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WE : B RiTirset 425 i 3t HepG2 aa fls R it AR TIRAE A B . ik ) &l B —AZAR R i
F0 HepG2 20l fg U AR, XE =G, BRI, MMHM, e A Z4 (YD), ket i 24
(S)Yz28)., ket @A (SJYGU), KA CCK—8 kA iy dhort42h f 7 R iE 4 *MU%, Uylézé;o & Fn
RN BIEE R (TC), Hd=8s (TG) 42nE, #EFmBnNIs AL, B8 SR LT BRI N
B0 m R B E AL R G BB (AMPK) . LBuHiBE A R B (ACC) . mmmamﬁzw
(CPT1) R RWeyAast kX3, FH A Western blotting M & P-AMPK/AMPK . P-ACC/ACC#CPT1% 8%
Mt EEE, R CCK-8FIRLER IR, 0%, 5%, 10%. 15%. 20%. 25% K JE 425 f ik 1 sn i -7 e i ) A
(100 £0.00) %. (91.39+1.96) %. (93.41%5.60) %. (81.50+6.09) %. (65.20+3.93) %. (62.23+2.91) %,
0% 425 e i 4L 55 10% 425 o 40 2 B 75 76 R B3R, i#iﬁ‘%ﬁ"%"ﬂ‘x (P>0.05), KA HMFRESZ
(>10%), fafi A& R sk (P <0.05). nhé;o?{é@ ER R, HEGAMIL, AL M I0E R —AFARER I
SEREFEFERERE,; SEAMAL, MMM, STYDA, SJYZ4L. SJYG 4L HepG2 2 iU P g I AR
BRY . HEautar, EAMAmEA TG, TC(; i (P<0.05); HEA AL, BB, SJYZ4,
SIYG#£8Me A TC., TGA AL (P<0.05), 5E @M, AL HepG2 40l AMPK, CPT1 AR £
BREHAK (P<0.05); HAEAMANL, Mk, SYZ, SJYGLAMPK A RART &L 8395, ACCAR
AaxtE A FH AL, MHZHAFSIYZ L CPT1 AR A AKREH G (P<0.05). Hadmt, B HepG2
i P—AMPK/AMPK, P—ACC/ACC % CPT1%& @Aast ik BHHAL (P<0.05); SAA M4k, &45254
P—AMPK/AMPK %& & 4= CPT1 & G B3t £ ik B3T3, MEHA, SJYZ4., SJYGZP-ACC/ACC & Gtttk
REHIZG (P<0.05). it ¥ EHepG2 o fs AR, 1ERPUR 58F AMPK/ACC/CPT 1455 i %
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Abstract: Objective To explore the intervention effect and mechanism of seabuckthorn leaf-containing
serum on lipid deposition in HepG2 cells. Methods An oleic acid-palmitic acid-induced HepG2 cell lipid
deposition model was constructed, and groups were set as follows: blank group, model group, positive drug-
containing serum group, seabuckthorn leaf low-dose-containing serum group (SJYD group), seabuckthorn leaf
medium-dose-containing serum group (SJYZ group), and seabuckthorn leaf high-dose-containing serum group
(SJYG group). The CCK-8 method was used to detect the optimal administration concentration of seabuckthorn leaf-
containing serum. Oil red O staining and determination of intracellular total cholesterol (TC) and triglyceride (TG)
contents were performed to evaluate intracellular lipid deposition. Real-time fluorescent quantitative polymerase
chain reaction was used to detect the relative expression levels of AMPK, ACC, and CPT1 genes in cells of each
group. Western blotting was used to determine the relative expression levels of P-AMPK/AMPK, P-ACC/ACC, and
CPT1 proteins. Results The results of the CCK-8 experiment showed that the cell survival rates in the drug-
containing serum groups with concentrations of 0%, 5%, 10%, 15%, 20%, and 25% were (100 £ 0.00)%, (91.39 +
1.96)%, (93.41 £ 5.60)%, (81.50 + 6.09)%, (65.20 + 3.93)%, and (62.23 + 2.91)% respectively. Compared with the
0% drug-containing serum group, there was no statistically significant difference in cell survival rate when the serum
concentration was 10% (P > 0.05), while the cell survival rate decreased when the serum concentration was higher
than 10% (P < 0.05). The results of oil red O staining showed that compared with the blank group, the model group
cells produced a large number of lipid droplets after induction with the oleic acid-palmitic acid mixed solution;
compared with the model group, the lipid deposition in HepG2 cells of the positive drug group, SJYD group, SIYZ
group, and SJYG group was significantly reduced. Compared with the blank group, the contents of TG and TC in the
model group cells were increased (P < 0.05); compared with the model group, the contents of TC and TG in the
positive drug group, SIYZ group, and SJIYG group were decreased (P < 0.05). Compared with the blank group, the
relative expression levels of AMPK and CPT1 mRNA in HepG2 cells of the model group were decreased (P < 0.05);
compared with the model group,the relative expression level of AMPK mRNA in the positive drug group, SIYZ
group, and SJYG group was increased (P < 0.05), while the relative expression level of ACC mRNA in these groups
was decreased (P < 0.05). The relative expression level of CPT1 mRNA in the positive drug group, SJYZ group was
increased (P < 0.05). Compared with the blank group, the relative protein expression levels of P-AMPK/AMPK, P-
ACC/ACC and CPT1 in HepG2 cells of the model group were decreased (P < 0.05); compared with the model
group, the relative protein expression levels of P-AMPK/AMPK and CPTI! in all administration groups were
increased, and the relative protein expression level of P-ACC/ACC in the positive drug group, SJYZ group and
SJYG group was increased (P < 0.05). Conclusion Seabuckthorn leaves can improve lipid deposition in HepG2
cells, and the mechanism is related to the regulation of the AMPK/ACC/CPT1 signaling pathway.

Keywords: lipid deposition; sea buckthorn leaves; AMPK/ACC/CPT1; signaling pathway; mechanism
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S VR HepG2 A MIAR BRITUAR A 52 BHALRI TS

KAUIhIE S5 A i T ARk, AR, ¥
SR AT DA R4 ) e B IURE R BRI PR R K, el
MAR 7K, AT 4R T F B FIA 77 & AR LAES . Bl S
TR 2 1) S B AF 9 A S T VD R ) B R VR FRY
R 3 Fofr A P 2 38 3 o] o ATL ) S B0 3 5 0 — 2D
Ko URTZH A 0138 2ok ) 2% 25 A )y kA T Ub et
TGIT T R ILAE i 2555000 I A, R AMP T AL 2R
B (AMP-activated protein kinase, AMPK) {5 5 i
% ] BE A VD R K R IR AR Y DG SR BIL AR 22—
BT, AWFSCR AN 25 B O s, ERGE VD
Xof H R A MR R 53 1Y HepG2 20 JU I 5 1T RS 184 ) 5
Wi, it — 25 b B AMPK {5 538 4 76 2 72 rp i) 56
AR

1 RS

1.1 ##
111 EXshap Amib  SPF N SD K, 30 H,
TR (200£20) g, W4 [ BCHAR Ik A0 52 56 3 0 A BR A
Ao SLE WA PR ATIES . SCXK (JI]) 2020~
0030; SEE W FHVF T UES . SYXK (JI) 2020-
001, A5 28 B ph b 5 24 K 2E A0 L& B 2 it
(SUCMDL20231024002) . K Bl Y76 B VG P = 25 K 2%
IGIRTP LI = MESE, ARYoK. #HE. APEd
(HepG241fie) M4 A sl M-8 MR A PR A ]

112 E¥HHBEGKA WM AR, &k
VY e 24 R A TR W B 2 28 e i s BTHE AR ARTT
R (WL AR S R AR AR, 251+
H20133127) ; DMEM 4 Jig 35 5% 3 (48 %5 .
PYG0073) . CCK8 i |l & (625 : AR1160-500) .
PBS (42%5: PYG0021) . M4k (bicinchoninic
acid assay, BCA) HHEWERER & (F75 . A20138),
SDS-PAGE &E i il &0 & (985 : AR1196) . #F
M ELC A 2 ZOGIR & (1855 AF3423) A

KO LAY TRARAE RAME K

AR B A IRA R, 425 11011-8611) ;
0.25% # H R B ( 25 B GIBCO A # , 1% %5 .

25200056); HHERRIRAW (2 ETEER CH/RBHE
NHE], B 1220010) 5 D O G el e (db T
FRERHEARAA, 525 G1262); TC. TGk
A& (AR AEYRHEARAR, 8% A110-
1-1. A111-1-1); @EfEdESR (P92 alRH ke

A&

FBRAF], 5. KCO06); Z4U/40 M RNA Pk 4
Busil & (525 AC0201). SPARKscript II All-in—

one RT SuperMix for gPCR (With gDNA Eraser) (1%
3. AG0305-A) . 2xSYBR Green qPCR Mix (With
ROX) (585 AHO104) ¥y [ 1l 75 BB A= ) 5
ARAEBRAF; AMPKIUA (535 #2532). S PEHiRE A
FRALHE (Acetyl-CoA carboxylase, ACC) Pifk (185 #
3676) . N B AE M BE ¥ A B 1 (carnitine
palmitoyltransferase 1, CPT1) $iik (H25 . #12252) .
GAPDH #ifk (75 . #2118) ¥y [ sy {17 4=
YT RABRAF; P-AMPK Hiik (VL35 £ RHE W BF
AT BRAS T L 525 #50081) 5 P-ACC Hi 1A ( -1
MERGA: Py B 25 RHE A FRA R, 085 : #11818) .

113 2BME HEIERSE RS (L
BHEABRA R, K5, BPN-50CH); 4 [ shEEtR{Y
(FE [ BioTek 22 ], #I'5 . E1x808); Ik & Lol
(HRERLRAH A FRAF], %5 KDC-160HR) ;
EEELOHL (M8 Eppendorf 23 &, A15. 5430); f#
B (T VLR A BA PR |, A5 : 0D500C) 5
SR AE it PCRAX (36 BB i /R BHE A |, Al
51 A40425) ; i RS A2 BB R R G (HIBR
AR A RN F], A5 . Tanon 4600) .

12 Fik

121 ket A ik e R & #4530 B SD K RUE
NHEMESET dJE, BEHLA S (AL P2 (B
FEARMTTE5 720 . YRR A (SIYD ) |
T R 4L (STYZ 4 . v R A
(SIYGH), 26 X, a5 AR HBEE LK,
PHE 25 40 e STYD 4 . SIYZ 41 . SIYG 4 4% 60 kg i
NI, BZFR 20 od, S8 (ST
) e R, KRB SRR o N 6.3 1,
SIYD4H . SIYZ4L. SIYG 20 v ek 7K B e 2 43 )
J32.08, 4.16. 8.32 ghke (F ML AN PR L 5 & Pt
) o BTFCAR AT R A P ER K Y 2.08 me/ke
MIVATR . T 4 CH s,

122 @ieii 5 A& HepG2 40 M FH %
10% JiG 4 1L 7% A9 DMEM 5 38 5, 7E37 €. 5% — &
RS E T R N O e e A B
A KREE, KA e Ha . R . B
Ph2heH . SIYDZ . SIYZAH . SIVGH . BasH4d
Gb, HARLAYIMA 2 mLIMR-FAAHRIEAE (2: 1)
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WS 48 h, H45 HepG2 41 Mo g I T AR US|

123 CCK-8 kit mEAH iR E BT
A K BT HepG2 41, DL 45 £L 1.0 x 10° 457D T 96
FLAR T, 53R 0% & 25 M35 21 . 5% 7 25 135 41 . 10%
T IMTE AL 15% 5 25 1035 4 L 20% 5 245 107 4 X
25% T 25 MW 4, B AU 6 A AL, i A G R
R AR K W1 45 T A N TR BE Y B 2 S T
P24 h, 4595 HFLINA 10 pL CCK-8 K , 5 &
40 min , 38 &8 {§ FR ACK I 450 nm 3 K Ab 5 41 G T
T A1 HLAE T R (%) = (A4S0 4, ~A450 1 )/
(A450y,, 5 g —A450 s g ) X 100%

1.2.4 Yo &, vk ) 2 4w e 7Y 6 12 B] BE (total cholesterol,
TC) . H ik =85 (Triglyceride, TG) 4%  ZNH] & X
2 b 25 T4 hE, AFLINA B
61 min, I 10% 54 1055 B9 DMEM 55 338 3£ 2 1 F 71
fbo WESHMBPTE.OEd, BOERF LIFR,
YR TCUE H PBSTH VR, IR O 5 T B8 4 LD VE -
JA 0.2 mL PBS, 0K/K¥ 254 T 75 i i il £ 51 3K
W, TURSFIRTG . TCR S B kAT & il e
125 4 O 4 & 3% I K HepG2 48 At g Ji i AR
IO B0 K W B HepG2 4, LABEFL 5 x 10° 4~/
T o fLAR Y, Aor 20 MLV BE S5, AT R — A R 5
il # i B DU ARAR AL BRACARLZH Ah 25 A PR ZY
ZH SIYD 4 (SIYZ #4 . SIYG 243 B 25 F & 24 1L 75 4b
P24 h, 77 KR PBSVEUE 3 ¥k, FHIIAT O [ W
[ 72 30 min J5 , KA FHZEIRK RS Ve, A
Je R G ML O 2 MRFE A 1 min 3825, 78 WG
BE WAL,

1.2.6 ZA fﬁféif{fg&é\ﬁééﬁfi/ﬁ(quantitative real—
time polymerase chain reaction, qRT—PCR) # |
AMPK ACC.CPT1 A B Aaxt kit & 4T U@t
THMTE T W24 hJ5, 7 DI IS 4L g0 p, ™
& 4% B 20/ 40 i RNA PRl £ B R) 6 158 W 5 2 iR
2 B A RINA I 4G 00 HE vk B2, Bif /5 K RNA 330 5 S5 g
cDNA, 7 B J5 4T qRT-PCR 4347, SL WK £ : cDNA 1
wL,2 x SYBR qPCR Mix 10 pL, 1IE 2151445 0.4 L,
ROX Reference Dye Il 0.4 wL, RNase Free H,0 #h & &
20 pLo SN 25fF:94 CHUAEME 25 5,94 CAE 15 s,
55 CiR K 155,72 CHEAH 25 s, 4T 40 D EFR . 5l
Y Bl Y TRKRGA RS &ITE . P
GAPDH iy N Z LA, SR FH 2744 111538 AMPK L ACC
FTCPT1 AR Fik . WK1,

536 4
x1 sl¥F%
I B 53 i
Bp
1E 1] : CCACAGAGATCGGGATCAGTTAGC 22
AMPK JZ 1] : AGGTCAACAGGAGAAGAGTCAAGTG 21
1E 1] : ACCTGCGAGTAGAGACACAATTCC 20
Ace JZI] s TCTTGGTGACTTGAGCGTGAGAG 20
- 1E 1) : CGCTACTTCAAGGTCTGGCTCTAC 21
o JZ[1) : GCTGAGGCTCCGAGGTATTGTC 20
1E 1] : CAGGAGGCATTGCTGATGAT 18
GAPDH
JZ Ii] : GAAGGCTGGGGCTCATTT 16
1.2.7  Western blotting 4 M P—~AMPK/AMPK . P—

ACC/ACC.CPT1 ) @Mt &A% ATV R&
M T Wi24 h)m, 5 BVE W, WA AL an i, 1
PBSIH R 1 I o A 24 i i 28 ik 2 M AR AR S A
K FH BCA VAR I 8 (v BE . in A o 281 11 M2
IR (BRI, 100 CHIHAZE T 5 min, BUE M
H #E4T SDS-PAGE HL Uk , AR 4l 2 11 40 1 £ 80 7 4 JE
B[], 2% B 5¢ BV T8 5% B R R 405 493 v 25 38 R $8 R
B h, —WE4 CHER(BRMEARmBLL R 1:
1000, NS HEHAMBEEL R 1:10000) . U iR
FEME L h(FiBW L N 1:8000) . W 45 e , 8
FETHCA TBST Hii vk 3 9K, B 5 il A i 52 A, A
WS 5, I o3BT Sl K FE A
1.3 Sit=FiE

B 73 BT R 1 SPSS 26.0 G it i fk . iR
DAIEL = bt 2s (£ 9)Row, WA 200, W
LA 136 P<0.05 M2 S A GitE 2.

2 R

WPEIESAMBFRE

CCK-8 L 50 45 B /R : 0% . 5% . 10% . 15% .
20% . 25% & 24 1L ¥ 41 20 Jf A7 15 25 43 3 2 (100 +
0.00)% . (91.39+1.96)% ., (93.41 +5.60)% . (81.50 =
6.09)% . (6520 £3.93)% . (62.23 £2.91)% . #5414
MAFTE FE AL, &5 220007, E R A Gt L (F =
64.237, P =0.000) ; 0% % 25 IfiL 35 41 5 10% & 24 1ML i
MM MAFTE R, 25 BGE I 2#E L (P>0.05) .
B 2 10T e BE T (510% ) , 40 MO A7 35 5 328 W 461G
(P<0.05) . Ik $E 10% 7 245 1035 e B8 2E 47 J5 252 5K
5o WL 1.

2.1
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55 11 3] Wz bl 45 VIR HepG2 41 IAR FTURR 04 S0 M ML B9
110 = F2 FBETG.TCKFLLE (mmol/L, x+s)
T g) - EIEE| 0.299 +0.052 0.062 = 0.002
tj;' 20 - LRI 1.044 0075 0.081 + 0.002"
f& PHEZ5 41 0.537 0.055% 0.061 +0.001%
% 70 = SIYDZH 0.793 + 0.043% 0.075 + 0.006
60 SIYZHA 0.702 = 0.080° 0.061 £ 0.002*
SIYG#H 0.409 + 0.078% 0.063 + 0.001%
30 ! ! ! ! ! ! ! FAE 68.969 17.339
0% 5% 10% 15% 20% 25%
Pl 0.000 0.004

El1 ARERESZHMEX HepG2 MATEE R 220N

22 F{HHepG2 HPAEFRIMIRLE R

5o UL 0 B AH LY, TR 2 200 i 25 TR/ A A
MRVE TR e R E R, HRSHALEE MG T
T, BRIEECH B, JCh B 254 K SIYG
R, WHE 2,
23 KATC.TGKFELLE

FHTG, TCHKFILE, &H 2N, 2R
BEIT¥E L (P<0.05), S5 H4lt, BRI
JTG. TCAK T E (P<0.05); SHEIAIAHM L,
PHPEZG4L . SIYZ 4L, SIYG LM TG, TC K- FEAL
(P<0.05), W2,
2.4 FKHEAMPK.ACC.CPT1EEHEXMRILELLE

K41 AMPK . ACC. CPT1 % [H A X} 35 & 1
B, @200, EREUARIT¥ENL (P<
0.05) . 525 [ 4, %4 HepG2 4il Jfd

1 Q52 [ HE, P <0.05; @ 5714 L, P <0.05,

AMPK . CPT1 & KA X ik & B FE L (P <0.05) ;
SECRIAH L, PHMEZ4 . SIYZ4l . SIYG 4
AMPK J& [RA X Fe iR i ¥ Fh iy, ACC JE A R A A 3¢
KRG, PHPEZY 4R SIYZ 41 CPT1 35 K A X &
KT (P<0.05), W3,
25 £& 42 P-AMPK/AMPK, P-ACC/ACC, CPT1
ERMBEXMRIEEILE

# 2 P-AMPK/AMPK . P-ACC/ACC. CPT1 7% [
X RIR LA, &l 200, ZRBAGITE
B (P<0.05), S5 HAMLEL, #EAI4 HepG2 40
Jiti 1 P-AMPK/AMPK . P-ACC/ACC } CPT1 %5 {4 AH %t
FERYFEM (P<0.05); SHAIAMLIL, 542
2 P-AMPK/AMPK FI CPT1 25 (H AH X ik 5 ¥ FH i,
FHPEZS4H . SIYZ4H . SIYG 4 P-ACC/ACCHE H AR
TR (P<0.05) . WFE4FIE 3,

A 24 B BRI ; C. BHPEZG4E;D: SIYDA; E: SIYZAH; F: SIVG A ; A E L3RI .

El2 &%HHepG2MPapERNALE R

(JHZL 0 4Lt x 400)
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*®3 &HAMPK.ACC.CPT1HEE BN FRIZELLE

(x+s)

205 AMPK ZE[H ACCHEA CPT1 %A
254 1.00 + 0.00 1.00 + 0.00 1.00 +0.00
AT 0.53 +0.03" 1.42+003"  0.58+0.03"
PHPEZ54 0.71 £0.06 0.92+0.12%  0.8420.04%
SIYD41 0.66 + 0.08 1.17+0.11 0.74 + 0.02
SIYZ 4 0.74 0.05% 1.08+0.16%  0.84+0.03%
SIYGAH 0.83 £0.03% 1.07 £0.11% 0.74 £0.08
F{H 32.051 7.989 13.336
P 0.000 0.002 0.020

o OS2 LE, P <0.05; @ 545840 [ #, P <0.05.,

* 4 £&4HP-AMPK/AMPK,P-ACC/ACC.CPT1EH
AxREELE  (xzs)

413 P-AMPK/AMPKZE[ P-ACC/ACCHEF  CPT1ZEM
A 0.74 +0.10 0.75+0.13 0.80 £0.11
R 0.34 +0.04” 032+0.05"  039x0.09"
P24 0.71 +0.14% 048 +0.08%  0.61%0.07%
SIYD#H 0.70 + 0.19% 0.55£0.19 0.62 +0.04%
SIYZ#H 0.72 +0.16% 0.64+0.01%  0.65+0.03%
SIYG# 0.67 +0.14% 0.87+0.13%  0.66+0.10%
F{H 3.817 13.187 8.920
P 0.027 0.022 0.001

o OS2 FH LE, P <0.05; @ S5 8I4H L%, P <0.05.,

12 3 4 5 6
AMPK“_ 62 kD
1 e R

ACC ot e ) 8 g 50 kD
P-ACC R 5 & &~ & & 20k
L]

CPTI ‘IH 1 ERN

GAPDH i e o o - 37 kD
125 40 2450040 5 3 BEZA4 5 4.STYD4H; 5:STYZ 4 ; 6:SIYG4.,
E3 HAEMRXZBEAMERIEELS

3 it

R i LA ™ F R A R 0 X I 44, AR G
IR ECL T B B L AW . H R
N RS Y RS RS e N NP S L N SN K e
FEEREFERR, FEUT M B = IEINRER W, K
V00 i A Y BB, DT A i 3 o B 7, 40k T B

R R 2T I AR 5, A 244 2
SUEME IR YT R A SR AR A TR B AT
PRI, 7E IR T 5 B ILAE 55 52 2% 1% PR B J 30 o
PRI T AR OL S vt b S T Y S
ML G, BAYR Bk o i /e .
AT BR AR S 1 IR Y T VD R 4 O X S g M R
ML AE K BRI PR RR VR, & 3R VD B e A sk 2 v s
I AE K B BE AP, B —E RERR R . AL
U, A RS , Vb R R Vb £ A K vb
RN & AR 2RO HL A W B I 9 L 7R IR T
1o i LS 77 A ) A R A . A DR A A
SUI) FH ) 2 28 T 22 500 %2 B AMPK {55 38 5% A BE &
TP R AR R B AT REAIL 2 —" L Rt AR S
FIH HepG2 40 it ] 25 48 Mo B Bt DL AR AY | IF-% FH TP
SR 2 0T T LR A T 1 B ML R A T I E
AMPK & —Fl i1 o I3 | B W3 |y 73 3 Fl AN ]
WAL B S RAAE AW, AR, AMPK 7E
O I T g B PR VR T, DL K T i 2K 98 Y AMPK
e L A8 95 9 4 AL b AR 32 80 7 Tz 6
N VRN 4 HF R RS W 2 AL AR AR T
7l AMPK fig K5 1 832 2 fR N AMP 7K SF- 19 22 4k .
N AL T BE & = RS L AMP/ATP L {H T = B
AMP £ 5 AMPK 1) y 7 5E 285 & 5 20 AMPK 11 725 44 8%
I , X2 0% AMPK {5 5 38 [ 5 28 B ) i 220 it
Ah, AMPK I 37 3 i B B1 (LKB1) |45 8 2% 44 it
PR I (CaMKKB) % Ak Az K B - B S
1 (Tak1 )1 RE W 2 1b AMPK o MV 3 2 3 {3 5T 18 75 24
R (Thr172) i x5 DA TT 335 AMPK™! . 3036 IR 2 1Y
AMPK 3 % 0] 1 1] 38 75 g 7 R 4R A0 55 O3 i A DA A=
B ATP 671 1) 817 AR A i 45 G AR g DA ik 2>
ATP {5 #E, DAL 4 1E 8 & 2K ™, Ik, AMPK {55
T I AE LA R i R o AR & 4 A R AR
o AMPK #G ARZ T UiF I a8, BEAZ I ] ACC /YT
P ACC 2B DR A it A v 11 Gt PR okt il , HE
JIE W R A B 1Y) B2 IR —— S Wk i A——R 1k
BN e A . ACC AL HE ACC1ACC2 W R 7 2
Hodr ACCT 3 BEAE T B 7 55 g 105 A= il 2 2 3%
ik, T ACC2 TEC I i ULIA 55 15 7 2 R 484k
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