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Galectin-3 EHEZRIAH M A E K H7E NIH/3T3 4 HJRIE

P HFIE BA A KRR

(B ERR 2SR — IR R B b S0 %, 7195 mat 210011)

[ E] HEEEPEIUMEEEE-3(Cal-3) MEAZRILZIR, 78 NIH/3T3 Uik, AN HRE , ik il DNA B4
FAFN PCR 5 AR AN 7o Gal-3 FEIK, 3 A FUR Rk ik pEGFP-N1 1 , 3 i i ) R0 7 468 5 T A 3R A9 IE A 1 5 oK
FHNG A Ye B A T 20 Bk pEGFP-Gal-3 BRI Yt NIH/3T3 40, 4598 Y6 H1 Western blot 7546 Gal-3 F6i% , MTT 1461
Gal-3 XF NIH/3T3 AU B2, G5 5R .  BIR il o D0 g 6 52 AV I 1 40 I P IE 2 I T A 8 7 Gal-3 B 4H B A% A 3Rk
pEGFP-Gal-3,, LA 41 JFor R 75 4% NTH/3T3 400, #4605 Gal-3 & 35, IFUESE Gal-3 FE (AAEHE NTH/3T3 4G5, 4518 il
U pEGFP-Gal-3 ELRZF ik # R TE/ N, NIH/3T3 A0 i il 263 , IHAE F NIH/3T3 4 o

[REIA] IR -3;NIH/3T3 4l ; 4N 5
[PESES] Q786 [SCHRARARED] A
doi;10.7655/NYDXBNS20140104

[XEHS] 1007-4368(2014)01-018-04

Construction of recombinant eukaryote expression vector encoding gene of galectin-3 and

its expression in NIH/3T3 cells
Hu Zhenzhen, Jiang Xiuqin,Gao Caijie,Zheng Datong”
(Center Laboratory ,Second Affiliated Hospital of NJMU ,Nanjing 210011, China)

[Abstract] Objective:To construct recombinant eukaryote expression vector containing Gal-3 gene and detect protein expression in
NIH/3T3 cells. Methods:Gal-3 gene was obtained by PCR from cancer cells. PCR product of Gal-3 was then clone into the
eukaryote expression vector pEGFP-N1,then the recombinant vector pEGFP-Gal-3 was transfected into the NIH/3T3 cells. After the
transfection of the recombinant vector,the protein expression of Gal-3 in NIH/3T3 cells was detected by Western blot. The effect of
Gal-3 on cell proliferation was investigated by MTT assay. Results:The recombinant eukaryote expression vector encoding Gal-3 was
constructed restriction enzyme analysis and nucleic acid sequence successfully. The expression of Gal-3 in NIH/3T3 cells transient
transfected by recombinant plasmid could be detected by Western blot. In addition,Gal-3 protein could promote the proliferation of
NIH/3T3 cells. Conclusion: The new recombinant expression vector pEGFP-Gal-3 was constructed and expressed successfully in NIH/
3T3 cells of rats. Furthermore, our study found that Gal-3 protein could promote the proliferation of NIH/3T3 cells.
[Key words] galectin-3 NIH/3T3 cell;cell proliferation
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HFUBEEE R -3(Gal-3) B TR AP E R X
J% (galectin family) BB , |72 323K T 1E # 4L ZUR1 ik
JH L 25 LR BRRG BLE R ARl K
FPR T | 20 BER B A A 1048 TR RN e e 2 ) 5 e
FEAEI2 i Gal-3 fEABRRIAYT HBTHLE A T RE
HHIA 3¢ Gal-3 (52 AW T RE S H ARV Y
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[N SN SR Wl R A

ML AR T2 T EARRANIIE AT A
Gal-3 F M EAZFRIB AR e Y/ N BTG 2T 2 20
i (NIH/3T3) , g N Gal-3 B[ F5, Iit—F
5% Gal-3 HVEFHHILHIZE 0 B2l

1 ##FnTE

1.1 M

/N BV IR FCET 2 4 i dk NIH/3T3 1 [ R
2EBE AN ; EcoR T A1 BamH T BRI AL R N U il
) A 32 [E] NEB /A ] ; Quant ¢DNA 55 —%% & A5
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BIIHNAE : Galectin-3 TEZH BB R AR AR £ S HAE NIH/3T3 d H )35k - 19 -

& Taq B A%+ Roch 2AH] ;B I & 0
AL & B 2 E Macherey-Nagel 23 7 ; T4 %
R YR LipofectamineTM %4 3 25 [E Invitro-
gen 2y A} RAREEZ A MTT ) H 3¢ [H Sigma A A ;
GFP Hif&g 3£ E Santa Cruz 2AH]

12 7%

1.2.1 Gal-3 AHE &y 3%

— ¥k B4 i RNA, AR GenBank
(NM002306.3)Gal-3 JPFBEHA N 514, LiiEs 149 .
5"-CCGGAATTCGCCACCATGGCAGACAATTTTTCG-
CTC-3' (FRIZZR EcoR 1 WIBEYIA ), RSl
HJ .5 -CGCGGATCCCGTATCATGGTATATGAAGCA -
CTG-3' (FRIZE /R BamH 1 BBV 55), PCR
19 i i Invitrogen 22\l 8, H Gal-3 B 5|
P47 PCR ¥ 3G, BAK SN S5 407 - 95 C AR
2 min,95%C 30 s,55.8°C 30 s,72°C 60 s, 47 30
MBS, Bt T2°CHEf 6 min, 7712 1%B e EE
JREHL kAN, Y2 R A BE R 774 bp(Gal-3 2
KL I ORI B | BRI 5 K kozak [P A1), H
DNA BEE IR & i B glifb H 5L 8 B
1.2.2 E4 4 pEGFP-Gal-3 /9 My R %8

FH BRI N VI8 EcoR T A1 BamH T 4351 XU
Y Gal-3 FBOHI pEGFP-N1 #i44 2 A 7= 44tk
JE I T4 ERERG T 16°CARF T i, BGa ik
B s RS2 S KB AT DHSo, JEHHE AL 1)
KIGFFEIRAGTE S A RIREE R LB B 74
3TCHEIEREFE, 18 hm, LRI R E , 48
EcoR 1 #1 BamH 1 XUEVISERE , [RIAF it —20 LA
DU ERA IS, >R FH 25 N R 3R TR R s B U & 3K
PR B FORL, ki 24 4 pEGFP-Gal-3,,

1.2.3 ik pEGFP-Gal-3 BRaT 45 4

YRR 24 h ¥ NIHH/3T3 4050 % 6 FL4n
MudE TR 7R 10% 16 4 15 9 Jehi 4= 2= DMEM
FRFRESR e n Y RAIMIAL T 80% I &%,
TETCH EP il & I A2 wg MBTRL, ITATE
ML T4 R B DMEM 553538 100 wl 1 Plus 7
4 Wl RS W B, U TR 10 wl, A TE I35 TC
Bk Z ) DMEM 3555 100 wl, IRAT . I A 2k
T 15 min J5 5B B IBE, BHRERERT
¥ 15 min, HIEILIE TCPTAE R DMEM KR Uitk
2 K, JA 0.8 ml I T2 DMEM $55%1,
¥ pEGFP-Gal-3, fig BT &I & W ARG FRALN
37°C,5%C0, ¥5i3% 4 h J5,#t 1 ml 564> DMEM 53¢
W, 5557 48 h R {8 B WAEE TR ekt

SEN I=RU
1.2.4 Western blot #] Gal-3 & &

RIPA 5 I 24 i W 24 i NTH/3T3 40 j J5 32 B
SR T, BCA H 8780 5 8 (R B B R &
10 min AR BUAF &8 (1 E1T SDS-PAGE
WK, LK ZE S 90 VLK 30~40 min, £ 1R B i i
% A2 e 67 B P ] 120 V FETK 90 min, HLUKSE
IRk E AL SIEH L E PVDF I | 5% 5 Uik
FiRE 1 h, BT GFP HLAR(1:1 000)4CHFF L7,
TBST PEfE, *F4i Bl IgG-HRP(1:1 000) =1 H 2 h,
TBST PEfE, =P inA ECL &% E 4 min J5 %
Il
1.2.5 MTT %40 Gal-3 %¢ 4w A3 74 69 % vh

UL 24 h 5 AIARTC IS UUER 24 h, A
AL R, FHSE R SR LR A B & 2 x
10* A4~/ml, BfL 200 wl FFP T 96 fLI%E TR, 4k 2E
B3t 70T 0,24 48 72 h % 20 wl/fLANA MTT
(5 mg/ml), REEMEE 4 h 4RGSR, BILMA
150 wl DMSO, 4% 10 min, BEARCIE G EE(H,
WA 490 nm,

13 %itss

REDUEHE R AL + ARifEZE (X + 5)Fm, R
SPSS13.0 43 Mr S B # s | 21 18] Fb AR FH 7 22904,
P<0.05 R A G222,

2 5 R

2.1 PCR¥ ¥ RAMKER K

MBRE A0 R O RNA, DL AR RT-
PCR ¥4 Gal-3 B:X B, JFFATBRiEpEE ik
YE (B 1), 7E 774 bp 224 W HRYAAHY
22 ELFE pEGFP-Gal-3 #9 %%

FREIVE N VIR EcoR T BamH T XU 8 41 5t
B, PRV B (B2 A), 3 nilRR AR
pEGFP-N1 Fl Gal-3 FEPH B o A% 591 I 7 e
F LRSS GenBank R ANAE I Gal-3 3L KT

M 1

2 000 bp

1 000 bp
750 bp

M:DNA FrifE; 1 galectin-3,
Bl 1 HEHEEPR Gal-3 PCR 41 i ik &l
Figure 1 Electrophoretogram of Gal-3 PCR amplification
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G —3 (Kl 2 B), $&/R Gal-3 3 K & ) v f 5
pEGFP-N1 #ffr

2.3 E4 ik pEGFP-Gal-3 BT 45 4 NIH/3T3 %8
Ry S e

ff FH G o A 2 4 2 41 Bk pEGFP-Gal-3 #% 4
NIH/3T3 4fififl, 48 h J57E{E &2 W idiss T Eak
5, GFP BHRAE 30% LA L (] 3) , iX L fH AR pt
IKATLAZE R H BRI, s e genia)

340
o

M:DNA #54; 1: pEGFP-Gal-3 XUBHIISE HE
B2 EZH B pEGFP-Gal-3 EcoR 1 . BamH 1 SUBHIILE (A) S 387345 5 (B)

Figure 2 Restriction enzyme digestion analysis of recombinant plasmid(A),and part results of sequencing(B)

FOCHLE

pEGFP-N1

pEGFP-N1/Cal-3

TOCEF

I3 GFP 7EfLYL (Y NIH/3T3 i ity 9e ek
Figure 3 EGFP Fluorescence in transfected NIH/3T3 cells

24 FHREE G NIH/3T3 80P Gal-3 & &8
kik

FRATH RIPA 2 fif i £ BOF% e B ) 5 I 1Yy
NIH/3T3 4iffl & H, H Western blot 45 GFP Al
Gal-3-GFP EAE MR, S5 REM s 8k
pEGFP-N1 18 4 JFik: pEGFP-Gal-3 A4 5™ 41 g
A3 BB H/INGT R 27 000 157 000 [ R (4%
(B 4), 5SEMEAS TIN5 ZgRiE—5
I6UE T GFP il Gal-3-GFP 5 £ 75 (4 1E NIH/3T3 41
Mo 2k

2.5 Gal-3 A H & k5 NIH/3T3 48 f38 58 69 % @

MTT L5455 w554 pEGFP-Gal-3 ) NIH/
3T3 IG5 g ) & 2 v T AR e Y RN % 4 pEGFP-
N1 4 NTH/3T3 4Hjits (P < 0.05,18 5), %M Gal-3 A]
I AR E NTH/3T3 20 050 .

RIS =

L FUMEEELE 2 05 (galectin family ) TES5HE F#F
A 182 MR (the carbohydrate recognition
domain, CRD) , X} B - FLWE A R ok i 26 A1 757
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BIINAE : Galectin-3 FEZH B AR AR #E S HAE NIH/3T3 diH )35k <21 -

1 2

3
' Gal-3-GFP(57 000)

' GFP(27 000)
1 :*%%2& ;2: pEGFP-N1 %3 #RA&5E Yl ; 3. pEGFP-Gal -3 $4 L4,
& 4 EGFP HEHE 7 NIH/3T3 40 iy ik

Figure 4  Expression of EGFP recombination protein in

transfected NIH/3T3 cells

09T & atgest *
081 & pEGFP-NI 28 {4 Yed
0.7[ -4 pEGFP-Gal-3 ¥ e
~06[
=05
2 04r
Q03r
0.2
0.17

0 24 48 72
B[] (h)
SR, P < 0.05,n = 3,
El5 3k Gal-3 ek NIH/3T3 40 5

Figure 5 Expression of Gal-3 gene promotes NIH/3T3cell

proliferation

Galectin /R4 CRD AN[F] 43k 3 25, JFAIZ5E ey HRHK
FE SR A RS  Gal-3 BiZF G hE— A
ARG P 12 ARG R Gal-3 5
98 5 2 R A% 114 L b o AR 4 DI AH G | 2 e o
Al AN LS TR A A R A Il AR O
T Gal-3 FEME X S T e HA B —
Tl n] 5 19 ebe 4 RS 12 Wi b 10 ) SO e TR 7 1) B
o NiE—0F5T Gal-3 BUVEFIALS] , A58 A
JAAN ML T P Gal-3 P i A BAZ R A2 K pEGFP-
N1, FEE T A0 Gal-3 3 R B 3635 4044
pEGFP-Gal-3, K15 M) HAZ Rk AR L EcoR T F1
BamH 1 XY 5 Pk, [RVRE AT WS T BEAHAT
FBt, TIPS FAEN] | PCR §M 434591 SRy Gal-3
FBUFH15 GenBank HY)JTHI 56 42—, iEid ik
S AT LIRS IR IR T Gal-3 B4
FRBUR,

Sk — ST HAYFE Gal-3 UKL, A5
K HING A el AW T 41 okl pEGFP-Gal-3 A

YL NIH/3T3 #iffd, 396 MEEH Western blot
TR Gal-3 BURINTENL . 5280 10K pEGFP-Gal-3
F1 pEGFP-N1 73 5k HI S B Y 5 127 44 NIH/
3T3 4 fifd, 5% % 48 h J5 , FEE 0 W e T WLEE 3 4
TSR FRIE 15 UE B RGOk Y 20 2
HFE Gal-3 £3PAF A, il Western blot #E—25
YR YL J NIH/3T3 il Gal-3 2 By RIBIE N,
SER I REEYL T pEGFP-Gal-3 B9 NIH/3T3 4 jifd
B W] UL Gal-3-GFP @il & 8 a1k, X gl K
A GFP HEMHMFIA, it RS gs RE i 2 i)
¥ pEGFP-Gal-3 1) HAZ Rk Mk, REASTE NIH/
3T3 ZHfrh Rk,

pEGFP-Gal-3 %4 NIH/3T3 40 fl)5 , A<0F 58 ] MTT
BATHERIANY Gal-3 BYZHREHAT TR, 5 AKRFE
HAH L, F ik pEGFP-N1 f{) NIH/3T3 4t i A= K
PR KA B, MRk Gal-3 B4 A K22
FIOH BT, 2 Gal-3 it NIH/3T3 2085

AT R WF5T Gal-3 2R & 2R &
BIVEF BT, DLERST Gal-3 B4R 24
FE T A

(S 30Hk]
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[ E] BT (AGEs )i SO WS ET 4R 4R 2 Ak S 2T AL BRI AL, F73% - JH AGEs(200 wg/ml) &%
$t RAGE $if& (2 pg/ml) [ TGF-B1/smad 3# F&417H17 (SB431542,10 wmol/L) T-1HFL BUC WU L 44 72 h, WEEEALA HE bR
B—EFUMIFH BRI M K pl6 FUFEIX ; Western blot #:] TGF-B1 ., p-smad2/3 MMP-2 fJ7K ¥, 558 : AGEs T 72 h J5 , AGEs 4141
Mz AbF8 s B—PFUMT B A3 1 2 pl6 HYFRR AR B2 B 55 (P < 0.01) , f:45 TGF-B1,p-smad2/3 MMP-2 7K/ f.
FHE, M TPl RAGE PRk SB431542 15 , B ALBEH G AT 1 2 p16 BIRA/K T4 AGEs 41l 8 T /%, [T TGF-
B1.p-smad2/3 MMP-2 f7K- P 3 TR, 458 D AGEs W 532Kk RAGE 1E SO WUALEF 4 4m i iy & 4k, It TGF-B1/
smad 15 58 85| LB O AALTRES 5 TiX—id 12,
[%#i7] AGEs;RAGE;TGF-B/smad; .0yl Ak ; O ILEF 4k
[FE4#ES] R587.2 [CEktRER] A
doi;10.7655/NYDXBNS20140105

[XEHS] 1007-4368(2014)01-022-05

Aging and fibrosis effects of advanced glycation end products on cardiac fibroblasts
Fang Min', Li Shiling', Wang Junhong', Guo Yan'?**
Affilited Hospital of NJMU,Nanjing 210029;’Department of

Cardioangiology ,Shengze Hospital of Jiangsu Province ,Suzhou 215228 ,China)

('Department of Gerontlogy ,the  First

[Abstract]
end-productcs (AGEs). Methods: Neonatal rat cardiac fibroblasts were incubated for 72h with AGEs (200 pg/ml),anti-RAGE
antibody (2 pg/ml) and TGFB/smad signaling pathway inhibitor (SB431542,10 pwmol/L). Senescence-associated beta galactosidase

Objective:To investigate the mechanisms of cardiac fibroblasts aging and fibrosis induced by advanced glycosylation

activity and p16 expression were observed ; MMP-2, TGF-B1 and p-smad2/3 were measured by Western blot. Results: After intervened
with AGEs for 72 h,senescence-associated beta galactosidase activity and the level of pl6 in the AGEs group were significantly
increased compared with the control group(P < 0.01),accompanied with significant increases of the expressions of TGF-B1,p-smad2/
3 and MMP-2. However,senescence-associated beta galactosidase activity and the expression of pl6 were remarkably down-regulated
after the pretreatment of anti-RAGE antibody and SB431542 compared with those of the AGEs group, meanwhile,the levels of TGF-
B1,p-smad2/3 and MMP-2 were also significantly decreased. Conclusion: We conclude that AGEs could induce cardiac fibroblasts
aging through binding to its receptor RAGEand cardiac fibrosis induced by TGF-B/smad pathway could be involved in this process.
[Key words] AGEs;RAGE; TGF-B/smad;cardiac aging;cardiac fibrosis

[ Acta Univ Med Nanjing,2014,34(01) :022-026 |

WRIVPRRE AL 2] (AGEs) , J& ASE FU5E iy
TR ) B8 o Bk SR (R MRt RO O 55°) D8
B, A BT A AR AR B SOV (Maillard 2

[(B€WmB] IHEPHIT ARRA RS (BK2011382), 7T
TR ISR AA EIE” (2011WSN-029) , V195748 T AT B 15
H (7201301)
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IO0) HE SRS E SN A S W) , BEE AR N, e AN
BRI BRI R, AT BRI T
K AGEs 5.0 WA K AT KD RE Rl 2 DIAH S
[ Bif HL A 2 5t & B AGEs 5 21 2 b AH 565, (B
AGEs 75U WUSCET 4 20 2 A KO WLEF AL i e o
AR HAAAE T BB AT AN DAL, AR SCE BT
I AGEs 1753 U WUBLET 2 4 it 2 Ak e 2F AR v
TERLA
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T B WP AL T O WUSCET Ak AR F) 2 S 2T i AL B R - 23

1 #RF7sEE

1.1 ##

Sprague-Dawley (SD) #L K ., 1~3 H & (Fg 5t &
B K2ESC 8 9 dh0y ), DMEM B 35 35 1 [ 96 [
GIBCO A vl I AU [ 56 [F] BIOSHARP 28
) ; AGEs I H 26 [# Calbiochem 23 & (121800) ; 4t
RAGE #T & g [ 3% E R&D A #l (AF1616);
SB431542 I H 32 [E Gene Operation 2\ ) (ITB1001-
0050MG ) ; B—FFL¥E H F s R & AT 1 =
K ;pl6 W H 3 [F Santa Cruz 23 7] ; TGF-B1 MMP-2
YU H 3¢ E Epitomics 2\ A ;smad2/3  p-smad2/3
Ui H 9 E CST AF,
12 7%
121w WU A 4 0 0L 64 3% BB 3% 7

SD FLAREO WU LT dEdn i i B I R 35 577 , 5 1R
SCERERHE I VED, I MUAMGH . TER AT B 1~3
d SD FLK BT 75% 10545 il g , F I BCO I , 78 7
Y21 PBS th S BRI S KA 0 prZH 2, PBS ¥ 3
i, YRR, A 0.1% 11 B il T 37°C 200 1/min
THIRFERTHAL 20 min, &EF8 3~5 min 4E FIEHR, B
EIHfESES A 1~2 ml B I ZAE A, 2k
W, T 4%C,1 000 r/min, &.0 10 min, 3 i,
IIAE 10%64- 175 ) DMEM Sl g5 5E sy,
FEFIT 10 em L, T 5%CO, BAE#E 2 h )5, 35
TR, WBE I R O WL AT HE 4T
1.22 Sy TR

ARSCHR A 3 ARAIM, & TCIMLIE DMEM it
FRFR Uk 24 b JFHHT T, 08 4 4, 15 H R
S e e S N W o 5 U S e D e
AGEs 41 IEH KRR NUREF 440, 7Lk 200
ng/ml AGEs; AGEs+{ii RAGE ¥k (HA hHEH
FIBTR) 4. IEWEEIR OV 4400, 2 we/ml
Pt RAGE HUIRMEH 2 h 557, F LA 200 pg/ml AGEs;
AGEs+SB431542 41 . 1EH EEF= 00 L ET 42 A,
10 pmol/L SB431542 1EJ1] 2 h 518, 553 Wi vh i LA
200 pg/ml AGEs, #5ZH40MI¥ 15t 72 h,
1.2.3  Western blot #i]« LE AR AL it A 5 &8

WAL 4 L FS A 200 B SR, 250> (4°C, 12 000
r/min,20 min), HXIEFUIE, BCA MG &AW
B2, I AMIN Loading Buffer, %558 30 pe/fL,
i) SDS-PAGE 475§, HL# % PVDF %, 5%/ i
WM B 2 h, InA—4, 4°CiE %, —Hi (b)) 1EH
2 h, WEAM A ECL A2z &Gt /i A&

Alpha Ease FC } GraphPad Prism 5.0 3443 #7 H
MR A5 REEAE, T 5 N2 GAPDH #HLL, & H
B3R 1 B kK AR AN 2 I AE 3 Wk, TR
P SbRifEZ
1.2.4 B-¥3UEHEas e

RPEAFN B UL IR, I+5 0 Sk ik
T3 78 pH6.0 I AGIN B—F FLWE H RO IG 1 . K
55 34X SD FLR B WU LT e 4 i 35 518 A 6 FL
M, 250 72 h, W15 373 PBS PB4, 1 ml B-
e UBE G L 0 [ W, IR E 15 ming T 5
FEVR, PBS PR 3 WK, BRI 3 min; BEFLINA YL TAE
W (ALHE X-Gal ¥ 1 ml;37°CHF & 1 ; i
WAREE T (100 7% ), T W L 4 M B, R 1R
TP 100 N0, BRAHER 5 AS0EF 353040 i
L BH TR e B (%) =Y 6 B 4 450/ 6. 40
M%< 100% .,
13 %itss

BAEAIE + driiE2E (X = 5)Fas, JH SPSS13.0
BRA 3 A b3 2H 1) bR FH ERL R 2R 5 25 34T (one-
way ANOVA), B LLESK H LSD ¥, P<0.05 £/R
ZRAGIFE XL,

2 5 R

2.1 AGEs *3 WUk 4F 2 2m B 2 AL 69 v

EE X RELHA Y, AGEs 2H B2 L1 g
O BHPE R 2 (IEH 41 1.6% + 0.9% , AGEs 4
16.4% + 1.5% ,P < 0.01) ;pl6 FJFE AN} FE 2H W
BT 1.6 5 (P < 0.01); 1iHT RAGE Puik K&
SB431542 FilAb PR J5 , B FLWH 1 Bl 4L (5 BH M 2
HK 8.6% + 1.3%F1 1.2% + 0.7% %% AGEs T HiH
L ERR (P < 0.01, 8 1);pl6 HIFik%8 AGEs 4143
HIREAR 1.7 £ 2.1 f5(P < 0.01, 8 2),
2.2 AGE-RAGE #h 3t 3L 5.5 WUk &F % 40 B, MMP-2
PR LA

EEH X LA L, AGEs 41 MMP-2 (93635 &
WERN 2.1 1% (P < 0.05), TMi$i RAGE Hifk &
SB431542 THANH S , MMP-2 ({36354 AGEs 2H 4331
W 2.3 4% 2.54%(P < 0.01,K3),
2.3 AGEs *F TGF-B1 smad 13 5 i@ %49 % %

S IER X A, AGEs 4 TGF-B1 i 1.5
5 (P <0.05) .p-smad2/3 [ 1.6 (P<0.01),3t
RAGE ¥k K SB431542 AL FEJF | TGF-B1 Y3k
I3 9% AGEs 41 F ¥4 1.8 £% 1.6 ff5 (P < 0.05),p-
smad2/3 735 T 1.4 £% 2.0 (P < 0.01, 18 4)
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FHYEAINE, S0 IRLL L, " P < 0.01; 5 AGEs 4116%¢8, P < 0.01,

Bl 1 B Pl R

Figure 1 B-galactosidase staining
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Figure 2 The expression of pl6 in neonatal cardiac fibroblasts

by Western blot
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Figure 4 The level of TGF-B1 in neonatl cardiac fibroblasts by
Western blot
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Figure 5 The level of smad in neonatal cardiac fibroblasts by

Western blot
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RAEFAY AR — A EZ P R AR F5ER
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B TR, 48N MMP-2 TGF-81 J p-
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AGEs 5.0 US4 i i & Aead Re v, sl 1R

# TGF-B/smad 15 5B T ONEF 4L &4
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ZHRIIENKBAEIMEIR IR MMP-9 1 TIMP & E EFRiEH
1=/

Eﬁﬂrﬂ]

ETEREER W S RS
(SIS EBE LA I AR 210002)

[ E] B E R BRSIMEA G 8 3 5 4 R 2 FRE -9 (MMP-9) FZH 23 7 4 J& 2R B0 ) 751 - 1 (TIMP-1)
RS B R, 75k AR SD KR 36 HBEHLA A4 B2l AR SMIEERZL (CPB 40) FiR Y7 4, 43 5l FF AR G5t
(THMFARGEHG 6 h(T2)HEZR Hfﬁ/ﬁ@ﬁ%@(BALF)?Fﬂﬂﬂféﬂf/ﬁﬂ!io Western blot ¥5ill2Z BALF H1 MMP-9 1l TIMP-1 [J#&
i P, RT-PCR YA€ i 2141 MMP-9 11 TIMP-1 mRNA E’Ji‘% ik, R IAITEKRBRIH LUK IEEE , BALF [ Py 4 s
CPB £H BALF ' MMP-9 Jif4: 81 2. 7+ 75 ,CPB J& 6 h ik#xik, mﬁéﬂ MMP-9 7514 CPB 204 B B F R, TIMP-1 B9 PE7E CPB
HFAIT AT CPB 453 m S35 AR Fa 34 W»iéﬂlﬁﬂ*ﬁl_]ﬁﬂﬁﬂ SRR 25 AN L CPB 4 AAYT 41 MMP-9mRNA k145
{HYAYTZH MMP-9 mRNA (1) 283575 AH N I 18] S8 VAYT 4R B TIMP-1 mRNA 7EIGYT 40 3361408 EL T2 1A & 5B 5% ; MMP-
9/TIMP-1 mRNA £ CPB 4 FIRYF A B (AIRYF 4 h T2 B[] MMP-9/TIMP-1 mRNA F{E# CPB AR FF%, &
18 : CPB AT LABIE K ARG M N MMP-9 (4354 AL R ek e , S 8ORJ5 R 1M ) MMP-9/TIMP-1 mRNA FikJeffy, £V 3
AL CPB J& R BUMIZHZL Py MMP-9 2 FI7KF-Hl mRNA (2555 , 180T BE L34 TIMP-1 A5 iR HM H] MMP-9 mRNA ik,
W3 MMP-9/TIMP-1 [ L 1 56 457

[X$IA] EREEEAMN-9; ISR E AR HIR-1; 2 HHRE; KIMER

[FESES] Re54.1 [XEktRER] A [XEHS] 1007-4368(2014)01-027-05
doi;10.7655/NYDXBNS20140106

Effects of doxycycline on MMP-9 and TIMP-1 activity and mRNA expression in lung after

cardiopulmonary bypass in rats

Wang Changtian, Cheng Xiaofeng,Zhang Lei, Wu Haiwei, Xu Biao, Li Demin

(Department of Thoracic and Cardiovascular Surgery,Nanjing General Hospital of Nanjing Command ,Nanjing
210002, China)

[Abstract] Objective: This study was aimed to investigate the effects of doxycycline on the activity and mRNA expression of MMP-
9 and TIMP-1 in CPB in a rat model. Methods;Male Sprague-Dawley rats were randomly divided into 3 groups (n = 12,
respectively) ; the sham group,the CPB group,and the CPB+Dox group. The rats were executed at the termination of CPB (T1),6h
after termination of CPB (T2),respectively. BALF and lung tissues were harvested at T1 and T2. The activity of MMP-9 and TIMP-1
was detected by Western-blot analysis. The expression of MMP-9 and TIMP-1 in lung tissue was detected by RT-PCR. Results: The
edema of lung tissue was significantly reduced in the CPB+Dox group,and neutrophils were decreased in the CPB group. The activity
of MMP-9 in the CPB+Dox group decreased significantly compared with that in the CPB group and the highest expression occured
after 6 h. The activity of TIMP-1 had a weaker increasing trend in the CPB and the CPB+Dox group after the ending of CPB,and the
expression difference was not obvious in the response time of the two groups. The expression of MMP-9 mRNA was significantly
increased after CPB in the CPB and the CPB+Dox group,but significantly decreased at T2 time point in the CPB+Dox group. The
ratio of MMP-9/TIMP-1 was significantly increased in the CPB and CPB+Dox group,but the ratio in CPB+Dox group was significantly
lower than that of CPB group at T2 time. Conclusion; CPB could induce the increasing of the activity and mRNA of MMP-9 of lung,
causing the ratio of MMP-9/TIMP-1 imbalanced severely at the early postoperative. Doxycycline could inhibit the expression of MMP-
9 activity and mRNA in rat lung tissue after CPB,and may increase the expression of TIMP-1 in rats after CPB,and inhibit the
expression of MMP-9 mRNA indirectly ,which could improve the ratio of MMP-9/TIMP-1 imbalance.

[Key words] matrix metalloproteinase-9;tissue inhibitor of metalloproteinases-1;doxycycline; cardiopulmonary bypass

[Acta Univ Med Nanjing,2014,34(01):027-031 ]
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RAMIEER (cardiopulmonary bypass, CPB) AJ L5
HeT RN, SEM (acute lung injury,
ALD)J& F I Rz — 1, BRI my i s A 2 7E
ALL AR B rp R E AR, sl
1 /i (matrix metalloproteinase, MMP) J& 2 55 4l ifg 4}
R IO i ) R B2 MMP-9 32 2R U5 T R P 4
JL, HAE DR EZIV |V EREE, 5 ALL A G,
2H 2R KL I 4 & A I 1577 (tissue inhibitor of met-
alloproteinases, TIMPs) & P U MMPs 4171l 551 , 78
pmol KX MMPs 5 A TR 4B 56 FiE | J—FhHiAR
(I, JEAERAE ALL 32 MMPs/TIMPs [9%%
B A2 B B EAL {BTE CPB T ALL i
FEPRWIFER D A SRl i S KA S MIER 5l
PRy SRS I RE DR R T TR AR L i 4]
mRNA 5 AR FZKFMEE MMP-9 T TIMP-1 7E{ARSME
WARFIFA R, %9 MMP-9 #1 TIMP-1 7 CPB
JFEC ALL H VR H] BT REFILH

1 #RF7sEE

1.1 ##

TH ISR FRAE R R AE I SD KR, AT 500~
600 g, H i 5~6 1~ H , HH Rt ZE X R it S S B LA s
2ERHRL SRS TS . SYXK(42)2007-029,,
12 Fik
1.2.1 K FRAARIMER I

T SD KB 36 2, 78 SPF 3 5 iR by
TaFE, R 22°C, X 509%~60% , 43561 3% , T
DIFRUESRDEL, F UK, ARHT 24 h 258, H BOK,
2% FEZ40 50 mg/kg JE S DI FESTIRRIE, BRIERL
DG AMER &5 FHAE A, DU O B B sk
SRS WE I I, RS Dk 2l 2 sl kA8, Al
BN K B R FLEY 166 SRS | I T4
A, A B 25 e TIRER Tl i Lt
1:4 FCHil BARBE YR < FETERT 200, i 10 ml™,
122 S mymaE

36 HARRBENL 0 3 41, B 12 H X IRZH (A
21, sham) RIS OCHEAT B B) ik | B 5 ik R 1 6 ik
T KT R A SFA B AT IRIMIEER ; (RS MES U
(B 41,CPB) . bREE | ik 48 S R ALfS 2E1 74
HMIEHR . ARSMEERIFE] 60 min, A H 4B AR
75~120 mmHg, R IME LR ORI AN M ZE K
AR R T 5525 IRIMESS + 294l (C 41,
CPB + Dox): AHj 1 JAFIHT LI ZPIRE (Dox)30
mg/kg HATHE B IGYF, R 11K, 7 d 543 CPB. 4>

T FARGERE (T MFARZEHIG 6 h(T2)AEFEKR
BRSO S A4S It 9 T 356 MR (bronchoalveolar lavage
fluid, BALF) Ffifi 2L U5 AS | X6 HEZH 43 51| 76 A 1oz s [
Jaqilg
1.2.3 ARAGIKE R A

PR TIUE B [B) s AL BEAS AR, T M s 5 4 B
SO, BUA IS T =75 CKAR A, T E
MMP-9 il TIMP-1 mRNA (335, AU eFRiE
ARG 4°CHE B RAT SR e vk , Rk
PR 2 ml, 24k, WERREVEROT IE SR i
BALF L) 3 000 r/min 5.0> 10 min, B 3SR
F-75CHAFRE A BORUIER 1 ml ALK
G o e el v | s O 37 B e = O e =
FErP 60 C T, PRI,
1.2.4  Western blot 3% M & BALF ¥ MMP-9 %
TIMP-1 #)%& & &%

PEHL BALF H B 15 K 30 g ALK
Pk B BEAE FL UK 7 s FREFR VRIS 28 R I s Ak
[ SRIG 5 1:1 000—HTH SN (EHT R MMP-9 Fl
TIMP-1 Z siEHTiAR) ; PG -5 1:2 000 BRAR i A
AU EEARIC I BT (RPTF [g6)MFH 2 h; 5 NEN fb
22 BT RN 3~5 min, W&l X 48 ARG
10~30 s, & B, BERERMRGE R 5 00 B
FI &1 . Image J 43 BT RE P 400 (A A7 e B ke ) o
5 W2 B-actin JKEE A, A 3 KB,
1.2.5 RT-PCR % 2 #2822 MMP-9/TIMP-1 mR-
NA #9534

TRIzol ¥EF2H RNA, HART k4 i B 7,
% il NCBI/Primer-BLAST ¥ i1 PCR 514, B 5 pg
RNA Oligo dT(18)1.5 pl FITCKERER B 1) XZE KA
0.2 ml K AR HE PCR 4 2 MAA R 10 wl 18
TOCLRIR 10 min, X5 A RNase #1451 (40 U/pl)
0.5 wl.10 x AMV Reaction Buffer 2.5 pl . dNTPs (10
mmol/L)1 wl . DTT (1 mol/L)1.5 pl, ¥ %% 5%
(AMV) 1 pl TCRZERBEIZEK 8.5 wl, 1215 2 000
r/min &0 20 s;42°CLRIR 45 min, SR )5 72°CHR IR
10 min, BP#EAT 5%, JOWAKZR A 2x ) RTmix
10 pl AR (cDNA FiBE 10 £5)1 pl 519 F #1R(S
pmol/WDIRAEH 2 Wl TCAXREFIINEZEK 7 wl, B4t 20
plo JHCEFES TIRMOT G ShER , 4T 40 M
Wy 1% (DA7600), - DHIEHLES 95°C 25 s,
60°C 30 s,72%C 30 s, HJ5 72°CHRIE 10 min,PCR J2
NESERLR , SR 2.0% BB IE e i F ik EA 74T
K LAY MMP-9 F1 TIMP-1 K&K 2 3% % Fl MMP-9 Fi
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TIMP-1 Y5 B-actin FYCHE FUE KR
13 %it$H %

THE TR IR « 2 (x = s) %R, R
SPSS13.0 GEit4K {47 43 kb 38 20 [R] Y50 bR
FHT 2250018, P<0.05 WESH G5 X,

2 & R

21 ZMRAFAEHE W/D A4 BALF Mt
m JeL 3K

“HKBARSF MR/ TERME (WD)
BALF R 36 1, &4z a5 8, 7
T2 BflE A, B ZHAY W/D [ s T A 4R C (P <

0.01), 1M C ZATF A 4081 B 412 18], H KT B
HmiET A4, EZRFARITFE (P <0.05), H
R AR S W/D [ —3L,
2.2 BALF ¥ MMP-9 #= TIMP-1 &0 2

Western blot 1M 5E 3 4H K . BALF H1 /¢ MMP-
9 I TIMP-1 151 (1), 45558 B 40 MMP-9
PR 3% M TE PR A B ) s B T s T A 4R C 4 (T
1.04 + 0.06 vs 1.19 + 0.09,1.09 + 0.04,P < 0.01;
0.86 + 0.01 vs 1.14 + 0.04,1.11 = 0.11,P < 0.01),
M A A C Az MTo %25, TIMP-1 B3 Mk
AT MMP-9, B ZH1) TIMP-1 1515 T A HFIC
4,

=1 FhiE9 W/D {70 BALF HiEd 40 pa s

Table 1 The ratio of lung W/D and neutrophils counts in BALF (X+5)
A B C#H
ORUEFZ 7
b RIET=2 N T1 ™ T1 ™ - ™
W/D 3.6+04 40+03 6.7 0.8 89 +09*" 45 +0.7+4 5.6+08%4
PR AN AL (x10°%/L) 4.5 +0.3 4.7 +0.5 10.7 + 1.2°" 139 +1.9°" 8.6 + 0.9%4 10.9 = 1.1
S5 AWM, "P<0.05,"*P < 0.01;5 B 4HM,*P < 0.01(n=6),
A4 B 41 c4l W Z (B TC i 25 5%
T1 T2 T T2 TI T2 . .
Nee— el — MMP-O MMP-9/TIMP-1 mRNA iK1 HUAE B 2 HH {2 /=5

S T a—— — — .. TIMP-1

i _— ~ - - — B-actin

l4r
12+ .
2@1.0 - N
K08t
F06}
Lol
0.2F
oL

O MMP-9
W TIMP-1

Tl T2 T T2 Tl T2
Al B4 c4
5 A CHE, P <005,
El 1 Western blot 3 %E & B BALF H1A) MMP-9 Al TIMP-1
i
Figure 1

The activity of MMP-9 and TIMP-1 in BALF by

Western blot analysis

2.3 M4L4% MMP-9 #= TIMP-1 mRNA #49 %

X il 41 219 MMP-9 TIMP-1 mRNA i# 4T RT-
PCR 52 (& 2) . Hrp B 41 MMP-9 mRNA [ 73k
75 T2 W (8] 555 HC Al YL AR Lk B (P <
0.001), B 411 C 414 TIMP-1 mRNA 7EP§~H [H] 15
I BIIR 5 A AL BE 2 R(P < 005),1H

T HAMGL A L C 4% B 4HAE PN IHE] A5
YIm i R, FRUALE C 4lh MMP-9 3RS T
k] 0K IR BN K TIMP-1 B35, 7 D) LA
TS

12.00 1 —_ CMMP-9 {4
HETIMP1 {H
10.00 A EMMP-9/
. 8.00 TIMP1 HAH
=
o 6.00
g2
4,00 4
2.00 - T
0.00

T1 T2 T1 T2 T1 T2
AH B4 CH

5 AHE#, "P < 0.05; 5 B 4 L4, “P < 0.05,
& 2 RT-PCR JENfiZH41 MMP-9 1 TIMP-1 mRNA A%k
Figure 2 MMP-9 and TIMP-1 gene expression by using RT-
PCR
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fin, Bl MMP-9 mRNA (361578 B 58 . R0
CPB i@ 13 4 A AR380E T MMP-9 ()38 e ik
PR 240 it P AL AR 7 7 A0 0 R A R

YE2 MMPs 1 P EPESI I 7], TIMPs S0 8% A
R BT MMPs FEPE 051 48 R B, i H
HIF R & M EA ZE06e, AT DL $608 1o 40 ik
T A2 A B3¢ [v] 230 o 90 0 2 1 Tl O 2k T RS A T
TIMP-2 454 T H4& K o3B1 & TIMP Z %M 5 B K
P T 48 i 35 T8 32 AR B9 Al 38 TIMP-1 0 45 & T
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Ik, X MMP-9 1 TIMP-1 mRNA F{i ok
— 4301, CPB 4L RN Y7 4%} BE 41 MMP-9,/TIMP-
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IRYTEHAE CPB 45 9} MMP-9/TIMP-1 22 3 AN i
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[ ZE] B0l 10 4k 40 % LUT 20440 IUFESE (acute myocardial infarction, AMI) £ 35 ¥ & 9 175 Rl RS AR M
IRYT T SRR, IR EEIF T 1999 4 1 A ~2009 4F 1 Hi2Wih AMI (54 (<40 %) B3 BIG RBER}, Wi R %
AE(60~75 %) B E BATEIN L, 85 B T 4EAH 106 0], ZAEAH 112 1], 46.23% 0975 45 A\ TCHA TR 095 R, A S Hoph R B I 35
R DIFTRESZ BN E, KON T RE/ S RE s B AR LU T B/ 5 BE 2 Bk 32, HOUON RS . 5 B4R L, AP A2 =0 R N
BB/NP < 0.01), MAZES MTETC W22 R, FHEMALMFRIRTT ISIRT + BISIEARTT 2P BB A (P <
0.01)  Z5i : AR AR FF AR, s AR T R, 4 AMI 802 BGRTRE G RIAYT BB (A SHem (A BORE M, # e
B 1oz ek (o FE T, 0 2 R IRAE
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The clinical and therapeutic features of acute myocardial infarction in patients less than 40

years old; 10 years of experience in a single center

Li Xiaorong',Zhang Fengxiang', Chen Minglong', Yang Bing',Du Wei', Liu Bangxia' ,Man Yilong', Xiao Feng', Gao
Yuping?,Jin Chunrong’, Wang Daowu', Jia Yongping®* ,Cao Kejiang'*

("Department of Cardiology,the First Affiliated Hospital of NJMU , Nanjing 210029 ;’Department of Cardiology ,the
First Affiliated Hospital of Shanxi Medical University , Tatyuan 030001 ,China)

[Abstract] Objective:The purpose of this single center study was to investigate the characteristics of predisposing factors, location
of infarction selection of treatment and etc. in patients younger than 40 years with acute myocardial infarction (AMI). Methods: We
collected and analyzed the clinical data of 218 patients with AMI from January 1999 to January 2009. All characteristics were
compared between young (<40 yrs) and elder patients(60~75 yrs). Results: There were 106 cases in the young group and 112 cases
in the elder group. There were 46.23% patients in the young group without a clear etiology,and drinking was one of the distinctive
predisposing factors for young patients. For the young group,AMI was localized in 54.64% anterior wall,followed by 48.45% inferior
and posterior wall;however,for the elder group, AMI was localized mainly in 58.33% inferior and posterior wall. Compared with the
elder group,the left ventricular end-systolic diameter in the young group was smaller (P < 0.01),while with no significant difference
in left ventricular ejection fraction. Young patients were more likely to be treated with thrombolytic therapy,thrombolytic therapy plus
selective stent implantation than the elder patients. Conclusion: Young people should pay attention to physical examination and
improve the lifestyle. Young patients are more likely to have AMI in the anterior wall. Although clinical treatment is positive, it is still
has a big disparity compared with the guidelines recommendation. Hospitals should speed up the establishment of green channel to
benefit more partients.

[Key words] acute myocardial infarction; young patients ; predisposing factors ; treatment
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AN TR AR B 40 2 LU A B Ak O U
5E (acute myocardial infarction, AMI) & Jj R,
FeFERIE 35 B LIR AMI (A AMI B 2.00%~
4.96% 1,45 % DI~ AMI 5 Bt 5 AMI 1) 9.7% ~
1179+, SR, RZEET T 50 28 45
2 LLT DI SE AR AR R 2R | TR B KRR AT
MIFAR TR B AR H A i I BFEFEEBAL IR T7RF i
SRl ARSI AT T B LG 10 4F 40 %50
T AMI BH BRI  FE-Hr AR N AMI AYFE RS
PRI 2R I R R I B e R 2 JDk 1 S A s R Al 11 AR
SCHE— AT AR ANBE R LAY A5 R RAERR A
D EGE AR S H BT BRI BLOLAE

1 XgMFE

1.1 %

1999 4E 1 H ~2009 4F 1 H 18] A4+ Fg 52 R}
FEE5E — MR BB R L BEi2 B AMI 9 BT
H 40 Z LT B (AR, AR <40 % )3t 106 fi,
WCAE I AR RS 60~75 %4 AMI B3 (ZAEZH ) 112 1)

(AR ) VE Joxt BREHAT IO Hedse, Aik HEBRIRES
WA AT
1.2 &

WA R BB F A SN | R AL RS i i
(] ARSI RG I 5855 ABERTT 18 SO LA,
AR U P B 2SR A RN O LRESE Dy ST BEdfi
B UESE (ST segment elevated myocardial infarc-
tion, STEMI) 5 3F ST B4 & AL WIAFEFE (non-ST seg-
ment elevated myocardial infarction, NSTEMI)
STEMI A A T.0o i e 2T HifR]BE V1~V3, i
BE V1~V4, ] IZHIBE VI~V6, FUBE T avL, FEET 1T,
avF,J5BE V7 V8. V9, 47% V3R V4R VSR, APi)5 1
JANAT — 4l e U sl A WS H DA FRRIE
13 %it$ik

K H SPSS16.0 et FA AT /04T, THE BRI
B IEA AR AL £ PRifEZE (X = s)FRom,
] USRI ¢ K230, ANAF 5 TEAS 3 A1 U R v o K
VUL EENEE (M + Q)37 , 2 18] LR FH AR AN
55 THGOR T 5 2R3 AR FEBCR T K
%, P<0.05 NZEFAGIHAEL,

2 # R
2.1 EIRFH

ARMIFFE AL B NE A ) S — i 0 L
AV AT . PR E AR R B9 b ke

B 1, SEFHMLIL R 40 2 LI AfER
'E AMT HYAREFRY ISR (P < 0.01) o TR T 24F A
JIHEE FEV AR A B MRS N

®1 MABRERFFEMNLLER

Table 1 The comparison on predisposing factors between

two groups [n(%)]
KA FHEH (n=106) EHEH(n=112)
otz iAo 49(46.23) 42(37.50)
Cg-o 16(15.09) 24(21.43)
P 16(15.09) 21(18.75)
el 9(8.49)** 0
IIN= 7(6.60) 7(6.25)
bR uib 4(3.77) 3(2.68)
HEfE 0 6(5.36)
FEL 0 3(2.68)
HiAth, 5(4.72) 6(5.36)

Hofl: R IRZG 5 2 TKBUK SRS 4% AL LA,
"P<0.05,""P <001,
2.2 ALK A R IR

FHAEL] STEMI & 97 #1(91.5%) , Hir | BAiifi
RED WUEGE 28 4] (26.4%), T EE + J5BE 16 {31
(15.1%) , B2l R BE 15 41 (14.2%) , )12 FiBE 13 1]
(12.3%) , HiTBE + TEE S 6 (4.7%) , AiTEE + =iIEE 5
W(4.7%) , BilAIBE 4 191 (3.8%) , FEE + JGBE + 4=
4 41(3.8%), TRE + £7% 3 #1(2.8%), ik + T
BE161(0.9%), ] IZRiEE + FRE 2 61(1.9%) , J5 BE
1 91(0.9%)

AR STEMI 35 96 1(85.7%) . Horh, PRl
BECUEESE 24 1] (21.4%), TEBE + J5BE 19 4]
(17.0%) , .4l T BE 17 $ (15.2%), ) {Z i BE 6 i
(54%), ThEE + A= 66 (5.4%), HilalkE 6 4
(5.4%) ,HiiBE + TEE 5 §(4.5%) ,HiBE + TREE + 47
%= 3 H1(2.7%) , HiRE + EEE 3 41(2.7%) , R laI G +
FRELJERE 2 ] (1.8%), TRE + JGRE + 4572 2
(1.8%), ) IZHiBE+ FBE+EIIEE 1 4](0.9%) , JFRBE 1
%1(0.9%) , = MEE 1 41(0.9%) .

P AH L, BEAER JCIH 822 5 L AT A 3R I
0 REIRA DL B 22 57 (% 2)

23 SR AE

PHALOIEZSFIERIE WL 3, F4R4 AMI JRE /2
D EIWEEAR BN BN P = 0.027),

24 BHFANL

AR AMI B E &% (42.50 = 92.00)min Ji5
B, 1 2 4F 412K Be it (8] 247 (60.00 + 150.00 ) min,
P A TG 27 22 5 (P = 0.110) , 4L T8I G O
W3k 4,
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Table 2 The comparison on infarction involving walls

between two groups [(n(%)]

FEFE 58 A B (n=97) EHH (n=96)
HirEE 53(54.64) 42(43.75)
]Iz TirRE 15(15.46) 7(7.29)

T BE/ )5 RE 47(48.45) 56(58.33)
hHE 7(7.22) 11(11.46)
BB 61(62.89) 55(57.29)

E VS E 2N 36(37.11) 41(42.71)

B BEALIG SR 0 BAATRE | ) AT RES T BE /5 BEAL A ST BE
UGB BRI
&3 WAEDEEMINBER LR

Table 3 The comparison on cardiac parameters between

two groups
28 HAEL (n=80) EAFEUL (n=80)
LVESd 3441 = 7.06 * 36.49 + 10.25
LVEDd 52.94 + 5.86 53.45 + 6.84
RVd 18.98 + 5.66 18.03 + 5.18
LVEF 5449 + 13.27 50.64 + 14.72

SBAEALILE, *P < 0.05, LVESd: 42 U4 AR B 4% ; LVEDd ;
LEBEFHARBINR RV A D BN LVEF . 2% S i34k,

* 4 FABBTHAEMILE

Table 4 The comparison on therapeutic regimen between

two groups [n(%)]
VIS FHEH(n=106) FZHEH(n=112)
HSE 25 WIRYT 36(33.96) " 77(68.75)
HA IR 31(29.25) " 14(12.50)
42 PTCA 1(0.94) 1(0.89)
HAPEN NIRYT 23(21.70) 16(14.29)
R+ FR AN ATRYT 15(14.15)* 4(3.57)

SRAEA R, P < 0.05,*"P < 0.01, PTCA ; 25 J TR 0 bk 15
1A RIER

3 i R

BN, UHAE 40 Z LIN W ABEP , AMI K4
FEAR, AUFFRPALA 10 FENFTA & E AML
BT AT B T 108 i, AT R BRI 05 4 A-
MI 5 JCHH B 75 X, 539% 1 He AT A0 ] 2% i BE
FeF WA AR A S /N TR IA YR I i i

H AR Z 50 75 3 AR5t 40 2 LT ABER &%
R HEANRSE . AFIE T 46.23% M AF4L R H &
TR ICIHAAIA N X 7 RV T 40 22 LUR A9
AENHE, W A, | DG ™ E O I A5 & AR 1)
WS, SRAEAML, 57 82 AR & AMI ) JLE4EL
N TR AR AMI JHARIIE R IR, BoNH
7 BT AR AMI B RN AT 2R 1S O, AT
MRS, X TRE S YH AR R

77 A 5, R AN IR S RO | TR 2
BEAR R A T,

EARMFTR, P STEMI £Z I, H 44
STEMI ik 91.5% , {H B 41 [0 TG . 2% 5 . Al-Khadra
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XA SRR, FIMNRWIIE LI 54.64%11)
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[ E] BT ZRA0ME (dendritic cell,DC)HE5 FR40ME I Fi5 5 AU AR 5402 (cytokine-induced killer, CIK) BEALIT iR
ST IR B i R A TR . FoE L R HR 28 B2 e B R 0T SR T DC-CIK BRAAbyT i s 38 R AR YT A S BUIG R BEORHH
A RV T PR Al AL 7 11 28 Bl B i B X IR, R BB VAT RS AN I D T AR . A0 PN 7 B R SISy
(Karnofsky , KPS) 72546 Kl IRYTR, L AR R N, SR GIRYTH B EIRITS CD3*,CD4* CD56"F1 CD4*/CD8 1 L1l
ToW A5 4E (P > 0.05), % IRZH CD3* CD4*Hl CD4*/CD8* LU 3G YT i W 5 T % (P < 0.05) ; BRG¥A T 40 09 40 it (X 1L-12
IFN-y BRI IR A T EFH(P < 0.05) ,38Y74 1L-2 1L-12 Fl TNF-o BIZK- 1837 5B I R (P < 0.05) o G TAYT2H i ppifes
=Ky 78.6% , 5 HRLH (53.6%) M2 B4 Gii# 5 L (P < 0.05) ,KPS 14 MIR B 2 82.14%, S ML 57.14% 2= 504 5iit
FEN(P<0.05), it SHRAITHIE, DC-CIK A fLT7 Redet =5 A 1 e D RE S A= T it , DC-CIK SR v It &4k 7l
SH Rk B A ST AR IR YT T

[EHER ] WIIRAM ; 4l R 75 R A AL 15008 5 ek Ak S ety

[(FESES] R7352 [ XHfFRERD] B [XEHE] 1007-4368(2014)01-036-05
doi;10.7655/NYDXBNS20140108

Short-term curative efficacy of DC-CIK cell-therapy combined with chemotherapy on
patients with advanced gastric cancer

Cai Junxia, Wu Jinchang, Wang Bin, Tan Jie*

(Department of Oncology,Suzhou Municipal Hospital Affiliated to NJMU ,Suzhou 215001 , China)

[Abstract] Objective:To investigate clinical effects of dendritic cells (DC) co-cultured with cytokine-induced killer cells (CIK)
combined with chemotherapy on patients with advanced gastric cancer. Methods: Twenty-eight patients with advanced gastric cancer
who were treated with DC-CIK combined with chemotherapy,were taken as the combined treatment group. Another twenty-eight
patients who were treated with chemotherapy alone during the same period were taken as controls. T lymphocyte subtypes, intra-
cellular cytokines in peripheral blood of the patients and performance status(Karnofsky,KPS) were compared between the two groups.
The clinical effects were analysed. The safety were observed. Results: The ratios of CD3*,CD4*,CD56* and CD4*/CD8* did not
change obviously in the combined treatment group and decreased in the control group after treatment,which showed significant
statistical differences (P < 0.05). The IL-12 and IFN-y were increased after treatment in the combined treatment group(P < 0.05). The
IL-2,1L-12 and TNF-awere decreased in the control group after treatment(P < 0.05). The disease control rate(DCR) of the combined
therapy group and the control group were 78.6% and 53.6% respectively,which showed a significant difference (P < 0.05). The
effective rate of KPS were 82.14% and 57.14% respectively (P < 0.05). Conclusion: DC-CIK cells combined with chemotherapy can
improve immune functions and elevate life quality of the patients in comparision to those who take chemotherapy alone. DC-CIK cells
combined with chemotherapy is likely to be an effective adoptive immunotherapy for gastric cancer.
[Key words] dendritic cells;cytokine induced killer cells; gastric cancer;adoptive immunotherapy
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1R 25% BiiRiayy F B AR N EZE SEiRyT
WL BB L 42 R B0 i 72 40 e S RE S I bILAA S e Dy g,
ToH AN ROV, &R iR F S 4 A~ 20
IEBL WZSRANA (DC) FN A B 755 T B R s AT
(CIK) FL85 7 (DC-CIK) AT ¢ E CIK 38 5 Fl Al 2k
R CIK IZM M EETR PR, CIK WAEE I DC B,
It EATH AR B A R -2(1L-2) ) 34519 DC-
CIK 2 i R T 44 6 25 305 A e B 4 T 5 il A i g,
W& e FT SR e g, ABtR s DC 5
CIK 3555 R AR iny r e B i e, Seal
A7 X e, WS LI A7 800 AN R g B k) 4 g 1
(NG :)-A T

1 MNEMFE

1.1 %

EHL 2009 4F 2 F ~2013 4E 2 J i HE 7 B
2 I B IR 45T DC-CIK BES1byr iy % 28
BRI A AT T AL, SRR R IR R TR (1Y) 28 il
Z PSS T IR B R R R IR (R 1), AR
brife . EZEARDIREIE S, JC A Sy, R IR
43> 60 47, BT A 6 A L IRIT RO T
B DIRERBUEH B E R 8 & 0 R 15, AT
R EREAC BT B AL
12 Fik

®1 WMABRFERRATEIERL

Table 1 Distribution of demographic and clinical characteristics in two groups

Il R n BEIRITAH ol X P
P [n(%)] 0.100 >0.05
i 43 21(75.0) 22(78.6)
© 13 7(25.0) 6(21.4)
FRAARRE (%) 59(36~79) 62(41~77) 58(36~79)
B [n(%) ] 0.772 >0.05
TEITHR 21 10(35.7) 11(39.2)
ERLS: 23 13(46.4) 10(35.7)
B8 12 5(17.9) 7(25.0)
FRHIZT [n(%) ] 0.331 >0.05
R 13 7(25.0) 6(21.4)
Rk g 36 17 (60.7) 19(67.9)
Fh R 7 4(14.3) 3(10.7)
ARG E KR /M (n) 30/26 17/11 13/15
R [n(%) ] 0.486 >0.05
JiF 9 4(14.3) 5(17.9)
Ji5 s 7 4(14.3) 3(10.7)
Jiti 7 3(10.7) 4(14.3)
B 5 2(7.1) 3(10.7)
= 7 3(10.7) 4(14.3)
BT (n) 1.560 >0.05
IR/ AT AR 17 9
— AT 18 7
—ERui Dl EARYY 21 12
&g 5 3
TBYTFRT KPS 143 (43) 51 74.64 £ 8.81 74.28 + 8.36 >0.05

1.2.1 DC 28tk sk 35 Fidndr 3

FRIT T 2 d SRR B BRSNS 42 40 i
(peripheral blood mononuclear cell,PBMC), FH 4= #Eh
IR 4 U SRIGAEFH RPMI1640 553755 (g K4k 7k
RN ED) PR AR BE & 2.5 x 10°~3.0 x 10°4~/m,
AR T 6 FLEE IR, & 37°C 5%CO, Hi 5
FEMEE 90 min Ji5 W ROR U BE 1) A1 J] i bk L 48 i

(peripheral blood lymphocyte, PBL), FfLH il A
DC IR (F 5% AR IMLIE 100 ng/ml thGM-
CSF .50 ng/ml rhIL-4), & 37°C 5%CO, 5 3556 1155
S, 53 KT 1/3 B, AR 5 RIGRAR L DC
(imDC), JMAZLHKE H 20 ng/ml 1L-18.5 pg/ml
PGE-2.20 ng/ml TNF-a, 5% DC W24, 28 7 KUK
HIE DC(mDC)
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122 CIK #4ksh3ik

PBMC IEBEREFRIGISER PBL, BB T 5% H AN
RPMI1640 B350, REE IR 28 2.5 x 10°~/ml,
A TSSO HA anti-CD3 mAb B 75 em? 55 379
o WA IFN=y (1 000 U/ml), & T 37°C 5% CO, ¥
FEAATRIEE A 2 KU TL- 1o (LU 10 ng/ml) |
IL-2(HFE 250 U/ml) , AkLe85 55,45 3 RIS 5%
A A2 RPMI1640 Bi 3Rl i A TR, 05 SERS
SN RS TE SR e ML
123 DC 5 CIK %35

CIK 35525 7 RV AA I 2 U, BUok
) mDC MIA CIK 4, R #hse A 7R3k
WePE 2 10% , BN IL-2 BAWKEE 250 U/ml, 270K
RS, BB EH 60 ml S EEE] 75 em® B 5
o BT 37°C 5% CO, SR hak sl o | e 57
2~3 d J& E YN 2 [E i A5 mT U sl el 4
1.24 DC-CIK i &4z

BUIBITRT 24 h FIIGYTHT 2 h, % DC-CIK 2
O IRORE | Faz R P AR N R LR 25 L )2010 J 7 75
PEAT A TG 2R | N 75 2 RN 22 [ e (0 2 A6 | 4 Jifg
TEH> 90% , FERIINES SR M EAVE R 9~13 d
PGP 153150 DC-CIK 400 ,0.9% S /L AiA
PRI 3 YR EL AL 100 mi R &bk 0]y, AR H 1
U, T (5.0 £ 0.5) x 108 /R, S5 5 kN
1 M7,

125 ®HFH%

XTRRZH 25T OF J5 48 . BAVDFI5 120 mg/(m*-d)
d145-FU 500 mg/(m*+d)d1~5  FRIGA K207 547
B BREIRITHY T OF+DC-CIK 7%, ¥ Tibyy
H 2 d SRAEANMIIE % DC-CIK 40, %5 3 KifTik
J7, BRI Bl 2 R, 28 d D 1L ANIRYY

SR BT 2 FIE TR YA
1.2.6 JFRHAE

Z: {8 RECIST IE Y TRCH e bR i, & 2 JRIH i
TIPEMY R SR AR A T IR YT RS TR RN, 43
H e G (CR) (4122 (PR) S22 (SD) Al AL
(PD) ., HE A% =(CR+PR)/(CR+PR+SD+PD) , ¥
JRPEHI2R (DCR)=(CR+PR+SD)/(CR+PR+SD+PD),
XFF CR 5k PR 98, T 4 R &V, #% NCI( &tk
FN SR PE R N R BR  BERRUEY PR S iEih
ST REE SO
1.2.7 AR AR AR T 20 56 2 BE R A A 48 e,
B F 69 K-

TR B VBT H IS SN 2 AR B AR IR T
O, SrAlHEAT T 40 AF R, A145 CD3* CD4*,
CD8* .CD56 .CD4*/CD8*; 53 IRl st A6 21 g A -,
FI4% TL-2 IL-10 IL-12 IFN-y Fl TNF-a,
1.3 “%itFF%

K H SPSS17.0 Ge itk A4 sk A Bl Fn i1t 4y
B, TR TR AR « ARIEZE (X £ 5) R, R ¢
R, A LR X ke, P<0.05 25 7 A 4iit

2 % R

2.1 W RITHIRN

SEEGES I WON  BRAIRITALSE LA 0 B, )
S 14 19 F20E 8 191, Ak 6 1], A R A 50.0%,
IR 2k 78.6% , X RELH 5E 271 0 1, 53 2%
fift 10 19, Fa g 5 B, Ak 13 1], A 80RIE35.7% , ¥k
Rt HIA 53.6% ., ATARCRN L ZE S L8t
RS = 1.167,P > 0.05) , B Pl 0 e 2
FAG I L (x* = 3.900,P = 0.045,% 2),

R2 ATERARETRHILES T

Table 2 Therapeutic effect of chemotherapy+DC-CIK or chemotherapy on advanced gastric cancer patients (n)

2H 5] n SEREH HRor i R Brigjis HRE(%) (%)
BAIRIT A 28 0 14 8 6 50.0 78.6
Xt FRZH 28 0 10 5 13 35.7 53.6

L3t tbs, P < 0.05,

22 BITEIJE SME fk O m B A T AL

S 25 R R o6 AL VR T I BB AN A I
CD3* .CD44 s L 5 i CD4*/CD8* L AEHE VAT TR
(P < 0.05), BRI AR IT IG5 5iRI7 T AT
WA (P > 0.05,3 3) . HBEIA SR B 557
[ DC-CIK 4 nT LABGE f & 1 aiE hfe
23 EHFEESNE min AT R AL

FEEER N, AR AR i 112
A IFN-y B7KERIT IR A Bf BT (P < 0.05),11-10
KGRI TR TC ARk G PR T1-2 \IL-12 i1 TNF-
a BKFRITIRE BT R (P < 0.05),1L-10 AT |
T BTG F 3 (P > 0.05, % 4), Z5R4ER,
DC-CIK Gty 7 B MR A A 17Kk F B v i
HRPEDIRE
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Table 3 Changes of T cell subgroup in peripheral blood before and after DC-CIK +chemotherapy or chemotherapy

(X« s)
2H 5 CD3"(%) CD4*(%) CD8*(%) CD56*(%) CD4*/CD8*
BAIRIT A
TRYTRT 56.88 + 5.10 2081 +4.64 2692 + 3.80 21.94 +5.52 1.11 £ 0.64
wIT IR 57.18 + 5.10 3031 £4.70  26.76 + 4.26 21.44 + 527 1.12 £ 0.53
xt FRZH
TRYTAT 58.52 + 4.28 30.00 £ 457  26.17 +4.74 25.39 + 4.61 1.15 + 0.45
NECAgE] 54.68 + 4.92*" 26.62 + 4.74** 2355 + 5.12%* 22.98 + 4.14* 1.10 + 0.61*

SRIEIAITRIELEL, *P < 0.05; S5EAAIT IGTT )5 LA #P<0.05,

®4 BEATAMXRAATEEEE SN MM EF TN
Table 4 Changes of intra-cellular cytokines in peripheral blood before and after DC-CIK +chemotherapy or chemotherapy

(ng/L,X = s)
2 1.2 1L-10 1L-12 IFN-y TNF-a

BRI A

TR AT 1.52 + 0.51 1.88 + 0.48 1.65 + 0.42 1.64 + 0.42 1.65 £ 0.50

wIT IR 1.60 + 0.45 1.89 + 0.49 1.88 £ 0.41" 1.94 + 036" 1.60 £ 0.50
pogiiebEl

TRYT AT 1.57 £ 0.32 1.73 + 0.43 1.75 + 0.36 1.78 + 0.41 1.68 £ 0.5

HIT)G 1.39 + 0.34" 1.84 + 0.50 1.65 + 0.38* 1.75 + 0.40 1.58 + 0.47*

SIFHIGIFHTILEL, P < 0.05,

24 BREFHAEREHIFN
BB TT AL RIS BRZH KPS BB 7 P40 32 i
10 73 LA b3 53 51 R 23 il (82.14% ) Fi 16 i
(57.14%) ,2 H LB ZERA G2 L (X = 4.139,
P < 0.05),2 HiRY7 IR 3 3 LA B3 53 i
6 1(60%) 1 5 1] (41.67%) ,2 A 2R TG H %
B (x*=0.733,P> 0.05),
2.5 DC-CIK BEAALIT o 4 M iR 4
28 il 357 DC-CIK BTt B f 4 Bl i &
I E TR IR 39°C, FREERTIE] 1~2 h, 45 TP S
AR, 1 B B BE K2 RN I 25 T Ak
PRI G2t , AR e A HAWAS R

3 3

R i & . R R FIHILIAR Sy D RE S LA OG
30 [ B 2 BT 859% 4k T I 41 g 30 o R
HR L e AT, D RE AR, R
ZdFAR AT Z )5 RREDIREdE— 2B, SO b
PR AT NGRS I E BRI 60% 1) fR 3 AR J5 2 B
JR A B AT HREAR K — e B 1 g
YL, (H AR/ NG B8 o kb 0 3 B AR I8 sl O3 5
H S e DI Reis bR I i, S iny T RERE BAER
Pl A, SCRETE 1 SR TR, T AN B RV,
DC J CIK J&iZusith 2 & v 1 e 4 . DC-

CIK TV 7EAS Rl v BUAS — o 7R, (FURERI
B s I aE s> . A BT IR 4 T4
JERITA 1+1> 2 PR, 36T DL EFR ARG
A7 N DC-CIK BRAIRYT N T 109 15 9 F T

CIK 2 NSN3 AN AE RS ik Z 41 i
PR F-175 S 11 S PR 0T 22 e EL A A A3 1 %) 4 L 2
PET 400, B2 RIA 35 CD3* CD56* (1) 5 i 41 il
B, FEH T iR 50507 B NK 4R 322421
AR AR (MHC) BRI R R 1, R &3
CIK 20 X6F i 245 P Jofred 0 Al AT R A5 FH ) ki
CIK W T et 24 1 s 10 15 s FE T () 260l DC S
H il & A P i dee i 1) & BRPT B B8 522 20 Y (anti-
gen presenting cell, APC) , BEFEHR N T M4 2 bt
FERERIRI IR T T 40 TS L RN 5E . DC 21 i hg
FRAEREYURZAK, S FRB IR o T FORE B 27
9 T AHMTE AR, 4 R BT R -2 12
TNF-a 5 IFN-y1-31 DC #1 CIK 23555 A {3 CIK
B ARSI N B2, B i CTK 9 200 B 2 5 1k, [R] st
CIK W gBfE#t DC R, MM EA/EH . Marten
2509 JFY & B CIK AT LA DC 33k CD80,CD86
A MHC- I \MHC-1TI ,f2{fi DC 43 K4 1L-2,DC 7]
PIMIESE CIK B335 CD28 1 CD40, Schmidt 25 /HF
5% %P DC-CIK A FEAR CIK 20 B rp il S s T
YA (Treg) TG SRBTIMIRE TG
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AHFREE R R BRAIR T AL B ERYT 5 AMA
IMLHF CD3* . CD4* . CD56* 41 ifd L5 Fl CD4*/CD8* L {H
BORITETCI AR L (P > 0.05) , ¥HR4H CD3* .CD4*
1 CD4*/CD8* i HLBIAYT 7 HH B R I (P < 0.05) , it
B DC-CIK 7] DAy (8 s Difie . ARy T al
TS IR 78.6% , X B PR 1 2N 53.6% , Wi
HERERENILREERAGITEE L (P<
0.05) JRATAI T LRI HRZH KPS BRI T RTVE /M40
10 73 LA 35 23 1911 (82.14% ) F1 16 141](57.14% ) ,2 #H
R ZEFAE G (X = 4.139,P < 0.05), Uil
DC-CIK JRY7 5 AT LAge i o A A B IR ARy T 4l
HI 4R F TL-12 Fi IEN-y K897 5 A B T
(P <0.05), %2 [L-12 IL-2 Fl TNF-a B7KF34
STIRA T PR (P < 0.05),TNF-o IL-2 IL-12 3|38
NK Ziifisl CTL AT, BRRESD ] e 40 i
FE N Re HAEEA MR AN, I AR IR Y &R &
FFEAL TL-12 5 g i JRAHDC , 7R B ik
RS IOGIRTRT  TL-12 AR TFN-y HA 3
SR LR AN G AR A . A IFE R B, IFN-y
P F 55 RR Y T R P TR RIS A A 2 TR AR OGS

DC-CIK ZiiAE ml4iad B2 rp A 6 (3 3k
B R IR 39°C, FREEf ]2 1~2 h, 45 T Ab 3
JETEIR 1 GRS R IR K292 JEIOR I 257
XPREAL BRI G2 M, A e A AN R OV, BRI,
DC-CIK A A7 167 W 10 1 i B B0 1y &8 4k
KA BA B I AR T L
[$%3]
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A # R TR E SR R R R s R AR
(B LR B f st A S PR B AR SR 0 T8 RIAT 210004)

[ E] BB EBHt 2R S DS R E TR AR ARG RS R . 773k B 0 2009~2011 4EAS B2k
B U 5E B 874 {9 ZE RAE AR IR 1A | G v e B I A AR IR 1 (A 2H)280 101, VR A BN 2 J5 A AR 48 (B £H)594 1], LG 2HL I PR
TTHRTE PR ATURSS R S LG DL 45 T0it5 R, 455 DA AR IRE R 5T B 41, 40510 (1.88 £ 0.47)F1(1.70 +
0.53) 4™ ; I REEUR 2R S FPFEEE A 2H(43.93% .24.96%) i E & T B 4H(55.39% .40.51%,P < 0.05) ; QA 41 B HAY =R Fr=
R HAIGER ZHNEFAY N 13.82% 32.46% .70.16% 29.84%F 16.72% .33.84% 71.86% 28.14% , Z45 /73 1K (265.49 + 14.45)d .
(264.43 + 16.08)d ¥ LG I242EF (P > 0.05) , WL {Y B 40 1 FISRALEENR, 1 A HICHAEYR ; @A A B A KL A K
R K7 A LR AR iR R AR 2R3 519 6.00% . 19.66% . 1.70%F1 9.40% 17.82% .0.90% , BiZH A L H #2255, S5t P fb sk
BN TR BT T SRS R SR AT R R, H B SR AR L AR Bl =2 L= WA B B O LAE
A LA K BRAY HAR eR , TREL , R AL R B T IR A M AR R 22 A R (AR I IR L I R

[RBIA]  BISRR RIEAE ; 1T IRES )R

[FESES] Q492.6 [XERFRZM] A [XEHS] 1007-4368(2014)01-041-03
doi;10.7655/NYDXBNS20140109

Comparison of clinical outcomes between vitrified-thawed blastocyst transfer and fresh
blastocyst transfer

Zhao Jing,Zhang Miangiu,Zhang Jungiang, Chen Xiaoyan,Zhao Chun, Ling Xiufeng”

(Department of Reproduction , Nanjing Maternity and Child Health Hospital Affiliated to NJMU ,Nanjing 210004,
China)

[Abstract] Obijective:To compare the clinical outcomes between fresh blastocyst transfer with vitrified-thawed blastocyst transfer.
Methods: From 2009 to 2011,874 cases of blastocyst transfer cycles were performed in our center,including 280 cases of fresh
blastocyst transfer (group A),and 594 cases of vitrified-thawed blastocyst transfer (group B). Meanwhile a retrospective analysis was
performed on the two groups by comparing clinical pregnancy rate,implantation rate,pregnancy outcomes and neonatal status.
Results;: (DThe number of transferred embryos in group A (1.88 = 0.47) was higher than that of group B (1.70 + 0.53),and the
clinical pregnancy rate and implantation rate of group A was significantly lower than that of group B (43.93%,24.96% and 55.39%,
40.51% ,respectively, P < 0.05). @ No statistical differences were found in the rate of abortion,premature delivery rate, gestational
age,pregnancy rate and multiple pregnancy rate in group A (13.82%,32.46% ,265.49 + 14.45d,70.16% ,29.84% ,respectively) and
group B (16.72% ,33.84% ,264.43 + 16.08 d,71.86% ,28.14% ,respectively). In group B,there was only one case of ectopic
pregnancy ,while no ectopic pregnancy in group A. @ There were no statistical differences in macrosomia, growth restriction and the
rate of birth defect between group A(6%,19.66% ,1.7% ,respectively)and group B(9.4%,17.82%,0.9% ,respectively ). Conclusion:
Vitrified-thawed blastocysts transplantation significantly improved blastocyst implantation rate and pregnancy rate,and did not
increase neonatal birth defects,miscarriage,premature delivery rate,and there was no increase of macrosomia and neonatal growth
restriction ratio at birth. Therefore, vitrified-thawed blastocysts transfer is an effective and safe protocol in ART practice.

[Key words] vitrification; blastocyst transfer;clinical outcome
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Table 1 The clinical pregnancy outcomes of two groups

A B4
ET Ji#I(d) 280 594
BEER () 30.97 + 4.77 30.27 £ 4.20
BAEM IR (n) 1.88 + 0.47 1.70 + 0.53*
HURE () 123 329
I REEIRZE (%) 43.93(123/280)  55.39(329/594)*
A (%) 24.96(147/589)  40.51(412/1017)*

5 A, P <0.05,
2.2 PHAALIRLE By B
PRALTIL =3 Lo 2y IR 2R TE
Gt (P> 0.05);B A{CH 1 B aER,
A HTCRAIEIR A (R 2)

R2 WANSKRER

Table 2 The delivery outcome of two groups

A2 B4
=2 (%) 13.82(17/123) 16.72(55/329)
K23 (%) 32.46(37/114) 33.84(112/331)
2B (d) 265.49 + 14.45 264.43 + 16.08
WG (%) 70.16(87/124) 71.86(240/334)
2 (%) 29.84(37/124) 28.14(94/334)
SR (n) 0 1

2.3 FAEHAILE Lk
WEHE RIL, A2 PR Kt A= B e 2 A R 44 T
GitERE (P> 0.05,%3),

®3 WAWEILER
Table 3 The newborns of two groups (%)
A B 4

BEXIL 6.14(7/114) 9.36(31/331)
K2R 19.66(23/114) 17.82(59/331)
A= L 1.75(2/114) 0.91(3/331)
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Correlation study on dietary iron intake and gestational diabetes mellitus

Wu Jinfeng', Gu Ping', Wang Ying',Zhu Rong’

(!School of Nursing, NJMU ,Nanjing 210029;’Department of Nanjing Maternal and Child Health Hospital
Affiliaed to NJMU , Nanjing 210004 ,China)

[Abstract] Obijective:To explore the correlation between dietary iron intake and gestational diabetes mellitus (GDM), and provide
a reference for the prevention of GDM. Methods: Totally 108 cases of GDM in prenatal women were selected according to OGTT (75
g glucose tolerance test)as GDM group, randomly selected 108 cases of pregnant women with normal glucose tolerance as the control
group. Case-control analysis was carried out between the two groups. Through questionnaire survey, dietary survey and detection of
iron overload level, the dietary iron intake and iron overload index were compared between the two groups. The OR values between
GDM and its risk factors were analyzed by using multi-factor regression analysis. Results:The dietary iron intake in GDM was
significantly higher than that in the control group(P < 0.01). The mean serum ferritin in GDM was (84.64 + 68.19)pg/L, which was
higher than the value of normal group (57.87 + 55.77)pg/L (P = 0.002). The OR value of high dietary iron intake and risk of GDM
was 1.037 (95% confidence interval was 1.007~1.069). Conclusion: The high level of dietary iron intake is positively correlated with
GDM.
[Key words] gestation;diabetes ;diet;iron overload
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