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[HZE ] BW RITRTEMREEKETF 1(FGF1 )X ZBERER(APAP )IFE S 9/ R AR B4R R LE IR AB R AL H.
Fik 30 R C57BL/6 INERBEALS A APAP+FGF1 4B APAP AFIIEE X BB 3 42,48 10 R ; BERSE 5 500mg/kgAPAP i%
—Eﬂl\ﬁ UM FFIR {5, 24h FEALSE/NR g 3 4A/NERIMAZ FBTATLASR . ELISA SEA MMM ALT /K, HE @ A MR A AT ASF N

25, Western blot %46 K B/ 78S S8 848 X E A GRP78.ATF6.PDI. XBP-1.Caspase—3 1 CHOP ik, M & BW{E ?LE%’FE
9&35 ATG7.Beclin-1.ATG5.LC-3I/Il FRik; REFEHLE XN GRP78.ATG7.LC-3 EBKIL, HFR SEEXNBALLE,
APAP 48 ALT K EF(P<0.05), F4EIRG A RN L ME B ™E, FARANRNEELEREXEORIAGPRIZING P<
0.05); 5 APAP HLEE %Y, APAP+FGF1 4B ALT /KB TF&( P<0.05), FF4RBEIR IR RS, AR A RN M Kk B X EQRIL
HBAE TRE(1Y P<0.05), %it NEMEMIERISRE APAP B/ RFRGEIRTEINEZEM, B FGF1 BRI IHIR R
RS2 . B R 12 R IR APAP 5 S8/ R FF R 150

[ X8R ] MAEAREKEATF1 NREMNKE BB NZBEER FTiRG

Fibroblast growth factor 1 protects acetaminophe-induced liver injury in mice by inhibiting endoplasmic reticulum stress and
autophagy ZHANG Xie, SONG Yufei, ZHANG Xuesong, ‘etsal. Department of Pharmacy, Ningbo Medical Treatment Center Lihuili
Hospital, Ningbo 315040, China

[ Abstract ] Objective To investigate the protestive-effect of fibroblast growth factor 1 (FGF1) on liver injury induced by
paracetamol (APAP) in mice and its mechanismz/ Methods Thirty male C57BL/6 mice were randomly divided into normal control
group (control group), APAP treatment group (APAP _group), APAP + FGF1 treatment group (APAP + FGF1 group) with 10 mice in
each group. Acute liver injury was induced by intraperitoneal injection of 500 mg/kg APAP in mice. After 24 h, mice were
sacrificed, plasma and liver tissue samples 'were collected from three groups of mice. The plasma ALT level was measured by
ELISA kit. The histomorphologicalychanges of liver were observed by light microscopy with HE staining. The expressions of
GRP78, ATF6, PDI, XBP-1, Oaspase<3 and CHOP as well as the expressions of autophagy-related proteins ATG5, ATG7,
Beclin—1 and LC-3I/Il were” detected by Western blot. The protein expressions of GRP78, ATG7 and LC-3 in liver tissue were
detected by immunofluergscence staining. Results Compared with the control group, ALT level in APAP group increased sig—
nificantly (P<0.05), and‘hepatocyte injury and intrahepatic hemorrhage in APAP group were more serious, and the expressions of
endoplasmic reticulum stress and autophagy-related proteins in liver tissue were significantly increased (all P<<0.05). After FGF1
treatment, eompared with APAP group, the ALT level in APAP + FGF1 group decreased significantly (P<0.05), and the degree of
hepatocyie. injury decreased, and the expressions of endoplasmic reticulum stress and autophagy-related proteins in liver tissue
decreased sighificantly (P<<0.05). Conclusion Endoplasmic reticulum stress and autophagy pathway play an important role in
ARAP<induced liver injury of mice. FGF1 protects APAP-induced liver injury in mice by inhibiting endoplasmic reticulum stress
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and autophagy.
[ Key words ] Fibroblast growth factor 1
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VER ARG B T -G i 259 L B AE 03 5 A
Ve TC VRN 4GE o AATFSEE L 7. APAP 55 S/ R
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34, #4410 2. APAP+FGF1 4. ffE i1 41 APAP
500mg/kg 0.5h 5, WS FGF1 1.0mg/kg; APAP 4 ¢
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-1841-



H ALT K TR, 278 A G2 (¥ P<0.05),
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