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Effect of Ginkgolides injection on the inflammation level
of tMCAO mice
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[ Abstract] Objective To study the protective effect of Ginkgolide injection on cerebral ischemia injury
in tMCAO mice,and explore its protective mechanism.Methods (1)The tMCAO mice model was prepared with
C57BL/6 mice.After ischemia for 1 h and reperfusion for 1h,Ginkgolide injection (3.5mg/kg,i.p.,bid) was given.
Neural function evaluation was done 24h after ischemia-reperfusion.The volume of cerebral infarction was measured
by TTC method and the moisture content of the brain tissue was measured by dry-wet weight method,so as to evaluate
the protective effect of Ginkgolide injection on nerve injury in tMCAO mice (2) 1h after ischemia-reperfusion
Ginkgolide injection (3.5mg/kg,i.p.,bid) was given to the tMCAO mice.24h after ischemia-reperfusion,the brain tissue
of the cerebral ischemic penumbra region were taken,RNA and tissue protein were extracted.Real-time PCR method
was used to detect the mRNA level of inflammatory factors such as IL-1f. TNF-a. IL-18. IL-6. IL-12 and
inflammatory corpuscles such as NLRP1. NLRP2. NLRP3. AIM2.Western Blooting method was used to detect
the protein level of inflammatory factors and corpuscles such as NLRP3, NLRP2. AIM2. pro-IL-1B. IL-1B. pro-
Caspase 1. Caspase 1.So as to evaluate the effect of Ginkgolide injection on inflammatory factors and corpuscles
in tMCAO mice.Results (1) Ginkgolide injection can significantly improve the neurological symptoms,reduce the
volume of cerebral infarction and improve brain edema in tMCAO mice.(2) Ginkgolide injection can significantly
inhibit the increase of mRNA level of IL-1B,TNF-a,IL-18,IL-6 and IL-12,the increase of inflammatory corpuscle
mRNA level of NLRP1,NLRP2,NLRP3,AIM2,the level of inflammation related proteins,the conversion from pro-IL-
1P to IL-1P and the conversion from pro-Caspase 1 to Caspase 1 in tMCAO mice.Conclusion Ginkgolide injection
has the effect on the treatment of ischemic stroke and its possible mechanisms include inhibition of inflammatory
cytokines and inflammatory corpuscles.

[ Key Words] Ginkgolide injection;Stroke;Cerebral ischemia reperfusion injury;Neuroprotection;Inflammatory
factors;Inflammation level
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JAPAN; HLJK5HLH 250, miniprotein-III wet transfer unit,
Bio-Rad, Hercules, California, USA; 4 BRI
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i 5k 1L P E 9 JR 72 hak L BE ALIE 6 /N B HE 4T Real -
time PCRAGIM . HUA4 777k F1.5.2.3. BURZHZL10 mghi A500
ul Trizol (Invitrogen Life Technologies, USA) Jg F4141%)
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B05 min, WFF EIE, BT RS min, JUIELLS ul RNase
Free ddH,O% fi#, H{2ulffilNanoVue (GE) 46 EE
SCMmRNAJKE, 5284500 ng/ul. WiEk 52K flTaKaRa
Master Mix CKIEFAEY T REFRMNEG, REREMT
WIF: 37°C15 min (RIFEFRPD , 85CS s (RFERMGH
JAG ) . SYBR GREEN PCR 3 254 79:95°C 10 min,
95°C15 s for 40 cycle, 60°C60 s.

SIMFHIIR: GAPDH sense AACGACCCCTTCATTGAC

Antisense TCCACGACATACTCAGCAC

IL-1p  sense TCATTGTGGCTGTGGAGAAG

Antisense AGGCCACAGGTATTTTGTCG

TNF-0. sense CATCTTCTCAAAATTCGAGTGACAA

Antisense TGGGAGTAGACAAGGTACAACCC

IL-18 sense ACTGTACAACCGCAGTAATAC

Antisense AGTGAACATTACAGATTTATCCC

IL-6 sense GCTACCAAACTGGATATAATCAGGA

Antisense TTCTGGAGTACCATAGCTACCTGG

IL-12 sense GCCAGGTGTCTTAGCCAGTC

Antisense CAGATAGCCCATCACCCTGT

NLRP1 sense ATTTTGTGGCCCTCCAAGA

Antisense CCATGTTGCCCACTTTCAA

NLRP2 sense AACACTGAGCCTGAAACACTTGGA

Antisense CAGTTCAGTGGAGTGATGGAGCA

NLRP3 sense TGCTCTTCACTGCTATCAAGCCCT

Antisense ACAAGCCTTTGCTCCAGACCCTAT

AIM2 sense CACCCTCATGGACCTACACTA

Antisense CGTTGTTAGTAAATCAGCAGTTCT
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AE0S PR MC A ORI AL /N R TE SE AR AR
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215 7 (mg/ke) W (D WEEEZEAR (mm®)
T A Xof R ¢ 15454
FRA IS 3.5 8 27.41:4.0**
S
flcik i 2= 4.25 8 31.0+2.7**
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A (75.610.6) %, BAMEIKMATIE 73.5% (P<0.05) ; &k
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SRS P YR S 35 8 75.640.6
ik 22 425 8 757407
i SiREXRRAEML, *P<0.05,
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K ZLZANLRP1. NLRP2. NLRP3. AIM2# B T- A 4145 5l
FHm201.6 5. 3.76%. 3965 F1.96%5. 45 THLA P BevE ot
WG, & SRR IMEKFE B MCAORBL B 41K, NLRP1.
NLRP2. NLRP3. AIM2%5IFEAK 1713.5% 59.3%. 53.8%
525.8%. #&7~, ARA P EEE S A0 M C A O B fir £
NLRP1. NLRP2. NLRP3#JE/MEMRNAKEFI i, H
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5 1 D 25 Rl
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T I Mcaommn AL

e
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o h vl ¢ 3
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NLRPI NLRP2

NLRP3

E SEFARAMEE, *P<005, *P<0.01; SEAKIRAMLL,
#P<0.05, ##P<0.01

B3 RERBNESRXHMCAOIREY NFAAE/MEMRNAZK I S0

AIM2

2.2.3 M R SHBOHMCA O/ B 2F 52 X i 2H 2R 4 i

TR KPR
WE4FTR, BERFRAML, EAaPRET, RENE
TSRO /N U INLRP3. NLRP2. AIM2. pro-IL-1p#i
IL-1B. pro-Caspase 1#1Caspase 155 /K FTEM; tMCAO
R S5 B 5 X 4 ZINLRP3 . NLRP2. pro-1L-1BFIIL-
1B+ pro-Caspase 1fllCaspase 15 (AR IALFH T, AIM2
T RAR, 45 T R N R AR B T HINLRP3
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tMCAO  — - + +
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Az S — 39kD3
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pro-IL1p | R S . — 34kDa

By ———
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MUEE. (1) FEMMSR /B REESG R . BRI R, %
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Caspase 1.
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