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O OE.BHH HEETFRATHECPE & HBAA R P RNA-155(miR-155) & A 4 B F 4 4k 4(CXCR4) 89 £ & % 40 B s &
F., Ak RIR2155 12 AE 2016 F 2 AERMNKEH ZMBER ML T F Koy 30 41 & EF a7 4 (sPE) 3 4a
Y% sPE 4, R4 W ALA B £ 473 T % R o469 30 614 f o da h e e xF Bl (N 4, kA % 8F % k& & PCR # R (RT-PCR)
K 2 48 343 ik 4 2 F miR-155 % CXCR4 mRNA & ik K -F, 3 2 miR-155 485 CXCR4 4 F 6548 % M7 547, KM ok
M T F A AW E-TRACWEE LS W (SABO) % 0 B RAMANPMEGBERLEZ S M (VCD ARG R (EF R 1
40 42 4] ,PE 48 56 #) fe gk £ 4 st R (EVCTY MBS B (EH 28 24129 4 , PE4A A7 ) CXCR4 B £k, R (D
2WMF Ay S E R TR R E R (BMD 9 AR, 2 FH AL FEL(P>0.00), 245 ah B, £FA %4 F
FL(P<0.05), sSPEA#H AN EAKRFETAIKT NA. 2 FALTFEL(P<0.05), sPEAFREEGRNILSH T N, £
F AR FEL(P<0.05), (2)#5#& VCT Ao EVCT ARG A 7.2 AFaF# b, £ F R4+ 5 F L (P>0.05);PE A4 4%
ZRAFTFNAPEAZRKEGE AKRKERALEAASZTNA. FHALEARRETEIERKT NG, ZFHAA%HFEL(P<
0.05), (3)sPE R fi5 #2827 F miR-155 mRNA £k KP4 1.53+0. 92, W 2 & T B4 0.87+0.73, 2 F LA L%t 5 & L
(P<<0.05), ()N F4apsfmyd CXCR4 mRNA 4% 1.5111.85,sPE 424 0.5440.38 , B ILE £ F A %t 3 & 3L
(P<C0.05), (5)sPEAZdaps &M% F miR-155 &% 5 CXCR4 4 FH 2 Z 4 £ K (r=—0.773,P<<0.05), (6)CXCR4 & & &
VCT & EVCT 3T WAk ik ; 6 % VCT A4 % 4 F PE 28 CXCR4 A bk & ik % 4 48, 21%(27/56) ,sPE 48 ['a bk & 5 & 4 47.92%
(23/48), F % M PE A M K ik 5 4 53.66%(22/41),3 B F K F E % 2T BB 4049 83. 33% (35/42), 2 F 34 A % it 3 & L (P<
0.05), (MHAsF EVCT 4 2r:% A F PE 248 CXCR4 Ma b & 38 & 4 48.94%(23/47) .sPE #4818 B £ 58 & 4 50.00% (22/44) , F K A&
PE 2 A % ik 4 52.63%(20/38) .3 R F 4K F EF 2 B9 79.31%(23/29), £ F A %+t F &L (P<0.05), i sPE
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Expression and significance of miR-155 and CXCR4 in placenta
tissues from patients with preeclampsia”
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Abstract: Objective To investigate the expression changes and clinical significance of microRNA-155(miR-155) and chemokine
receptor 4(CXCR4) in placental tissue from the patients with preeclampsia(PE). Methods Thirty pregnant women with severe PE
(sPE) in the Third Affiliated Hospital of Zhengzhou University from December 2015 to February 2016 served as the sPE group,
and contemporaneous 30 healthy pregnant women undergoing cesarean section due to the social factors served as the healthy control
group(N). The real-time fluorescent quantitative PCR(RT-PCR) was used to detect the expression of miR-155 and CXCR4 mRNA
in placental tissue and the relationship between miR-155 and CXCR4 levels was analyzed. The immunohistochemistry SABC meth-
ods were used to detect the expression of CXCR4 protein in villous cytotrophoblast(VCT) tissue microarray(TMA ,42 cases in the
normal control group 1,56 cases in the PE group) and extravillous cytotrophoblast(EVCT) TMA (29 cases in the normal control
group 2,47 cases in the PE group) constructed by the same research group. Results (1) There was no statistically significant
difference in the age,gestational age and pre-pregnancy body mass index(BMI) between the two groups(P>0. 05). The differences
of blood pressure between the two groups were statistically significant(P<C0. 05). The neonatal birthweight in the sPE group was
significantly lower than that in the control group with statistically significant differences(P<C0. 05). The urine protein in the sPE
group was significantly higher than that in the control group with statistically significant differences(P<C0. 05). (2)In the placental
VCTand EVCT TMA, the age had no statistical difference between the two groups(P>0. 05). The gestational weeks of the PE
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group were earlier than those in the N group 1.the systolic/diastolic blood pressure and urine protein were higher than those in the
N group,the differences all were statistically significant( P<Z0. 05) , the neonatal birthweight was significantly lower than that in the
N group with statistically significant differences(P<C0. 05). (3) The expression level of miR-155 mRNA in placental tissue in the
sPE group was 1.53740. 92, which was significantly higher than 0. 87£0. 73 in the control group,the difference between the two
groups was statistically significant(P<Z0. 05). (4) The expression level of CXCR4 mRNA in the N group was 1. 51 1. 85, which in
the sPE group was 0. 54 £ 0. 38, the difference between the two groups was statistically significant (P<C0. 05). (5) In the sPE
group, the miR-155 level and CXCR4 level in placntal tissue had a significant correlation(»=—20. 773, P<C0. 05). (6) CXCR4 pro-
tein was expressed in VCT and EVCT TMA ; the CXCR4 positive expression rate of the PE group in VCT TMA was 48. 21% (27/
56) , which in the sPE group was 47. 92 % (23/48) and which in the early onset PE group was 53. 66 % (22/41) , which all were sig-
nificantly lower than 83.33% (35/42)in the normal control group, the differences all were statistically significant(P<C0. 05). (7)
The positive expression rate of CXCR4 in the PE group in placent EVCT TMA was 48. 94 % (23/47) ,which in the sPE group was
50. 00% (22/44) and which in the early PE onset group was 52. 63 % (20/38) , which all significantly lower than 79. 31%(23/29) in
the normal control group,the differences all were statistically significant(P<C0. 05). Conclusion The level of placental tissue miR-

155 is increased in the patients with sPE,while the level of CXCR4 is decreases obviously,both have a negative correlation, which

may be associated with the pathogenesis of PE.
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TR T (PE) 2 4F Uk 1 45 & 1 42 B M 52 5 » HL Rk A 365k
290 ~8%6 » A4 B /N L A8 3 28 DA i AR BB L AR AR 20 RS
HE R LR R PR S I R AE AR L R S B Bk A i AT AR L
R FCT I EZRN . 324 1k PE /Y 500 HLHIAT A 58 4 o
o FET R ARG 1T PE B9 IG RAE AR 2 i = 52, i &
I REFRIR BN PE & A4 SR EN . #/h RNAs(miR-
NAs) & — KK 19~25 DA% IR 4 4 i/ RNA, B A
Z A I RE TR G R G SR R IR R B AR . R
SRR ORI 2 I BE 9T K B PE R AR I, — 26 miRNAs 7] i} 3 5
HFk ,miR-155 B H 2z -7, # N F 2k 4(CXCRD &
GERMBZ R TR BHA P A RK. LR
fifZE B F-1(SDF-1) /2 CXCR4 47 S MR AR . & A 8w
SRR W R SDF-1/CXCR4 Ak ¥y fh /& 35 Ho A= 2% sh e . [
WA DR IESE 78 5 8 P miR-155 7] J@ 1 48 ] i 4% CXCR4
HE B, 52 W) JE 20 PO PR 36 B R I00 A A R0, B m b R A A i 4R 22
P, HELE PE &% B, miR-155 5 CXCR4 Z ] i 4
KM Rl 25 PE 1Y % 93 HLH it A DL AH 5C i i 58 40E

AW IR I PE 22 00 Je f e 28 43 R iF 5 00 42 R FH 52 ik ¢
e B PCR(RT-PCROFLA Al I A2 0 2 41 % 20 21 miR-155
5 CXCR4 IR 1 AL 3 0 1 — 38 K AR I A SR . [
R A BIF 50 {4 TR 00 2L T 60 A A O 6 4 Al B 114 i S 80
Gl PE J A e 22 00 Jif 21 20 CXCR4 28 9 R A5 0.
e FK 3R PE f9 &0 AL, o PE #9346 97 42 i 238
WA
1 BEREHE
L1 —fgyest
1.1.1 RT-PCR #FsE x4 #E 2015 4E 12 A & 2016 4 2
FAEFRIN R 2 55 = Wi ) 15 B 7= B LS 72 AR 3 38 1 30 91 2 5
T HT T CsPE) 22 104 o 52 36 41 (sPE 41, 212 Wi 5 i S 1]
A B2 ) 5 8 RO - [a) 303 R Ak 22 PR AT #1877 AR 23 W 30
51 ekt JE 2 4 Sy At S 6 FR A (N 41D T mRNA B9 . 2 4142
A g BRIG W R L 39 T8 HA I AR 5 R AE K ARG
112 JRfflgUs R iFssxi 4 #H 2007 48 12 H % 2010
AR 12 7 AN R 2 5 = MR I B £ B LA &1 7 R 43 I iy 80
91 11T 300 A6 R 58 Bl R A I B R S . W) — DR Y

placental tissue;

trophoblastic cells

WIE A HE 4 876 55 — 61 i 4% 41 ZUR: A v ik B R 10 5 41
(VCT) MR E SN A M (EVCT) B AR X 58, LA B b X 5 1 g
A WRAEER 3 R PRIk 0L SR U5 AN A B L BB AR
FIRT HLA-G 04 G 5 44 e 68 90 0F , 78 VCT 41808 [ vp R
B VCT A H Y BOR TR 3L 98 4 ik #k 4 4, BDe] 43 B7 56
Bl PECH A% & s i 18] 43 - 7. & 74 PE 41 i, i & & PE 15 § ;4%
JeE AR 4y BB PE 8 (9, T PE 48 (5D A 42 4l M2 1A 1Y
FEEHLGEFE XTI 1 4) /£ EVCT s iR 8 EVCT
4128 H Y 3R 1 S 76 GG B 4L 4L RDWT A F 47 ) PECH
¥ R HE R 43 & #0 PE 38 f4i], W & AL PE 9 4] ; 4% ™ o A2 JiE
4y 4% B PE 3 ], F B PE 44 i) F1 29 5] filt B 42 10 19 i i 40 41
GE#F M 2 40 . M A 800 v Bl )5 . &30 F & ¥ v] Ge
FEHLN S ERWIRL  BHIIE# VCT fl EVCT 44015 K
FREAS X BT I RE AR BOR — B0, IR S 412U FAE S —FoB 2%
o JE A AN TR FE 13K BAR T O ER R RE AR (1 G Ak 4
U, HAA F AL GE i s B 4T T 5 5 T LAY R A T L 1 56 8 3k A
MRz . BT PE 12 AR M AT IR 34 8 Z 0T A& T
ULYR 34 M Z )5 K& 12 Wk & 70 PE,

1.2 X#8 535 Trizol B RNA 430 B iR 7 & (3£ H Invitro-
gen) . ReverTra Ace qPCR RT kit (H A& TOYOBO), SYBR
Green Realtime PCR Master Mix ( H & TOYOBO) . % #it A
CXCR4 ¥3TREPLIA ([ abcam) \SABC = # 1 (4 IgG) X F
& GRIUHE - 48) \DAB 1 438057 & GRIUE L) . PCR Fr &
50 bp DNA ladder (4t 5T & 38 %) . ABI 7500 RT-PCR {% (%%
) . Thermo Nano Drop 1000 $4h 430606 BEAX (S ED 6% &
s (H A OLYMPUS),

1.3 ik

1.3.1 FRfd bR A iy i g AL 3 78 3500 B 7 R g A 0 1
10 min P, PRFZE e B BRI B LT R /N 1.0 em X
1.0 cm [ X35 . 3 FF 65 40 3R B8 X, FI TG 1 26 B R K 47 vp ok T
B, 0 P R AR R AT R T K A3 O TE W R A A BT VR
WA —80 CUKAI VR A7, I TR ILE RNA,

1.3.2 RT-PCR # AR # W B £ 40 21 miR-155 & CXCR4
mRNA &5 (DH 100 g 4141 H Trizol i HUE RNA,
2K P B S RNA 3575 50 cDNA, #ie B UL B 5 20 BR 54T
FiE, (DHPCRY . BWSEHE MBI Y th LA TAY N Ak
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3t 4 A, miR-155-RT 5-CTC AAC TGG TGT CGT GGA
GTC GGC AAT TCA GTT GAG ACC CCT AT-3', ki 5'-
ACA CTC CAG CTG GGT TAA TGC TAA TCG TGA T-3',
Tt 5'-TGG TGT CGT GGA GTC G-3' . ¥ = ¥ K Jif 60~
70 bp; CXCR4 E 3% 5'-ACT ACA CCG AGG AAA TGG GCT-
3", FiiE 5'-CCC ACA ATG CCA GTT AAG AAG A-3', 94
PR B 133 bps B KA U6 Fl factin 1 B LA TAEY A
A, ¥ IE A SYBR Green Realtime PCR Master Mix i 5| &
(I E A 7 Toyobo) . #5720 ul JZ 1A % - 218K 6. 4 pl,
SYBR Green Realtime PCR Master Mix 10 pL. | FiiF5| %145
0.8 uL.cDNA IR 2 pL. PCR 4fF:95 CHUEHE 30 5,95 C
APk 5 5,55 ‘CHBA 10 5,72 CHEM 15 s, J&3F 40 . X 57 4
PRI IEAT BTG W R R UK R T, R 278 Ok T B LR xR
PE

1.3.3 14k (SABO) LK I i & ECT M1 EVCT 44U
Fr CXCRY B 9 8 MR R AT 00 S5 50 28 BR 4% IR SABC
KA S UL BT . bt N CXCRA Z TR H R T —Hi Wk g
1100, Yefn b ARy 2 i A ol B Ul Sy R L D) 4
JHO RS 4 JE B P R A € B 68 UKL, L YL 5 T R AR
CED (AR HI W bR v B e R B o) 4 DR REO(—) B
o) EEA B REAE ).

L4 GEitssab B SRJT SPSS22. 0 3R 4F X 52 05 Hodis k47 ge it
b JR TR, T ROR LA 2 5 ik HT RT-PCR
SCERZE A . R IR E A R =R G ES S AT
2EF0H .2 LA L BCR AT ¢ K565 R A 5 # R Mann-Whitney
KB . AH IS BT R ] Spearman AH 3G A3 BT 1 . S 41 AL 19 52 T8
S5 RE A 1T 2 3 B BRI B R 30 HEAT 423 Lla=0. 0528

Ky 46 K e, P<<0. 05 2R AH G L.

2 & ®

2.1 2HAE—- BRI 2 AR AR A .
ZR A B i HE B (BMD L3R L 25 R TR 4R 32 38 L (P>>0. 05) 52
A2 AN R B IR R SO B B KR L, 22 R IR S
S (P<C0.05) ; sPE 41 Az L B i s 359 B KT N 41, 2
S G L (P<<0.05);sPE A AR E AW B m T N
H =G G E L (P<0.05), WE 1,

1 2AZA—WEROLER(TES)

it H sPEZH(n=30) N4 (n=30) P
A CH) 27.7+2.8 28.84+2.5 0.361
43 Wik BMICkg/m?) 21.242.9 22.242.4 0.324
W4 JE (mm Heg) 169.5+17.6 112.6+9.4 0. 000"
#F 5K i (mm Hg) 112.4415.7 71.8%7.1 0. 000 *
¥ 8l bk (mm Hg) 131.5+15.6 85.64+7.5 0.000*
S5 W 28 JE D 37.24+2.7 38.740.8 0.513
A LI AR R () 2 210.64905.1 3 650.54403.6  0.000%
R M (g/1) 5.6+2.6 0.040.0 0. 000"

H: 5 N4, © P<0.05,

2.2 JR#ALUE R 2 AR - RERILE kA VCT
Tl EVCT 418U F s Fo 2 7 I B0 AR I . 22 5 R G it 2% 3
SL(P>0.05) ; PE 41402 JA - F N 41, PE 412 [ e 4 FE 47
PR BRSO TN AL B Lk R R SR T N 4L
ERBRA G E L (P<0.05), W& 2.,

®2 BEAATHRP 2AZA—BAMBPEE(TLS)

EVCT TMA VCT TMA

T H
PE 4 (n=47) N 4 (n=29) P PE 4 (n=56) N 4 (n=42) P

ER ) 29.7£5.6 28.943.7 0.416 30.3+5.7 28.443.9 0. 055
S (D 237.7+23.2 272.8+8.4 0.001* 237.5+21.9 273.249.7 0.001"*
W45 FE (mm Hg) 160.9+17.6 111.1410.3 0.001" 159.8+18. 1 109.748.7 0.001"
&7k JE (mm Hg) 105.2+11. 9 72.14+7.2 0.001* 105.0+12. 3 72.14£8.2 0.001*
PRI (g/1) 9.0%7.1 0.0=£0.0 0.001* 8.3%6.5 0.0%0.0 0.001*
A L AR R T () 1781.1+757.3 3448.4+433.9 0.001* 1.829.6+782.0 3478.1+4464.1 0.001*

W5 N4, © P<<0.05,

2.3 2HFHEBAHL F miR-155 K CXCR4 mRNA 335
2.3.1 2HZEHEMKAMALS D miR-155 13k N HZ2EHK A
HZ H miR-155 mRNA 7KK 0. 87 £ 0. 73, sPE 4l K
1.5340. 92, W B & F N 41, 22 3/ 528 L (P<0.05),
2.3.2 2 #HZARR A S CXCRY mRNA ik N4
EME#EH 2 b CXCR4 mRNA Bk FH 1.51+1.85 .sPE 4
H0.54E£0.38. MK F N4, 2 kR ALK #E X (P<
0.05),
2.4 sPE #4i# miR-155 } CXCR4 mRNA ik (4 3¢ 4> b7
sPE 21 78 1| ity £ 41 21 vh miR-155 mRNA 7K 5 Jy 1. 53 &
0.92,CXCR4 mRNA )54 0.54+0. 38, % i Spearman &
0 X P 2 B IR FEAT R D PR A A S5 R R, U B R UM
FKFKFRGr=—0.773,P<<0.05), WE 1.

2.5 JR#E VCT M EVCT 44U B v PE 415 N 41+ CXCR4
AR KOE N

2.5.1 PE45 N4givh VCT 4+ CXCRLI EEHREM
ek 4 VCT 48 b PE 4 CXCR4 [HMERIBER K

48.21%(27/56) ,sPE 4 PHE ik 47. 9220 (23/48) , B &
Al PE 2l BHPE R IA N 53.66 % (22/41) , ¥ B K T 1E % 4 I8
1 41y 83.33%(35/42) .2 ¥ H G it & L (P ¥<0.05),
W3k 3,

2.5.2 PE#5 N4 ja# EVCT 4418 A CXCR4 B 14
FKEMILE  fafk EVCT 44U v PE 41 CXCR4 FAPESR A
HH 48.94%(23/47) ,sPE 41 B 3K % 50. 0024 (22/44) ,
KR PE 4 M35 3 52, 63%(20/38) 4 B ML T IE#
PR 2 ZH Y 79, 31% (23/29), Z R M A K ¥ B X (P<



« 1170 -

Bl i EFRE2017F5 AT BHEE M

Int ] Lab Med,May 2017, Vol. 38,No. 9

0.05), W4,

*®3 Baf VCT AU PEAMEEMER | 4 CXCR4 RIXBEM KR

- + ++ +++
2451 SRR

1% 08 1 [k 0 L 1% 0 1 1% o) i
PE 41 56 29 51.79% 12 21.43% 8 14.29% 7 12.50%
sPE 2 48 25 52.08% 11 22.92% 7 14.58% 5 10.42%
% PE 4 8 3 3/8* 3 3/8* 2 2/8% 0 0/8"
FLE T PE 4 41 19 46.34% 11 26.83% 6 14.63% 5 12.20%
Wi % 7 PE 41 15 6 6/15* 5 5/15* 2 2/15* 2 2/15*
TE R IR 1 4 42 7 16. 67 % 13 30.95% 10 23.81% 12 28.57%

W BB T 20 RIFEA L .
F4  KREEVCTALATHEH PEAMEENR 2 H CXCR4 RIZBEMLILER
— + ++ +++

4151 SR 1TE

% 4 8 Le 1% 4 08 L 1% 4 1 L 1% o)A
PE # 47 24 51.06% 18 38.30% 3 6.38% 2 4.26%
sPE 24 44 22 50.00% 17 38.64% 3 6.82% 2 4.55%
1% ¥ PE 4l 3 2 2/3" 1 1/3 0 0/3* 0 0/3*
L PE 4 38 18 47.37% 16 12.11% 2 5.26% 2 5.26%
i % 7 PE 41 9 3 3/9" 3 3/9" 2 2/9% 1 1/9~
IR 2 4 29 6 20.69% 8 27.59% 10 34.48% 5 17. 24 %

T BIECD T 20 AR .
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miR-155 mRNAFERT KA S
1 sPE ZB ™ miR-155 & CXCR4 mRNA RiZgIfExE

3 it it

3.1 miR-155 5 PE [§3: % miRNA 2 1993 4F Filip %0 &
R BB — e K ) B A 5 5 J5 6 8 32 38 PR P 2 A8 19 /)y RNA
KIE ) ZEET S Y LT v S 56k E L e
PR E BN A F i . miRNA-155 488 5 K A7 F 21921
B 40 s A FESE N I EE = AN BT IR OA R e — A R A
K miRNA, 4, & F K& 58 IESE, miRNA-155 5.0 1l
PR AR POR T R SRR & R R R
%, Zhang %R R I miRNA-155 7] #8588 F 4 &
R A M 61(CYR6L) AL P9 B A K B F (VEGE) , fiff
I P R AT T RS L 4005 I PN R SR R L 5 S0 A A
MAE WS 5 PER KA LR, Lok, BRA BN SIS R
[ %35 K F 1 miRNA-155 A REI i T 8 G1/S-H5 52k J8 W) &
F-D1(cyclin D) {335 . [0 M= B 7E G 2250 %4 G1 1, dFh
P AT 75 40 M Y 3% BT 1 3K R 7R S miR-

NA-155 &35 /K 2 301 AH OC . AT 3 B0 3= 40 4= 28 e 1 &
ERE . FEBIES K EL R, 25 PERAR.

ARWFFE 53 BRI T 4 e 2240 K sPE B E IR 21 miR-
NA-155 (7K. 45 52 % 1 sPE 4115 4% 41 21 ¥ miRNA-155 7K
P e X R 41T 7L X 5 Zhang SE0T RIS AT 1 B
FER—3, KXW T miRNA-155 25T PE # k%5, o fig &
PE Bl EENFZ —.
3.2 CXCR4 5 PEM¥%:Z CXCR4 JBF CXC Kb H T2
. E2A5B LB 100 Z Rk W7 f = 20 b IE 72
AU, CXCR4 fEAKBREA R 2 K8, 35 5 E
B A W B 0 AR B R IR 2 T BB iR 5 T % R
MR Mg EE . R ERETSBG VR ORILE
WZE K Z IR AT PE S5 59

ABFFEF NG & VCT #1 EVCT 41405 B % CXCR4 & 14
16 PE J0F 3 U 0% 28 40 6 45 21 48 b 110 2 3K 64T o o AR I ply
TFALUE F i &R PE M5B PE 040 Sbn A &g, B itk
ARWLZ A CXCR4 727 % 1 PE 41 . sPE 415 Xt 1R 41 2 [H]
WREZFWAT TG00, 45 REM, 7 VCT M EVCT
AU F, CXCRA 8 [ 78 PE 41 v Y FA P 36 0k R 35 @ 2%
FIEH 4B 4L 5 1 RT-PCR 19 45 3 7 £ 2 7% » £ mRNA 7K
FLCPEASIEH IR A R T, DR EN CX-
CR4 1 VEGF Z [u] 315 5 5 3 IE AR M s o4 il , CXCR4
FER TR VEGF ikt /b o T 5 350 & A il 2 0 77
20 i 952 W I 5 LA R WO S Jok S AL [ A% . AT 5 & PE S5 B o)
A4, B L. CXCR4 W HETE PE M AR K BPA S
EEEH.
3.3 miR-155 /K5 CXCR4 KM KR AU LR TR,
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sPE 3% it #4121 miR-155 /K F-Ft & . CXCR4 7KF-FEAK . 38
AR ERM ZHFRRHERXELR (r=—0.773, P<
0.05), X5ZEW WL 1Y BF 78 45 T AL AT 58 & B0 B g 4n
Mtk o miR-155 3 3235 )5 FLH 3L ) CXCR4 7£ mRNA 7K 5 il
B KR B A%, m Al WL, miR-155 5 CXCR4 #) K
A M6 miR-155 A 52 CXCR4 K484k, B =35 B [ &
5 PE &4,

g5 Lk . R A 41 40 miR-155 & CXCR4 W fE 5 PE (¥
BRI K. 18 PE KRB0 B oF . miRNA-155 f] fE 2 5 1 CX-
CR4 KA R Z — BT E U R S BUR S RE e i . H55
TG — 5 WA F AL R PE 1 &AL 25T PE
B B3R 7 B2 AR 1 R
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