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ABSTRACT Objective: To investigate the effect of Ginkgo biloba dropping pills combined with rosuvastatin on elderly patients
with coronary heart disease. Methods: Selected 75 cases of elderly patients coronary heart disease with coronary heart disease who were
treated in our hospital from August 2017 to December 2019, divided into two groups randomly. The control group was treated with rosu-
vastatin, and the observation group was treated with ginkgo leaf drop pills combined with rosuvastatin. LVEDd, CO, LVEF, serum levels
of IL-2, P-selectin and TNF-a were compared between the two groups. Results: The effective rate of the observation group was 95.49 %,
which was significantly higher than 71.05 % of the control group (P<0.05). After treatment, the two groups had significant levels of fib-
rinogen, whole blood high shear viscosity, red blood cell aggregation index, whole blood low shear viscosity, maximum platelet aggrega-
tion rate, plasma viscosity, LVEDD, serum IL-2, P-selectin, and TNF-« levels Decrease (P<0.05), and the observation group was signifi-
cantly lower than the control group, CO and LVEF were significantly increased (P<0.05), and the changes in the above indicators of the
observation group were better than those of the control group (P<0.05). Conclusion: Ginkgo biloba dripping pills combined with rosuvas-
tatin can effectively inhibit the inflammatory reaction in elderly patients with coronary heart disease, improve hemorheology, and restore
the heart function of patients.
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LS AL RAT R [95.49 %(35/37)], W1k 5 T % 41
[71.05 %(27/38)], Wi} HA 2% 5(P<0.05), 1L 1.

F 1 PR L [51(%)]
Table 1 Comparison of the effect between two groups [n(%)]

Groups n Effective Valid Invalid The total effect rate
Control group 38 16(42.10) 11(28.95) 11(28.95) 27(71.05)
Observation group 37 21(56.76) 14(37.84) 2(5.41) 35(94.59 )*

Note: Compared with the control group, *P<0.05.
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Table 2 Comparison of Hemorheology related indexes between the two groups (xt s)

Whole blood Whole blood Maximum
) Erythrocyte L
o high shear ; low shear platelet Plasma viscosity
Group Fibrinogen (g/L) . . aggregation . . .
viscosity d viscosity aggregation rate (mPaos)
index
(mPaos) (mPaos) (%)
Control group ~ Before treatment 4.79¢ 0.63 5.99+ 1.38 5.09% 0.63 8.25+ 0.76 7442+ 11.15 4.04+ 0.67
(n=38) After treatment 3.62+ 0.45# 4.72+ 1.05% 439+ 0.57* 6.73+ 0.52* 63.39+ 11.82° 2.59+ 0.417
Observation Before treatment 4.78+ 0.65 597+ 1.26 5.04% 0.65 8.24+ 0.79 75.54+ 12.37 4.05+ 0.63
group(n=37)  After treatment  3.23% 0.34%" 3.22+ 0.75%* 3.02+ 0.31% 525+ 0.34*% 5726+ 10.31%  2.05% 0.17*

Note: Compared with the control group, *P<0.05; compared with before treatment, “P<0.05.
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Table 3 LVEDd, CO and LVEF were compared between the two groups (xt s)

Groups LVEDD(cm) CO(L/min) LVEF(%)
Before treatment 5.92+ 0.67 2.79+ 0.45 37.24% 2.65
Control group (n=38)
After treatment 4.63% 0.54 4.22+ 047" 44,131 3.34%
Observation group Before treatment 5.93+ 0.68 2.78+ 0.50 38.13+ 2.78
(n=37) After treatment 3.72% 0.46% 5.16+ 0.68*" 50.29% 4.57*"

2.4 WAME IL-2,P iE3FEZE  TNF-a 7k FE3tLE
VRIT R PRALAY LTS IL-2 P 3% $: %  TNF-a 7K i B#AIK

(P<0.05), HWEZLZHAYIMIE IL-2 P $EFEZ  TNF-a /KF- B A
TX} R ZH (P<0.05), W35 4.

% 4 WAMTE IL-2.P #EFE TNF-o KEIFLE (Gt 5)

Table 4 Comparison of serum IL-2, P-selectin and TNF - « levels between the two groups (xt s)

Groups IL-2 (ng/mL) P-selectin (ng/L ) TNF- o (ng/mL)
Before treatment 6.17+ 1.34 42.29+ 10.17 2.59+ 0.43
Control group (n=38)
After treatment 427+ 1.03* 35.27+ 5.46" 1.93+ 0.24*
Observation group Before treatment 6.19+ 1.58 41.96% 11.38 2.57+ 0.46
(n=37) After treatment 3.19% 0.54% 24.17+ 3.59% 1.64+ 0.13**
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