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Serum PDGF-B/ PDGFR} level and intervention in elderly patients

with non ST-segment elevation myocardial infarction
ZHAO Yuan-yuan, YU Jun-min, ZHANG Xiao-bo, LI Da-he, SHEN Wei-wei
Department of Geriatrics, Fourth Affiliated Hospital of Harbin Medical University, Harbin, Heilongjiang 150001, China
Corresponding author: YU Jun-min, E-mail: yjmvipl @ 163. com
Abstract: Objective To observe the levels of serum platelet-derived growth factor (PDGF)-B and its receptor platelet-
derived growth factor receptor ( PDGFR) B in elderly patients with non ST-segment elevation myocardial infarction
(NSTEMI) and the intervention effect of irbesartan on them. Methods  Sixty elderly NSTEMI patients admitted in
Geriatrics Department of Fourth Affiliated Hospital of Harbin Medical University from April to September in 2015 were
selected. Thirty patients who couldn’t take irbesartan for various reasons were served as conventional treatment group, and
the rest were served as drug group. The therapies of improving the blood supply, antiplatelet, anticoagulation, lipids-
modulating, etc were given in all groups, and irbesartan (150 mg/d) was added on the basis of the above treatment in
drug group. The patients in both two groups were treated for 2 weeks. The samples of fasting venous blood at the first day,
1-week, 2-week after admission was collected to detect the levels of serum PDGF-B and PDGFRB by enzyme-linked
immunosorbent assay (ELISA). Results There were no significant differences in PDGF-B and PDGFR levels at the first
day on admission between two groups. PDGF-B and PDGFR levels at 1-week after admission were significantly higher than
those at the first day and 2-week after admission in both two groups(all P <0.05) , and they were also significantly higher
at 2-week after admission than those before treatment (all P <0.05). (2)PDGF-B and PDGFRp levels at 2-week after
admission in drug group were significantly lower than those in conventional treatment group (all P <0.05). Conclusion
Serum PDGF-B and PDGFR levels rise and reach the peak in the first week and can decrease by the intervention of
irhesartan for 2 weeks in elderly NSTEMI patients.
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FEAEY) 26, PDGF K PDGFR 1E A 24 ffd X AT LA
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0.05) . %5 1 Em M4 PDGF-B . PDGFRB /K52 | 7f
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#EM PDGF-B . PDGFRB /K F T &5 I vb 30 2 3% MI
Ja DA 4tk iy n el 2 —

1 HEAL RO 40 I 58 T2 20 77 3 v ) [a) 21
4 — JMAET R BBk Eh N R L A 4EfbiE R T
O WUZR B FE TR 2 O LR AR 035 S 27 Ak,
WG — I, S IE I T PR R A R L
WA A A o AR AW EE BT DLV 3 A2 o
WLEF AL IR T~ PDGF [ 5200, AT AR 4700 ol PR R
FORIFST , JE D10 HE AT 7 A2 0 6 Ak 5 R 3R 2o Sk i
W 5 WA R 95 1A PR L B 7 PR R A, RN TE A T
ULYbIE AT fdE NSTEMI B 1% f TGF-B1 ., HGF /K -

2 E M, BT 0 WL S fb i & T TGF-BI
HGF 5 PDGF-B/PDGFRP {553 i =2 [A] & 75 f£ 7F 5%
M IRAS TR . TS REA S /N RSB )
58, JE DL YP X MI B I 5 44U PDGF-B.
PDGFRB 520 & 75— B Tk — 2 85T .
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