FRESF 20105 11 A% 39 4% 22 4

FLI S RBFFE . 1996.,21(3) 9.

C4] X4 E 47 B AR 9 20 0 BB i 2k R LT 0. b B9 4 Tl
2235 ,2006,23(2) . 146.

[5] Alan H,DeChernery L, Nathan L. Current obstetric and
gynecologic diagnosis and treatment[ M. Beijing: People’
s Medical Publishing House,2003:16.

(6] Ay sd, 40, okiz V. W8 K 0 92 0t 20 W B0 X 40 W 45 )
Ros e L) ], iR ™ R 2% 44 75 . 2007, 10(6) 1412,

[7] Huang CS, Tsai YF. Somatosympathetic reflex and acu-
puncture-related analgesia[ J]. Chin J Physiol, 2009, 52
(5):345.

[8] Hantoushzadeh S, Alhusseini N, Lebaschi AH. The effects of
acupuncture during labour on nulliparous women:a random-
ised controlled trial[J]. Aust N Z J Obstet Gynaecol,2007 ,47
(1) :26.

[9] Nesheim BI,Kinge R, Berg B, et al. Acupuncture during
labor can reduce the use of meperidine:a controlled clini-
cal study[J]. Clin J Pain,2003,9(3) :187.

C10] BEE. ARl AL i 5 U % 7= i A il PR UL ¢ L0 0. v A4
e Toll Bs 2 44 7, 2002, 5(5) :470.

(117 BR3Er, phoNe , A] BB, 55 7K EF R0 B0 X 43 16 485 Ja) 1Y)
L] b BE 2% ,2009,15(5) 574,

(12] E#y . okE, A4 5. Py gk 5 55 ok ik A& bl [ S8 1R
JH B UE AR [T ], o R B 24 2% . 2002, 8(2) ¢ 118,

(130 Evkik . 2277 8% . e/ JE. 48 J7 W 7 98 TG 9 43 Ik 1) T
FE[T]. @£ %2,2001,21(1) 29,

(14] EF, EWHL, BE E 5. 458 oA O /80U X AR
S5 PR B il S RS2 s e L] e A R A kAR
2009,15(3) :181.

[15] McMunn V,Bedwell C,Neilson J,et al. A national survey

. g% iﬁ-

3139

of TENS use in labour[]]. Bri J] Midwife,2009,17 (1) .
492.

[16] Carol B, Therese D,James P,et al. The use of transcuta-
neous electrical nerve stimulation (TENS) for pain relief
in labour:a review of the evidence[ J ]. Midwifery, 2010, 2
17y 1.

[17] Chao AS,Chao A,Wang T,et al. Pain relief by applying
transcutaneous electrical nerve stimulation ( TENS) on
acupuncture points during the first stage of labor:a ran-
domized double-blind placebo-controlled trial [ J |. Pain,
2007,127(3) :214.

[18] Borup L, Wurlitzer W, Hedegaard M, et al. Acupuncture
as pain relief during delivery:a randomized controlled trial
[J]. Birth,2009,36(1) ;5.

L197 w4, 2R . Al 25 99 M JCIm 43 06 i R Iz F WL LT 1. o
BE i % 7% . 2000,21(4) ; 98.

[20] XU, 2 H 3. oo 0 06 A0 T 23 006 B0 B4 i PR WL %5¢
1], s AMEE ST 1 2009,3(9) : 72.

(217 3 SOk BRIEAR S B K o 55 BB BE0R 78 BE 2R 43 W vh (¥ i
B P SE LT 1. BARIA R 5 ) . 1997,6(3) 1 249.

[22] ¥F8R .56 55 2. HAHBUR T 20 W 00 y7 RO g0 1. b = &
% ,2001,21(7):399.

[23] #®#, B8R Y. AR A IR % IM]. 4o at B2 8RR 3emk
AL, 200222,

[24] R E. L5887 HOR 19 BIF 78 SR B HE dof ik e [T . Bk
PO UISE R~ 24 4 - A AR B2 . 2001, 29 (1) 1 101,

(257 M SCAX. A 22 7 v B2 I R 5 0F 5 v g 2k Je [T 0. 51 3
Il Sh B2 25 4 R 5 BE 4. 1999,5(12) 151,

Wi H 3 :2010-05-31)

BENEXKERZEAEEBFRERIFZFPRER

E e mELK

TR

(FEREHKXFWESE —ERELAF 400010)

KR BRI B F- R FRE ARG RRALAH
doi:10. 3969/j. issn. 1671-8348. 2010. 22. 063
hE 4 #E S R575.502 Xk HRIRAD : A

JE V5 K5 1 g W5 14 1T %5 (non-alcoholic fatty liver disease,
NAFLD) 8 Bi A £ Bt PR 28 s H At 2 05T M50 B B0k - DA
1 1 V4 R R I 75 A o B AR AIE 104 16 DR 25 45 AT 59 T A 35 B 4l
P Ji 7 PR T R TR RS 1 B 7 1 JH %8 (non-alcoholic steatohepa-
titis, NASH) | Jig 105 1 /1 £F 4 £k F0 g i 4 S 4k 4 Fol o B2 Y
NAFLD i) &9 % h 17% ~33%, H it NASH 5 1/3, 1 H.
25%~30% Ky NASH 2 % J& A ig i 1k A 4 4L ™ . B -1 4
ik & & 4t (renin-angiotensin system, RAS) AS{H 42 ¥4 45 IfiL i
7 AR O B RS 24 B R R A K IR A
Y250, 5 5 T N R AE A 28 48 10 % P 72 5 1 H5 P RAS
BRI AT T 1 R 2R AR L IR T IO S AT A AR . AR S
Mt RAS 78 NAFLD &% AL 4E FH A BF 58 0 J AT 250K
1 NAFLD K& f& #L %l

XEHE:1671-8348(2010)22-3139-03

JRAE BT NAFLD (995 BAL I v A 58 4 P . (H 22 g 2
AT 220 o =AY . RS 1 AT RS £
HEHE (insulin resistance, TR) B 7 76 JHF I K & 081 5 H B &
O vk 22 B AR Mg 8 0 40 o 4 FE s L T R T 40 R B
103 F i 2 B 107 B2 (free fatty acid, FFA) ¥ B it It & B
I A B AE 7, B 08 8 BF I DCRRTY . 58 2 yAT o LA
LRALAAR I v LR Y A 5 BT AR e Al Al S R
Az ALV i Coxidative stress, OS) , 5 2 A P ki 40 g 4 11208
B VRG5> W AR SR A A B IR AR (re-
active oxygen species, ROS) ; 7& i I i3 £ 1) ROS %& 1k A4S 1 il

B U R 5 EUORG o Aok SR Ak ST o AR Y B B AR A S R AR B
RN T B2 A W T EE 2 b 1A 458 43 5 B3 ok 5 ) 6 1R Y
FEA AR, i — 25 fin = i JUE 09 R 52 325 AR 5 L300 1 JFC 0E 6 W Wi
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M 83k, 7 4 2 ROS, Jy NASH By fp2l & 44t 1740+
el B RRIRS R ATP i RE & 1010 Th i 3508 , in # BT 40
fE#ifs . BT, )8 3 NASH M- 4ifbmfd . — Bl miE
NAFLD #Efgdh IR MU S 55 1 )i B S 5% 2 K
i BARARR S A ol . B IR 78 NASH kA K &
HERERMENMAESL., EEAPERD IR 802
NAFLD #— A~ 54 38 B0 a2 5 e 3 gl A8 . dy vl DL,
IR\OS fig i i %6 1k [ i 75 NAFLD By % 4 | K i e OC B
B/,
2 RASZE NAFLD ZR &N T P HEA
2.1 RASHHMMIIEE RAS il H R M il B % 5K K (angio-
tensin, Ang) 41 B , B K 7F Il % % 7k K ¥ 8 i (angiotensin con-
verting enzyme, ACE) I /E T A4 i Ang. J& & 045 I % 5K
% [ (angiotensin [ s Ang I ). Ang I . Ang-(1-7) 3 F V. 4 47,
Ang Tl . Ang-(1-7) 4351 5 Anglll 8 (AT1) % K Mas Z 1K 45 &
A I AR FIET 3K . 2000 45 % BN B 1K R B 0 B AH OC R
JIKHEE (ACE2) 2 AR ACE iR JiY) . ACE2 gD fig 5 ACE #f
WP ACER M Sk E 1 (Ang 1) ¥4k H A 45 1% 300
B Ang Il s ACE2 W REX: Ang [I 564k Jy 7 1 3 #) Bt Ang-(1-7),
AT 35 B RAS (1 S, edh . R 98 & Ang-(1-7) fg
FAEREST Ang Il AR T A 2 0B RN AE B Ang-(1-7), H.
ACE2 J&Hioe A o 2 v AR ml B> RO BT . G SR BRI A K .
RAS Hi 2 A~ VE FA AL A8 B2 0 b 40 B B A i 480 e 46 2 e 7Y
ACE-Ang I -AT1 3z f&Hl, L X% 4 &F 1k DI ik 19 ACE2-Ang-
(1-7)-MAS SZIRG- . RAS ()55 2300 52 P ol 3 P K AR 1)
A1l 2 T T O R OR R

RAS J& B I K0 1l & 1 — A E 2R RS 765w MUK
PR ST R 15 Bl Ik il A0 T A K R A T R AR, B AT
VL2 5.0 WU R i A8 3 LR 18 58 A0 4 Ak . LR AL T 95 J0IR 2S
AF 8 BTG 1Y RAS A 7= A — R A0 045 22 480 B A PR
T R G WUREBE L ) A . BETEIN B R L Ang  ACE
43590 BB E R R A R, BLE R BLBR T 1R 3F RAS b
L8 VT 22 JIE 4 R AL SUER A7 7E RAS, i Ak 9 JF B IR 48 i Che-
patic stellate cell, HSC) & ik iFHE 7 7 RAS. JG & £ % Mk
FHLA: ZHR T AR SR R YT 40 B 3G 5 ROS AR LR S W
K IVE 5 RE FRET 4E4E
2.2 RASH#IE Y IR
2.2.1 RAS 585 R 50w X H BN Ay B Al s A
A A ' ok 2R 3 i 4 ) 57 Canglotensin converting enzyme
inhibitor, ACED 8§ Ifil 4 & 5K & 57 1K # #/{ 7] (angiotensin recep-
tor blockers, ARB) A] #i il RAS ;= A ACi sk i . NAFLD zh#)
BERLT DL Ang [ 035 I IR BB E IR SR R Z @Bk AT-1
ZARE T L ARB B4 LS IR B S "7, Ang 11 3 52 42 #F
e 5 R Ak 22 E R W TR AL, ELAW ) B 8 R Z AR R 1 (IRS-1)
it U1 W IR A o D TAT B AU B 5 3R R o I R F 5 IE 3
ARB W B A IF 8 L 1 NASH 8 235 5 5 & BUS M, 37y
BERR AR ZREL . B4k, ACEL 3 ARB ) RAS J5 W] /b i 1L
FE 75 FB A R B JR & A 3RO 2 L T oK am L 1 B
B LI G 2R 5 5035 A1 ) 4 4RI 15 3R SRR PE 1 AL R ) e
BB (2 BRI R A T B VLS S S 2 4000 A 2 0 Y 4k
BRI T o [5) I i 5 2R A 3 b . LR T RAS J5 18 (8] i
PR A U A L PR R R B B U R N AT A A
ik 5 2R R B B R A . TR X 2 L1 £ AL D A
ACET =t ARB A $2 5 B & 3R 55 e T 30 3% A (7] B B2 114 2 940k
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(bradykinin, BK) 7K 3, H 3% i % %5 #% %% 15 /& 4 (glucose trans-
porter, GLUT4) ¥ 1k B 3 35 , 24 3% 42 5 FIFJIE = #8 1 IR, BF
FIE I Ang Il 5 AT-1 K455 J5 7740 618 105 40 12 1Y
I3 A A, dy g o 4 R RAS BT AR 5 A 7 40 64 23 1k A
B, ARB 5 AT Z k485G )5 805 i 404k 9 i 4 5 7K 005 %2
f& 7y ( peroxisome proliferators-actived receptors gamma,
PPARY) » WA T 240 38 [ 5 3% OB

2.2.2 RAS 5RIGAME T B8 HE AR 68 & 6 77 4%
BB N W T RE AR 07 A AR 43 W AR 1 B I I P Y
R THRIE DM T . 5 F EIRBCR R IR
%E A F-o (tumor necrosisfactor-alpha, TNF-o) %5, #E A Ifil 7% 1F
WOER T AL AR B A MM R MEN . PR LK Angll
0750 1 T 400 1 43 4k, 3 38 TNF-a £ B AR i 385 i 36 38 K
V. AR, T LA ACEL 8% ARB FH IS RAS J& Ifi 35 5 B % K F- A
BETE B TNF-o KF 5 E AR, WIRKRBA B #
g £ R BURAE Y VR . TNF-o D0 BE 90 301 BE 5 2 2 15 15 5 1%
SRR B AN > W R R DR ] & IR, $278 RAS W@
KPR ML TNF-a B i 15 28 K L 5% il B & 38 A9 ot . LA
WFSE 3, BE TS A RAS 3 38 £ b B AK 4 B K R
JR T I 5 R MU L R A TR T I RAS I AT o 4 B R0
JUFR J B ) i f5 R AU . AR 3 A B R B NASH i I
1 ARB 25259 @ VP IH (50 mg/d) .48 J& J Il 3% Fa 25 1 5 Z ik
PLRBH(HOMA- TR I LR FHE L. hHEIR . RER
LRI BGE TR 19 L 182 ARB 19 5 52 M T 80 1 75 K
AT S A i DR I 5 SR TR 52

2.3 RASHHIES HSC JFNESR Gife 2w eIt 1 £ 2
HSC &8 HBOA R 2 P 27 44k & AR i G R & . HSC i 1k
Ja A B it £ 0 40 i 2 L R Cextracellular matrix, ECM) , J5 # 1E
2K PR TE1) B 1) 0 AR 440 i 2 i A L 7 S 2F i Ak R AR R TRl
BAERY ., RASTERZ AL F E R EZMEM, H
Ang- [l TEJF LB ST AT 4240 M 34 70 L I8 3 5 b e 2
BT . B — 2 B Sh Yo & BT 41 4k AL % B o AR
HSC i Ang Il 52 fA 55 Rl 3R 3K 0 35 38 s Wi BH T Ang 11 155 %%
538 T L ARB WiAR B S  HSC 3% M 2 2 w546y
HSC 433 Ang- [ #1030 6 ) BU 4 16 1T (NADPHD AL
A G IF LR Ak A0 ) RAS W] 48 28 [7) JIF 461 00 458 84 174 JiTF &7 4
FeiAR . TOL L TG AR Y HSC RO IR R & RAS 35 . 4 i I
R AL i KA A R BARHLEI IR .

2.3.1 44K H F-B(transforming growth factor-8, TGF-
R TGF-B & fam ity HSC Rl BN T, dh J 75 41 i A1 5 AE 41 g
A 1 3 s HSC 18 NASH JF£F 4k 1 fi v % 4% 3 224
o WF5E R BT £F AR A T L ARB i4b 31 f5 , HSC i 14 2
FRANH, B TGF-R KRBT, JFLF 4 (b #2 R 0 iie. IHiE
SEFL B YRR R R BT AR R 3R Ang [ R Rk . H E 8 iH
HSC 724k, 7L ARB b5 TGF-8 mRNA ik T, iT 41 4
PEVAR T A L R B S K LA O L ¥ NASH &
F R ARB 2259 4 7030 (50 me/d) AT 2 4R . A5 7 4F 4k
LB DIAH G TGF-p JE PRI Rk B % T, HIFAS %K
SR RS AE A AR 44k el . T L TGF-B 5 RAS 15 %
YIAH 5%, 9E W 15 4k HSC, A 5 I 47 41k .

2.3.2 ROS iFfb iy HSC w3k I JIE 7 & RAS, 1 5 #%
ROS A= Jit. Ang 1 77550 40 g P9 55 85 73 B, oS AR N &5
B C (protein kinase C,PKC) . # f§ B NLEE-3 #f§ (PI3K) /
AKT K 22 24 7 1% 46 2 F # B (mitogen-activated protein ki-



FRESF 20105 11 A% 39 4% 22 4

nase, MAPK) {55 % 538 B, £ iR ROS, A5 584 I 80
B TR

2.3.3 E -1 activator protein, AP-1)  AP-1 {E N 54 5%
SRR R AR O SR T N o G I 2 = o o A 3
[e6] e 3 ¥ 19 HSC W] 5 o 46 Jfg &0 94 1 2 3 S Cextracellular
regulated proteinkinases, ERK) 1/2 {5 5 %% S8 J§ i 35 AP-1,
[y B8 AP-1 #ERE P ol B E A mRNA K3k, 14,
Ang I /i@ it PISK/AKT J¢ MAPK {55 % 58 % . {2 i -k
Wik AP-1 194 8. 4278 HSC 5 RAS of JL[F] 1458 AP-1 (93
JH- 2T 4 AL 00 o

2.3.4 MCP-1 MCP-1 B8 F AE#H T CCHEIMHE(CC
subfamily) i 5% . 98 5 60 55 B0 A% 40 A L 96k B 40 i 26 P B 2 AE 20 it
RIRAE S IE AL . IE 58 5 B T P9 3R AR A 4% 0 4t i 38 3o 8 ik 4%
Tl 9k A B, S 20 R0 2 A I 41 4 4k R . WIF o 36 IR O 46 45
B}, Ang I 3 3o 300 380 B 5 35 MCP-1 #9355 R 26 3k L 1k R E 41
MIAEF B AR, AT-1 5 PG BR /0 BUFD 05 A8 B0 /N B, &8
CCL, 4b¥ 4 J® )5 1 & HFIE MCP-1 F1 CD68 FH P 40 it /K F &2
FWNTFIEH . Mo, R4 L190 41 (HSC-LI90) £ Ang
Il 4k # J5 . MCP-1 mRNA Fl Rho/Rho # i {75 5 5 5 i #
(Rho-kinase pathway) &4 {5 5 4>  RhoA mRNA F ik E
WLIFH SR HSC 2 W3 M EASC. AT 0L Ang- 11 43
HSC 434 MCP-1, 175 3 4 AiF 20 Jifd o] JFF P9 SR 4, 3 S50URF JIE 4 0 S
N s H3X — i3 #2832 Rho/Rho #5555 5380 5 0 /4% .

2.3.5 Rho XESH =®ifRE (Rho-GTPase) Rho-GTPase
J2 0 I P9 — 2L DG B P 1 A5 R A% 8 AR A 40 N SR 30 L L A
T AT ES RS EE T EENER &SNS
P& AL 5% S I F . Rho B i& 7248 HSC 36 4k i[5 5 7% o 72
HE G VE T, 3 LA Rho 8 Bg 30 i R Y-27632 Wi 4b # )5 .
NASH gl 80T {1 7 £F 4 fb ik J 35 3 52, T 280l sh W it o
K ACEL 8 ARB FHIr RAS J5 [A 4% T 30 i Rho ¥ V6l
BAF £ 4E 4607 gt HE I RAS 5 Rho #B % 2 75 1k
HSC. 4 S JF 27 e Ak 5 BB AZ . S, Rho #06 i6 2 5 I 45
Ang Il /5 ) HSC 43 i MCP-1 3% — i & . 5 I Ik 4 4 %5 U
LIS

2.4 RASHBECOE SAFREM G 76FF RAS 528 0 35 1. i 3)
JIEEWAE] s Ang 1 W46 18 . 10 Ang-C(1-7) W &F 5K 48 . 1
P RAS FUIFIE R B8 RAS W AH AR T OF 5 HAL i R AR
PITEBR R o I 7 I R A B ™ 26 0 KA B Sl g 25 L B T bk v
FE A 2 IR ERAS L )5 B BRI SO i B R A A i
FHLIIREAR . Ang I 78]k &5 F /4955 S AL i o i =2 220 L 38
JHF P9 LA BEL T AR R I AR Ak . IR A T Bk R B R R S N E
Bk EF 5K i B Sh JE 18 26 BH ) B AR A YD AE &, Ang-(1-7)/
Ang I/ L 491 5 0 i 8 2 18 A8 5, 17 5 40 Jal i 8 BHL 0 06 56
E R AL SR 0 B e 1 184 T ARG B BEL T 0 BRI [ A
R RAS Az pfg ) 1 [ B B A H0R]BRAE T T PR AIE T IE # R A
BN WK M . SR B S AR Y I R R B Ik T 5K 500 A 4
BB RS RN, R RAE B K AN R, RS E)
JORAR I 4 800G RAS 38 8% # 8 3 4t (sympathetic nervous
system, SNS) , 34 BT A R B 1953 W . 1 T 4 BE I YR 27 52
Wi Ang Il . 25 ¥ 1 i 3 (norepinephrine, NE) K ifiL 4 Jin
R 2R B2 W) 2l UK D3 8% 20 DULARCRE T 1A IR o 1% 25 2 1l 38 K 19
Wk o B E] L RAS FE B8 AR 09 AS [ B Bt R AN R VE L o6
BRI B -5 ¢ R A8k, HAT. RAS B W K= 5
JFF T Al 1) 00 5 78K 8 ) Ay - ACE-Ang T1-AT1 52 f b 5 BUH 21
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LB R 27 4t 4K o 4t 5 JF 83 1k 26 042 I 00 36 2 1f % BH g 5
ACE2-Ang-(1-7)-Mas S k%l W & 48 51T JT 4F 4 b AE F . B 4k
SR H K T 0 5 22 B ) RAS ¥ A ik AR50 » PR I L B 4 b
TR 25 % /R fl ACET 8, ARB 7] R &2 FF R AL i — AN W 75 1R I7 12
%o MZ RAS BB A2 5 NAFLD g i 4 JH 6 46 B Bt
L3 B 2 ZEEL X — 9 B A B AR L o A A S AR A
2.5 ACE2-Ang-(1-7)-Mas Z KB M 1EH &I % & H
ACE 5 ACE2 V145 5 & % FIF A difb i kb R B A B
M. ACE {2 Angll & 5. A 545 4t 4k ; ACE2 I XF RAS
O P VR L 58 > Ang T B9 AR B, 0 R AF 4 L R
U, SRR FI M E AN ACE2 4 n BE s NASH iy — Fl %
HERIBIT R, i — P58 & B ACEL 8, ARB 32 %2 2 38 i3 F}
B Ang-(1-7) i JE A% Ang [1 s i 315 32 1k 45 45 5k & 4 9t
FEEF 4k A ™ . ACE2-Ang-(1-7)-Mas % /& %fi[ ACE2-Ang-
(1-7)-Mas receptor axis | (1] 9 %7 75 T £F 2 A & 955 L i ol 25 22
YERT . BARDLH S A0 T . L LU BB NAFLD ) ACET4
ST MG I R 52 3% . T A4 ACE & Ang 9841 438 B BL . %
) TR B A VE TR A
3 BREERE

g5 LAk B M5 R RAS 78 NAFLD ) £ 4~ 545
Wk R R AE TR Y 4% 0 R £ 2 b R Ak
MU 3l I3 2% ZE L 3 A D5 T A1 2 [n) LA R iR D« 2 B BT
RAS JRY7 /& 5 7€ NAFLD By A~ B B Ak Al 3k 25 5 Ry faf ACET
ARB [ JF AR 57 25008 5 B0 B2 19 25 5, ACET 3 ARB 2 % A
A AN RAS 5 SNS T Fh 38 SUIF IR 36 R L 2 15 A W 28 1936
I S IR TR I P Y P I T 25 4 ¥4 45 T E 19 NAFLD 3R 97
PEFH s Il 4 RAS P304 s RAS XI5 9 5 4l i s g
s, Lh b2 n] 8 [0 245 45 B F 7 3% RAS 78 NAFLD
AR R i B LD AE AL I D 8 NAFLD 3697 5 5
T IR TS

SE
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