E AR E ¥ 4% 2019 £ 5 A% 40 %% 10 # Int ] Lab Med.May 2019, Vol. 40,No. 10 o 1227

W - AR
MFREERE hs-CRP #1 IL-6 ERIEMERXBEFHHSRIERE XM

BAEFE, i%ﬁé‘,fﬁﬁﬁﬁ‘,#rﬂ%ﬂﬁ?
EREC LT RERERAZ AR, FEGT 810012;2. 3T P ERAFZ AA, T TFm 110000)

i E:HE R hFEKEADPN) 248 C L% § (hs-CRP) o & 2 o/~ % -6 (1L-6) 5 2 & fm A2 5t
R E R E RB T REGTAMNAL, ik RB20155F9 AE206F 11 AFHELES T REHAE
Feig 7 e B AR st &4 110 BIAE A B R 2T & ARBERIF EB T & H AT A R @R <5 cm’ 38 4],
5~man%@a>mcm3Mﬂ&gﬁT%%%%%%m+¢zﬁwm$$ﬁﬁ$z 37 48, P E 43 4, &
JE 306, TaFaE7E 1L RAALAAMNEEH ADPN hs-CRP F# 11-6 K -F . 45 B 84 ARk & 46 1)
Ak kB2t B8 28, ) 2 ADPN hs-CRP.IL-6 /K F, ik & 2087 % #F % ADPN ., hs-CRP.1L-6 &K F, b4k & B
58 & &6 7 e ik ADPN hs-CRP.IL-6 # ) & T AL, 5 3 47 MESSS 5 #2375 ADPN . hs-CRP.,11.-6 # 48 % %
Mo &R WAL EF e iF ADPN K-F o 4K T4 B2 B4, hs-CRP.IL-6 K-F ¥ 8 2 & T4 s B, £ ¢
A %t 5 &L (P<<0.05); iR b @ AR A K R AR = & a%mm ADPN K - # 1%, hs-CRP.IL-6 K4 % ,

ERHALITFENL(P<0.05), 2HRBELEELZEF T 551 AZLAR hs CRPIL-6 K- FHH R G
Tk BT B4, ADPN KT 556 1 AN f"w&ﬂé%ﬁﬂﬁéﬂ,mﬁﬁ INPARREEH TRESBUE, ZFHA%

3 &L (P<<0.05), MESSS 5 ADPN £ #i48% (r=—0.367,P<C0.05), 5 hs-CRP.1L-6 £ E48 % (r=
0.239.0.217,P<<0.05), £ & ADPN hs-CRP fo IL-6 7T K ik 20 mAR 70 % H 09K & 2 A H £ 1L, T
%%ﬁ%ﬂﬁé%%ﬁmmﬁo

K@ EMRK; BAEL; KE; CREEAOMR:; a@i %6

DOI:10. 3969/j. issn. 1673-4130. 2019. 10. 018 B %4 E S R743. 33;R446. 61

NEHS:1673-4130(2019)10-1227-05 XEKFRIZFAD : A

Dynamic expression and significance of ADPN,hs-CRP and IL-6 in acute cerebral infarction
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Abstract: Objective To investigate the relationship of ADPN,hs - CRP and 1L-6 and the occurrence and
development of acute cerebral infarction and predictive value of illness. Methods A total of 110 patients with
acute cerebral infarction in the hospital from September 2015 to November 2016 were selected as the research
object and grouped according to the state of the illness before treatment,infraction size: 38 cases were less
than 5 cm®, 38 cases were between 5—10 cm’,and 34 cases were more than 10 ecm’. 47 cases were mild,43 ca-
ses were moderate and 30 cases were severe. The levels of ADPN,hs - CRP and IL - 6 were determined before
treatment,one week after treatment and one month after treatment by MESSS assessment. Simultaneously,46
participants, who took physical examination,were selected as healthy control group to detect the levels of AD-
PN, hs-CRP and IL-6. The levels of ADPN, hs-CRP and IL-6 in all the group were compared, the dynamic
changes serum ADPN,hs-CRP and I1.-6 of the patients with acute cerebral infarction after treatment,and the
correlation analysis was conducted on serum ADPN, hs-CRP and 11.-6 by MESS. Results The serum ADPN
level of patients with cerebral infarction was significantly lower than that of the healthy control group,and the
levels of hs-CRP and 11.-6 were significantly higher than those of the healthy control group, with statistically
significant difference (P<C0. 05). The serum ADPN levels dropped and the levels of hs-CRP and IL.-6 increased
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with the increase of infraction size and severity of illness, the difference showed statistical significance (P<C
0.05). The levels of hs-CRP and IL.-6 in the acute cerebral infarction group were significantly higher than
those in the control group before treatment,one week after treatment and one month after treatment, while the
levels of serum ADPN in the acute cerebral infarction group were obviously lower than that in the healthy con-
trol group one week after treatment,and higher than that in the healthy control group one month after treat-
ment, the difference had statistical significance (P<C0. 05). There was a negative correlation between MESSS
and ADPN, (r=—0.367,P<0.05) and there was a positive correlation between MESSS and hs-CRP and IL-

6 (r=0.239,0.217,P<0. 05). Conclusion

Serum ADPN, hs-CRP and IL-6 can reflect the state of the acute

cerebral infarction and dynamic changes,with predictive value for the development of disease.
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