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[(HE] B WESMECNEFE(AMD) BEFSE M H A K22 (10-22) K H A A E-22 mRNA
(IL-22mRNA) 7K P72 AMI J5.0 E B BB T RSS2, A5 50T 1122 EOEBEPHER. FiE TR
2015-01 ~2015-12 7R BT I2 Wi 0 20 ST B AL IR FEF £ T k& IR SE M B & 60 BE RTR SR 4L,
22 ks 2 HERR T R A A e 28 3 30 B BRAE . S8 B AR O B B AR A LU BN [R) B S 720 3 T AR R
GBEIR v (ELISA) i B TR BBk AR S 2 b2 [ 4 F I o IL-22 Bk ; SERT 36 8 B IR S 3R
A BRI (RT-PCR) #6300 4 J& 1 88 4% 40 Y ( peripheral blood mononuclear cell, PBMC) 57 IL-22mRNA ik
K¥. R SRS BAML, IRALCENRBEARRBRE THRALOEEY; 0 1122 KK IL-
22mRNA kK EHERT R 2R LA, BNE TR A BA, ERYERITEEL(P<0.01), &
i IL-22 78 AMI BE SN M T EMEBEL, ATES S AMI SO0 EERARE,

[X#i|E] BaEfFE22;, 20N, ZOEERY

[hESZHES] R542.272 [XEHFFRIEEE] A [XEHRS] 1674 -3806(2016)02 - 0093 -05

doi ;10. 3969/]. issn. 1674 ~3806.2016.02.01

The dynamic changes of IL-22 and its clinical significance in patients with AMI  SHJ Lei, LIU Shi-huan, LIU
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[ Abstract] Objective To observe the dynamic changes of IL-22 in the process of ventricular remodeling af-
ter acute myocardial infarction( AMI) and to explore the effect of IL-22 on ventricular remodeling. Methods ~ Sixty
AMI patients diagnosed by coronary angiography were collected as the experimental group, and other 30 patients with-
out coronary heart disease were taken as the control group. At the time points of 2 hours, 2 weeks and 4 weeks, the
left ventricular function was detected with color doppler echocardiography and the serum concentration of IL-22 was
determined with ELISA, and IL-22mRNA was determined with RT-PCR. Results The left venticular function and
left ventricular remodeling declined in AMI patients. The serum concentration and mRNA expression of 11-22 in-
creased with time prolonging and were significantly higher in the experimental group than those in the control group at
different time points. Conclusion The dynamic changes of IL-22 level and mRNA expression exist in patients with
AMI. IL-22 may play a role in ventricular remodeling after AMI.
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£ 905 AT (acute myocardial infarction, AMI)  FIBEATHEY 7K ETE MUk 48 T BRI AR 55 BEH Ik
JERLEE RIS IR D LT R RREE A AWITHRBRY R, AMI HEIREIEEA BT T
AR, O IUESEE OB RN JES ST B AR O E B0 KR IRSE R
BERAE ML 18, AR ATAE KO MURSE JEEFER L RIBEA T A4 F 22 (1L-22) BE 2000
B R RA 4L O BREREY W SHBEOE  ERAN—MHRARE T, 1022 7 Thl,
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Th17 , Th22 . Tc22 . ydT . NK 4 g NK-T ¥k = 4 il
W ELEH 2R 1% F 40 (lymphoid tissue inducer,LTi) |
LTi BRAUIEF=A 7 o MLARSR, 1L-22 70 I B
FERFSE AR BT B M R, O  CmEE EL AL
£ LB SRR R ERRS S IL22 X,
ARSI O R & S BB RIS R
LU R A O ETBIFEL, K F K S 5 T
(ELISA) B SE B 98 06 /8 B S ik % R & M ek =N R It
(RT-PCR) W& AMI fB & FOXT B 40 fB & A9 IV 1L-22
B2 IL-22mRNA 7K, ELB L Zh 25384k, 91 R 1L-
22 5 AMI FELEERENXER,

1 ¥WH5H%

1.1 BFFEX$ $E 201501 ~2015-12 FEFEE4E
BeizWih S ST Bit e 2.0 WUESE ( STEMI) FE &
R B ki AR SE B 3 60 B IR A, Kb 5
334,227 B, FF R (61.9 £11.89) & FHkHL[A
HATR] e 22 IR 3 ik 3 7 HEBR T Lo 2 30 41 g IR
4,515 ), 20 15 4], 4R (59. 4 £11.8) &
1.2 AESHRRE FFRAAERENFEE
N El PR STEMI i2 WA : SR AE AR > 30 min; [ E
ERIRTFFTE 2 0 2 B S BR B AR 4T I R 36 ST B
a7 > 2 mm BUETH P58 M2 RS R, 2D
FURG (SR NSE ) I > W LR 3
AR Bk AR SRS A2 EIE S Ak 1 32 1A
b ERAERE >50% , H B 2 ALEA RN AK
AR TR R E IS H E S AMI SRR E, 2
FEFEARMA Y o X PR A AR AE Ky SR Bl ki e
SERTIE S ZE e S A TRk 22 1 < 50% Ry B &8
o PIHMTFTAN RIGHRRR (1) ABT it K AE B HAE]
B VEIER ST ; (2) RIFBBE AT 2 /4 BTG
OIERBEROR (5 4 AN EE); (3) BKIH
PO LS AR RO DI BER 2l Ik B E
(4) FZET VEDIREAS; (5) I B i 8 A PR AR 5
(6) RGeS T TT M PRSP I | & B S
PR SRS

1.3 fpACRE 90 A Y TiEREkER ARG
2 h.2 J& .4 {2 IR A HE 10 ml BEER BRI B T — K
P P B2 SR U (RSN, MO B
AR A, BRI E]F 2013 55 2410017 %),
BT E T ~ 80 CHRARFIN; K 10 mi AL KL
BF kUM HESROIEFRE(FRM, HH
L ER A R R, #S 141201) , 4B SME L
P&~ 1% 40 8 ( peripheral blood mononuclear cell, PB-
MC) , 3R ] Trizol( 5 RNA $2EURH|, =K 7 fh G

5 R0016) f2HUE RNA B -80 CHAEER .

1.4 IL-22 ¥ RFHERT

1.4.1 ELISA geigilmig IL-22 & WEsH &
U B LK , % ELISA 1250 & ( Ebioscience € [F) 15 B
T, BV B AR A4SO i1, R4 BE B A
HERD 26, FFARIEARAE I R A RS B M BV . 5
R A 3 Lo TR S EEFR L (GF-M3000, 5 2%
AL TR B IR AT o

1.4.2 RT-PCR #MA R A 5 PBMC 7 IL-22mRNA
FBKF  BEHRLFH PBMC & RNA JgHiAR , 1%
B8 i 5% % iR830) & ( Takara Biotechnology ) 156 HH 45 47
WREF L, & B cDNA 55 —4k, - 20 C{RfF. 1£
NCBT #4225 81317 £ ( B-actin) IL-22 3%
B3, B primer 5.0 #3539 54 (IL22 F
5’-CAACTTCCAGCAGCCATACA-3’ R 5'-GTTGAGC-
ACCTGCTTCATCA-3' B-actin F5'-ACCCAC ACTGT-
GCCCATCTAC-3’ R 5-AGC CAA GTC CAG ACG CAG
G-3") 3 E SR A R B FRA A . LA
£ B cDNA h#H , #B3E SYBR Green RT-PCR —#
HERN S B a5 51 122 BEFH, 45 H
LRI RN ACe {H, LAIE % 3 IR AL &8 h
SR, R 2740 s A B AR AR D A X 2 0k B
(F5) o BURLZAF:95 CHIAEYE 10 5,95 CARHES s,
60 CiRA K FEA 30 s, AT 40 MEH, Bl S0
BRE FERERZE A 96 FLi, B &
wHE 3 ~EFL,RT-PCR XM #E Bio-Rad CFX Manag-
er 2.1 R4 L i#47 ,HE 3 K,

L5 LRSS REEA ORI TERE
WFIREIPREEAST 2 h2 .4 AfTE B L
SEE A (BREME, 3 BRAE, Rl —F b AR ) .
DME B A ZE N 25 E Ge Vingmed Ultrasound As
2T VividE9 R 68, 2 i 5 A, IR AT R Simp-
son YA B A2 B &P R B N 1R (left ventricular end dia-
stolic dimension, LVEDD) | 77 %5 45 il 45 45 2R (left ven-
tricular fractional shorting, LVFS) (2 Z 55 If1 7345 (left
ventriculare ection fraction, LVEF) , X Iz iEE &%
(B35 ). LVEDD 35 ~55 mm;LVFS >25% ; LVEF >50% .
1.6 HAbMERAIEIR R ERRE  ETEinY
oz JE L # Bk if 3F eh F B B RHR]— & Mk A B
K OLYMPUS AU600 4 8 8h 4 b 43 BT X #E 47 4%
We FiAIRREL TR ARG RERE, JHE
TEITR,

1.7 GitErek  REFS SPSSI8. 0 Geit=rak % 4L
PEDEATACER T B ORI LA £ AR HEZE (2 £5) R,



PEGASHESY: 201645 28 0% 2

T 40 ] R R A ORI B R W I R 2k
S5 T, 28 18] T P L3 SR B Bonferroni #4635, 11
BR800, P <0.05 HEFHSHHE L,
2 %R

2.1 PIAIGREE R A LISIR IR P RE W

.05 -

PRSI VRS B RE R AR R AR ER
Hil =8 S EERE HEERED REEREA .
MAEF B E R G FE (P >0.05) ;4 C
R H (hs-CRP) A L ER A RITH#FE (P <
0.01), W#E1,

F1 WARKERfECERLE (F2s),n(%)]
0w o R A WL g mam R W RA JRR W o
B o (¥ (em) (ke) (mmoUL) (mmoVL) (mmol/L) (mmolL) (WmeVL)  (mg/L)
Wrase] 60 33 27 61.9+11.89 162.8+7.3 64.9x12.1 17(28.33) 25(41.67) 1.44+0.95 4.21+1.68 1.23+0.38 2.77+1.16 5.36+1.28 11.93 +5.89
X 30 15 15 59.4x11.8 160.0+7.8 62.0+9.3 7(23.33)  9(30.00) 1.61+1.14 4.41+0.95 1.24+0.28 2.81+0.87 522+1.20 1.310.52
,\/2/ t - 0.201 0.942 1.677 1. 152 0.256 1.158 0.510 0. 467 0.126 0.109 0. 401 12.680
P - 0.662 0.335 0. 09 0.252 0. 801 0.358 0.613 0.643 0.901 0.914 0.720 0.000

2.2 WA ERREIN A IL-22 IL-22mRNA 7K F-
FAe L EYIRE LA

2.2.1 FFE4 IL22 IL22mRNA /KFE7E 2 h.2 &,
4 JEE s TR S B4 (P <0.01) , BFSE4H IL-
22 IL-22mRNA 7K5E7E 2 JE 4 JERHE F 2 h if (P <
0.01) ,{B BT 4 IL-22  IL-22mRNA /KE7E 2 B it
54 B EEERTRITFEREX(P=0.294), I
2,

2.2.2 3541 LVEDD 7& 2 J& .4 BT K F Rt

XTRRZH,2 h BEIFST4H 55t BR 4L LVEDD 2R T
it E Y, T4 LVEDD 7£ 2 e 4 Rty >
2hEf, ZERAHITEFE (P <0.01), H 4 Fnt
LVEDD >2 (P <0.01), WFE2,

2.2.3 TWF5T4 LVFS.LVEF 7£2 h.2 & .4 s
[l R % FRA TP (P <0.01) , BFFRA 2 HnF0 4
JElBt LVFS .LVEF ¥ <2 h B (P <0.01), H 4 At
LVFS.LVEF <2 it (P <0.01), W#E2,

k2 WAHEXELFEARELTEFLWNERLE(Z£5)
| BB B 2, 1L-22 ( pg/ml) IL-22mRNA(£#%) LVEDD(mm) LVFS(% ) LVEF(% )
Wl 60 2 h 19.63 +3.86* 2.41+0.97* 45.48 £5.10 29.71 £5. 14* 48.20 £10.16*
2 42,70 £11.33* 4,85+3.03* 51.02+4.81* 25.96 +4,74* 43,80 £5.40*
4 J§ 45,53 +8.39° 5.51x3.52* 56.41 £3.60* 22.10 £3.39* 39,73 5. 11"
S B 30 2h 10.42 +1.43 1.04 £0.23 44,60 £4.27 31.73 £3. 46 61.63 £7.98
24 10. 62 £2. 10 1.07 £0.19 44,57 £3.98 31.70 £4.21 62.04 £6.71
418 10.52 £1. 81 1.010.19 44.61 £4.02 31.64 3,57 61.92 £8.27
Fusm 708. 309 112. 689 57.837 47.001 141. 56
Fyg s 89.126 11.022 75. 54 12. 355 47.39
Fygiama 87.02 11. 109 75.54 62. 355 47.39
Py 0. 000 0. 000 0. 000 0. 000 0. 000
P 0. 000 0. 000 0. 000 0. 000 0. 000
Pogisiy et s 0. 000 0. 000 0. 000 0. 000 0. 000
- o g X A PR, 7 P <0, 01
3 tig CHF) d1 4 A i) R IR B 5T 3R B, AL 29 .0 T BB o 2
3.1 IL22 Z{R(IL22R) BRAHMNE22 £k 1 (NYHA) 7 T & f0 11 4R A9 B, LT o IL-22 &

(IL22R1) ME A %-10 34k 2 (IL-10R2) 40 {1 5
BEBIA™ Guo USR] IL-22R 77 T0 UL
ML, EAHE L2 SRHAERALE. —5
FF IL-22 FEIE O FEB( chronic heart failure,

BERER TR, OOV REEF M E+ IL-22
HE BRI RAM LRI £ R, B BE A5
FIRBE R TR ERTR . TR R
L2 AR ARG IERAETHEBHUERTE
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A RA RETCT . RTHEAYLEE
Wi, Guo 2™ H i B2 & 555 B3 (coxsackie virus
B3,CVB3)ifE5/ N RIE LA PER 1 0 LR (acute
virus myocarditis, AVMC) 1€ #£.0s L & ( chronic myo-
carditis, CMC) X35k .0 Jji#7%5 ( dilated cardiomyopa-
thy, DCM) #E70, 7E56 2 12 .24 JEXF/NRSFTHER
EEREI, HxHRAMEH, AVMC .CMC & DCM £5/)5
BR A JLAUE Th22 A1 Lo 2% TL-22 7K5F 0L IL-22R
EJREE E 1-A1 (COLL-A1) R H 3-Al (COL3-
AL) @ REFREHE O (MMPI) RAHHA G,
F 52 JA 25 1 B 77)-1 (TIMP-1) 834 7K FFEAE
I =N RSBt IL-22 Sk s, B fE =
R FEAR, 5% B0 LT 4E b A2 B3, JRLAE R Th22
K L3R TL-22 7K 0L TL-22R Rk BT
F%,COL1-Al, COL3-A1, MMP-9 33k 1 25, 5% 3 BF
IL-22R F7ET 0 WUARME b, B IL-22 B 0.0 L
I MIER.
3.2 BEENOCAEFEAERIAR ELOIEE
FERMAAE R FBIREE . EONAEREE
1, SRFERYC U A2 A 4T R LR SV A, DB
HOREES, USRS e, O R R AT, it
T2, TR BE oA G R B 7, i b SR ST R
F-o(TNF-o) \HAHANF-6(IL6) HEHERE T
B(TGCF-B) 55 HURIML , 3= TSR UR T BN 27 4 40 Ha A JUL
1 4E YA I ( myofibroblasts, MyoFBs ) g (& ™ . #f
RKWEFTR B MyoFBs 7] L4 #F R 48 58 X0 UL 4 g
YL RRETR, S B IES RIhEER %, B4
FECOMREAR £ E AP, B, BEE OB
Ja LT IR 0O UL B e 8 S £ 4 e 2
PERIPET . B UCERATTHE IL-22 32 440 LT 4
ks AMI J5 O REH,
3.3 AMIEMSE MM R R EENRER
RZ—REOCENRRRE, IR LI £ E e
RS W7 ik 2 A 0 3) &, T LVEF . LVEDD
LVFS ZRBULIIRE R O EF M EE S, A0
FHIH I, AMI J5 #35 LVEF J LVFS Bt B [
MR R T HEBE, LVEDD ¥ X, L EHINES, &
B A e, S IL-22 ¥R R IL-22mRNA f) 3
FEEW EFAEE, X —sh BRI [L-22 /7]
REZ5T AMLEOCEEH TR, SR T BELH
B — BRI IIESL

SRR, R AMLJ5.0E R AR, IL22 &
SR LR 2 I SR, B 93 E AR, XA
FRPIL2 S AMI 5 OEEHIR, &0

53— SRR e R 4R 4 T I PRI e R4
Wk BT AMI S 0 S B AL IR T 5 B
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[(RE] BH HEERIE miR-1284 ARERREERE , WTTHRIT miR-1284 R0 B 8 R A K R W) REIY 43 T4
M. FiE RALYEBFERATN miR-1284 ATEEREEER, DIBREN T miR-1284 S REHERE
B MGC-803 40 % miR-1284 41 (LV-miR-1284 £41) , ¥ 25 AR IR 22 SR B 40 My BR A 3of R4, R e 180
FBRANME N E O BA, B HREE R PCR G & A EIF4AL R 9355, Western blot 746 Il 4 41
EIFAAl BB BRE, GBI NFOER IR EIF4AL #TREREIE. HFR SN REMT a3 RAE L,
miR-1284 4B /Y EIF4A1 FAMEFE QK F IR/ TR, WIHE TR miR-1284 fE5#ILHE EIF4A1 5 3’ UTR #)
Z&. & miR-1284 B EFAHIEERE EIF4A1 RIEEYITIREEIER.
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[ Abstract ]
nisms on gastric cancer development. Methods
miR-1284. The slow virus mediated miR-1284 transfection MGC-803 gastric cancer cells were taken as the miR-1284

Objective To explore the potential target genes of miR - 1284 and its possible molecular mecha-

The bioinformatics software was used to predict the target genes of



