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WE. BH OFIUHRR IR R AT U P I 4 (UC) MG TRACR . J7iE 04 62 BT ri i
UC SR B LN BG4y WG A IRAL, 5400 31 0, SHIRAL A % R PR TR v T, WS 4L {00
I F o S PR 08— I TR e e TRy 6 ] . DS 2 LI FRAYT T A T 8
BHIERTIRAL SV B TS I LTI 32 (ESR) LT C-F B2 11 ( CRP) AP b 58, I HLR 2 200 76 6 B
WP, R AT 2 LB LI T R SIS UR A S A I ESR LT CRP K A% R R
Gl (P>0.05) . YT 6 4~ A IS WARLLIE# BATECR K 93.5% (29/31) , Bext IRALHY 74 2% (23/31) 54
(P <0.05) . 2 4L FIATY F 25 68 T 450 R SIS URT A Bt T RV R (P <0..05) , FLIAY I W4
LR IR H 01 2 (P <0.05) . JAFFIR 2 ALK AL ESR ML CRP APR42 3477 AT 25 W (P <0.05)
FULGEALEE B TR FWEEIIL (P <0.05) , £ KT8 P B 10605 B AIHENT UC T4 HLIG By P2, 1
il ESR LI CRP WFH I M UC S 045 b, DIV A 250 7 AR .
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Effect of live combined bacillus subtilis and enterococcus faecium enteric-coated capsules on ulcera-
tive colitis

ZHAO Jia-li' ,ZHANG Hui-min’

(1. Department of Gastroenterology , Hohhot First Hospital , Hohhot 010030, Inner Mongolia Autonomous Region, China ;2. De-
partment of Gastroenterology , Inner Mongolia Autonomous Region People's Hospital , Hohhot 010070 , Inner Mongolia Autonomous
Region ,China)

Abstract: Objective To investigate the effect of live combined bacillus subtilis and enterococcus faecium enteric-coated
capsules on ulcerative colitis(UC). Methods A total of 62 cases of mild and moderate UC were randomly divided into observa-
tion group and control group,31 cases in each group. The patients in control group were treated with mesalazine slow release tab-
lets,and the patients in observation group were treated with mesalazine slow release tablets and live combined bacillus subtilis
and enterococcus faecium enteric-coated capsules for six months. The characteristic of colon under colonoscope , intestinal mucosa
pathological changes, peripheral blood erythrocyte sedimentation rate (ESR) and serum C-reactive protein (CRP) changes were
observed in the two groups before and after treatment. The clinical therapeutic effect was compared between the two groups. Re-
sults There was no significant difference in the characteristic of colon under colonoscope , pathological grading of intestinal mu-
cosa , peripheral blood ESR and serum CRP level between the two groups before treatment (P >0.05). Six months after treatment ,
the total effective rate in observation group and control group was 93.5% (29/31) and 74.2% (23/31) respectively,the total ef-
fective rate in observation group was significantly higher than that in control group( P <0.05). The characteristic of colon under
colonoscope and pathological grading of intestinal mucosa after treatment were significantly improved than those before treatment
in the two groups( P <0.05) ;and the improvement in observation group was more( P <0. 05). The peripheral blood ESR and ser-
um CRP level after treatment were significantly lower than those before treatment in the two groups(P <0.05) ,and the decrease
was more in observation group(P <0.05). Conclusions Live combined bacillus subtilis and enterococcus faecium enteric-coa-
ted capsules for treating UC can improve the clinical efficacy. ESR and serum CRP in peripheral blood can be used as an index
to reflect the inflammatory activity of UC,which may assist the evaluation of the effect of drug treatment.

Key words: ulcerative colitis ;live combined bacillus subtilis and enterococcus faecium enteric-coated capsules ; erythro-

cyte sedimentation rate ; C-reactive protein
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Tz 45 7 & (ulcerative colitis, UC) J&—F
SORNERS VAR RS S M 1 20, 2 8 T RIG R
SRR W KRR LIRS 0 R 06 105
Fo HHiT, UC B A Sm AL i A B, — Ay &
WL A PREE W T8 S 2 B R A ELAE T Y
g5 BRI, B R R A UC KRR
Z ARG RIS R, UC B 1 A
FEANTRIFR B A T R 2R 90 , ol o R P 4 A= T i B GR T
Rt R b NN o T (= 5 R P A A
WAEUC IR ER H s 2 B E M. AR
B R UC B8 R RS B A T B0 T i 1 T 5
K& SE VDRI B T 2 VD HE I T G W RS T 3G A T
Xf He oA, HE HAR Y HT S A1 A LA B ke
(erythrocyte sedimentation rate, ESR) il Ifil 1§ C-JZ [
1 ( C-reactive protein, CRP) 7K E25 4k, A Il PR 58
UHIRYT UC JBE BB

1 #REHE

1.1 —H&ER WE2014 42 AFE20164E2 A
SRS T S — BE e e S B A XN R ER B i
HEARHZ R P UC JE (B9 000 K8 T 3l
1) 62 i), 4 Fotie BR BB AL X BRI 70 A WLEE 4 (n =
31) FIXHRA (n =31) o ZWASRUE: UC 2 WibR HERT
B3 E SAENE R IIZ -5 R 7 SR L 2 2
PR HERBR AR (1) 5 SR UC
(2) Z R UC 35 )M PEZI 5 (4) XK
MRS i 5 (5) Wtk S LI Lok 5 (6) 4F
i <18 23, WAL T 11 {9, % 20 4], 4% 20 ~
56 %, F-1(38.2 £6.8) % s i fl - ELARSE 2K 16
B, FHRE 1S il A L B 8 M, Ao A 19
B, 7z 450 4 . XS RRAL: 55 9 1, 4 22 ], ARk
22 ~60 % P14 (39.8 £7.9) % i " AR - Fe
JE 17 ], FE 14 9 i A L - B 6 1], Ze o 2
20 5, )z A S Bl BT BERITRTII R IEZ R
SRR W B2 R R M R 6T, R A IF
oty A B e MEp o 2 LA ROAR IS (RS i e
FEERERE A R AR LU 25 S G e X
(P>0.05) , HA ] Htks

1.2 GBfrAk XMEBARES TRDEIERE
(LALLM SR AT RE R 25 IRSUTE A 7], [
251y H19980148 , 4 ) 0. 25 ¢) JA77, i sl 45K
1g, B H 4 0,6 h IR 1 Wk, 1E 22k Jm B0k

R 0.5 g, B H 3 W, LR, i is 2 & , K215
SRR TR 6 A s WSS B TEXT B2 R
7 A _E IR B AT TR I T T I e A (A
F2y A R w], [E 25 S20030087 , £5:410. 25 g)
0.5 g, H 3 ¥, &/ AR,ITFE6 D H .

1.3 WRiEREFIEIRHE

1.3.1 IGRFTHHFAERAE SHPEEESHEL
G50 S JRENE R o VMV 2 1002 7 S kAT s
TE ARG G RIEARTE R, RAERAL <2 %k - d 7', K
i KRS A TCLL A0 L A, B2 A I AR R I A I
AR IR R AT, B HHEE 2 ~4 1K,
KAB I , 55 5 B0 25 21 40 B P 20 4 v 5
T3 <10 A, 52 2 i 5 R IR AR A BT DL AR UL
PR TN : 289097 I BB I R R I S 4 1 ek A 44 T
Uik, BARE = (B RE MO + A RED /&
1P x 100% .

1.3.2 ZETHRRSBIRAE 1% Sutherland
DAT A7 39, 1 90 BRI R I IE 5 5 11 9%
A WLELTE , M I T 08D e s T2 - 22k
ARZLBE BELS , MAE AT UL, Wt S 3 s IV 4
BB B

1.3.3 BEARRESRITE MEHHZHAK
K -PH2T (‘hematoxylin-eosin, HE ) 4t f6, | dF 17 55 Bl 43
Po O G FhBEE A R Iorb T gu MR 1 9.
AREADEPEOAE (B SEET <10 )R,
Rl m s s W9 B J2 A B vk e 4 i (
mEfEEE T 10 ~50 4~) =i, B K& 50% LA bR 1
9 A RA KRR EA AR (BT >50 1)
B, PERR s e s IV 9% [BA )2 A W 20k 20 1
i1 A

1.3.4 5pEIm ESR R & CRP 42l W2 418+
BT RTE T RAS I KL 5 mL,3 000 r + min ™' &
£ 10 min J5 UMY, B T - 20 C oK RAF 50
ESR % FH4 A 3h fiL T4 Monitor100 ( & J#] ELEC-
TA LAB Sl A H]) , YR A s CRP A5 SR 75 1)
¥ BNII System ( % [#] Siemens Healthcare Diagnostics
Products GmbH 23] ) , By il ik A I 5 B AAAG I 5 ik
FRULH AT .

1.4 Zit=EsbsE )W SPSS 21. 0 Git2g kit
Froet, TR OB AR = AR 22 (v +5) RR,2
I HERCR T ¢ K30, 2 AR A S48 L A TE 28 A3 A
BRI 000, AFF GRS 31, >R ] Wilcox-
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on BRI S5 HRVE R FTRB0 H0 OB AT
Gr , S IORER RIS 5 P < 0. 05 (XU ) Hy 22
FAGE

2 #R

2.1 2ABHEBTHRILE BT 6 MG, ML
HBF TG 16 7], G813 4], Toak 2 ], SA
B 93.5% (29/31) 5 %f HRAH fR A 58 = 2% M 11 3]
A2 ], TCRL 8 B, AL T4. 2% (23/31)
KA BEIRITARCR L E & TR A, 25651t
() =65.77,P <0.05) ,
22 2HEBEEEBTU.EERRETHRES R
B OJRITHT 2 AR E A N MR Ay g, AR
. T8 B, M9 ], M2 14 ] ; XFREL . T 2%
740, W28 ), Mg 16 ], 657 6 MHJE 2 41
HEEEE T B S, LESA T 9 12 ), T %%
15 5], M 2% 4 5] ; xF BE2h . 1 2% 8 i, 2% 12 5], III
1B, 2 HBEIWBITH GRG0 s
SRR Wilcoxon Bk MR 36 2 7R, 697 1T 2 41
BE B ZEF LG FE X (P >0.05) ;387 6 4
HE.2 HEBE %S T ZMBBIRIT AT, £
SHGE L (P <0.05) , H WS M 3 550 1
N5 TR BEER Y, ZRA5%1T¥E X
(P<0.05) .
2.3 2ABREBITH.ERFEARRESRILE
TRYTHT 2 AL E B L B g, SR -0 2 T
i, T 2% 8 i, W% 10 ], M 6 fi]; X HEZH :0 2% 10
B, 1269 @), W47 ), M%%S5 6, 676 MHJE?2
YL WA RE G B A3 2, R AL :0 2 11 ], T 9% 13
B, W25 ), M2 2 ) % B0 228 4], T 4% 10
B, W29 i, MGk 4 B, 2 4B W 2 4l 200
R GER TR Wilcoxon FLAIKE IS W7 , R 97 B
2 BAE AR A LR R R 22 T RG22 R
X (P>0.05) ;3097 6 N HJE,2 B E IR
LT ISR RTINS , 25 A SR (P <
0.05) , H LA B A B AL W e, 2 57 F
St L (P <0.05),
2.4 24AEEEITH.E5MNE M ESR 010 7F CRP
KFEEREE L5 IR 1, JRYTFHT, 2 418 S I
ESR FlIf i CRP K-t 22 LGt B L (P >
0.05) ;7697 f5 2 4B & SMA I ESR Fifi i CRP 7K
SEEGRYT T W AL, 2R A SR (P <
0.05) , H S Bt BEZH T [ o B i, 22 R 4e it
#EN(P<0.05),

F1 2A5FKTR.JEINEM ESR F1iE CRP 7K FLEE:
Tab.1 Comparison of peripheral blood ESR, serum CRP

level between the two groups before and after treatment

(xxs)

ESR/(mm « h =) CRP/(mg - L™
415 o - T :

TR eIl TR VIl
MG 31 24.6212.4 18.7 £10.22 11.34.1 8.1+3.9
QA 31 25.8+10.1 15.9£9.3% 10.2£3.5 5.4+2.8%

T SIASFRTHAR"P <0.05; 5 BR4LH AP <0.05,

3 itig

JAE M 7% (inflammatory bowel disease, IBD) J&
— PR R e M T S MR, E B AL UC
e B . A, BEAE ANATAETE K P 152 m
REAH UL, UC B AR R E B4R EIHEH I H.
atE 2 oy B , T B S S5 1Y) A 05 o i e B
@, HAT, 09T UC 1259 27 & 5K IR il
FR) B B R A e R o i B R K A R
FR T E R UC (B A TR S e e ]
TN RIAS BB IR, 73 A iy it 52 55 J AL, Bt 17
KSR, PR, FHRIGYT UC 957 i — E e iF ot
R Z

AWFFREE R IR, I 7 E WA= AR E R
Bt AR GE , HAE M b A, 445 1 Ak SR P 1,
i AL KRR R A A . (R AR ORI
RWVERT , ST E A 28T, 5 1S A %
e, T30 E B D REZE L , T3 B e M 1
PRI AR A o B A A S R G R IE 5 IBD 1Y
FARC L KBEMPIIGES T o I, 5T HES
PR T RE A8 12 i 15 3 Tk A AP 1 AR A
HIFNGST UC B BT T 2 6T “ AR
il A & e TE 1974 AR 4R, 1989 4, FULL-
ERMURE IR S — A5 Ly - 2R SR IR L BB A
HE1E ERCES PR G AEY) . REAE 2R
XA ZSHIFILEAT TR IR Wk N T
JTE G b, S PYE PR A AR ST, il kb ST
A 2 B GARE A 00, AT {6l i 280 52 1 1) A 2
P HRAE I R IR TR o E I A 25 R )
UC BIBYTAE R S L Ot g | 2 2 5 AT G
AR RN B g AR T O] T I RYR T, Y IR TR
Hrak. e e X 25 AR WA YT UC 1T skl
177 Meta 5387, 55R 3R 0, X TiE s UC &, 4
FRIRTT IR b5 FH 2 A= T 259 7T B 9 v i R G2 A
o ARWFIE RS T R FEA T 300 TR M I R A
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S5 R B PG RYT 8K, 45 R, UC - e L
TRYT R _F I R AR 2 TR RS BEAT T IS W i
JRe e, w il UC (I PRAE AR L 9 0 2 B B 0 068, o
155 MR IS R B T BR AL, X B I
PR_EBGE T 3 A IR UC 3R Y7 4R, TRl A 15
FEN B ST 4 R — B, WIIE B IR S 4 R
7N A B R T TR T R R RLTR YT TR IR
I 2N PR3 S B IR RN Y
GRS T BT R AIGIT . U Eg R R
HHY ol B TR 33 TR M S Je e ] Wl 35 0% UC 1R
HIE PRAEIR S 2 227 e B, 3 i HL RT3 3h
YIRS S ol A 28 R0 T e 4 e i 3 1Y
St BTy AE A0 S0 B 0 A R A IR R A
P 38 S 7 25 F 0 A A A 1O

ESR 7] 75— fR B b W S TG ShFEFE . CRP
VE Ry 2 PR A SN 2 1, 78 2 PR RS i K7
SO TE R R H Y 2P A SO A8 AR , HT
P 5 IR LI A o AR T4 R R, b
FORF TR R T VS R il iR T UC Je ULER A
ESR Jz CRP 5 B4 B 3 F R, X N —E R I
A BT DA 3060 R A T B AR A B AT UC W]
R HARAEFLEE , ESR F1 CRP A VE Ay ilf IR b H B 5z ke
UC RAEFEE T8 4R o

25 b TR A BT R IS R T R TR
57 UC f8 %5 AT £ i Helm IRY7 2%, AP A I ESR #1 CRP
AR OB UC S5E G 8l 138 05 , IF REA2 Up B EAl
HYNRIT R . (AN IS WAFAE —E A & Z AL,
RHEATH IR T, )70 57 280 v i = B8 S kE . )
G, Z BRF AT 99 1) 20 25 A4 B IS4 9 191 50t
A TS RE NS 4 T, S AR AR AR Bh IR YT UC
RO RTS8 0 1 1 — 20 1 22 rhts L KBRS (Bl BL XS
B OBUE ISR A TIESE , T UC 3R Y7 S o
TN o] 15 96 IE £ o
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