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(T4 BD REFSF (U RE RESPHE N7 g.2/d;: @t
BRZH (55 ) JRERER 5 3/d.PU L =H . Q=B (67 B,
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Tab 1 The therapeutic effects on sipponen count for CG

<0. 05, P <0.001). X845 Hp " {ff HpACG B#ERER
ERR RN ESEBTRARTRRH 5 ERITSLR
FHER, ZFTEX HpACG BT % 2. BRI A=8B
ST B3 Hp J7 % (EBRE 4 511 958. 49%,75. 86 % , IR Bx E 4> 51
# 52.83%F170.69%  BERTEME P <0. 01(HREER
BREMH 0. BRmH R =BT EARITRE Hp J5,CG &5
R ER 61.90%,80.00%, MR A CG EahE LB #E, MW
EEEHEERERBE(P <0.0D, BRMHNAS =BT E4
Hp RREERABE. ERWHAZBTEX ERB AR
IERGEBEF BERTHEE R, SIPE ST SRR AKRIKIE
RBERSFN64.15%.75. 86 %, S H BB AT REM R
A BEHER (P <0.0D),

Sipponen count (T + s)

Groups Cases
Pretreatment After treatment 1 mon after stopping treatment
Control
Hp+ 55 2.04340.871 2.14640. 768 2.42140.964
Hp~ 0
Weibincunji
Hp* 25 2.10140. 743 2.24540. 981 2.34740.582
Hp~ 28 2.186+0. 785 1. 406-+0.821*O 0.893%0. 741 OO
Triple
Hp* 17 1. 9674+0. 945 2. 0454+0. 683 2.59140. 846
Hp~ 41 2.208+0. 842 1.247+0.91670 0.9134+0.542° CO

# . P <C0.05, »% ; P <(0.01 ws pretreatment; Q: P <0.05, OO: P <0.01 wvs control group

*® 2 =HITEX2060) Hp ACG HIFYRILEE
Tab 2 The effects on Hp ACG patients in 3 groups

Groups Hp Cases Active Active improved (%) Clearance (%) Eradication (%)
— 20 2 0

Control
-+ 35 16 0 0 0
— 21 5 1

Weibircunji \
+ 53 21 73 (61.90)% 31 (58.49H* 28 (52.83)*
— 19 5 1

Tripple
+ 58 30 24 (80.00)% 44 (75.86) X 41 (70.69)%

¥ : P <C0.01 wvs control group

&
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Z A 47 tk*x DU 4997 &%
=Rt Hp #8%#E+ 15 8% (Hp ADUDOBREXE

BRERBHUEEERLER HERWMHRZEBRITER Ho 7T
BERFERET (P <0.01) K3,
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Tab 3 The therapeutic effects on 98 patients with DU

Groups Hp Cases Healed (%) Improved (%) Uneffect (%) Total effects (%) Clearance (%) Eradicatéd (%)
- 2 2 1 0 0

Ranitidine
+ 26 19 (73.08> 4 (15. 38) 3 (11.54) 88. 46 2(7.69> 0
- 2 2 0 0

Weibincunji .
+ 29 23 (73.3D) 3 (10.30) 3 (10.39) 89. 66 17(58. 62) % 16 (55.17)%
- 3 2 1 0

Tripple .
-+ 36 32 (88.89) 2 (5.55) 2 (5.55) 94. 44 27 (75.00) % 25 (69.44)%

¥ . P <{0.01 vs ranitidine

ZHTEERGIAGE DUNERSBBEXERERT X
85. 71% (24/28%, E R 87. 10% (27/31), ZBAFF 1£89. 74 %
(35/39), =/ BT BEER (P >0.05),
2.3 ZHFEMGU &7 K

=T ¥ 5T Hp AH% 45 E #3% (Hp AGU) & Hp Bk GU

% 4 910] Hp FAME SEAM GU MIBITER
Tab 4 The therapeutic effects on 91 patients with GU

PRAEREREN LB ERER EEHRM NN =BT R
BREBRBRH WERAYBERFERET (P 0. 0D RE.
EHTERITGU AR . EREBENH . EEET
64.7% (22/34), & 5% v 57 82. 76%4(24/29), = BE 5 85. 71%
(24/28), =4 FEERABEF(P >0.05),

Groups Hp Cases Healed (%) Improved (%) Uneffect (%) Total effects (%) Clearance (%) FEradicated (%)
— 8 4 1 3

Ranitidine
+ 26 17 (65. 38) 2 (7.69) 3 (26.92) 73.08 3 (11.54)
- 7 4 2 1

Weibincunji
+ 22 15 (68.18) 3 (13.63) 4 (18.18) 81. 82 13 ¢(59.09) % 12(54.35)%
- 6 4 1 1

Tripple . ;
+ 22 18 (81.81) 1 (4.55) 3 (13.64) 86. 36 16(72.72)% 15 (68.18)*

¥ . P <{0.01 wvs ranitidine

3074 Hp F¥EMR A B lE SR8 BR R W R REBOT I
B Hp T B % (58. 65%. 75. 00%) K # % 3% (53. 85% %
69. 83V OXBERM T BA(P <0.0D.MHFHAMNLEH
HER(P >0.05),
2.4 ZM5T kG B6~184 A M5
=RTHRRITSIM DU & 56,1218 A B MR
HEEZBRITHARBEEAZRSFHBERTERE THCP 0.

%5 81MIDU S EMis6~181 A Hp KT 58 L

05) W35, & H R M R BT MR Hp /5, Mi6.12.184
B, PURREN2.5%.10.53% }%12. 5%, BER TR BB A
(50.00%4).55. 00% F41.67%)( P <0. 01D %6, Hp M 56
~18R M BB - BRrh A 3H, & 17. 65% (3/17),
24 DU (£ 8 K&, 140 GU, =B A58, 5 29. 41%(5/17), 2
% DU, B EE L, 18 GURBRERE L.

Tab § The follow—up (6~17 mon) in 81 patients with healed DU

6 mon 12 mon 18 mon
Groups
Cases Cases Cases

Ranitidine 15 10 66.67 9 5 5/9 (55.6) 5 4 4/5 (80)
Hp—(5) 5 2 4 2 2 1

Hp+ (10 10 8 5 3 3 3

Weibincunji 31 9 29.03% 18 6 6/18 (33.3) 10 3 3/10 (30)
Hp—Q17) 16 2 9 1 4 1

Hp+ Q17> 15 9 9 5 6 2

Tripple 31 8 25.81% 21 7 7/21 (33.3) 10 3 3/10 (30)
Hp— (19 16 2 10 1 4 0

Hp+(15) 15 6 11 6 6 3

¥ . P <{0.05 wvs eradication group
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Tab 6 The corelation between Hp eradication and DU relapse

6 mon
Groups

12 mon 18 mon

Cases Cases Cases
Hp— (34) 32 4 12.50 19 2 10.53 8 1 1/8
Hp+ (32) 30 15 50. 00% 20 11 55. 00 12 5 5/12

¥ : P <{0.01 wus eradication group
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83.58%, L BMRFR Hp E R K FK . BIEH XRL.
S5EA=ZERETTCBSHRBR - EBEFTEEE”
Hp MERE A5 R55%.79%.74%, Bk E“BSS+
KR +UHE IR ES % . MAfEAE . BER
i 52 #1539 %, 3F B30 %A A BB O RiE |
75 MR AR R YA L, RN B =BT Hp R
BrEE 5 Z A, B4 R B R > Z R

ETHRMHUEE REAEANI TR K
TERAVRSMFORE X CHR[12]H3E Hp X &R
BHER R RPEHRR FERENE. . AEKRER
0.8%, FLih A hEEH HREEERS H/ EWTIH
W, % Hp W 858, I RE X 91 S BE R B 1 R AR
ARE™ R CHE W RENFERAEEAN
BiEE . HER Hp (ERLTHRERERE, WERE
FALEIA (ROt E RN PIAR & E A H # T

BRE 2% CG.PU 1348 G BF 5% M, %25 Hp
RERFEA53. 85% , L THER CG MR IAEMRBR Hp /5 CG
ENERBEREREREBR A EER T RA
(P <0.01),7 PU #8J7 b, Hp MEr R B E & T X 8
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P& H27%, SRIATUENE R - ERFRE!
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WISt R, H IMIEM Hp ERBEA L REFEEE
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PU iR HR 1 T H MR,
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Study of the treatments for Helicobactor pulori-associated gastrictis and
peptic ulcer

Xu Caipu, Chen Jieping, Xu Hui, Hu Wenhua (Deparement of Gastroenteralogy, Southwest Hospital, Third Military
Medical University, Chongging, 630038)

Abstract

The therapeutic effects of a mixture of Chinese traditional herb medicines (Berberinum,

Rheum etc. ) and triple therapy (CBS tetracycline and furanzolidone in small dosage) on 206 cases of chronic

gastritis , 98 cases of duodenal ulcer and 91 cases of gastric ulcer were compared and their effects to clear up

Helicobactor pylori in these cases were also observed. A course of treatment consisted of 4 weeks. 81 cases of

peptic ulcer were followed up for 6 to 18 months. It was found that the clearance rate of H pylori was
53. 85% in Chinese Herb Medicine (CHM) group, 69. 83% in triple therapy (TT) group and 0% in the con-
trol. The healing rate was 79. 31% for duodenal ulcer (DU) and 68. 184 for gastric ulcer (GU) in CHM
group, 88.89% (DU) and 81.81% (GU) in TT group and 73.03% (DU and 65.30% (GU) in the control.
In the group with the clearance of H. pylori,the relapse rate of peptic ulcer was 12.50% . 10. 53% and 12.5%

in the 6th,12th and 18th month of follow up. While that in the group without H pylori clearance was 50.
00%, 55.00% and 41. 67% in the 6th,12th and 18th month of followup. No cbvious side effects were ob-
served in CHM group and a few and mild side effects in TT group. Our findings indicate that both the treat-

ments with Chinese herb medicines and a combination of 3 western drugs are safe and efficient for gastritis

and peptic ulcer.
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