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Abstract To investigate the efficiency and the mechanism of the Uygur herb medicine Turkish Gall aqueous(KJA) in treating Ulcerative

colitis and Colon cancer, we detect in vitro HT-29 cell apoptotic rate intervened by different concentrations of KJA and in vivo DNCB

plus acetic acid induced UC’s model rat apoptotic rate, morphological, pathological CMDI grading score changes of colon mucosa after

being intervened by KJA. The results were compared between the normal group, the model control group, the mesalazine positive control

group, the mesalazine plus KJA group, the KJA gavage group and the KJA enema group in three courses of treatment. It is demonstrated

that the KJA would possibly have a therapeutic function in vitro to Colon cancer HT-29 cell by inducing cell apoptosis rate and in vivo

to UC in rat by reducing colon mucosa morphological, pathological abnormal damages and inducing the apoptosis rate of colon mucosa

damaged cells.
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FHH T RE 25 21 (5- 2 H K TR ,5-ASA 41,21 H) KJA #E B
5-ASA A (ZEEIRYTAL, 18 H) KJA HEH 41 (17 H) 1 KJA #
Mt (24 H), SCiti s A RTAS & 12h, BRIEHR 4140, HAb 4 T3
LA 0d H % 12% NaS 1Y 50% & BT W B v fe) 350 75 58
2emx2em YEE MR, FH 2% 2.4 T3 %7K (DNCB) N BRI
R, AR 0.25mlL, gl 14d, 55 15d B4 3mm 1Y S48
SN THAZ B AT O 8em &b, HE T 0.1%DNCB (1) 50% £, 1
W 0.25mL, 2 16d [FE#E 2m16% M L2, /FFH 10s J5 5z B
A SmL A= BEER K ik LLTE BR BRI VE T, IR T 4R HE B 30% 7
A% 3ml, I8 T b K HE NS D R . 10% 4 A A (1:1)3ml, A
MK 5% K 2k 5d. 5 23d TFUR , BREC R 40 R R
BT ]+ A1 X6 HoAfth 15 B4 41 4 K — WRGE 2 23 KA R
T [5-ASA ZH DL 0.1g/kg #EH 5-ASA, 5 A iRYT 4 LL 0.1g/kg
# B 5-ASA B A 0.2¢/kgKJA # )7 , KIA # 5 4 L) 0.2g/kg #
B KIA,KJA #md LL 0.2e/kg #E7 KJA], SR Y0
F 14d W R A &, AR OK ;15d 2 20d 258, H koK ;20d
Mo IR RS Ea 25 26d IKE A HIKE ., IEW4HRERE
il [ A
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23d, 43 AAEES 11,17 F1 24d, B HL3E &40 173 sh 25 R
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(1) 45 RARIE 25 B 1 20055 B2 20 - sh i) O]
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T EERRRIE  SF R 4 WL 1,
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Table 1 CMDI grading scores for slice
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A LA TR 21 B A 5380 (1) S5 A BERE I e il s Uit i
i (=11.84,P=0.04) . KJA # B >1F # >KJA W 7 >80 > 25 4>
S5—ASA FEH 5 (2) WS R R3S AR 10 ((*=20.7,P=0.006) : £
TISKIA i H >1E 7 >5-ASA #E B >KJIA W >25 45 (3) N2

(b) #EAILH (x40)
(b) Model group(x40)

WAL (y*=14.214,P=0.02) . KJA ¥ 5 >5 -ASA J > 5 1 > (C)5-ASA 4 (x40) (d) 4 Ak 7 40(x40)
KJA FE E>IEH > A (c) 5-ASA group (x40)  (d) 5-ASA plus KJA enema(x40)

312 HHAMBTRNE
(1) I Bk e . th e 2 181 2 W 0L 40 41 30 43 B Bt :
Bt Hd, R M0 A T T LML AL 2 A AR A L TE
PR XL (P<0.0S) , T LI TR T HEAL AL 410 22 547 3% ' B PP "
PERE X (P<0.05) . G5 F4R /R BOWAL UC K RS T R o Y W '
YL R A A A, SR S S RN . 22T b éﬁ S et
A4 UC KEUGE AR TR & P s R T bn, I (e) KJA B A (x40) (f) KJA #EB7 48 (x40)

B

OKJA HE A M ZE AR T LB T R AR | 4 e 2 (e) KJA gavage(x40) (f) KJA enema(x40)
A B E MR L (P<0.05) , 7R 2593 33155 T 24 40 b 52 i B1 AEELEmAMARRKEZVIREEE
JAT B R T3 WD 58 A I B T R AIG A I S Fig. 1 Comparison of different colon groups in HE slice
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Table 2 Comparison of different groups” cell apoptosis in entire treatment process (xz5)

il 1EH e 5-ASA LREIRIT KJA %8 KJA #E
n/ 2 16 17 21 18 17 24
e 401 26.26+25.73 45.1+8.2 20.58+20.19* 23.07+16.70* 26.03+£29.18* 27.08+25.99*
MTH% W 40.19+25.99 13.4+26.7° 41.32+28.54" 53.08+23.06" 48.65+31.99" 49.40+26.72"
& 66.45+23.80 58.5+£34.9 61.90+21.77 76.15+16.88* 74.68+19.82 76.48+25.16*

iE R 5 IE 4k P<0.05;# 5 45 A 20 16 P<0.05
Notes: * as compared with normal group P<0.05; # as compared with model group P<0.05.
(2) WRITH — B B g ) b5 : 3R 3181 2 AT 2 45 418) 22 5 A 3 VR L (P<0.05) 5 254+ B4 21 5 0 A8 O
PA, AT A2 i 240 MR S T ROR S TR T A TORE) G IER A R SRR R SAE 2B B Br KTA

*3 BFE—MEABASERHMEETEERR (Xx)
Table 3 Comparison of different groups” cell apoptosis in first treatment process (x+s)

4151 EH (e 5-ASA LT KJA S KJA
n/ 5 6 7 6 7 7
e 101 8.08+4.17 10.37£9.04 5.36+3.75 12.25+12.17 14.74+11.87 7.99+5 41
MR R 54.54+19.93 34.18+£26.98" 63.91+£21.92* 71.33+15.90* 50.81+21.59 70.59+16.92*
p=3 62.62+21.47 44.55£32.11 69.27£19.98* 83.58+10.64 65.56£16.37* 78.57+14.78*

EF 5B 4k P<0.05;# 5 AR A 4k P<0.05,
Notes: * as compared with normal group P<0.05; # as compared with model group P<0.05.
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Fig. 2 Comparison of different groups” cell apoptosis in same treatment process
¥ SIER ML P<0.05,%%P<0.01;# S & ALk P<0.05;*5 5-ASA @tk P<0.05,**P<0.01; A5 & &4 L P<0.05;(15

KJA #S At P<0.05,

Notes: * as compared with normal group P<0.05, ** P<0.01; # as compared with model group P<0.05; * as compared with
5-ASA group P<0.05, ** P<0.01; A as compared with KJA plus 5-ASA group P<0.05; [] as compared with KJA gavage group

P<0.05.

E U N B nT bR R R TR e KIA R i 2 0 R
AR KIA #8418 35 . 5-ASA WS KIA #E A,
SR TR T HARS A, 5SS KIA B F1 S-ASA #E 8
A IRYT UC AT B 9780

(3) 97 Ky BrAL 1a) Fe A . o 4 18T 2 WL di 4 )
FOAE R R0 4 45 i 200 S WG 300 O T R AR T Al A A R 22 R A
BFEMER X (P<0.05) ;KJA FE B 4170 08 1R KOs i T 50

FH A A KIA HE7 0 S-ASA 4 I 0 77 3R S RUN A g
FHEE (P<0.05);KJA VE B JE AR I BRI 2 5
M L (P<0.05) , 8 505 W 2 PRI B B KJA ¥ 8 nl fig
W R R TR R BRI TR KJA VR T fiRE A
il 235 i 4 20 200 R R 1 SR IO 0 R 4 5-ASA
B KJA W T {7 i S0 08 7 3R T R TR L Ul 45 2Y
Yy BUH 0T LA A58, S-ASA T E I KIA FER i ek

x4 BITE_NMEAEELEFMEET X LR R (XES)
Table 4 Comparison of different groups” cell apoptosis in second treatment process (x+s)

4531 N e 5-ASA LREIRIT KJA #E S KJA #E W
n/ A 6 6 7 4 5
e 101 29.78+31.59 2.55+3.55" 17.33+16.34* 26.99+16.65* 3.95+6.314 7.28+8.14'4
T H/% K 41.20£31.20 65.37+24.78 43.87+29.14 48.03+£25.14 86.48+14.6274 40.80+38.36"
B 70.98+24.46 67.92+25.17 61.20+28.16 75.01£15.51 90.43+8.38 48.08+38.37"

i 5 R 40k P<0.05,%%P<0.01;# 5 AL A 28 3 P<0.05;* 5 5-ASA 401k P<0.05; A 5 4 436 77 48 16 P<0.05;5 KJA # ¥ 415t P<0.05,

Notes: * as compared with normal group P<0.05,%** P<0.01; # as compared with model group P<0.05; * as compared with 5-ASA group P<0.05; Aas

compared with KJA plus5-ASA group P<0.05; [] as compared with KJA gavage group P<0.05.

I 5-ASA G Y7 UC Al 4 @i al.

(4) WIS =W BeAL ) Fe . h o 5 181 2 AT DL 35 4 )
PR, M TR 2 46 i 0 0 A T SR AR T Al 2L, RIVRE I [] UC
AN U], MR 2 45 i 20 AR e AR 5 SR AT AE KT A E T 4L

32

U T AR S R TR T A, R AR S AE 12 1 0T B
KJA i ol BEVE £ L5 T 2 A M UA T2, b ) LR S0 0 T Ok
D RIE S . 5-ASA I KJA JENA T TT B 58 4n i
WA TR I 5-ASA S i KJA #7685, L o



] jcmik

##E S 2011,29(32)

¥ 3518 32 (Articles)

SCIESCE & TECHROLOGY REVIER

K5 BITFEZNERABALERAMAB T RILRR (xxS)
Table 5 Comparison of different groups” cell apoptosis in third treatment process (x+s)

il W (e 5-ASA LREIGIT KJA WEH KJA ¥
n/ A 5 5 5 6 12
e 401 40.22+23.32 29.44+33.25 39.04+19.92 30.58+17.64 53.92+32.09 46.47+23.50
MT%% R 24.62+18.89 25.52+24.99 16.19+6.71 38.24+13.29* 20.92+22.66 40.63+19.96*
B 64.84+29.37 54.96+35.42 55.23+16.49 68.82+23.60 74.83+24.07 87.10£12.73"**

iE ¢ G OE 4k P<0.05# 5 AR 410k P<0.05;* 5-ASA 281k P<0.05,**P<0.01,

Note:* as compared with normal group P<0.05; # as compared with model group P<0.05; * as compared with 5-ASA group P<0.05, ** P<0.01.

5-ASA B iR97 UC nl 7L

(5) WWITAFBBEEIF —4 N e, & 3.%£4.% 5,
3. EHA M R T R IR YT S B B o 22
SOEAR T M TR Q B i R R T
RARIT S BN R  BRE MAE #H; B) 5-ASA 4. 1
W T2 By Be bl A 22 5 (x*=10.575,P=0.005) , BU{H 24 K>17
K>11 K HIAJH TR BB B A 25 57 (*=8.438,P=0.015) , L {H.
11 RK>17 K24 K BT R L ER ;@ L4507 4. 7 1A

o111k 817K 824K
90 Pk FAWAN

FAWAN
60

FTE%

lad

0

L
i

0 . . ! " i
IERAL BRH S-ASA Gif KIAMET KIAJNG
(a) BEIBAT &
(a) Late apoptosis

ToRB B A 22 5 (v*=6.316, P=0.043) , U 11 X>17 K>24
KWt KB JAT R Ie 22 5 (B KIA E B 41 M 0 08 T R B B
)47 22 5 (¥*=9.734,P=0.008 ) , JL{H 24 K>11 K>17 K;H B
TR B BRI A 22 5 (*=9.898 ,P=0.007) , BU{EH 17 K>11 K>
24 K, BUHT RIS ©OKIA FEM 2 0 300 06 T S B B a) A7
£ 5 (*=14.981,P=0.001) , U fE 24 K>11 K>17 K, R JH T
KM BRI 257 (¢®=6.630,P=0.036), HUH 11 X>17 K>24

mllR 817K o 24K

0
ERH B4l 5-ASA  &4if KIAJHE KIAMN
(b) REBATE
(b) Early apoptosis

B 3 BT AE M BE—4H 4 5 20 BB T ZE L R E
Fig. 3 Comparison of different treatment process cell apoptosis in same group
i # SERBIAE P<0.05,## P<0.01; AS&ZR&ATF AL P<0.05, A A P<0.01;15 KIA# B ALt P<0.05,
Notes: # as compared with model group P<0.05, ## P<0.01; A as compared with KJA plus5-ASA group P<0.05;[] as

compared with KJA gavage group P<0.05.
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Hfir B,

AiB IR E AR G R 2 I 25 D A& A R FR 2
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PE R BB KR RS 1R 2, R SC kPR B T EE TR
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WL RE MRS BT B KO AR AN R R ORI
MRS PR AL EEE RmE SRR G, YT RIEEE

7= RE e RS R BRSBTS R R R
DU AR SR 0 om 5 O W 55 4 2y i A, DAk 2 sl 52 T7 2598 5K
T A 2 T A R AT 2D Wk 69 A Ak T, HI T IR YT 55 b
PRI, AEEE S HREARTR YT I [RIIN | Xof A7 SE o 5 9 Jmy 8 4 24
T2 SR TR S (B AR SR BINR YT B I H N 2 4
2 f PR 52 Bk, B et 4 5 7K I = e B T i TR T UG,
Zegeit X 126 i UC B VS A I A 25 7 280 0

240 i U T2 A R K e R B B RN 2 — A
K Bedeg e A= i A vp AR A T AL D L T A T RS
o i 1 L7 v B AT E 2R T, Cheung K L 45 (1 52 30 A 5% iE W
i I 7 5 240 R T R A0 T 45 1 i ) A R, O EL A 45
FER R A RIE UC HAT S A 7 il e -2 AS PR iy
W5 R R KIA (RSN HAT 5 450 HT-29 40 1=
AR AL LR 8 o 52 0 2 5 0 T 95 A AR ) B DN B A X
FE IR S AR T B IR M A
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A KIS FE R BT 5E KIA P REAE FALEE op | 45 & 2 5 7R R
(] 388 2k 1 i KJA J50 Ak 24 6% 7K BT % UC & 31 22 ff FIR 97 A%
4o, % or KJA fES 4], 455 Wn ARd UC &5 8ue s &
HYUR L EA AL JAT- R S IEW 4H 2259, 23281 i,
UC A HE R H 45 1 T8 45 41200 B 2281k 45 i 40 2341 e A
TR G H SRR G K, UC i 25 N AR AR, S35
ML A 8 22 G 0S8, 20 M TR ) 4 1 A R, K i 8 400 i
WALIE R B Z R RAE T, 51 45 A 200 RAE R
R HARIE S 2 B UC #2286 1 D9 3 A B il e T 0, 1
AN 22 TG AR T E SN B, S BOM S IR RS R
— ZH (1 b AR A0 2 009, KJA AT Bl oo UC ship 4
Jo e 3T 25 2 R B2 DIOAE O /b A T R R i R
50 A0z 1 o K R UG A5 50 400 i 8 v % ) i 2 e A 5 A
F1 KJA fE LA &

JHT-HE R J& UC 455 41 2L 0 i F AL 2 — 17, 41l
PR T2k B RBORT 43 2 = AN WA B B RS s 0, 40 B3l 3
gzl Bl 2 F 50 T8 LE S BA0, ZFERGEE
SRR AUREAE A AR S T R P s T, — B
AR BET AP s, B A — AR ] 3 G oo AR FE I S R
T % B0 Ry S AT A e €0 S T 4 AN M A% 0 4 A0 0 4 o o
TR T /AINARTE B, R I PR B SE 56 AF 58 2 0 v B 24 %
UC BRI FEA 5 AT UC S5 i e v T e A bk
AP T B U SR P, IEAE SR AR 258 K B S-ASA Xt
B P I JRE & i ol B R A 22 B0 1 ¥ E R S 44T i
TOEHAERANEZ —,

FEARBFFE IR S0 T KJA 7T AE 1 £5 M Hb  sh P8 T BL] 75 S
UC S AE 40 MO T, DU 77 B 40 i B A 5 2 36, R & 5 40
BSR4 i AR UC R MR 51 S B0 48 0 B, 1 AL
A PN AT 3 B 0 T A TR R B R S A I A, R PSR
fit 3697 UC W E I . KIJA #EE I Y%t UC A 8%, H KJA
7 UC 18P B B VE o 3 o ARG rh, PR 25 5-ASA Xt
UC K BUAYT VB 45 15 SCHR 1445 8 — B 5 SCik[22]4 8
5-ASA H{85 1 Jean ugd v R a5 AW A .

5 #ig

A CEE R AR KIA (RS BA G2 KR 7 UC FERTA &
KJA 7E R FHBLERL 25 7 20 SO 252 AL U8 SR 3], 7T BE 2 2
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