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# 1 GK X BMMs 5 AR (n=3, +5)
Table 1 GK's influence on the BMMs proliferation (n=3, % =)
4 (R5% ) it KA R % P
BMMs 0.000 +0.476 -
BMMs+GK (0.1 wM) 0.675 +0.324 0.112
BMMs+GK (1 M) 0.987 +0.324 0.041
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BMMs+GK (10 wM) 2.753 +0.623 0.003
BMMs+GK (100 wM) 28.156 +0.935 <0.001
ExRAL S, GKWEERT 1w M B, P<0.05,

Compared with the control group, when the concentration of GK was greater

than 1w M, *P<0.05, **P<0.01,

Ginkgetin (0 pM) Ginkgetin (0.1pM)

A Finkgctin (1pM)
Ginkgetin (10pM) Ginkgetin (100pM)
B
50%
. GK-24h
= 40%
=
2 30% - #*
=
‘S 20% -
O 10%
* 3 3k
0% . . . .
N ™ N ™ N
& & & ¢ &
& © & W

# 2 GKXF BMMs 34595200 (n=3,x =s)

Table 2 GK's influence on the BMMs proliferation (n=3,x +s)

415 (45, 24h) A KA % P{H

BMMs 0.000 +0.576 -
BMMs+GK (6.25 wM) 0.876 +0.413 0.099
BMMs+GK (12.5 wM) 4491 +0.577 0.001
BMMs+GK (25 pM) 9.255 +0.577 <0.001

#2423k GK Xt BMMs B4FH A (n=3,y +s)

Table 2 continued GK's influence on the BMMs proliferation (n=3,y +s)

4150 (G, 24h) Yl A KA IR % Py

BMMs+GK (50 pM) 29.409 +0.346 <0.001
BMMs+GK (100 M) 37.471 +0.962 <0.001
SRIRA R, GK WKEEN 625 M Bf, P>0.05,GK HEEKT 1250

M H},¥P<0.05, **¥P<0.01,
Compared with the control group, when the concentration of GK was 6.25
M, P>0.05, when the concentration of GK is greater than 12.5p M, *P<0.05,

**P<0.01.
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Table 3 GK's influence on the BMMs proliferation ( n=3, ; +5s)
415 (o5, 48h) AR H % P1{a
BMMs 0.000 +0.380 -
BMMs+GK (6.25 wM) 1.159 +0.413 0.022 2 = = =
BMMs+GK (12.5 pM) 5239 +0.453 <0.001
BMMs+GK (25 pM) 10.579 +0.462 <0.001
BMMs+GK (50 wM) 26751 +0.462 <0.001 i s =
GK (25aM) GK (50uM) GK (100M)
BMMs+GK (100 wM ) 33.048 +0.399 <0.001
SR, GKHEERT 6.25uM if, *P<0.05, ¥¥P<0.01, F .
50%
Compared with the control group, when the concentration of GK was greater GK24h. 48h. 72h
than 6.25 w M, *P<0.05, **P<0.01. o 40% 7
_ = GK(6.25 nM)
F 4 GK X4 BMMs SRR (n=3,% +s) é 30% - GR(12.5 M)
Table 4 GK's influence on the BMMs proliferation ( n=3,y +s) g e
© 20% GK(50 1M)
45 (4iEE, 72h) M AE KA 3% P = GK(100 uM)
© 10%
BMMs 0.000 +0.346 -
BMMs+GK (625 pM) 2.153 +0.549 0.004 0% -
24h 48h 72h
BMMs+GK (125 wM) 6.963 +0.495 <0.001 ‘
[# 1. GK #H] BMMs (3558 . (a—b) SR BE4AHLL, 0 ~ 0.1 wM GK
BMMs+GK (25 pM 12.277 +0.572 <0.001 N . .
s+GK (25 uM) * X BMMs 38550 & WA /ERA, 1 1. 10 A1 100 w M GK X} BMMs 34754
BMMs+GK ( 100 wM) 37471 +0.962 <0.001 R BTG, B GK MR EEAN4M M 6.25. 12.5. 25. 50 1 100 LM, Enyil

SRHIRALLA, CKHREERT 6.25u M B, *P<0.05, **P<0.01.
Compared with the control group, when the concentration of GK was greater

than 6.25 w M, *P<0.05, **P<0.01.
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