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Note. A~C, Genotypes of breeding rabbits. D, Sanger sequencing results of ApoE”~ homozygous rabbits. E, Mutation analysis, “

denotes deletion.

Figure 3 Breeding selection methods and sanger sequencing genotypic mutation analysis of ApoE™~ homozygous rabbits
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Table 3 Routine blood tests (n=6)

1M A B A y y
v v T
Blood routine indexes Apok Apok W
SUNHLHY (10°/L
. AT ( )9 19.31+0. 76" 11.30+0. 84* 15.98+1. 16"
White blood cell count/(10°/L.)
W B AR M4 (10°/1) 0 0 0
Basophil count/(10°/L)
RN (10° /1
R EHH@ T8/( 5 ) 12.33+0. 30" 5.26+0. 73* 6.08+1.11°
Neutrophil count/(10°/L)
WETR MR A IR T4 (10°/L
i lﬁﬁ Hﬂﬂﬂﬁ‘ﬁ ( R ) 0.26+0. 02™ 0.11+0.01* 0.17+0.07°
Eosinophil count/(10°/L)
WA (10°/L
B AR ( 9) 5.21x0. 12¢ 5. 00+0. 09° 9. 69+0. 24"
Lymphocyte count/(10°/L)
4 (10°/L
BAI R ( N ) 1.50+0. 44¢ 0.93+0. 32° 0.04+0.01™
Monocyte count/ (10°/L)
PR 45 L/ %
A ‘Hﬂﬂﬁﬁtt . 63.9+1. 75" 46. 40+3. 25 37.87+4. 48"
Neutrophil percentage/%
i 7 y:
Eﬁﬁ.lrék*i.'mﬂ@ﬁﬁtk/% 1.41+0.09 0.93+0. 12 1.08+0. 13
Eosinophil percentage/ %
i g e/ %
I EL AL St 9% 27.75+1.71™ 44.47+4. 12 60. 88+4. 46™
Lymphocyte percentage/ %
E S/ %
HRAE 5t % 7.74+1.99° 8.20+2. 43¢ 0.20+0. 10™
Monocyte percentage/ %
é é > LK 12
ELANHI B (10 /le 5.74+0. 62 6.05+0. 31 5.29+0.23
Red blood cell count/(10"/L)
FaR WEE/ (g/L
MLETER HAR L/ (¢/1.) 126. 67+11.37° 132.33+7.77° 111. 00£5. 20"

Hemoglobin concentration/ ( g/L.)
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&R3
LR A 3 A - - -
Blood routine indexes Apokl ApoE Wi
341414 /1L
LAY 69. 50+2. 72 68.77+3.97 69.67+1. 88
Mean corpuscular volume/{L
SV 4T 4 y =
PEJELANL LS 3 7 6 22. 07:0. 40 21.83x1. 10 21.03:0. 21
Mean corpuscular hemoglobin/pg
XA LT AN M £ 8 RS/ (/L) . . W
Mean corpuscular hemoglobin concentration/ (g/L) 317.67x7.23 318.00+3. 61 301.33=10.21
ZLA0ML o3 A1 TE AR S R A %o
Red cell distribution width-coefficient of variation/% 12.300. 60 13.00=1.08 14.700. 35
LLANAL 531 8 BEAR 22/ L
) .87+1. .00+0. 92 40. 80+0. 1
Red cell distribution width-standard deviation 33.87+1.78 35.00£0.9 0. 80£0. 17
414 Y23/
ELAE Ltf&//‘? 39.77+3.01 41.57+2.20 36. 87+0. 60
Hematocrit/ %
IR (10°/1
e 9 ) 412. 67+92.96° 336.33+64. 47° 597.00+82. 31"
Platelet count/(10°/L)
SEX I MRV AL . b
Mean platelet volume/fl. 5.63x0. 31 5.47+0. 32 37+0. 06
M/ N 5347 S BE
15. 03+0. 15. 07+0. 14.87+0. 1
Platelet distribution width 3. 030.06 3. 070.06 87+0.15
MR L2/ %
Thrombocrit/ % 0.23+0. 04 0. 19+0. 04 0.32+0. 04

.5 ApoE™ " HiLL,*P<0.01; 5 ApoE™ #HLL,"P<0.01; 5 WT At P<0. 01
Note. Compared with ApoE™"~, *P<0.01. Compared with ApoE*~, "P<0.01. Compared with WT, °P<0.0l.
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Note. Compared with ApoE™~, ** P<0.0l.

Figure 4 Comparison of four blood lipid parameters (n=6)
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Note. Vascular endothelial cells (black arrows) , subintimal deposition of foam-like substances (red triangles) , along with mononuclear cell

infiltration (yellow arrows).

Figure 5 Histopathological examination of cardiac tissues in ApoE™" rabbits and New Zealand rabbits ( WT)
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