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[Abstract] Objective To study the effects of the Yinlingtong capsules on intracellular triglyceride,
fatty acid oxidation levels and CPT-1B/ACC-B in HHL-5 cells. Methods After treated HHL-5 cells with
different doses Yinlingtong capsules, intracellular triglyceride content and the fatty acid oxidation level were
detected by the kits. The CPT-1B and ACC-B mRNA levels were detected by Q-PCR. Results Yinlingtong
capsules could reduce triglyceride content (compared with the control group, triglyceride content of 0.5, | and 2 mg/ml
dose group were reduced by 9.5%, 14.3% and 19.4%, respectively), enhance the level of fatty acid oxidation by
a dose-response relationship (compared with the control group, the level of fatty acid oxidation of 0.5, 1
and 2 mg/m! dose group were increased 4.3%, 6.9% and 11.2%, respectively), but could not affect the CPT-1p
and ACC-p mRNA levels. Conclusion Yinlingtong capsules reduced the accumulation of fat in HHL-5
hepatocytes, and the specific impact mechanism needs to be further explored.
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12 HMusEdE A HHL-5 SIS T 5%C0;
ITCHEE S, BFEHE 10%5H 4 @i i w5
DMEM, F 70%~80% -5 B F 22 0.25%BRRg 1L
J&, 3£ 0.5, 1. 2 mg/ml RYEREKERE 12
hJE, WEEMAMA TR,

1.3 ARAHM=EESRE: SURSRRAEK
WALEN HHL-S MM, F PBS ¥E¥k 3 Ik, W8
M. DA GE R A K TS 4 I e R T R BN
# (radio immunoprecipitation assay, RIPA) Z#%
B, BT L 10 min, AEREH THARSE,
WAE 1.5 ml 0BRSS, FAEAREMN 100~
200 W B3 s, L2 %, REMEEL 4T,
12000 g, 2 min), HX_E{# 50 pl, A BCA HH
ERANERANFS SR, HL EHEMA 2 1§
HERNPREHREERE (VV=2.1), &
RAHITER, BE 30min 5, REHL 4T,
12000 g, 2 min), FZE EEWH, £ 0CEHET
T TEHEH, A 20 nl PBS FARIRM, Ak
TG RAA BB EHERA TG 5] *. 4RH
HFRAEAP TG ERT (mmol/g Pro) .

1.4 JRUROFLATRN:  HHL-5 41 R#EX
% DMEM B3RP YR 6 b, FEREREK

WA b, FHLMA SH-AFHER 2uCi/ml. L-F
BT | mmol/L, BH ERFFEFE, SFLMA0.1M
f) NaOH 100 pl it B, HU4H B AL At I35,
FE WU v M0k 90 B I R RO AL K F Cepn) 4.

1.5 4R ARKAERt B 8-1p (CPT-1p). ZBt
i A RILBE-B (ACC-p) mRNA KFR#: #
BN ARMKE, B RES, FHXH PBS
¥% 2 M. HIAMA 1 ml ABE B RRREUAR

(TRIzol) ¥, HMRIFHEEIRDE RNA, H
cDNA HFREA A SR cDNA 8. AR
R&MEA RN (Q-PCR) RBR AE AR HHL-S
4“1t CPT-18. ACC i) mRNA #AF. CPT-1B5|4)
FF: F 5-AGGTGTCGTCAGGCCTATTTTG-3’,
R5’-ACCACCTGTCGTAACA TCGG-3’. P-actin {EA4
HEEHE: F5-TGACTTCAACAGOGACACCCA-3',
R 5-CAOCCTGTTGCTGTAGCCAAA-3’. ACC 5131/
¥l: F 5-TGATGTCAATCTC COCGCAGC-3", R
5.TTGCTTCTTCTCTGTTTTCTOCCC-3" *%,

1.6 ZiiteEhsk: FH SPSS 17.0 HAF#ATHIR
S, I ERBEUFHELFEE(XLs)
#w, AEEERA BR. P<005 A ERER
FHEL.

2 SR

2.1 Xt HHL-5 41/ TG S RHEWE: S5XR4AL
B, @7 0.5. 1. 2 mgml =PREHITED
HHL-5 4ifiN TG S|, 4 AP T 9.5%-14.3%.
19.4%, 2 —EMRRBENXR, HPRRERE
1 mg/ml, HALEKE 2 mg/ml AHEHL (P<
0.05), WFE L.

22 X HHL-5 4 R MRS AL pme. Sxf M4

Hek, 4R R B | mg/ml 41, 82 R 8 B2 2 2 mg/ml
AW AR REAAAK T2 AMEMT 6.9%F 11.2%,
BE—-EMARHENXR (P<005), BEl.

23 %} HHL-5 40 AR R R (iR i s 5530 R
A g, BRI 3 M REXT HHL-5 4 f
CPT-18. ACC-Bf) mRNA KFLREM. &I
440 P A A . ) A2 W ] B A Rl i 0% CPT-1B
ACC-PBERIFRIAAKFRIEMEM, RE L.

1 WAERRERAN HHL-S @M HH =5, EIMEAAKT. RIERARE mRNA ERER (X +5)

e R
- ARG/ BEEmY MEEO)  WokTFpnets) Mmkes  ooP OIS
bogiabi 108.52+9.21 8334038 1 1
R 0.5 mg/'ml 98.16+4.52 9.50 £.6940.51 4.30 0.95+0.03 095+0.23
ERERE 1. 0mgml - 9299+3.23" 14.30 8.90+0.28" 6.90 1414021 1.08+0.21
L -E 5108 2.0 mg/ml 87.42+7.58* 19.40 9.26 +0.48" 11.20 0.86+0.22 1.11£0.28

H: HHL-S §108: FEMR-5 fM: ACC-P: ZAcWM A RILW-P: CPT-1p. MWEREBMR-10:. SRS, P<0.01
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B A SRR TSR My, 8 FE X B BB I R
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HEpCE R ZEH, KAEAMTLEIBTRRER
SIRAMNMXKE. FERREASSREAENE
EFT, HHL-5 FF4BRsSF R 8 T A
ZRAEYESE, R 5 AL A RADRAR S
BEH1. BEWEHARMAEHRIA Z R R AR
XMRER, RESBTIURRAE RS EN
SRR, FFRM AR TG ATl & R R &
BE P61 e PR R 2y 8 BB P T AL R AL B
Y TG A% . Bl LR, B7 S8
TG HHE AR, REREW, 8REREK
Y2 R A R AR A P TG K 38 T
HHL-5 40MafRBM a4 ik AF. CPT-1B. ACC-B
ERp O ETRERERER, CPT-1pRMR
PRI B PRIERE, AR KCBEIRRHNE A 5
WA RLERR IR, J5 A TSR P LAY PR e
FEABRE A MYER T, i A BUE AR
W, S5MENMMHBRL . ACC-B LR MNAE
R B BEHSE A 2 ACC-BRIEEMNEY.

ELRERER, BREREAFRKE
HHL-5 4IMK TG &, W IRIBEER,
HE—ERABENFXR. 0.5 mg/ml BF—EM
MM, BEXRARLETHEETEER,

+ 227

TZE | mg/ml 5 2 mg/ml H)4R RB e BK B AH
B R RREAERN, HXFEAFRAZABEER,
ERAAEELRERT 1| mg/ml BPATAE A MM
MR, H—PERRY, BRERESERY
SRS REZERANANE CPT-18. ACC-B
HRMER, HEHicHiNiE HHL-5 4 AR iR a it
KR BRI T B — BT .
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