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[(HZE] BH:ARTHFTEHBRSTANE RSB LX2(HSC-LX2) A jg £ K i %, Wit 4 4 b
WLl o Tk fE F 4 AF 7 0% 4T 9 40 3 HSC-LX2 %7 fg, A 20 A8 1T 303k ) £ -8 (CCK8) 3% M = 20 A o " ok 4L,
HHEmEEEE, KA ERGBERAN M (PCR)EREEHEE2ALN [ AREES MAREE A
Fatb b A KB F-B(TGF-B) Wy mRNA fn E A KT, MA BB AR N AWEA B2 TR A A T-F, R 5
kB P4 B R R B K JE AT R 4R AL 3B HSC-LX2 41 i 120 h Xt 4 B A ol 30 4] = 4 5] 14.27%
16.37 #118.67% (P <0.05), #Fif T st Eamp | AREE MDA KEE G mRNA fr & & Kk
FRABAAGHAPEEM(P<0.05), 4P THESIRMES 20 EAHAE G,/M H,% 5% M th 23 v H T,
KRBT EKXE2.69% ,FF R TIEHERERBME(P <0.05), 451847 i 7 9% 5 7% & 3 [ 40 B ) 4 o
M ARt ap A, THIAREZaMNTAEREE A mRNA f1 & & k% K
L T AT B A A AEA
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The anti-fibrosis effect of Shuganning Zhusheye in vitro
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[ Abstract] Objective: To examine the effect of Shuganning Zhusheye on the growth of human hepatic stellate
cells LX2 (HSC-LX2), and to explore its anti-fibrosis mechanism. Methods; The HSC-LX2 cells were treated
with Shuganning Zhusheye and the absorbance of the cells was measured by the CCK8 assay to calculate the cell
proliferation rate. The expression levels of mRNA and protein such as collagen I , collagen I and TGF-B were
detected by fluorescence quantitative PCR and Western Blot. The effect of Shuganning Zhusheye on the cell cycle
distribution and apoptotic rate of HSC-LX2 cell was detected by flow cytometry. Results; Compared to the untreated
group, the inhibition rates of the low, medium and high concentrations of Shuganning Zhusheye on HSC-LX2 cells
for 120 h were 14.27% , 16.37% and 18.67% respectively (P <0.05). The quantitative results showed that the
mRNA levels and the protein expression levels of collagen | and collagen Il in HSC-LX2 cells were lower than
those in the untreated group (P <0.05). Shuganning Zhusheye blocked the cycle of HSC-LX2 cells in G,/M

[HE4THE] BR“TXRHBAHHEETXFAFXHARD (20172X09301022) ;B R A XA F Ao @ L X85 B (81573676) ; A E 8 KA+%
A AFEF B A (81930110)

[EEBN] B22 X MEHREAE, TZANFRFBEMNB RALAEYARENBGHRL ., KA B E:(010)66933392, E-mail : s111900
@163. com,

[EIREHE] 2¥, %, HL, MR, E2RNFLAFLRERERBNE RIS Z IR HBV 3857 TR, B A B35 (010)66933392,
E-mail : liuyan5360@ 163. com, #0778 WA 50 AR, E2NFPHLELRFERTHFHE, KA EE:(010)66933322, E-mail:
pharmacy_302@ 126. com,,

1001 @7
PEHARG 2021 F5530 555 11 5 ‘



Chinese Journal of New Drugs 2021,30(11)

phase and induced the early and late apoptosis of the cells with a maximum apoptosis rate of 2. 69% . And the effect

of inducing apoptosis was concentration-dependent (P <0.05). Conclusion: Shuganning Zhusheye inhibited cell

proliferation by blocking the cell cycle, and promoted the early and late cell apoptosis. At the same time, it down-

regulated the expression levels of mRNA and protein regarding collagen I and collagen I, so as to play an anti-

fibrosis effect.
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JFEF 4k (hepatic fibrosis ) J& JIT JIE 52 £ 48 4F 45 45}
03 R 3R A 4 SR T A A= R 72 S TR v S D 2 1
S5 A L A0 R T (ECM) Y 3 A R fife 2R 251, 7 AR 2T
Y b g AU DU R BT B o Q2R JBTR YT,
REZHUEE T Ref I — 20 K e Jy T RE Ak , 8 T 4 e 7
. B BT A dE AR 0 e BRAL T A 3 Ay
@ £ Fh4n i 7 98 2 5 36 Ak I AL IR 40 i (hepatic
stellate cells, HSC) , 7% 1L 19 HSC 0] %k 4 35 Al #£ 45 |
eI A K R A ECM,ECM (/) £ 2 402 1 R s
FEH (collagen 1 ) 1 T BY ik J5L 2 H ( collagen 1)
@ ECM 43 A a] LLAE i HA Wi D) g 19 7 L -l
A (a-SMA) R L BT 4L . @ IF
£F AL B ik 52 22 b 20 M DXL 1 52 ) 3K 26 40 i
K- B 06 A Y HSC 4300, K 5 38 2ok 5% 43 Wb i 422 ok
E— LA HE HSC 5% A K 34 B, 2 1 Jon sk 21 4 AL /Y
B, Horh TCF-B S 15 ECM & AN 1 i &
BEANMLIA . HSC 2 25 4Efk ECM 1y £ 2k IR,
HEA S B XRB R A HE 7R KK T
= AP et A R E R R
I, #8 ) HSC Al 68 Bl 1 B ALIG 97 IF £ 4E b 19 A
T

0 H AT, B AT T IR i B 4T 4 A Ak
SFEE Y AR, B TR I A R
Ji& , th 2 EIR T T AT Ak 5 T AT A B B, &
JHF 3 T SR U S — b v 24 52 T 1 R, PN B R R IO
BE ¥4 By B 5 MR AR M R R .
B EER IR U A AR B AR R IE R
JEAP I o AT B BF A5 R R WA B
FINT 26 5 2 O AR 0 . HSC B 35 4k 2 BT 2T 4 fb B
BRCE R FR YT, dnAe] 9 2 HSC ) 3 A6 RN 38 BE ©
R BT £ HE AL AIE 5T B #R . A AIE 5 0 T T
VE SRR S Ak 3 HSC-LX2 40 i, W58 4F IF 72 1 4
WORE HSC-LX2 4 it 1 15 78 | J) 400 0 0 T LA KA 56
gy AR IE WS W, O YRR &R TR SRR R Ah
HSC-LX2 4 Jitd A5 5 (1 Bt £F 4k 16 A F B2 AL i 42 41 52
AR
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N B AR 40 L & HSC-LX2, fy & #f B R K 2
B T8 b 5t Ml 3k B e 1 45 2042 28 O i AR 5T &
Ao HI& 10% JiG 28 10 /Y @ B DMEM 15 5% A&
1537 C 5% CO, 1 T W& 8 9% ,0. 25% P il i
AL AR
2 AR

BT 77 T S (5 N Fi A 24 A7 PR 2 w AR
L5 :20190604 ) , 20 1A 70 o B4 R 4 BOH) (B 5 42
BeWy B BRI AR SR B A R Z IR B, 1 mL
T Bk sy & B 4,3,22,5,3.5 g5
0/ L3 b = B DMEM B 5% gk (38 [ Gibeo 23
Al ) s R A ( Promega 2% w]) 5 40 g i %0k A &8
(CCKS8) A& M 357 & ( 80 2E 240 |) ) s RNA $2 30
# (Tnvitrogen 24 W) ) 5 8% 5107 & ( Thermo A ) ) 5
PG 1 IR EHE RSN (PCR) 32500 & [ A6 5 B i i
VA ¥R A BR N 7] ,2 x RealStar Green Fast Mixture
(with ROX) ] 519 & 1 (b5t R — Wi 4 Rk o
FRZN 7 ) ; TGF-B, collagen T, collagen I i 44 ( Pro-
teintech 24 &) ) 5 40 T J&] 301 55 40 MO O AR R &
(BD 2A¥]) o
3 CCKS % # il 4H A 38 58 A = M

Ok A K 1 HSC-LX2 418, 0. 25% i & 11
it PE W42 4, B T & 10% FBS (¥) DMEM 1% 3¢
B R A0 B RO R 2 x 10" - mL T R T 96
fLEEFR MR, B AL 100 w20 M B, J 50 =5 AL AR
1 250 WL PRS-, BT 37°C 5% CO, i Fiid
JER I FRAE T AR S 1 3% 0 B 2h ok 58 A B AR
FEET T T 0 9 WU AF W, A 25 Wk FE AR T 4,8
R 16 pg-mL ™" (I B 90 R 6 6 2 HR AT 30 40F 9 &%
SRR RS R A0 I A7), o B SR FH A
PSRRI, FRAIIIGEE S, & LR A 100 pL
C O 4 1Y &F BT 77 8 S WA B, (A3 e i O 4,8
FI16 g - mL™" A1 L vk JEE fr) X 8 4L 46 1A R



DMEM ¥5 5258, B BE i 3 R AL, B AL &R RS
200 WL, 25974 54 24,48 ,72,96 1 120 h, &4
R 18] 5 5 3 90 W v 15 92 3,10 mmol - L™ PBS PR 4
L2 Yk, I A CCK8 Fil 58 4= 5 77 5 i 1E 4 W (100
pL-AL ) FRERA PSR R 2 h, B R EME,
96 FLAR'E T HEARAL b, 15 K 450 nm, A6
B AL (A) 1 o HRURIC S5 B K B9 0 O B (B IR 1t
TR A0 AR KA 5, A0 A K R (% ) = (52
IRXTHEA] A (B - T W54 A {8 ) /5250 X R4 A
fH x 100% , $E47 3 Y 7 &4 5286
4 ZHBEE RNA 2E

O L &7 W7 1 5 W Ak BES /9 HSC-LX2 40 i A
1 mL Trizol 4b ¥, % W B & 5 min, fiff H 78 5> 24 i
12 000 r-min "' B.0> 5 min, FIHE. @ S A 200 pL
A7 IRGIRA G ZIRACE 15 ming @) 4 °C 12 000
remin T B0 15 ming WHC R KARE 5 — B0 E
o @ MA 0.5 mL RHNERSY, ERlCE S5 ~
10 min, 3 4 °C .12 000 r-min "' &[> 10 min, 3 [ 1E
WL RNA VL FEIR . © MA 75% £, MR 5 5
O BRI, @ 49C 8000 r-min ' &Ly 5 min,
REFH FE, ERE T ES T8 5 ~ 10 min,
© 50 pL. RNA-free H,O % fit RNA F£ 54,55 C ~
60 °C,5 ~10 min, (0 4l RNA ¥ B {H
5 mRNA ®HXEZH N

0,4,8 Fl 6 wg-mL"" & JIF 77 14 4 W 4b # HSC-
LX2 4l fifg 120 h, 2 HCAN A RNA | 5 2 5% s 0] 4 1
YEUL K RNA R st cDNA, Ff ¢cDNA $% 0.4 L
¢DNA 0.4 uL #5514 .0. 4 pL F#E51 4 .10 pL
2 xPCR W IRA W ,8. 8 wl XLZE /K (ddH,0) # 2
MR Z I SLAN %65t 22 5t PCR X 317 & [ mRNA
ME B4 4. 183 55 F 95 °C .2 min T 2
95 °C 15 s Fl1 60 C .20 s 3L 40 A FFR; N S K N
B-actin, & 7 & K 19 5] ¥ J¥ %1 & B-actin: F: 5°-
AGAGCCTCGCCTTTGCCGAT-3", R; 5°-CCATCACGC-
CCTGGTGCCT-3’(186 bp) ; TGF-B:F: 5-ACAGCAA-
CAATTCCTGGCGATAC-3, R: 5-GCTAAGGCGAAA
GCCCTCAAT-3°( 140 bp) ; collagen T ( COL1AL) ;F;
5-AACATGACCAAAAACCAAAAGTG-3",R: 5-CAT-
TGTTTCCTGTGTCTTCTGG-3" (252 bp ) ; collagen 1l
(COL3A1) : F: 5-GTTGCACGAAACACACTGGG-3",
R: 5-AAAAGCAAACAGGGCCAACG-3"(150 bp) ; §
VRS /R S W S e N DN il o R S
DNA, %6 & PCR W DMAEARE & 3 K, Btk
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18 P 58 S 38 B 5O B8 B B AL (CT) /Y P 1y
{8, SR FHAT G s B 2700 ik AR H B R N R A AR
AL
6 Western Blot &l & 8 1 &R i£

12 FLACh AR LA AR 1 x 10° 4~ HSC-LX2 40, H
0,4,8 116 pg-mL ™ &FJF 73 SHR AL BRAI M 72 h 5,
W 5% 3,1 x PBS Uk 1 3, il A i i RIPA 2 (44
Ff (& L REZ o), B AT A LR, & UK b Ay
20 . AR oEA )R R H A0 E O AR L O T
1.5 mL () EP &b, Wk 10 min i 55 (4 A M, B
AR I ) B FURE S 1EAT SDS-PAGE #E fist HL Uk (5% ¥k
e, 10% 53 B 108 ) , 43 85 AN [R) 43 F &= 0 8 H i
200 mA % fi5E 80 min, iR W B A, —HUEFE 1 x
TBST Y% 5 min,3 ), i HF 5 min,3 K, B,
Image J 3 A HEAT BG83 00l ) o B — A o
9 B B FURIA 281 (GAPDH) (9 K FE A, 3 i 7]
—H AR OD (2 bk fr2 e b, AT
3 YR ST A S
7 R A ERTR A

JIE it 3 Ak A % B3R K B HSC-LX2 4fi ifg , 5%
S E SRR AN, L 3 x 10° A - FL i BRh R T
6 cm FEFEMR P BALRFR N 2 mL, R 48 WG RE S
AL A 2 mL B RGN 4,8 I 16
g mL T P S AR B R R W, AR LA AR
DMEM 15 35 34 Jp o B A, 45 W i % 3 A AL, AL
ZARF N 2 mL, 4kZ245 57 48 h, B R A5 ), I il
Ak, 23 590 Wi B A () Ak 73 20 40 i, >R 10 mmol - L'
PBS Pk 1 W5 E & Tz g sl BEED i A -20 C
T 70% 2 B [ g, -20 CE @, Yefo ./
R 25 B 1 52 W, 10 mmol - L1 PBS 3% 2 i Ji5 445
FIA 200 L 3 (PT&HE H S0 pg-mL ™", RNase A
LR BE R 100 wg-mL ") ,37 CHMEOEIEE 30 min, B
0,5 B4 A0 A2k Y SR P e X 4 SRS T 240 i ) 3 3
A G O, Ao B8 35 4 F MFLT32 144 3547 43 97 .
HEAT 3 YA S A S
8 AT HEXKN

% T T b A B o B K 1 HSC-LX2 41 i, 58
SR IR AN, L 3 x 10° 4~ - L S EOR A
6 cm R FEMR T, B LR 2 mL, fF 40 N RE IS
TEAFLHP A 2 mL & F4F AW EE N 4,8 116
wgemL &P T TR SR B0 B, MR N A B
DMEM 15 32 50 0 X B4, 4 Wk i 3 A& fL, B 4L
ZARR R 2 mL, 4RZEHESE 72 h 505, AN & EDTA
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4 TR I A , 43 500 MACAR S ] Ak L 200 448 e, R FH T8 1
10 mmol-L ™" PBS ¥k 2 W5 H & TiZ% hik b, b
BP0 a R A . M RT 1 h im AdRid 5 pL
FITC Annexin V 15 pL 7-AAD Y3, i RIR 4], %=
T EEOCIE R 15 min, 1 h ]yEAT 2RI . 34T 3 K
GV IR
9 GFZitEFZE

K SPSS 16. 0 Gt i 5 #4F 4b 38 52 55 B , 3 =
TERLEILL v £ s Row, A E] B ECR FH R 2 O 254y
Br, ZHE LR LSD-t K5, LA P <0.05 K ZERH
Gt X,

& R

1 &FBF i 5% x4 40 Be 158 5 BY 82 0
H5RMZH (0 pg-mL™") #I L ,4,8 Fl 16 pg-
mL P F T S 6 HSC-LX2 4 it 8 5t A7 300 ) £
FH , L BE v B B 38 4 A S i & 16 pg-
mL " B AT T T S 24 h BT 4 ] 20 i e A (P <
0.01) ;48 h iif 8 I 16 pg- mL ™" &F JIF 57 35 5 i %F 20
My A MEIER (P <0.05,P<0.01);72 h J5
3 Pl B & BT 7 1R 5 W X HSC-LX2 46 ML B 434 5 4
AMHIAER- (P <0.001) . 451 WA 1,

2.5 2
2k \c
1.5F
o
<
1F =+ 0 pg-mL-
——4 pg-mL"
b 8 ug-mL
0.5 ° 16 pg-mL*
0 L 1 Il L 1
24 48 72 96 120

t/h
5RMZEM T ,a:P <0.05,b:P<0.01,c:P <0.001
B 1 AR B A&7 77 3 5 o HSC-LX2 4if g
HAFEAE FH B 5%

2 $FRFTiE Bt & 3T 4 B8 collagen I , collagen I,
TGF-B mRNA

Fie FRERAE U0 W 4 HUZ0 I RNA, H k& Il RNA
o SE A . mRNA S sl eDNA J5 R 47 52 52
EHE PCR R, 25 5 WoR, SR HE 4 AH Lk ,4,8 il
16 pg-mL ™" & JIF T 1 5 W AF I HSC-LX2 4L 5 d,
7]~ 4 collagen I F1 collagen II i) mRNA 7K, H &
WREEM N, 22 R B A S XL (P <0.05),
GPRWE L,

x1 T HEFBTHM collagen I |, collagen I Al TGF-BmRNA 33K 1 X Es

e & collagen [ collagen I TGF-B i

P
/pg-mL "~ XA % Pa LiEROR i Pg AR A7 %

0 1.000 £0. 087 — 1.000 £0. 057 — 1.000 £0.070 —
4 0.812 £0.070 0.040 05 0.559 £0.062 0.007 77 1.109 £0. 100 0.463 18
8 0.633 £0.061 0.001 27 0.391 £0.069 0.000 22 0.967 £0.172 0.595 00
16 0.186 £0.011 2.89 x10°° 0.057 £0.001 7.06 x 10 ~° 0.955 £0.122 0.746 53

3 $FBFSiE gt X 4HBE collagen 1 , collagen III R
TGF-g EHFRIZEHI M

0,4,8 F1 16 wg-mlL " &F fF 714 5 Wi 4b L HSC-
LX2 4H 05 7 d, Western Blot 4 ] 4% 5 {#i ] Image J %X
PEEAT 20 K EE A9 J5 5 N 2 GAPDH JR Ji 45 i 45
RAEATRME : collagen | BYRCHERIB(E N 1. 13,1.42,
0.68 #1 0.36; collagen I i 4% 1 2 15 {H 4 0. 95,
0.86,0.35 1 0.24; TGF-B Ay E FiL{EH M 0.96,
0.93,0.91 F10.89, 5K HZ54LAH L, &F T T 1 5
W VH A collagen T (435 F i T -1.3,1.7 Al
3.1 %) M collagen M (435 F9 T 1.1,2.7 f14.0
i) B HE 19 IR KT, BB 25 1k B 1S I ik 11 3R Gk
Wi o {H TGF-B 4 11 /K P WA A2 (J2& K 4 B AH 7Y
L1111 1 4%), H TGF-B Y% 1K F i 248 £k 1%

1004
@7‘ PEHMAAE 2021 F£55 30 £5 11 A

UL5 mRNA 7K A8 B — 20, A I 45 2R LA 2.

0 4 8 16 pg-mL-!

! ! collagen 1

collagenIl

- | TGF-B

GAPDH

B2 AN [E] v BE &7 I 7 T S WM HSC-LX2 41 i
collagen | ,collagen Il #1 TGF-B A4 F1 38 35 B 52 MW



4 EFRFTIESTR Y AR EH A R

0,4,8 Fl 16 pwg-mL ™~ o i vk B &7 I 77 1 S
YEH HSC-LX2 41 g 48 h J&5 2F 17 20 ffa J& 199 300 XAl
IhF G, B HSC-LX2 41 il L 451 43 31 A (43,19 =
2.88)% ,(40.10 £1.46)% , (35.42 0. 4)%
(35.31 £0.35) % ; MMi &b F S #i (DNA & B ) 14 48
Ji LR A5 45 531 S (3885 £2.22)% , (38.55 +0.88) % ,

0 pg-mL" 4 pg-mL-?
M Dip G1 I Dip G1
1200f [l Dip G2 [ Dip G2
Dip S 800 Dip S
,o0or - 600
[} [}
E E
£ 600 5 400}
z z
300 200}
0 = 0
0 30 60 90 120 0 30 60 90 120 150
Channels (PerCP-Cy5-5-A) Channels (PerCP-Cy5-5-A)
&3

5 SFBFE ST X 4A AR T B9 B0

0,4,8 Ml 16 wg-mL ™" 1 &F IF 75 7 5 W /8 H
HSC-LX2 40 72 h 5 JE 47 40 U8 T4 00, 25 5% % 3
EFIF T TR ST LS HSC-LX2 40 L 14 5L 35 1 e 4
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(42.49 +0.87)% F1(41.91 £0.69) % ; 5 It [6] 0}, &b
T G,/M W] i) HSC-LX2 2 i bt 451 43 51 Ry (17. 97 +
0.66)% ,(21.36 +0.58)% ,(22.11 =0.47)%
(22.78 +0.34) % , 454 /R &F JF 7 7 95 W AE
HSC-LX2 #ifif )5, 5 ARG A, G,/ G, I 4H g b
25k BE RS i > (P <0..05) ,G, BA S HA 40
WU I 245 4 e R i i 4 i (P < 0.05) o S52RULIE 3,

8 ug-mL’ 16 pg-mL"
M Dip G1 M Dip G1
ss0l [ Dip G2 6001 [1 Dip G2
Dip S so0k Dip S
210+ | 5 400
E
140} 1300
Z
200
or 100
0

120 150
Channels (PerCP-Cy5-5-A)

N
0 30 60 90 120 150 0 30 60 90
Channels (PerCP-Cy5-5-A)

N Tr) v B2 8 5 I3 8 SR WRORE HSC-LX2 448 i J&] 491 194 5% i

ML T, TSR A B (2.696 £0.01)% , (2.980 +
0.33)% ,(3.170 +0.09) % #1(3.585 £0.06) % , 5Kk
FHZGAIAR L ,8 1 16 g~ mL ™" &5 I 7 78 5 o 4k 7 41
WA T E RN (P <0.05) 45 1L LA 4,

A A 0 pg-mL" 4 pg-mL-t 8 ug-mL" 16 pg-mL-
2 [m] 2 [m]
< 10 3 1091 T 3
™ 1.04% ~ 1.44% 2.63%| ™= ~
< < - < <
G| o100t G 104F G 10°F O
[fe] [Tel [fe] [Tel
> > > >
o' (6] (6] (6]
al 10 a 10 a 10 a
Q Q Q Q
o 10h @ 10} o 10} i
4 Q4 : Q3 & Q4 L Q3 4 &
g 96.1% 0.956%| E  |94.6% [ 1.30%] § 5
© 100 10 100 108 © 100 1080 100 108 © o

Comp-FITC-A:: Anne Xin V
B LX2 cells

JA AR/ %

0 4

B SR vk % /ug-mL
SR MHZGH L ,a:P <0.05

& 4

R TF) e i 6 B 2 VE SO HSC-LX2. 40 04 0 1 3%
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5] it

W 5 S 7% A %50 00 T 27 4 Ak 36 97 1T BH Ui G 7% 1k
Jie , B i R E 1 A A R R o TR BT T I S
E—Fpaith 25 G R, BRiIG R L EEH T2
P BB S 0930 T AR A B R E
ZBRAE D, L b OB AR T A B L i R I 8] B
A LA 975 5 1 A2 A s G s B R T T LR
B N AT T 00 st A T A Y £ AL
A AP A TH M R R R R I T RE .
R, DN 1R 2 304 b, &7 I 77 T S VR AR IR 97 9 75
PR 9 B HAth Ji PR 51 6 1) BT 488 493 vh A 9T R, e — b
R Wl R B P i 2

JHF£F 24 Ak 2 AL AT 48 P 401 43 1 — i F FRAE 42 I
JOE 2 — 7 ST A T 0 B R . AT AR E K
F4 210 0 2 R At 2 HSC s A6 7 . HSC 3E AL S5 AT
PAA LK B 1 ECM 33X — 3 72 78 T 25 4 b 8 1 b i
AR . HSC 1y 18 28 R Ak 2 & A T 21 4k 4k
F HC BRI L2 W R A AR A8 0 ) HSC R 1 5
R M A AR RS, SR s
HSC 1 M 58 A 25 B £F 4 Ak % 955 AL ) 3 5% 5 72
F4 20 S R, B T AL WP sE g 01
H HSC-LX2 4 Jifd /2 7Y 24 K v 245 470 2F 4 A6 S8 b ALy 7
BB AT Y T BN AR R R AT,
T I 1 S VA S 240 A R 1 B 4T Ak AR 2
WFFE I , A B 5 4 HSC-LX2 48 ffg % &F JF 57 1 59
ARSI LR 2 AR A B WL 21500 26 3R

ABEE Ik CCK8 7 2 K I &7 JIF 7 7 5 ¥ A
F HSC-LX2 £ Jfd () 33 5 175 0., %2 BRET IF 77 1 56 o ol
LA 8 40 ] HSC-LX2 40 i 3 5, it H 40 51 7 ) b &
2 40 ) 4G T 4 A L SR RO I . % A T I
T IV BT A A AR AR S ] HSCO4h il Y 1
BT 5o 20 B 1Y G 2 348 2 A B d5 AR 119 2 i 1 B
22—, S WA 0 3 G R O AR O A . T
JE 7 S W e BT HSC-LX2 4 i J5 , G, 19 440 Jifd ik
/S HA(DNA & 8 380) F1 G,/M A 40 Mo 34 fin ., $ )
ik G, WIHE A S W, JE 4 T G,/ M ) ak
G,/ M 3] 4 B 0] SiE K i 200 ff J) 00 0 R 0 % , 900 o) 34
Bt o S LR T B 0 b S HSC I b g B4 5 a2 S 40
—AEEFN, LW ER ", HSC iF 1L
Je e FU AR e gl a0t A, (F o 9 T 0 X T i HSC 3K
D RN EE R Z — . AR
0 3k 9 OB A ) AT B O T, Kk BT T

1006
@7‘ PEHMAAE 2021 F£55 30 £5 11 A

P& HSC-LX2 4iHa & , 41 A 5100 94 7 5 A1 303 0 12
R R AR R AR . AT LTI
TR S W e T 4T A AE T 5 B 5 5 HSC-LX2
200 A= AN T AT O

JFIEPS HSC E %A AR OiE ™ . 1k g ik
PR I aE. @ FE G M collagen T il collagen
A5 AR o B ™ AR 4 Jm 2 1 g S H 4 7
Mo @ LA R A A A Z S, collagen Il
TELT HEAL R 22 B 3 2 | (E Bl 27 e AL E %, 7T 328
B collagen 1 B, THAAY HSC A] & Wi K &Y ECM,
collagen [ FlI collagen Il {4 3T AR it B 22 [ W £F 4k
FEEE, BT LA Z collagen 1 Fil collagen Il 335 7K F &
WLEE HSC 240 g Th RE B B HE W38 bn o A BFSE R,
b E R E AT T E S R A collagen T T collagen T
FEAKCP BARTF ARG H . HEE TSR A
Bl HSC 20 i I It 35 15 D BE 390 2 T &7 4k AL 1Y
YEM .
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