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[ Abstract] Objective To investigate the correlations of plasma levels of OPN and FIB with degree of nervous
functional defects and prognosis in patients with acute cerebral infarction. Methods From August 2017 to March 2018, a total
of 150 patients with acute cerebral infarction were selected as case group in the Department of Neurology, the Affiliated Hospital
of Chengde Medical University, and they were divided into A1 group [ with mild cerebral infarction ( NIHSS score less than
5) , n=87 ] and A2 group (with moderate or severe cerebral infarction ( NIHSS score equal or over 5) , n=63 ] according
to NIHSS score, into B1 group [ with good prognosis ( mRS score equal or less than 2) , n=104] and B2 group [ with poor
prognosis ( mRS score over 2) , n=46] according to mRS score; meanwhile a total of 100 volunteers admitted to this hospital
for physical examination were selected as control group. Serum levels of OPN and FIB were compared between control group and
case group, between A1 group and A2 group, between Bl group and B2 group; Spearman rank correlation was used to analyze
the correlations of plasma levels of OPN and FIB with NIHSS score and mRS score in patients with acute cerebral infarction;

ROC curve was drawn to evaluate the predictive value of plasma levels of OPN and FIB on degree of nervous functional defects
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and prognosis in patients with acute cerebral infarction. Results Plasma levels of OPN and FIB in case group were statistically

significantly higher than those in control group ( P<0.05) . Plasma levels of OPN and FIB in A2 group were statistically

significantly higher than those in A1 group ( P<0.05) . Plasma levels of OPN and FIB in B2 group were statistically significantly

higher than those in B1 group ( P<0.05) . Spearman rank correlation analysis results showed that, plasma level of OPN and
FIB was positively correlated with NIHSS ( r, was 0.480 and 0.497, respectively ) and mRS score (r, was 0.387 and 0.352,
respectively ) in patients with acute cerebral infarction, respectively ( P<0.05) . ROC curve showed that, AUC of plasma

OPN level in predicting degree of nervous functional defects and prognosis was 0.724 and 0.726 in patients with acute cerebral

infarction, respectively, that of plasma FIB level was 0.714 and 0.711, respectively. Conclusion Plasma levels of OPN and

FIB are positively correlated with degree of nervous functional defects and prognosis in patients with acute cerebral infarction,

both plasma levels of OPN and FIB can predict the degree of nervous functional defects and prognosis to some extent.
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1.2 1% OPN il FIB ZK-EAGIN i X HRAL 204 T
A K AR BB T A B 5 55 2 KAz i
ki 3 ml, P& T4 MR (EDTA) $usEss
3000 r/min 0> 15 min, PFHULNEIFET -80 CokAf
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IR F PR UL B HEA T, R H AR Sysmex CA 8000
4= A Sl EEASCRI I 2 FIB 7K.

1.3 PREDRe SRR B PEAL SR NIHSS P48 ik A5 4t
HEHABES | RSBS00 42 57, 1T
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Table 1 Comparison of general information between control group and case group
al o ISP e s, %) BMY e, kg RIS Cn (%) ) BIRASRGS Cn (%) ) BEARSC (%) ) BT n( %))
XHEZH 100 70/30 62.3+11.5 25.8+3.8 64 (64.0) 18 (18.0) 25 (25.0) 33 (33.0)
IGFEFELL 150 11040  61.7+11.3 255+3.8 109 (72.7) 38 (25.3) 48 (32.0) 56 (37.3)
x> (1) {8 0.331 0.420" 0.650" 2.114 1.856 1.422 0.491
P{E 0.565 0.675 0.516 0.146 0.173 0.233 0.483

e BMI= s 5; oh ofH

S



——

.34

BT, SR A mRS PRk AR JE 2 B8 3 & 3 AN H T,
BT S5 r, PR R B T 2E . mRS PRy < 2
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FIB /K P15 2 PR IiiAgisE % NIHSS #F43 . mRS 53941
KMEA BT R H Spearman FRARIC/MT; 23 ROC HHZE L)
TEMIMSE OPN .| FIB K5 2R Bk i 5E £ 5 #h 25 T g it
i RIS BN E . DL P<0.05 2555 4A Gt
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2.1 FGBEFEAL FIXT FEAH 37303 12K OPN ., FIB 7KF- Ebds
I REZELHE 5 5 12% OPN ., FIB /K Vi TXf e, 25
HEitrE L (P<0.05, WE2) .

2 NAISEAAN IR ZIAF K OPN ., FIB KV LEAL (x+5)
Table 2 Comparison of plasma levels of OPN and FIB between control

group and case group

207 % OPN (mg/L) FIB (g/L)

Xof e 100 5.41+2.36 2.84+0.58

JikiFEHE A 150 7.89 +3.82 3.14+ 091
1l 5.799 2.884
PH <0.001 0.004

H: OPN=HHFHEA, FIB=£F4EE AR

2.2 BRI ANAE AT ZH AN R R B AR AT A AR 3 02K OPN
FIB ZKF- b e AU AR AL 4L - & 1K OPN . FIB 7K
P TR, 25 A% E X (P<0.05, U
*3) .,

2.3 PG RFHMBUG A R4 R MIE OPN, FIB /K-
FbE WA R4 F IS OPN, FIB K& TH)E R
W, ZRAasrE L (P<0.05, WE4) .

2.4 HMIFEMESHT  Spearman BRAH T4 R BN, 1L
4 OPN. FIB /K5 S Mot 5 NIHSS ¥4 (r, 43
5174 0480, 0.497 ) . mRS P43 (r, 439314 0.387, 0.352)
BIFME (P<0.05) .
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BLCAUC) 43518 0.724 . 0.726, 13 FIB ZKSE- A&
P F A AE FE P 25 D e B R B RN LS ) AUC 439010
0.714, 0.711 (W5, K 1~2) .
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Table 3 Comparison of plasma levels of OPN and FIB in patients with

different severity of cerebral infarction

251 Bi%  OPN (mg/lL) FIB (g/L)
R AESELH 87 6.61+3.11 2.88 0.69
rhE AU A AE2H 63 9.65 +4.03 3.49 + 1.05
A 5214 4.274
P{E <0.001 <0.001

4 BUR RAFARMBUS A RALEE M2 OPN, FIB /K- UL
(x=s)
Table 4 Comparison of plasma levels of OPN and FIB in patients with

different prognosis

415 ik OPN (mg/L) FIB (g/L)
TilfE RAF4 104 6.89+3.18 2.94 +0.68
N 5| 46 10.13 +4.21 359+ 1.17
E 5.186 3.518
P{H <0.001 0.001
3 iTFig
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N e S EUR B EERRE
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OPN & — P et B UE 2R 1, T K BRI I8 40 i v
BEmbg g v Y L S S as R os, sk
ML N Rz 350 J5 P9 Rz 4 e . SF- 3 AIL4E B 9 OPN mRNA
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Table 5 Predictive value of plasma levels of OPN and FIB on degree of nervous functional defects and prognosis

Hoks M2 D) e BAb R ulR

" AUC 95%CI I AERBE REUE R MR AUC 95%CI AEEWHE REE RRRE R
OPN 0.724 (0.641,0.808) 8.58 mg/.  0.587  0.782 0.732 0.726 (0.632,0.820) 10.01 mg/l.  0.565  0.885 0.787
FIB 0714 (0.630,0.798) 3.03¢/L.  0.683  0.724 0.707 0.711 (0.617,0.804) 3.14¢/L  0.696  0.740 0.727
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Fugure 1 ROC curve for predictive value of plasma levels of OPN and
FIB on degree of nervous functional defects in patients with acute cerebral

infarction
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Figure 2 ROC curve for predictive value of plasma levels of OPN and FIB

on prognosis in patients with acute cerebral infarction
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