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[ Abstract] Objective To study the curative effect of bone marrow mononuclear cells (BMMNCs) on acute
myocardial infarction in mice with type 2 diabetes mellitus  (T2DM) . Methods Mice were divided into 4 groups:
normal mice with saline injection, normal mice with cell injection, T2DM mice with saline injection, and T2DM
mice with cell injection. The curative effect was observed through HE, Masson's, vWF, isolectin and WGA
immunostaining after sampling. Results VEGF expression in T2DM group was similar in normal group after
transplant, with no significant difference. The infarct and collagen size sizes in normal and T2DM groups after
transplant were less than those in saline groups, blood vessel density was thicker than that in saline groups,
cardiomyocyte hypertrophy was less severe than that in saline groups. The differences were statistical significance
between cell transplant groups and saline groups (P < 0.05) . Conclusion The therapy of BMMNCs transplant has
obvious improvement on the restoration of myocardial tissue damage, cell hypertrophy of the edge area of infarction
and angiogenesis.
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. SCXK 7~ 2009-0004, NO: 0241022 (%7 Bk
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GraphPad Prism 5.0, Image—Pro Plus 6.0,
Primer Premier 5, Origin 8.0, Photoshop 7.0, 734t
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Tab. 1 The changes of weight, water intake and diet of mice (x +s)

i [ R () Yok (g R ()

2 18.063 + 1.096 56 +4.156 39.33 £ 19.509
414 19352 +1.399 51.33£7.536 51.667 = 34.158
6 J 20.998 + 1.573 48 £4.786 59 £41.114

8 JA 21.826 £2.170 61.667 £5.710 64.75 £42.591
STZ74d 21.289 +2.071 63.546 £ 8.104" 80.818 +17.639"

5 STZ FESSHT s, “P<0.01.
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Tab. 2 The variation of insulin in mice (x +s)

/N AR B JESEM (wWU/mL)
[N i) 12.63 +3.96
FIAEIRE 8 26.25 £5.02"
STZ7 d 5.66 £ 2.082%

HEPu iR E e, "P<0.01; SEiRikE 8 A
B, 22P<0.01.

*3 HEBE14JHEREERREESE (zs)
Tab. 3 The infarct size and collagen content 14 days
later after transplant (x +s)

A5 BULEREHE (%) B (%)
NM4  49.724+7.221 13.112 = 1.081
NS 41 54.671 +6.728° 16.354 +3.425°
TMZ ~ 45.839+50932 16.064 £2.116

TS #H 49.117 £5.216 22.568 + 4.631%
B NS4, "P<0.05; 5 TS 41H#, 2P<0.05.

F4 VWFREBOETH x5

Tab. 4 The count of vWF vessel staining (x +s)

i g% (1)
™ 41 11.86 + 1.07
TS 21 9.130.56
NM 41 13.17 £ 1.72
NS 41 9.04+ 1.31°

5 NS4 b#, *P<0.05.

#5 Isolectin fEMEITE (x+s)

Tab. 5 The count of isoletin vessel staining (x +s)

H % Remote X (1) border X ()  infarctionX (")

NM 4 451.17+£17.31 182.43 £8.59 78.36 £8.73
NSZH 428461246 16529+10.52 71.95+7.33
TMZH 387.13+7.56 113.46 £ 7.34 61.75£7.56
TSZH 35231 +£12.19 104.27 £8.73 56.29 +5.61
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Tab. 6 The proliferative cell count of GFP & a -

actinin dual staining (x +s)

i SEBHAYANIL (1)
™ 41 21.15+4.54
NM 41 24.58 +6.49
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Fig. 1 HE and masson staining
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Fig.5 Isoletin vessel staining
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Fig. 6 The count of isoletin vessel staining
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Fig. 8 Myocardial hypertrophy WGA immunostaining
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Fig. 9 GFP & a-actinin dual staining
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