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B FBE ST Hp ByriEXt T2DM 4 Hp fHIE B R EEE
miEKFE. BFIHEEF0 M E R GE E FRIE N

W', T
(g AR BER: 1A 20 A, TI96 W5t 226500)

[ E] B BRSO RGP T RFT 6 (Helieobacter pylori, Hp)EBYe 7 X2 RUBE FK I (type 2 diabetes
mellitus, T2DM)F¥:Hp BHE B 42508 85 MK . B B 2hie DL NTE RAE R 52 . Fik: EH
20174F5 H £20194F6 A Wi R 76 a0 5217 N R EBE T 121236 R 1206 T2 DM Hp FH: B 82 0E B s, 4
Excel 4= i A8 FEHLEC S 0 %F FREH (n=60) FIWFFE 2H (n=60), FIFA & 2 M4 il sl , X B 2H 1 AR )
GRR LI LFRYTY, S mg/IK, BER3W; BT ALE S Tl ogE A IR 52 vb 0 FR YT FEml b 45 T HiHp
JEYLST I o IR WG S S AN 2 A SRR B DT, WP Hp IR R 3, JF LW BOR YT A =5
LA (fasting blood glucose, FBG). & )52 hIfii#% (2 hours postprandial blood glucose, 2h PBG). HH=
WFf] . B WA ER (gastrin, GAS) LA IMLTE #E L C- )i 25 1 (hypersensitive C-reactive protein, hs-CRP) .
14" % -6(interleukin-6, IL-6)/KF-, TPALPILLH BREZMITA . &R WA Hpi ] %85.00%,
TR R4 13.33%(P<0.05); M41IAY7JSFBG, 2h PBG, BHEZSHIH], GAS/K V-4 B & T %
(P<0.05), HWFFARITE LR EnH BALTX A, Z2RA5IT%E L (P<0.05); X IRARITHT
J& M3 hs-CRP, IL-67K°F A G B 3 22 5 (P>0.05), WF9¢4Hhs-CRP, IL-6/KFEIGITHTEA I B T %
(P<0.05), HHIHIAYT7JEhs-CRP, IL-67K VLA, ZEFIRA ST L (P<0.05). WFIEL B FRES i o
B3 96.67%, T T X IR 11780.00%(P<0.05) . £5i8: FELVb AR AP Hpll )7 ¥ BEA 5= il T2DM
P Hp BV 20 25 U /KT, 2058 1 1 DR F8UR I8 RAE R 77K, 2 8 1 R I AT 35
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Effect of Mosapride combined with anti HP infection
therapy on blood glucose level, gastrointestinal function
and serum inflammatory factors in T2DM patients with HP
positive gastroparesis

TIAN Weiwei', WANG Lin’
(1. Department of Gastroenterology; 2. Department of Clinical Laboratory, Rugao People’s Hospital, Rugao Jiangsu 226500, China)

Abstract Objective: To investigate the effect of Mosapride combined with anti-Helicobacter pylori (HP) infection on blood

glucose level, gastrointestinal function and serum inflammatory factors in type 2 diabetes mellitus (T2DM)
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patients with HP positive gastroparesis. Methods: From May 2017 to June 2019, 120 patients with T2DM and
HP positive gastroparesis were randomly divided into a control group (n=60) and a study group (n=60) according
to the random number generated by Microsoft Excel. All patients in the control group were strictly controlled by
blood glucose. The control group was treated with mosapride citrate orally, S mg/time, 3 times/day. The study
group was given anti HP infection therapy on the basis of controlling blood glucose and taking mosapride orally.
During the treatment, the HP eradication rate of the two groups was observed by telephone and outpatient
reexamination. The fasting blood glucose (FBG), 2 hours postprandial blood glucose (2 h PBG), gastric emptying
time, gastrin (gas), and serum hypersensitive C-reactive protein (hs CRP) and interleukin-6 (IL-6) levels were
compared before and after the treatment and measured to evaluate the relief effect of two groups of gastroparesis.
Results: The negative rate of HP in the study group (85.00%) was higher than that in the control group (13.33%),
(P<0.05); after the treatment, FBG, 2 h PBG, gastric emptying time, gas were significantly decreased in the 2
groups (P<0.05), and the above indexes in the study group were significantly lower than those in the control group
(P<0.0S); there was no significant difference in the levels of hs CRP and IL-6 in the control group before and
after the treatment (P>0.05). The levels of hs CRP and IL-6 in the study group were significantly lower than those
before the treatment (P<0.05). There was also significant difference in the levels of hs CRP and IL-6 between the
2 groups after the treatment (P<0.05). The total effective rate of relieving gastroparesis in the study group (96.67%)
was higher than that in the control group (80.00%), (P<0.0S). Conclusion: Mosapride combined with anti HP
infection therapy can effectively control the blood glucose level of T2DM patients with HP positive gastroparesis,
improve gastrointestinal function, reduce the level of serum inflammatory factors, and enhance the clinical effect
of gastroparesis.

type 2 diabetes; Helicobacter pylori; gastroparesis; mosapride citrate; anti HP infection therapy; gastrointestinal

function; inflammatory factors

B R E 2 UM PR (type 2 diabetes mellitus,
T2DM) B H I RAE, KIH30%~50%, ZA4F
T2DMBH KRR ik70% 4", BEZRAN
01 QN N (0 NP TING |1 8 PN P o83
W IAA, B TTRRAT B (Helieobacter pylori, Hp)J&Ye
SR WA . B R B S
B, BAE T2DM M If & E A SC ML B 58 1Y)
ANWHRA, AMTEBLT2DM A B & A Hp JE& 3L 1) K
i TAET2DMARE, 5 Hp /&g il GE 5 T2DM
A5 AR BEL Al B A OG, IRl T 2 M B iR AR
Z 5 T2DMMT2DMIF R AE & A4, B % 8k
PiHp &Y y7 2 T T2DM K KR YT, DAL
B K4, HHAETBE X Hp &t 5 T2DM &
o LA Rz ak 8 R A ELARPLI o R 2 e e, 2
B THHpBGIBRIT R G — iR . A 5T ik
WT2DMAEHp B 8 500 X — 4 7k R TT % i s
PEREALXT B SS, AoBERE § . 15 % D RE N I T
RAE K55 24 B VEAL HTHp AL 167 19 1 R fr
B, REFEPFRHpIERG 5 T2DM M 15 55 Z [H 1
KFR DL R e R T R R 2 A

1 X&RE57Z%

1.1 3t &

PAFRUE: 1)T2DMIEBRES % (LB
et ) Wie, mEAEK. Rk, Bl %
Oy MK E R SSEIE R B, HE A R 1R R
F3E G MK > 6 hy 2) PR 56 4 8 Hp B
3B HEWE35~70% , HHIMT2DMEFEA R,
KGR R I, H A A I RN B AR RE S, &
BRI EA. HEBRARME . 1) AL HFL E
N e [ TG AN ol = ) 17 N SO Lo
B o ™ EEO I A 9 S 1 A T AR B A 2)
LI sk A IR T Lo s 3) AdLAT30 diEzad B
e Hp PHE A IR YT & 5 4) X AR 254 ™ &
AR S) LB FAR L, F20174E5H
201946 A WM BER I ZE T AR ERET T2/ G
R BFIE R AR 1200 T2DMAPE Hp B PE 5 55 B
H, WPEExcel WY B ML EL 43 S X BE 4 A iF 5
M, 6o . ¥R P 38%1(63.33%), 722
1(36.67%) ; 4FH438~70(52.75£9.58) % ; T2DMJi
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3~15(8.20£2.64)4F; G I ML EW], & IfAE7
B, BRG] . WA A 3641 (60.00%), 24
%1 (40.00%); 4F#37~70(52.73+9.61)%; T2DM
JE2~15(8.18+2.59)4F; B I MLE7H], & i
6, BRI, P4l T2DM L Hp BHM: B 525
B DR TR R T 3 25 5 (P>0.08), $RRS)
WM, R . AP RAERCEZ &
AL

1.2 Fik

W20 34 25 7 R BRI, B R
T 7/ BN L (1A SO 5 3119 I 7101 N TN
Hil A AR B is s SF LG0T, WS TR E
B OSSR I o X A 2 25 T M R R s VD b
I (BB B 5L 250 B2 A ey AT BR A |l 5 S mgx20
Ay EZ5#EFH20031110)3897, WRAT R ,
S mg/IK, 3K /d. WFFELH B IR IR 5L Vb w4 F)
MBS, P UBKYIHp B 7 RiryT,
16 DU s (B I 250 B A BR A |l 5 20 mgx7
A EZ4EFH20061220), Tk, 20 mg/iK,
29K /d ;s B 5E PG BRI B (B I IS R 2 By A
BRA R 4y 2wl s 0.25gx24 F; [ 25 i+
H44021351), Mk, 0.5 g/, 3WK/d; whid
Eh (BT ERARAT; 0.25gx6 7 ;
i EFH19990376), FIAR, 0.5 g/, 2¥K/d;
PR TR B 0 I (TR N AR B I 25 A IR A v 5 0.3 g(3%
BA110 mg)x48%i; EZHEFH10983185), HIk,
2RI/, 20K /d, HUHpEEGL 2 TR . W2 1
Ry, 48 BUREC A RS, RY7 B RGE
WL MEMI T2 E AR

1.3 MR

BITWIRTT2E A&, WUk Pl 5 e
BE A A A W P ZH Hp e BR 38 IR Y7 S Al 25 1
I B (fasting blood glucose, FBG). & J52 hIfil b
(2 hours postprandial blood glucose, 2h PBG).
BHEZS R . W R (gastrin, GAS) LA M I ik 8
firCc- WV EH (hypersensitive C-reactive protein,
hs-CRP) . Eﬁ%—é(lnterleukinﬁ, IL—6)7J(5|ZO
FBG, 2 h PBG/K -2k JH MME A I, R XL
ERAEHEENE, BHESmE>6 holy H HE iE
B MLV GASKY- R FH S S e v A 5 1LV hs-
CRP, IL-67K 5% Fil g 1B 50 5 W Fff 2% (ELIS A) £
W, R & B T et AR P S R IR
W i () A R A

H |ij % JC AR S8 — 1 T2 DM A B 52 R 1997 54
B, 5B H IR RS s A AR R R T 2R
PR, B BHESE R E B, B E
VR K . R . . MRk AR IEARE L A
. BHEZS I 4500 = 20% BRI E FH, BE
FUFE AR A I Bk s H HESS I
S RN W A . BACR=(R+A
B0 / I 100% .

1.4 GitE4E

YEFHSPSS 20.04K 4440 A B ds , PR SIAG B L
Hp i P12 55 7 BO00OR B B s R R, A ATy’
R8G5 T IR A 40 A0 Ay 22 57 MR A T TR LY
BhnifE 22 (xxs) F/om, A HLERATLSD- kG 50, X
ANl IE A AR 1 i BEORR AR S 40K K Mann-
Whitney UK %6, LAP<0.0S N2 RAGEITFE XL,

2 /R

2.1 #4A Hp FBA ZRF0 M #54% ) Lk 4%

W 5T 4R 97 Ja Hp % B %$85.00% , It 2 /& T XTI
M2 0913.33%, ZRA 51255 L (P<0.05); M4
RITHIFBG, 2 h PBG/K L ZER LG T E L
(P>0.05), IRIT A ¥A W TR (P<0.05); WFotdl
RITJGFBG, 2 h PBG/AKF-HH BARF X M4, =5
Gt X (P<0.05, #1).

2.2 MARITA GBI IEEIEIRIL R

PR YT T B HEE B . GASKF Yy
T # 2% 5 (P>0.05), WGITRRE TR, 25
Bt E L (P<0.05); WFRRAIRITIE B HEZS i)
H . GAS/KFHMLTXIEA, ZRARIT¥FE X
(P<0.05, #2).

2.3 WAEBITEIE ME R EFEL &R

W 203697 B I 7 hs-CRP, IL-67KF TG
F 225 (P>0.05), XHRLIAYT AT fGhs-CRP, IL-67K
TG 3 2 5 (P>0.05), WF9E4lhs-CRP, IL-6
KRR YT BT A BB R B (P<0.08) 5 BFFE4LIRYY
J5 Il hs-CRP, IL-67K-F-BI AR X 4], 2R
Giitef i X (P<0.05, #3).

24 MABREREBRBERERE
WFIT A B ARG A A R0%96.67% , 1o T-XiF IR
ZH180.00%, A GIT2FE X (P<0.05, F4),
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1 WHEHpH A RINFBG, 2hPBGKELLE(n=60, % +5)
Table 1 Comparison of HP conversion rate, FBG and 2 h PBG levels between the 2 groups (1=60, x + 5)

. Hp 15 [1(5%)] FBG/(mmol-L™") 2h PBG/(mmol-L ")
IBITHT b=y IBITHT M=y

popiizHa:) 8(13.33) 12.70 +2.85 1120+ 1.97 18.50 + 4.23 17.02 + 3.47

e 51 (85.00) 12.59 +2.93 9.87 + 1.84 18.53 +4.18 14.57 + 3.38"

X'/t 61.651 0.095 3.822 0.039 3.918

P <0.001 0.925 <0.001 0.969 <0.001

S IRALAITRTELES, KK M3.354, 2.095, P<0.05; “SHFFTALIAITRTELES, KK N6.090, 5.706, P<0.05.
*Compared with the control group, f was 3.354, 2.095, P<0.05; #compared with the study group, t was 6.090, 5.706, P<0.0S.

R MARTEIE B A INREIEIREL B (n=60, x +5)

Table 2 Comparison of gastrointestinal function indexes between the 2 groups before and after the treatment (1=60, x + s)

5 HE 25 1T ] /h GAS/(ngL™")
15 - - — -
NEL A NEtAd JRIT I WwITIE
X 2 6.92 +0.87 5.71 + 0.63* 3224 +3.71 28.70 + 3.20*
oI nkEl 6.94 + 091 5.08 £ 0.57° 32.26 +3.58 21.59 +2.74"
t 0.123 5.744 0.030 13.073
P 0.902 <0.001 0.976 <0.001

5 BRALRITHT LS, HRCH8.726, $.597, P<0.05; “SWFALIAITHTILE:, iKUK H13.418, 18.333, P<0.0S.
*Compared with the control group, t was 8.726, 5.597, P<0.05; “compared with the study group, t was 13.418, 18.333, P<0.05.

F3WABRTANE MFREEF LB (n=60, x+5)

Table 3 Comparison of serum inflammatory factors between the 2 groups before and after the treatment (1=60, x + s)

15 hs-CRP/(mg-L ") IL-6/(ngL™")

IRITH BITIE TBRITHT BITIE
papitcEel 7.85 + 1.67 7.73 +1.59 74.82 + 20.82 71.27 +18.53
et 7.91+1.72 5.24 + 1.46* 75.16 + 21.54 62.58 + 15.70*
t 0.194 8.935 0.088 2.772
P 0.847 <0.001 0.930 0.007

*SEFTEANAT AT, HKIRON9.167, 3.656, P<0.0S.
*Compared with the study group before treatment, t was 9.167 and 3.656, P<0.05.

R4 MABBREEMIR LB (n=60)

Table 4 Comparison of relieving effects of gastroparesis between the two groups(n=60)

25 AL/ [11(%)] A%/ 1151(%)] e/ [H11(%)] SR/ %
papitsEel 25 (41.67) 23(38.33) 12 (20.00) 80.00
isaeil 36 (60.00) 22 (36.67) 2(3.33) 96.67
e 8.086

p 0.004
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R 4 W W IE I ROCR AR BN I KA TT, AR 50K
BLUD W R Ay BH X B2 R I 25 . B vb U RIS
e B s ke, mHEAR RN, %4
PEEr, B TEEMIERZ, JPRCE 2, A BT
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BT 5 P AR+ 5 P R + MR IR B PR G T 2, Horh

T UL H s R B AR T IR, R R o3
Fk 2 B R, K B R AR B D) RE
PSSP ARk b R R, RIEREJI0R, BB AU R
Hp, {R#EHp¥E A, #5098 ML 2 0E R B ORI
IR, 2B 5 WEBORE IR 5 0 A5 T Sk 0 1B AT 2000kt f B
i X 15t 9z 8 B 1) R B A, AR U5 0 A R
B aTine, PU25ECA I bR Hp AL i 5 W s 1k &2
ROREA, Haeetemt,
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