26. 18) . (164.79 +18.35) F1(205. 12 +21. 64) pg - mL."",
IL - 18 KA (15.76 + 1.84) (52.41 £6.27) . (21.35 +2.92) F1(43.63 +4.58)
pg - mL™" IL -6 7K 4351 (26. 28 +3.47) (71.53 +8.64) . (38.92 +5.06) Fl
(59.78 +6.21) pg - mL~", CXCL16 7& 4 4 % % 3% K 743 %9 1.00 = 0. 12,
1.62£0.17.1.23 +0. 1471 1. 45 0. 15, BRI R FE AR50 AL AT HE
SCOR B R R AR SR A L, A AL Y AR AR N S B A A L, FE ST
Y ERREAGIFE L (P<0.05,P<0.01,P<0.001), i fliress
FIA] F 3 miR - 145 - 5p #7% CXCL16/RhoA/ROCK 3 & , I /> %6 M 6 -,
# CON KBB4
KRR« M 58 5L R 5 SN FAZME LR 145 - 5p; CXC LR 165 Rho #HCHE 1
it 5 A5 1 /N ER O 46
DOI:10. 13699/j. enki. 1001 - 6821. 2025. 06. 016
HmE %S R979.5 XERARERS: A
NEHS 1001 -6821(2025)06 — 0834 — 06
Abstract; Objective To explore the mechanism of tacrolimus
mediating the protective effect on chronic glomerulonephritis (CGN) rats
through regulating the expression of microRNA — 145 —5p (miR —145 -5p)
and modulating the C - X — C motif chemokine ligand 16/Ras homolog

family member A/Rho - associated coiled — coil — containing protein
kinase ( CXCL16/RhoA/ROCK) pathway. Methods
randomly divided into the control group (administered an equal volume of
0.9% NaCl),
NaCl) ,

SD rats were

model group ( CGN model + equal volume of 0.9%
experimental group ( CGN model + 3 mg - kg™' + d~'
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' miR - 145 - 5p

antagomir). Enzyme — linked immunosorbent assay was used to measure 24 — hour urinary protein (PRO) , blood urea

tacrolimus) and combined group ( experimental group + tail vein injection of 140 nmol - L

nitrogen (BUN) , and serum creatinine ( SCr) levels. Real — time quantitative polymerase chain reaction was used to
detect the relative expression level of miR — 145 — 5p in rat kidney tissue; Western blotting was used to determine

protein expression levels. Results The 24 — hour PRO levels in the control, model and experimental groups were

(7.44 £2.16), (85.29 £17.35) and (49.81 £9.52) mg, respectively; the BUN levels were (5.82 +1.03),
(9.65 + 1.78) and (6.97 + 1.14) mmol - L', respectively; the SCr levels were (46.31+7.69),
(93.57 £16.94) and (58.72 £8.36) wmol - L™", respectively. The relative expression levels of miR — 145 —5p in
the control, experimental and combined groups were 1.00 = 0.14, 0.56 +0.07, 0.83 +0.12 and
0.68 £0. 09, respectively; the TNF — « levels were (116.42 +14.53), (237.56 £26.18), (164.79 +18.35) and
(205.12 + 21.64) pg - mL™', respectively; the IL — 1B levels were (15.76 + 1.84), (52.41 +6.27),
(21.35%2.92) and (43.63 + 4.58) pg + mL™', respectively; the IL — 6 levels were (26.28 +3.47),
(71.53 £8.64), (38.92 +5.06) and (59.78 +6.21) pg - mL™", respectively; the CXCL16 expression levels were
1.00+0.12, 1.62 £0.17, 1.23 +0.14 and 1.45 + 0. 15, respectively. Statistical analysis revealed significant

differences between the model group and the control group, between the experimental group and the model group, and

model ,

between the combined group and the experimental group for these indicators (P < 0.05,P <0.01, P <0.001).
Tacrolimus can upregulate miR — 145 — 5p, activate the CXCL16/RhoA/ROCK pathway, reduce

inflammatory factors, and improve kidney damage in CGN rats.

Conclusion

Key words: tacrolimus; microRNA - 145 - 5p; CXC ligand 16 ; Rho — associated protein kinase ; chronic glomerulone-

phritis

18 P /N BR B 48 ((chronic glomerulonephritis
CON) ol UL A A , i PR € B oA s 1 1 | 1
PR PR K A I PR 1A S0 22 S s il i,
PG/ 26 AR o T TR S 038 900 i 24 i 58 35 ) U i
B K CON 7 AR . /N RNA ('microRNA,
miRNA) J&—JJ AE St RNA i i 9675 miRNA 3%
i, TGk AL AR BUBCHE T . B g R B, O
RNA - 145 - 5p(microRNA - 145 —5p,miR — 145 - 5p)
B A5 K BRUA B AR A . CXC kIR
B 16/ Ras [7] R W) KWL 5% A/Rho AHSC 3 (C -
X - C motif chemokine ligand 16/Ras homolog family
member A/Rho — associated coiled — coil — containing
protein kinase , CXCL16/RhoA/ROCK) 5 CGN 5 ¥ 1
FErP G5 Sl i, 2 5 PR I ST S 55 22 ol
PR R RO R DR B A A
ABEFE B AR M 5 Rl 1 A 45 miR — 145 - Sp %f
CON R U AR VE F L o

M5 7E
1
B SPE ZMEVE R R, BUEY 6 JA, R BT A

180 ~200 g, Wy H 5 g DL L B S W) B A PR W

YL P VF ] IEYS : SCXK () 2022 - 0006, A< Bl 5%
o0 I i B R B AR T O s At oE (R AL S
2024HCO081.5003)

HmEIRA e d R, A kL 0. 5 mg,
fit5 :2305116 , it 3C 5« 6 25 i 7 H20094027 , Hi M
Hh AR A IR A R A2 . CXCLL6 HiifA& \RhoA #it
& \ROCKI #ifA& . ROCK2 Hipfk B — actin Hipik, ¥ |
T BT 5 2 A R w) AR 77 5 BOR 3 B Y T (hor-
seradish peroxidase, HRP) #3iC PR MEFKREH G
(immunoglobulin G, IgG) —$t, db 7 3 F| 3 3L K 4 R
A BRI A7 5 LU 2P R E BT Alexa Fluor™ 647
I ARBTIL S hUiA, 348 56 EFE B A W AR 77 IR
i ( proteinuria, PRO) | [fil /K & % ( blood urea nitrogen,
BUN) . IML i LB T ( serum creatinine , SCr) | ff1 83 $R 3L
K+ — o( tumor necrosis factor — o, TNF — ) . 3 40 J}g
4% - 1B (interleukin — 1B8,IL - 18) \IL — 6 JfFIE f s
W% B 328 % ( enzyme — linked immunosorbent assay,
ELISA ) 250 &, ¥ iy b v g 16 A= W Bk 5 A7 FR S w) A=
7 2R, [ 25 R A AR BRA A A 75 TR
K — P41 gL £4 (hematoxylin — eosin staining, HE ) 5]
&, BHERTRLT A AL R B A RS T AR 7 5 U S
PEUTIE 2/ 2% (i (radio immunoprecipitation assay,
RIPA) , Jb 5t B A ARG B2 25 BH A BR 2w A2 775 &



836

v T R 25 PR gk R

Al M6 M) 2025 4F 3 7 (S 428 1))

Tween — 20 {1 Tris 2% 1 £h 7K ( TBS with Tween — 20,
TBST) , b ¥ i A R BRA 7 A2 77 5 BB 11k 4
175 1 2& [ ( cationic bovine serum albumin,C — BSA) ,
R TEAE M BECA BR A W AR o S FRET , 2
i WA TR BRA A5 .

XEF  PZ-3201 B A, A at i 4 A RS
A PR T 77 5 YP = 96 FlEbRAY, 1L R AL = 3% G
BHEA BRZ 7] dl s HD = NCS00Z BEJ iR A 48, 1
RIS AT A A BR 2 7 7 il s CFX96 Touch 245 i
£% 2 W ( polymerase chain reaction, PCR) ¥, &
Bio — Rad /A & 72 o
2 KWHE
2.1 HEERE

ZIOCHERLT ] 1078k il 15 C - BSA B
F, #ESr CON R BB AL, 5 KB 24 h PRO & 4,
24 h PRO F KT 10 mg BIAJIAE CON K FUASE A
SEIH
2.2 MSBESRHGFHE

1 40 HAdFREAEM: SD BRI 2) A X B ZH AR
LA A, R 10 2 X B2 K BRUTE )
5, F AL IR] [ I 30 [ & 00 78 5 45 6 0. 9% NaCl, 45
2 E]E A5 0. 9% NaCl, 2 H 2 A A 2H
KB 2. 17 b7 WV 45 0. 9% NaCl, 2%
TEE 2 4 SCB t R B UE 2. 17 R s RS, 45 T K
cd M B A EE A2, BH LK, E
ZEER 2N 2 J KB H R BRAE TSR A R L E b 2R
F K 5140 nmol + L' miR - 145 - 5p antagomir, {7
H 1,382 JH,
2.3 ELISA A RRESRKERFKEY

W Bk BRZH BB 2 | S 4H 1 R B 24 h R
W, 1% M PRO JE 3050 & 4845 75 5 I E R 24 h
PRO &4, FIZK A SRR IR B , SR AR R BRI &
K MEEEA, & TELED. 4 CT,U
4000 r-min~", B .0 15 min, B &3 W, % B
ELISA {2057 & 15 W1 45 X 1L % H BUN (SCr TNF -«
IL-18.IL-67KF.
2.4 HE $&%ANSHAARETL

HOG BRZH ABERY A S 20 R U A 2 B KR
HAPE T, 4% 2 R, A A, f
YR E T AR W IR S ORISR
(Eefl oy 12 1) HiRife 15 min JBEE, S8 /5 78 100% |
95% 75% Z.FEh 4321 5 min, [ 0. 9% NaCl J# 6T
Hro MIRANEYLA 10 min, 1% £E1R OB vhise, In A
£I52 4% 5 min, BHJS I A SkoK ok, B Ol S R

3 mg - kg™

PN K B T R R R, TOb BB T

i
(e
W

=<

2.5 SEFWEEE PCR( quantitative reverse tran-
scription PCR, qRT —PCR) #:l & 2021 miR - 145 - 5p
FOEEPOE v O

B BUBF L2 4, A RIPA S e 5 | 4 fig
30 min, B0 IR, SR IBUE RNA, Jf 1710055 5%
PCR N 5642 94 °C Tz 30 5,94 CARPES s,
60 CiB k 30 s, 4k 40 EEF, 274 Bkt &
miR — 145 - SpFXRBIKF-
2.6 TEHEALZZH A (fluorescence in situ hybri-
dization , FISH ) il £ 5 2B 21 b miR - 145 - 5p B9PA1E
FikkEM

BOR BB H R, A S AT A B, DI 4 pum 1)
F, T I i DY A & 5 10 min, 78 70% LG -2 x
SSC Kk H T 68 ~70 °C R A2 2 min, KIKH] 70% |
85% .100% & M i /K 3 min, 50T, 3k % % 45 £
10 pL, 737 CHAMTME 6 ~ 12 h, HERTIHRG
0. 1% Triton — 100 $f [ 2 min, BEERELZ M rh k. T
Pl AEHe i s A TRAE R T S min, BEERERZ2 ik
Yk, 12 A Alexa Fluor™ 647 B pT LRI, R4
WFE 30 ~60 min, YEIEJS, N ProLong Glass HT1 K
F AR 60 wL, FHUEE R & 2300 B i W4,
miR — 145 - 5p ¥4 ¥ 1.5 - DIG — AGGGAAC-
CUACGAUUCUACC -DIG -3,
2.7 FBARETEQNEXE/ETREAE

PR E AL, 2085, iIn A RIPA 24 fi#
W, BT UK F R 30 min, SR )5 B0, BT,
FH v ok PR R VA A I A VR B BB B A RE
HEAT A 0 BE 1R BN SR TN M T Y B IR L Uk, R T
SREAEEAIFEBARR R OmE L,
W RE R 5% WM RG 4= W 3P 2 h 5 5 2 B, H
TBST % ¥& 3 W, im A # B /5 9 CXCLI6
(1:1000) . RhoA (1: 600) . ROCKI ( 1:800) .
ROCK2(1:800) .8 — actin (1:600) — ¥ J5 & T
4 CHER B SR b &, W H A TBST 3 7 V5 Uk
3 WG, ARG RELL B 1:2 500 ) HRP #rid &
1) 1gG Ay —Htikm, iR T E2 h, 37 ZHiid
S TBST ¥ ¥k 3 U, I A ML Ak 5 A OG R, R
Je P B e B8 A B O A1 B, T Image JAK A 43 B
WK JEAH
3 SitEAE

JH SPSS 23. 0 #4743t o Mo I BRI
x x5, A LU ISR A ¢ 460
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Xof R A Bl A it S 4D i) [ g 803 ] 90 A6 i S5 458
0.9% NaCl, #5245 0.9% NaCl; B R1ZH K LBz 7
P22 ST C - BSA FUFI 1 mg, RAFAKIESS C - BSA 7L
7 2.5 mg, #EH 0. 9% NaCl; SEEGATR BB T #RAL
Z ST C - BSA FUAI 1 mg, E#HIKTESS C - BSA FL5
2.5 mg, M 3 mg - kg™ - dT TS E] R LR UK
TR C - BSA FU5R 1 mg, RREFIKIESS C - BSA 7L
#12.5 mg 1140 nmol + L ™'miR — 145 — 5p antagomir,
B3 mg-kg' - d sl

Xof HREH SRR 2H 52 36 2H K BLIY 24 h PRO 4351
H(7.44 £2.16) ,(85.29 +17.35) F1(49.81 +£9.52)
mg, BUN 43 5] 4 (5.82 +£1.03) . (9.65 +1.78) I
(6.97 £ 1.14) mmol - L™" SCr 43 51|}y (46.31 £7.69) .
(93.57 +16.94) F1(58.72 £8.36) umol - L™", HiHIZ] 5
X REZHARLE , KB 24 h PRO \BUN F1 SCr /K- I 2%
T (3 P <0.05) 5 525 4 SRR ZHAH 1L, R B 24 h
JREEH BUN F1 SCr /K34 8 2 N (14 P <0.001)
2 fiRERAINKRSHRREFHZI

HE Ze @ 4550 s 0 I R BUE /NI 2SR
B /INE Z I HES B2, 1) 5 TG P S B AR A 5 Y
25T BRZAE LY, DR BV 2H 28 e ] LI 8 AR P 40 i
T, B /B R R DA ] S 8 A B /NVE R T K L
A B A O A Y s S 21 SRR A L, RBUE
RGN W DLk, B /N BRES F FE AR SZ, 15

BRI, AR 1,

Control

B1 SARMEALUR
Figure 1  Hematoxylin — eosin (HE) staining of renal tissue in
each group of rats( x100)

Control group:The same amount of normal saline was injected in the same
place, and the same amount of normal saline was given by gavage ; Model
group : Subcutaneous multi — point injection of C — BSA emulsion 1 mg, tail
vein injection of C — BSA emulsion 2.5 mg, gavage of the same amount of
normal saline ; Experimental group : Subcutaneous multi — point injection of

C — BSA emulsion 1 mg, tail vein injection of C — BSA emulsion 2.5 mg,

gavage 3 mg - kg ™' - day ™' tacrolimus.

3 EER X miR -145 -5p 7£ CGN XR'EHA
RIEW M

X HEZH METRUL] | ST 20 AR A 4K miR — 145 - 5p
AN 23K 7K 43 % 1.00 £ 0.14.0.56 + 0.07,
0.83 +0. 1211 0. 68 + 0. 09, £& 7 21| 5 %} B8 41 41 L,
miR — 145 = SpAIxt A KF- B F AR (P <0.05) 5 5%
U2 SEIAAH L, miR — 145 - 5p X RRKF- B 3
TR (P <0.05) ;BG5S ImA AR G, miR - 145 - 5p
FHXF 2R 2 BEAIR (P <0.05)
4 i3S EEIETIHIE miR -145 - 5p 3t CGN kR
BERMEEF R

ELISA #0255 7 B 2 5 X% B AT AR B, K
FUMIE TNF — o AL — 18 F1 1L -6 /K P34 B %45 (1
P <0.001) ; SZ5G2H SR AR He , K BRUALT TNF - o
IL - 1B.IL -6 /K3 2 N (¥ P <0.001) s G
ZH5 S0 A He 8, KERIMLYE TNF - o IL - 18 01
IL - 67K ¥ TR (# P <0.001) , 45 W 1,
5 EREAXNKRSHLF miR -145 -5p HFHE
Rk

FISH #6045 5 s 6 B2 AEARIAL | 5256 4 Rk
B AL miR — 145 — 5p % Y638 BE 43 1] A 1. 00 £0. 15,
0.17 £0.03.0.65 +0.09 F10.41 +0.06, #7125 %} I8
ZUAH b, miR - 145 — 5p #¢ Ot ow B F R K
(P<0.05) ;5255 4] 5 AR A L, miR — 145 - 5p )
POCHRE TR (P <0.05) ;A 2H 5550 AR 1L,
miR — 145 - 5p [5G BE i BRI (P <0.05) .
6 {5 E Fi@ T IHE miR - 145 - 5p /& CXCL16/
RhoA/ROCK i %

RERYZH 5 X REAT AR L, B 4140 H CXCL16 ,RhoA |

R 1 AR T RAEH T /KB L (2 £5,n =10)
Table 1 Comparison of inflammatory factor levels in serum of rats

in each group (x s, n=10)

TNF - a IL-1p8 IL-6

Group » » »

(pg - mL™") (pg - mL™") (pg - mL™")
Control 116.42 +14.53 15.76 +1. 84 26.28 +3.47
Model 237.56 £26.18 * * *52.41 £6.27* ** 71.53 £8. 64" **
Experimental  164.79 +18. 35" 21.35 +2. 92"  38.92 +5 06"
Combined ~ 205.12 +21. 6422243, 63 +4. 58252 59,78 +6.21 244
Combined group : Subcutaneous multi — point injection of C — BSA emulsion

1 mg, tail vein injection of C — BSA emulsion 2. 5 mg and 140 nmol - L~!

Log-! tacrolimus; TNF — o

miR - 145 - 5p antagomir, gavage 3 mg - kg~
Tumor necrosis factor — o;IL — 13 : Interleukin — 18 ;1L - 6 : Interleukin - 6;
Compared with the control group, *** P < 0.001; Compared with the
model group, **P <0.001; Compared with the experimental group,

ABAP <0.001.
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K2 KAKREFHLUH CXC LA THE 16/Ras [7] RP) 5B 1 A/ Rho A5 ( CXCL16/RhoA/ROCK) {5 538 B4 A G &

FIXF B LR (2 £ 5)

Table 2 Comparison of the relative expression levels of C — X — C motif chemokine ligand 16/Ras homolog family member A/Rho - associ-

ated coiled — coil — containing protein kinase ( CXCL16/RhoA/ROCK) signaling pathway related proteins in renal tissues of rats in each

group (x s)

Group CXCL16 RhoA ROCK1 ROCK2
Control 1.00 £0. 12 1.00 £0. 14 1.00 £0. 11 1.00 £0. 10
Model 1.62+0.17" "~ 1.86 £0.20" * * 1.92£0.18" " * 1.89£0.18" " *
Experimental 1.23 £0. 14 1.41 £0. 16" 1.54 0. 13*# 1. 60 0. 14*
Combined 1.45 £0. 1522 1.76 £0. 19222 1.69 0. 152 1.75 0. 162

Dose and n refer to tablet 1;Compared with the control group, * * * P <0. 001, Compared with the model group,*P <0.01,*#*P <0. 001 ; Compared with the

experimental group,” P <0.05,22 P <0.01,224P <0.001.

ROCK1 ,ROCK2 & [ A X 3% 35 7K °F- 34 b 2 7 (1
P <0.001) ;SZ5G 40 SHRIZH A L, B 4121+ CXCLI16 |
RhoA \ROCK1 \ROCK2 ()85 [ FHXT FR ik K T34 d 2 e
k(P <0.01,P <0.001) ; J& 45 20 5 S5 4 AH L, B 4
A1 CXCL16 .RhoA \ROCK1 . ROCK2 fi% 4 [ FH X 2 35
IKEH R ZEF S (P <0.05,P<0.01,P <0.001), %t
RILE2,

i

PP B AP R R0 2 S ORI AE BT
JINER B SR UL B R 2, R R N IR, W
AL R A2 2 1 B /INBR AR S BB R, R f
PEMLHIE R K 1 R PR R EAE Y . floe
BLAIE N —Fh G I 2, S ZEAE AL R
T 40 A , B7 11 20 P 7 & A 7 HRTE bk
V2 N P IR YT R A, AR,
I 08 B AT . AR ST R, St
FLSEEIAYTIE , CON K B B 4 203 B AR 1L B 5 75 31
MR, RAESE AR AE 25 245 )5 B H (2 4 %, 9 HL R L
I TNF — o IL - 18 Fl IL — 6 7K F-3 0 5 R I, 32 R fh
sl BATIA YT CON BME A, ix St kg
PR 5T 45 R 2 — 30 .

WF5E B, miRNAs ZE I K _E 07697 h R 45 5%
SEVEF, RE T IANA 3 5 oA R TS A 4R
IR B M I RIA 7 7 ok 58 2 o S i . F
FRW],miR - 145 - 5p /Ry —Fh LAY 98 55 [+, B
i LA R - BB O 17, % NOD 7
PRI A5 R DG B 1 3 i /AR I8, % KRR
R g aE N Am R T L FEAS B ST, S R b
B 20 IS B0 26, AT LA & IR A 7 5 ) RE A% W b
miR —145 = 5p WRBKF, FEMA T miR - 145 - 5p
antagomir Ji7 , miR — 145 — 5p [ FEIRKF H BU AR, 1

B Al 5 5 w) °] LA miR — 145 = 5p RiksKF-o i —
A ST S B, At 30 B H IR T BERE AR CON R BRIl v
TNF — o L - 1B IL = 6 7K, i 78 1 miR — 145 - 5p
FEHIZH )5, CON K EUME TNF — o IL - 1B IL - 6 /K-
YUY BT, A At SE B ] REAS I L I 15 miR - 145 - 5p
M FRIR K BEAIG CON KR I3 2 1 R 7K, k4%
%F CGN K BB % 97 4E 1. CXCL16/RhoA/ROCK 3
%55 AAE B A MR TS B Ry B AR DG, B9
B, P Bz Wy ] LA T 3k 400 1) 3208 %, 400 ) B N BR 40 i i
T2, kot R AR R B /N ER B R BB R 0 R
HED At 52 5 w] X CGN R BV AR 37 4FE T 5 CXCL16/
RhoA/ROCK i A7 3¢, AMFFE &I, i ve B2 w] 25 24
J& , KRB 4141 CXCL16 ,RhoA ,ROCK1 ,ROCK2 )3
IRKAF- 34 B S R AT, 40 3 Ath e 5 W] BE I | CXCL16/
RhoA/ROCK jd . # — 2 #F 55 & B, 16 n A
miR - 145 — 5p antagomir 5, X 4 FiE IEAH 2 E EH W
IR KV B e 4w, 48R At 50 5 E] G o 8 45
miR - 145 —5p J ] CXCL16/RhoA/ROCK 3 % [¥) 1
PE, X COGN R RO 2] 7 & 47 4F H, [F & 3= 0,
miR — 145 - 5pRe% i 12 9% 15 CXCL16/RhoA/ROCK if
P& CON 1) % & .

ABF SR B R, A 5E B R A] DL GE aof i
miR — 145 - 5p4 5 CXCL16/RhoA/ROCK 3 % , P& A%
ML R F K, X CON KRS VE .

Sk
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