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SO JE A 2RI

=.IncRNA fA R B R NH B it B iR

1. 2R B 44 . 20 B 5145 (acute kidney injury,
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i, 10 EL7E IE /I BRI v 52 A v A ik K F
— W58 kB, AK139328 KR UTEK, #0 ] IP - 10 Al
MCP —1,#014i| caspase —3 B9 7%, B 5 NF - «B )7
b0 46 PE TR T 1 2 15, GSK3 Akt il eNOS i ik 1k 7k
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4520 IneRNA AT ML 89 P9 SR B R 2S 76 B Ik
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Peb mT B AR FHAIL R , B B AL ) 0 )T SR AF A o 1L
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.21 .



- EZAE -

J Med Res,Feb 2018, Vol. 47 No.2

%1 7F[E IncRNA 7£ AKI 3R IE

H—1EH IncRNA £ FR Wy Fe Fhk 2 T fie Wi B A 3 HART-5
Chen'?"’ AK139328 /R HA 5P A T/ RER N 2 W/ T FER S
Lorenzen!?! TapSAKI A% IR/ KA Tty LKL IR A R K 1 A BT
MIR210HG linc — ATP13A4 -8 N . . .
Lin!2 A% E11Y TN 1873 Z: 5 5P N 210 i 3 e Y
linc - KIAA1737 -2
Yu'?'! IncRNA - PRINS /L EINIES 2 5 5P M 2 Wi/ T T2 2 E ik PCR

COLAA2 ¥y 54 /i1, W5 K ECM 4% K ¥ TGF - g1 Al
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PVTL A ff 57 T TGF - B1 {5538 % B #2545 ECM 11y
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A B A Ak AR b E R, R AR
RETE R MR B T, ol & A 22 R R, & AR
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KA R o B R OGS /E FH 9 IncRNA J2 IncRNA
TUGL, Duan %7 BF5E % B0, 5 /N Bk 2 155 40 0 79 f9
miR — 377 7& = B I R 235 1, J0 ] PPARy, i
#E TGF - B1 il PAI - 1 g3 ik, ik ECM FUZE . T
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H) SE 2l 2( 4540 8 H) o A il & I 5K L 15
BT ARMAGLIH | fF7E 62 P27 MR In-
cRNA R TFARHA G LA 2 A 110 A, L5 2 1 55
B2 2 45 24 4, FHorf RP23 -34G16.5,3110045C21 Rik
F A1662270 W] A4 4F 4 AL AR OC PR SE I ik o
— 5T R, RP23 -34G16.5 #£ik F B, Cel2 K
SE |34 ;3110045C21 Rik ik i EF, Cdhl KF | #,
Acta2 I Tefbl 7K F i ; A1662270 53k iy |- 4 %t £F
A AH G FE TR B 52 e S it 2E B, 8 RP23 -
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001 1 RP11 —354P17. 15 - 001 %3k 34, H RP11 -
354P17.15 - 001 fEHUHE R 67 5 IR &2 1E # 7K F o
RP11 -354P17.15 -001 555 1 45N 5 /NER g
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B T HE R B 0L 09 A2 A s 2 0, O AT A ) i Y e
%, Qiu W5 & B IncRNA - ATB 78 & 8 41 HE J5 J2
N E B TSR AN R GR A Al BF IneRNA - ATB
I AT 5 ) B A i e AR R A g 40 o R Y B R T R

4. JREFAE : IRBFAE 2 T8 2SR T DI REA 2k
Jre 3 7 d B Be i, B A AR RK | i BT R R
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i 56 DR 5L A AR R A R A 8 =, R G — DG R, Sui S IE
52 IneRNA (ZAP70 — ncRNA) Fll ZAP70 JL R 09 78 R 5
i h B RAEF & . ZAPT0 J K 4 5 88 11 5T 1% 44
P2 Ot < T, DT AE T 4 A Rk E28 240 Ly 385 b 3] o
SR . ZAPTO [N 7 PR B AE B A 1A Kk b
8, 1Ml ZAP70 — ncRNA 3235 K F F [, 3 7% ZAP70 -
ncRNA 0] X} ZAP70 He P Y 3% 35 8 M 7E H o

5. EE R R G L BRI (systemic lupus
erythematosus , SLE ) & % UL i [ B % 2% M 52 9% , ] 51
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PR A B UL A 4R K MR B N ER R o Yanfang 55 A
102 4~ SLE f835 ,54 {5128 XU 4 OC 45 4 k35 F 76 17]
TEH N A0 JE I B A% 240 M v $2 B IncRNA 38 £ RT -
qPCR ] , SLE & & {& Y 1inc0949 F1 1inc0597 ) 3
K5 A Y 4L AH L R A LN R AR
1linc0949 Fik /KT, H LN G303 T E ] 8 ;
LN HE 75 20 0 8 35 5 15 % AAH LE 1inc0949 3R 35 7K1 %
AiEES . D AR 1inc0949 Al g5 SLE &
Jod FUNE#S 03 05 A7 G . MATTRE 5 X5 3 4> SLE J 3 (3
FPZ/\HBH LN) i Tjilﬁﬂlz JE B3R 9T, 43 ) e B H:

IRIT R0 A AN R R AR TF%%“T*/R!H’—%

linc0949 kK- 5k f”ﬁﬂ?ﬁﬁ H:EU%EL#JO Wu 45 1A
b, R4 IneRNA [/ T e AL 1 w5 oK 52 478 28, 1 1
AR VAT SLE (835 K WG f”ﬁxﬁni‘ﬁ}:é’]ﬁfﬁ
B, CHIRIT T R VAR R AL T B R .

H.OE 2|

IncRNA 2 5 AR EL AL 5% 5%, e 2 24
PR P AR rp R OCHE B AR AE T o PR, SR AR
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HHEGM IR, IncRNA 78 ¥ JIE 5 9 19 BIF 5847 Ak T 20
BB, ik A AR 2 1A W K58 i B IR , G fa) o
PR BNER PR CEBEERE QR £ R
T B 1) 850, N F 22 IncRNA (945 R AL 1 i A 45 2
TRAMESE ; IncRNA Fr & 1945 B K, 77 2 iF e & B
BT 0 A AT D AT R 5 e R 44T A Y R M
MR, RAEA R I LT B R A S N, %
HAE B E RS R IT AR Bk, A 2 LR B
S8 T2 50 25 [ i A, DB 5 5 R ) il S 56 A 1k oy
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