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ABSTRACT Objective: To analyze the possible risk factors of progressive ischemic stroke prognosis. Methods: 98 progressive is-
chemic stroke patients were selected and according to the recurrence, the patients were divided into the recurrent group and the non re-
current group. Then the relationship between recurrence and secondary prevention was analyzed. The patients in the non recurrent group
were divided into the good prognosis group with mRS score from 0 to 2 and bad prognosis group with mRS score from 3 to 5. Then the
relationship between prognosis and risk factors at 1%, 3™ and 6th month post discharge were analyzed. Results: The recurrent rate of the
progressive ischemic stroke patients was 10.2%(10/98) in six months. Compared with the recurrent group, the patients in the non recur-
rent group continued to use secondary prevention medications such as anti-hypertensive drugs, antidiabetes drugs, antiplatelet drug and
lipid lowing drugs post discharge, and the difference was statistically significant (P<0.05). In non recurrent group at 1%, 3™ and 6™ month
discharged, the levels of white blood cell count, LDL and glucose were correlated with prognosis (P<0.05). According to the multivari-
able logistic regression analysis, the levels of white blood cell count, LDL and glucose were the risk factors of poor prognosis at 1* month
post discharge, the levels of white blood cell count and glucose were the risk factors of poor prognosis at 3 month post dis- charge, and
the levels of LDL and glucose were the risk factors of poor prognosis at 6™ month after discharge. Conclusions: Secondary prevention is
good for reducing the recurrence rate of progressive ischemic stroke. The levels of white blood cell count, LDL and glucose are the risk
factors of progressive ischemic stroke prognosis. The higher levels of white blood cell and LDL and glucose might be the main risk fac-
tors of poor prognosis.
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Table 1 Relationship between recurrent rate and secondary prevention medication in PIS patients

Numbers of case Percentage(%) Recurrent
Use of preventive drugs P value
All Recurrent ~ Non-Recurrent All Recurrent Non-Recurrent rate(%)
Antihypertensive drugs 53 6 47 0.036*
Yes 39 2 37 73.58 33.33 78.72 5.13
No 14 4 10 26.42 66.67 21.28 28.57
Hypoglycemic drugs 45 4 41 0.04*
Yes 34 1 33 75.56 25.00 80.49 2.94
No 11 3 8 24.44 75.00 19.51 27.27
Antiplatelet drugs 98 10 88 0.013*
Yes 74 4 70 75.51 40.00 79.55 541
No 24 6 18 24.49 60.00 20.45 25.00
Lipid lowing drugs 98 10 88 0.035*
Yes 62 3 59 63.27 30.00 67.05 4.84
No 36 7 29 37.73 70.00 32.95 19.44

Note: compared recurrent group with non-recurrent group, P<0.05.
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Table 2 Comparison of clinical data between bad prognosis group and good prognosis group at 1st month

Bad prognosis(n=40) Good prognosis (n=48) P value
WBC account 0.01*
< 9.15 10 36
>9.15 30 12
MPV# 7.55(6.34,9.69) 7.11(5.9, 7.85) 0.23
Administration NIHSS score 0.31
<3 26 36
>3 14 12
Cholesterol 0.72
<3.35 4 5
3.35-5.71 21 27
>5.71 15 16
Triglyceride 0.27
<0.48 4 6
0.48-2.25 28 37
>2.25 8 5
LDL 0.02*
<138 10 33
>1.8 30 15
HDL 0.41
<1.03 21 20
1.03-1.55 12 19
>1.55 7 9
Blood glucose 0.03*
3.9-6.1 18 36
>6.1 22 12
HCY 0.14
<20 17 28
>20 23 20
FIB 0.40
<1.8 3 8
1.8-3.5 25 27
>3.5 12 13

Note: compared good prognosis group with bad prognosis group, P<0.05.
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Table 3 Logistic analysis of prognosis of non-recurrent patients one month after discharge

95% C.1
P OR
Lower limit Upper limit
LDL 0.008* 4.496 1.479 13.671
GLU 0.033* 3.329 1.102 10.057
WBC account 0.003* 5.175 1.731 15.466
Constant 0.001 0.001

Note: compared good prognosis group with bad prognosis group, P<0.05.
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Table 4 Comparison of clinical data between bad prognosis group and good prognosis group at 3rd month

Bad prognosis(n=33) Good prognosis (n=55) P value
WBC account 0.001*
< 9.15 7 39
>9.15 26 16
MPV# 7.59(6.49, 9.74) 7.05(5.84, 7.86) 0.134
Administration NIHSS score 0.117
<3 20 42
>3 13 13
Cholesterol 0.529
<3.35 3 6
3.35-5.71 17 31
>5.71 13 18
Triglyceride 0.960
<0.48 4 6
0.48-2.25 24 41
>2.25 5 8
LDL 0.002*
<18 9 34
>1.8 24 21
HDL 0.833
<1.03 16 25
1.03-1.55 11 20
>1.55 6 10
Blood glucose 0.001*
3.9-6.1 13 41
>6.1 20 14
HCY 0.409
<20 15 30
>20 18 25
FIB 0.836
<1.8 3 8
1.8-3.5 21 31
>3.5 9 16

Note: compared good prognosis group with bad prognosis group, P<0.05.
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Table 5 Logistic analysis of prognosis of non-recurrent patients three months after discharge
95% C.1
P
Lower limit Upper limit
GLU 0.006* 4.398 1.527 12.673
WBC account 0.000* 8.902 3.028 26.172
Constant 0.000 0.001
Note: compared good prognosis group with bad prognosis group, P<0.05.
*6 HEEANPAAELEEFREHETERIFAIRKZRLEER
Table 6 Comparison of clinical data between bad prognosis group and good prognosis group at 6th month
Bad prognosis(n=23) Good prognosis (n=65) P value
WBC account 0.003*
<9.15 6 40
>9.15 17 25
MPV# 8.04(6.32,9.78) 7.16(5.95, 8.13) 0.154
Administration NIHSS score 0.241
<3 14 48
>3 9 17
Cholesterol 0.547
<3.35 3 6
3.35-5.71 10 38
>5.71 10 21
Triglyceride 0.405
<0.48 4 6
0.48-2.25 16 49
>2.25 3 10
LDL 0.011*
<18 6 37
>1.8 17 28
HDL 0.825
<1.03 10 31
1.03-1.55 9 22
>1.55 4 12
Blood glucose 0.002*
3.9-6.1 8 46
>6.1 15 19
HCY 0.712
<20 11 34
>20 12 31
FIB 0.879
<1.8 3 8
1.8-3.5 13 39
>3.5 7 18

Note: compared good prognosis group with bad prognosis group, P<0.05.
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Table 7 Logistic analysis of prognosis of non-recurrent patients six months after discharge

95% C.1

’ Lower limit Upper limit
LDL 0.04* 3.378 1.057 10.799
GLU 0.009* 4.439 1.453 13.557
Constant 0.001 0.002

Note: compared good prognosis group with bad prognosis group, P<0.05.
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