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[ ABSTRACT ] Aim To investigate the distribution and histopathological features of cerebral artery stenosis in pa-
tients with abnormal serum immunoglobulin E(IgE) and unknown etiology. Methods From March 2013 to October
2015, 35 cases of serum-immunoglobulin E level in young ischemic stroke adults with unknown etiology of abnormal IgE in
our hospital were prospectively collected.  The patients were divided into IgE normal group (18 cases) and IgE abnormal
group (17 cases)according to the level of IgE. Tt observed inflammatory cells infiltration and mast cells by HE staining
and toluidine blue staining respectively and determined the expressions of matrix metalloproteinase-9( MMP-9) , monocyte
chemotaxis protein-1 (MCP-1) and serum IgE by immunohistochemistry. Results The number of cerebral artery ste-
nosis was 31 in the IgE normal group, and it was 36 in the IgE abnormal group. The distribution of stenosis showed that
the narrow lesions of two groups was concentrated in the middle cerebral artery and internal carotid artery. There were 3
cases with outer membrane inflammatory cell infiltration( 16.67% ) in the IgE normal group, and it was 11 cases (64.71%)
in the IgE abnormal group. There was significant difference between the two groups (P=0.004). Compared with IgE
normal group, the mean optical density of MMP-9 and MCP-1 in IgE abnormal group were higher(P=0.034, 0.02).
Conclusion Abnormal serum-immunoglobulin E level in young ischemic stroke adults with unknown etiology should focus

on the possible presence of inflammatory vascular disease.
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Figure 1. DSA images of pathological changes in young is-

chemic stroke patients with unknown etiology
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*1. MEBEGKRIHLE
Table 1. Comparison of clinical data between two groups

of patients

Wil IgE IEW 4 IE W4 PH
n 18 17
W (%) 33.2+7.3 32.1%6.4  0.593
BB %) ] 12(66.67)  10(58.82)  0.631
SR B (%) ] 2(11.11) 5(29.41)  0.176
BMI 23.3+2.6 23.9+3.1  0.328
LR B1(%) ] 1(5.56) 1(5.88)  0.632
g I [ (%) ] 0(0) 1(5.88)  0.939
WEPRIE B (%) ] 1(5.56) 0(0) 0.109
TIA/CL(5]) 5/13 4/13 0.774
AL (AN) 31 36
MCA[ 4™ (%) ] 9(29.03) 15(41.67)) 0.282
ACA[ (%) ] 3(9.68) 1(2.78)  0.235
PCA[ (%) ] 5(16.13) 3(8.33)  0.327
ICA[ (%) ] 6(19.35) 6(16.66)  0.775
VAL (%) ] 5(16.13) 3(8.33)  0.327
BA[1N(%) ] 3(9.68) 2(5.56)  0.522
CCA[ (%) ] 0(0) 4(11.11)  0.056
ECA[™M(%) ] 1(3.23) 2(2.56)  0.646
AR (%) 65.8+20.7  68.4%22.5  0.653

MCA Ry R sk, ACA R KIGHT Ik, PCA KI5 sk, ICA

FNBIRK, VA IHESIK, BA £ F bk, CCA Sy 8LE Bk, ECA
HHPERK

£ -5 e A SR T AE S H B4R (x200) 5B .C O IgE S 4L,

Figure 2. Hematoxylin-eosin staining of temporal artery( x200, x400)
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Figure 3. Immunohistochemistry of MMP-9, MCP-1 and IgE in temporal artery
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Table 2. Result comparison of various staining in the two group
— . L SR A0 352 1 P R HER At & MMP-9 MCP-1
) [H1(%) ] (mm) (M) A e (E
IgE 1IEH 2 18 3(16.67) 0.23+0.06 2.9+1.6 18.23+9.64 4.26£2.55
IgE S 17 11(64.71) 0.23+0.07 3.7+2.2 27.58+15.16 9.31+4.68
P 0.004 0.248 0.275 0.034 0.002
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