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Plasma ET,NO,CGRP and EGF detection after the acupuncture at Zusanli point in patients with chronic atrophic gastritis
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Abstract: Objective To study the clinical significance of plasma ET,NO,CGRP and EGF detection after acupuncture at Zusanli
point in patients with chronic atrophic gastritis. Methods 36 cases of patients with chronic atrophic gastritis were enrolled in the
study, whose plasma ET,CGRP,EGF were measured by using radio immunoassay and NO by using biochemical methods. Results
After acupuncture administrated in patients with chronic atrophic gastritis, whose plasma ET, EGF significantly decreased, while
CGRP,NO increased(P<C0. 05). The levels of the 4 test items were significantly different between acupuncture for 7 d and 1 d(P<<

0. 05). Conclusion Acupuncture at zusanli point could lead to the regulation of the plasma ET,CGRP,NO and EGF, which has

time-dose effect.
Key words: chronic atrophic gastritis; acupuncture;

mal growth factor; nitric oxide

18 E 25 4 M T AR A DA IR R A 25 4 O R
— 218 Pk RAE L AT I RS AIE 52, B o A2 = B OO 18 1 25 4
BREA R T ERT . ARy & (ET) R4 £ 3%
B A Ik (CGRP) (22 ¢ 4 K I T (EGF) 2 5 [ i & & — &4k
FONO) X FhIE A 3405 5 16 52 4 =1 2 1) A D A P WLl
2 5 M T IO R e T A TR S %
AU ORI bR A bR A AT e T 08 v 2 4 R R R
P A5 S = BLOCRT S IR P A e R R K
ET.CGRP.EGF 43 % F NO [{K 347 T & .
1 #P5HE
11—kl EHC 2011 & 2013 4EF KK N R E B
LWt E g E k0 R 36 i Kb 5 20 .4 16 f,
WY 48~T70 % -3 58.5 &, 1SR TEE R EH WA
S WA EE mE s R IR E DT Sod T B & E A
WRRAERL.

1.2 J5ik
121 BE=HOCHR SO I6 &  0U 2 = BT, R AR

MRS B30 B M Z AT MR R AT IR NS Tk
£t 30 min, B 10 min F748F 1 W, TH 1 IRKGESRIT 7 d.

1.2.2 A TFEERIGRI 23 BIAEIRIT BT M AN AT S 1.4.7
d 25 A BUR Z i bk 8 mL. FH Z — e DU 2 R (EDTA) Bii .
LR 57 BPIR A1 B D A B F — 70 CARAE . ET.

Zusanli point;

endothelin; calcitonin gene-related peptide; epider-

EGF.CGRP M 5% ik fe 43 Hr vk GRA & & i b st de 5 A=
WIE ARG AR A s NO SR FH i 2 7 JAE v Gl 37 & b g ot 2k
Wy A PR B ER AL o A 4 R AR 0 B P 4R R 2 AT
RS AR A AR
1.3 Geib=ab3 B S5 30F SPSS19. 0 X 4G I 5 44 3
oM T B R DL T s R AN [R) B[] 45 T00 48 A 7K OF 1) LE 3%
KA ¢ K. P<<0.05 WZERA G EE L.
2 % ®

FHE=HIGRIT RS ES T E KR E LK ET X
EGF KRB, 22 56 G 2% 3 L (P<C0. 05) ; CGRP il NO
K EF RS L (P<<0.05) /4 7 d B4 1 d
O 45 K 36 b bR 22 7 43 2R B L (P<C0. 05) . £ 4
d 5%H 1 d M7 dBF &8 bR R, 22 R B ST R (P>
0.05), WFE 1.

*1 BHEEETREEHRETRAR 147dF

M 4 IFERKFE (n=36,7Ls)

Hf ] ET(ng/L) CGRP(ng/L) NO(mol/L) EGF(ng/mlL)
&R 55.0£8.4 30, 145.4 51.7£6.0 4. 6740. 54
1 d 50.649.5* 34,046, 2% 54,8+7.1* 4.4540. 25"
1) 4 d 48.746.8* 36.5+4.6* 58.1£8.0" 4, 3040.40*
1) 7 d 43.247.4*4  38.845.8*4  61.5E7.4*4 3.98%£0.80" 4

* 2 P<<0. 05, S HIHT 482 . P<<0. 05, 54141 1 d H#K .

YEF A 2R 20 FATA Y 10, 88 ISl R AR W 16 2 5 K 90 O BF 5



[RAb I E ¥ 2K 20154 9 A% 36 %% 174 Int ] Lab Med,September 2015, Vol. 36,No. 17

« 2513 -

3 9t it

M E R IEIRE W, &AL R ES
B BB A8 P JORE L T R B R T A I R 25 g R Ak A L
A3 M E A V] bR B . A SCHR AR L AR R B
A WA G 2 B 2R A v B R e PRI R e v T . B g
RN ZAETE BN 2K Y 58
FHE A A3 G R R FZFER B RS 545 8 i
P B 4 B 20T . R ET EGF.CGRP 45 § i #i%
F M NO EEH TR YT 2 M gt B R B F R e AR Al
XTIl R = B TR B K P R AR AR K A i AT T
WF5E

AHEFE BB E = BB SR A v R B R R
LR FE AR KO BE Bk AE . R B ET K& EGF K VPH BT
% .1 CGRP Al NO /KB EF. BF5E & B ET J& M4 W
2T 43 0 B — A B 22 K, HLoA SR B A i e i A R AT . NO
S LR R — AR AW AT = AN/ Ty
B AP KA AT EEY . CGRP &2k A M K LR
R K, B AT SR K A AT IR A AR AT . S2ERE 52 CGRP
A3 2o R T R R O e S R A W SRR R R AT B B
HBE A AP P T T I R R A A Ak X A A R 1 S
1652 HA B E M52 AR Z6 IR 2 45 75 2 0 I 308 o AS A 0] R
UE B 2 70 2 L4 BE T E b R A0 A0 a3 0 S B O BR AR
W S DA B T R . AR S AR B A S B
7 7 Z 0 0 4 I PR G ET 2KSF B 8T R, i B A AT 5K 1M
fEFIM CGRP #1 NO /K-8 8 b T, $2 7 £ ) w7 3 5 98 35 A&
ET.CGRP 1 NO 7K -, 1 1M 38 i 5 76 B 10 308 &2 I 0 38 2 ¢
PEAR G B AR E B B . EGF J&—F A K 7265 B R
E.OEREN T EA M E g DNA RNA FIZE A iAW -
T - R 40 A S B R o Ak 4 7R T Y B R 2 B &
G EGF sKSF m W BB T ), AR F 98 LR 3
filJ5 B35 EGF K P B T . #2758 EGF 25 T4 3R 718 M
FEYEE E R AR AL BB HLRAD T ot — 2B 5T . ARBF
SR RE R = B GR TR S 4 v A B U
ET.EGF,CGRP Hl NO /K, 1 ki i b i 48 #5049 48 46 7] Sy H)
W 1% 25 4 P 1 8RR A I T YA T RO SR — S R B

ARPIIRMER T £ HIAR T RIS B i R KT Ak,
RBEH 7 d BRI 1 d S AEFRAS LT N B B, SR WA YT
XoF b3 R AR T A — 0 SR AR, A I R S T of g AR 4
BT —E B S KR .

2% 30k

(1] STE0RE . FEHEMNE. B0 R = MR 7 2240 M B R I R s ]. &
Sl R %4k ,2013,29(5) :18-20.

(2] HESCAS R BE— U % 5P RGBT IS PS4 E B R 10 S K
IRBFFERE )], B e R 44K, 2013,32(3) :229-232.

(3] SRUEE . Wi v, 20 . 45, 18 7 30ouk K BRI 35 PN 2 R — 4
A0 09 R ) K R B T TR LD DL o [ B L 2014,23(2)
192-194.

(4] HBEME, sk 5, 0. B Wz B # NO M ET BA i iy & LT
o 5% P 2%, 2013,21(3) ; 135-136.

[5] #:53 .84, Th 3030, %, /K BB K B 2 W 2 5 85t 95 1V 1 F I
HxF NOLINOS F1 VEGF ik 520 [T, Wi VL o B 25 K224 4
2013,37(10) :1151-1155.

(6] XURY, F e, 505 M, 2. R 23 B X B Bt o
ET-1.CGRP /KR8 mi[]]. 14 EE25,2009,49(40) , 77-78.

(7] ZEWZE, ik, 2o T . %, KZ R H 5% M4 it & EGF #1
VEGF Xt B #i B 41 208 28 w2 ma [T, B % #F 5% 24 4. 2010, 39
(8):56-59.

(8] #%br . i AR P, S Mk 25 i bk 1 0 o I 72 ol 2 I Y
5 EGF.EGFR,TGF-o FXMWHXHWRLT]. Bl hEZ A&,
2008,42(7) ;5-7.

(9] #i%/E. VEGF fEM M4 E R B A MAL by Fik[1]. Ak
T E 2 B 4 . 2010,8(6) :408-410.

(107 M2, B i MR ANk . op 1R 1 8 R LR E L] s
2 .2007,12(9):513-515.

(11T #RJ7 B, IO Ak ] Bk o e £ I 6 5 32 5k DR R 9 SR A T 1y i
PR SCLT . [ B A 36 I 2 2% 7 . 2009,30(8) : 758-759.

(12] FHE W0 20, 45, N OR A8 TF BT 20 IR 45 38 0 1
MR & A Sh A AR K B [T ], 48 ZF R K2R, 2007, 28
(5):560-561.

[13] Saeki T,Ohno T,Kamata K,et al. Mild irritant prevents ethanol-

CT

induced gastric mucosal microcirculatory disturbances through ac-
tions of calcitonin gene-related peptide and PGI2 in rats[J]. Am J
Physiol Gastrointest Liver Physiol,2004,286(1) : G68-G75.

[14] Feng G,Xu X,Wang Q,et al. The protective effects of calcitonin
gene-related peptide on gastric mucosa injury after cerebral ische-
mia reperfusion in rats[ J]. Regul Pept,2010,160(1/3):121-128.

[15] Konturek PC,Brzozowski T,Duda A,et al. Epidermal growth fac-
tor and prostaglandin E (2) accelerate mucosal recovery from
stress-induced gastric lesions via inhibition of apoptosis[J]. ]
Physiol(Paris) ,2001,95(1/6) :361-367.

[16] Jones MK,Kawanaka H,Baatar D,et al. Gene therapy for gastric
ulcers with single local injection of naked DNA encoding VEGF
and angiopoietin-1 [ J]. Gastroenterology, 2001, 121 (5): 1040-
1047.

[17] Jurkowska G, Piotrowska-Staworko G, Guzinska-Ustymowicz K.
et al. The impact of Helicobacter pylori on EGF, EGF receptor,
and the c-erb-B2 expression[J]. Adv Med Sci, 2014,59(2);221-
226.

[18] Coyle W], Sedlack RE,Nemec R, et al. Eradication of Helicobact-
er pylori normalizes elevated mucosal levels of epidermal growth
factor and its receptor[ J]. Am ] Gastroenterol, 1999, 94 (10);
2885-2889.

[19] Wong BC,Wang WP.So WH.et al. Epidermal growth factor and
its receptor in chronic active gastritis and gastroduodenal ulcer be-
fore and after Helicobacter pylori eradication[ J]. Aliment Phar-
macol Ther,2001,15(9) :1459-1465.

[20] Konturek PC, Bobrzynski A, Konturek SJ, et al. Epidermal
growth factor and transforming growth factor alpha in duodenal
ulcer and non-ulcer dyspepsia patients before and after Helico-
bacter pylori eradication[ ] ]. Scand J Gastroenterol,1998,33(2) ;
143-151.

[21] Tarnawski AS, Ahluwalia A. Molecular mechanisms of epithelial
regeneration and neovascularization during healing of gastric and
esophageal ulcers[J]. Curr Med Chem,2012,19(1):16-27.

[22] Jones MK, Tomikawa M, Mohajer B,et al. Gastrointestinal muco-
sal regeneration; role of growth factors[ J]. Front Biosci, 1999, 4
(4):303-309.

[23] Tarnawski AS. Cellular and molecular mechanisms of gastrointes-
tinal ulcer healing[ J]. Dig Dis Sci, 2005,50(Suppl 1) ; S24-33.

(e H 11.2015-01-08)



