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Study the Nuclear DNA Content in the Syndromes of Traditional Chinese Medicine for Chronic Atrophic Gastritis with Dysplasia
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Abstract: Objective: Observing the nuclear DNA content in the syndromes of traditional chinese medicine (TCM) of chronic
atrophic gastritis with dysplasia, studying the difference of the syndromes of TCM in the molecule biology level. Exploring objective
indicators of syndromes of TCM as a guidance for preventing and treating the chronic atrophic gastritis with dysplasia in TCM. Methods:
146 Cases with chronic atrophic gastritis with dysplasia were divided into five types according to the Syndrome differentiation of TCM.
The nuclear DNA content was quantitatively determined by Feulgen dying method and pathological image analysis. Results: (1) The
nuclear DNA content increased with the increment of the severity of dysplasia in gastric mucosa, and there was very significant difference
among Mild, moderate and severe types of dysplasia (P<<0.01). (2) Significant difference of the nuclear DNA content was found in all
types of the syndromes of TCM, and the regular sequence was Disharmony between the Liver and Stomach, Damp Heat in the Spleen and
Stomach, Deficiency of the Spleen and Stomach, Deficiency of Stomach Yin, Blood Stagnation of the Stomach. Conclusions: (1) The
syndromes of TCM of chronic atrophic gastritis with dysplasia were on the basis of molecule biology reliably, and it might play partly a
good guidance in treating this disease. (2) Mild, moderate and severe dysplasia had the possibility of carcinogenesis, and this kind of
possibility increased with the increment of the severity of dysplasia in gastric mucosa. (3) The worse of the syndromes of TCM of chronic
atrophic gastritis with dysplasia increased by degrees, and the regular sequence was Disharmony between the Liver and Stomach, Damp
Heat in the Spleen and Stomach, Deficiency of the Spleen and Stomach, Deficiency of Stomach Yin, Blood Stagnation of the Stomach. (4)
It had been approved that the nuclear DNA content could be used as some important indexes for diagnosis and classification of chronic
atrophic gastritis with dysplasia, and the guidance of treatment, too.

Key words: Chronic atrophic gastritis; Gastric epithelial dysplasia; Syndrome of TCM; The nuclear DNA content

hE 5 ES:R573.3 XHEkFRIRAS: B doi:10.13638/j.issn.1671-4040.2016.01.003

T R L B S R 8 A S T P9 A 2 A R T
A2, AR MR PR A K KR aa B B & R BB BL
A7 AN I AL e D B P e R AR
R 5 90 R DRSS A i DR 3 O TR A
ARTE A A0 T SR AN M AT S BRI T %
B, 5552 DNA £ R iR 570 5 18 R iy A2 i)
KA TR EEE AL o 22 i S DA R s i 4100 5
DRI, A1 AN PR, 5 R0 M B 0 e M SEL R 1
LIRSS T B RN, I B I DNA #3105 4]

THANBN JIHE S, 7 ARG A, 1T SR ZhAS T T
PUBIEZ BATAET, W] ek e D Jit. ABiFY
5 E A1 MR DNA & B AE S v = AivE B R A+
I 1 PR AR R (AR T O, SR IE T 2
[BIFESy A A EAT T € I ER, R
AR R 2SR R, AP IR 3 B 25 B ih
Tk 22 2 1 R K B e BSR4

1 #EREHE

LT —a& 50 Prfr AL eIk 8 TR



08.

B< B 2011 4F 1 H ~2014 4F 2 H 118 M AEBwR A,
Y2t v B B Y 2 R B SR A UE S 18
PEZEAEEE A S A, IR IR B AL W R K
HAE 2002 4 r (5] B 25 R H Rk AR (P 28 24
5 RIS 58— R o 1) v B AE 4 12 WA
BATHRE D B MR R AL 146 5], b 53 78 41,
2 68 il ; fE WY 24~85 X, P HAE WY (54.86+ 14.02)
LR 2~40 4, 1Y (8.58+ 4.27) 4E; REEHHIE A
JH S AL 22 4], 1S R 59 2 26 1, IR W A
32 45, BIAS AL 39 o, T gt i R 27 s JE i
YT 2 55 6, ThE 48 i, T 43 s S ALY
A JEFEE 95 4, T RE 30 4, ERE 21 Bl Bk HIE
TN AP IS 8 R B0 Wl 2 M 22 S (P>0.05)
1.2 %97 % XF 146 B E AT H S Bk £,
W 32 B A0 sl Ak 1 R S A 3R AT P 20 21
TEA, HTEERR AT 10% AR 2R AR e, A
EALHE, 4 wm BV, HE Ye(0 . 5 R 24k I
RFRAETE S A M PR AT B R A e A A,
AR 40 A% DNA f5 A5 &

1.3 DNA &=agm 2 B H 1A R R R R
4 pm V), 475 M Feulgen Y46, 7E MDIAS-500
HRUR A 05 B G 3 BT R 48 N4 Feulgen JL (A 1) J 1
A Muk% DNA J5UA € A7 I 5, D)7 JBCK 400 £ (40%
10D , &4 BEHLA I 100~200 40 K2 50 AN LAtk
EL4 i, BB A 2 C X I o B TSI 4
MO e A AT IE 5, 15 H 41 i k% DNA 11
FEXE5 5, ] DI ZRoRM,

1.4 %t R SPSS17.0 il -t i
HTORER A 2 R R DU 2R % RS AT PR AR
PILLEE . VR PERLER A F ARG, P Z TR LR g
2 R

21 BBFAEAEL DNA AL E (DIE) #9% %
WK 1. 24 F KK, P=0.00<<0.01, i ¥ =411 DNA
ARG EArE AR B E . 30 LL g Kt
T2 FEER, 19 Z [ AE AR W P
(P3¥)<<0.0D), 1ff H. DNA & 5 5 5 e R 38 2 > v i
eI A > R R S R A

A1 BHRFAR AT DNA 4% (DIL)H L

SRR n PME b AsdER KM BeME
RRE 95 12215 0.1560 1.601E-02 1.41 0.00
i 30 1.3857  0.1264 2.307E-02 1.77 1.13
i 21 1.5471  0.1396  3.046E-02 1.86 132

22 ERBEANLFAMAMELZ WE2.L K
5, P=0.002<<0.01, "I\ A K UERAE R P VEHE R

SEAT PSS AIRIR 2016 4F 1 55 16 4255 1 1)

RN Ao B RAARE B TR, B AL,
LR A A LR R 55 7 LR AN AL L Ak it Y
(RIS P S R A P ) AR DB B B, T rp T S
RS (0 o0 R AR T

K2 EREALFARAGE AW (%)]

TER ) n B i G
JH W A 22 21(95.5) 1(4.5) 000
Ji S A 32 26(81.2) 3(9.40) 3(9.40)
JUR Y R 95 26 18(69.2) 5(19.2) 3(11.5)
HEIAL 39 21(53.8) 1025.6) 8(20.5)
[EES N 27 9(33.3) 11(40.7) 7(25.9)

23 BHEEZHEEFRMEFAEAEFEZIELS
DNA 4% (DIfi) w9 % WE3. £K%,p=
0.010, FIHAIAIUEEY ] DNA fi54A5 m B AT B B
F 2z, B UL q KSR EHT 2 H AL, v 1T
B BB L B s ], B AR5 E B
A BHEH L R, RE RS E 4RI [A]
DNA 7 B W3 2 v (P 14 <<0.05) , R & iF
R B ZE 5 (P34>0.05) , 1 H. DNA JE3
RS 1 A 20 > B AS A2 28 > S R 55 2 >
JHR VR AT > I AR

A3 ZAEA P DNA 44k 45 (DI L) H oL

IR o SPIME hREE PR N RME
JFEAFT 22 12308 02830 6.034E-02  1.63 0.00
JEEEA 32 12510 9.272E-02  1.639E-02 142 111
JEHESS 26 12716 01353 2.653E-02  1.66 1.07
HPIALE 39 13503 01934 3.097E-02  1.86 1.04
Faim 27 13781 01509 2.905E-02 175 1.08

3 itie

IEH RN DNA 75 B BB e (1 — A& R 40
P, ANBEAPE SRR R R 1T A2 . DA LA WA
B OSSR AT DR 2 AG AL, F DNA SR E TS
P LA AR 0 A, U 2 o4 o8 ¢ . 2B HUE
DRI, DNA 2 2453407, 40k R 5848 15 et
PRI B T2, 4 A 7 28 BE el A o Y BL DNA
BIER Y GO AR AL A B 5E, 32
DNA ()R 50, i DS HE 9 e 2 e, A i
A AN EY) R IR R AR, O DNA 5
O 2 Bk ) 1R A1 B DNA A4 7 fA 41
L, IRFR A ARG S 5K 72 SO ST s N IEH 18
REE P RN B 28 e PE = ik B ARt 1
ARG A, AR R B T R AR IR
JNFE, DNA S5 AR HH LA B W T o X e 4
MG A K AE R AT E VR 4 2R, — HX
LEAFUETE S R B — e R, UL 40 iy
TORERT, R A A A . Bi] DNA S5 A
BT BE AL H AR A AR AR I — A T ARG



S P s 25 A IR 2016 4F 1 HER 16 555 1 1

[ AN IR BT, R 41 DNA JEHE A5 7o %
PERRR (R EPERR S 2 —, B DNA &&= LT,
ARSI R AE R BB 2 T . R, T
4N i 4% DNA & 5t 5 5 R v] DL T 8 40 i 3 R
NIRRTty ¥ ey - s o
o 1) LB B EL AT T AN

A5 R I IT I 995 19 b A (1) 40 g A% DNA AHXE
S ¥ Ay AR R A, LR S 70 A 0 R N
DNA £ 5B B8, 246560 25 4L R A7 e R B
25 (PH<0.0D, W 1. AT 4B S 2 5
T A R R N, 3L DNA & dsin T 5. B
Uk DNA 75 5 ARSI e 5 88 1797 222 P 1 PR A L A7 512
FAAAE, o7 1 R D TS 6 e AR v e — AN B S
b

s 2 b AT AR S 1 1 R R ARG A
X 44, AEARA LI AR R 1E, v 3L s
CHEBUE AR A . IR EE SR
AN PR SR BE ) WG U R s
AN AR A R AR TS S B A M A
TR A G 0T IL ML E AT A DR — S
Shy e DL B R R R A, AT A G IR )
AR ARSI Z U 5 DR BT, DR S B30 2 3L 3= EE AL
FEAL RS, AHIE UL BT WL S2 1A) 993 51 v R L4 B S
TR T DU B AR L R R 2 0L, P S
T35 A S DA T R 59 2R T R A R 2 0, &
SRR AR ) DL i 2 2 WL (L3 2) . n DL 4%
i AL A2 T 93 A R A B < 1, A R R AT 3
J 5 DS A B A0 N8 A0 A R R A B
6

T Tk A AT A B 6] A (1 A TR S A TR
993 DRI AL 75 THD PR 10 3R e b 15 25 Y8 97 TR 2 36, i gk o
ELiE S DNA S s R R 2 Hb . it
SRR IR IS 43 L 5 0 B SR R A AR AH OGE ,
HS W A R RS K, R EERIE 2 0 I AR
BB R RS AR E R T ERIE
Z 0 EPIA R R E BT MR FLEIF R
W T 4455 5 1 4 XA 0 AL T R I DNA & i 2
AR 4 A5 AN P 2 B B A% T B TR B K R
RIS 4T 55 €A W R 16 5, DNA 5 = EL T B
FERE s PRI 2 v T A TR I ) vy A s A
. xtH 63 BIREAT T 6~72 AN H IR VT, e A8 41

09-

i S TR O TR AR, = R W
FE S R E L AL R S A AR AR O
REY)AWTEGE R R BT 40 Ve B R A A0
A KR8 A] DNA 7 & 485 240 > B AN &
>R 255 7Y > R B HI > E AR, 28
B R AR AR WA (P=0.010), W3R
3o M B AU AR A3, TR R AR A
RAFAIIH CASEE A 32, Wl AR CART B AN R 7R | i v
I 2 W 995 A RSSO, R B0 91 S Ak
DB M 959 280 L B AN AL 28 22 WL i J0 D) K1 i A2 24
RESEIETs, DL g5 7 22 D

DA bax 2o B0 oy 1 A ) 2 A1 BEAIE SE T Mg 28
Ak 2 e R A A2 I B UE R PR I B AR 2R —
WA — I R 59 20— AN R 2 — T 2k 1 2
S /NG AR B A ETE R, B B IR
Iy AR GRS I ME S, T2 th AR L
()95 B4 23 27 Ko 43— AR ) 2 TR 50 AE A 3 A0 i 5
o T RE A S A UE RS TR 41 BB A% DNA &=
A AT LS, AR 8 735 A5 1) v B R 28 ) 2 0
AL T Bl A R NIF ST L B ST BN I PR
A B TT AR S IR AR T A AT X
THRIETEHNSHE BRI R LR —EME
o

2% ik
(1155 IR R B AL O U HE R (0] BT AL e A189T 2013,18

(2):87-90

(213K LT, 0] )5 22 P53 7 R L A e 780 48 A 0 s b (K 0% L
B[] A T R B 2 B 27410, 2004,26(2):155-157

[3IMRMIER. S A B2 IMD AR 13 R Ab R AR TR R AE,2013.1924

(AP AR A2 W AR FE2E M. 55 3 R s b R B 2 H A,
2003.1314-1315

[STELI. PG o3 BT SCAE D0 52 80 40 i DNA. &5 A5 4 o (1035 1 1)
ST AR B2 2%, 1999,28(4):307-308

(615K 22, 3KAR 5, #0157, 5. A0 MU B DNA 25 e RS I e A il Rt v 1)
AR J i I BE A IR R 9T,2003,20(11):836-838

(7] PE, 55 350, A0, 55 DNA 5440 B 7 1 B L Jse 34 74
55 BRI A S A AN 3. 6 PR 5 S 56903 2127 5% 75,2014,30(10):
1164-1166

[8]177 4R 0. i Jt ot T A F) o = 2 0T 5[] VL 95 P 24,2007,39(8):9

(91U AR o, 1Y, 0 S0, A A M ' R TP R LR AL 5 R R AR
AT DG AR [J]. 5 [ o B 25 45 4% 785,2004,12(6):323-325

[LOPAR— L, Jo 2% S0 AR UL A5 R B S 2R 80 A O L 7 28 5 4 A%
DNA F A4k R BRI 5T 7). H B 2452 111,2002,20(3):296-297

CKA% B 47 2015-09-02)

D e T S e ot e o S S S S i o T S S e S R S e o St ST e

AP )T A R

R P LA

AR IT I



