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[ E)EH . WME K H G X EIE S HEBER K (severe acute pancreatitis, SAP) B % [l & H i 3 R &E H B1 (high mobility
group; BT, HMGB1) . F&45 & JF (procalcitonin, PCT) , I 48 }fi /- & -6 (interleukin—6,11.-6) I 58 IR 5L F —a (tumor necrosis factors
o, TNF-o) RER TS BURE , 77 3% . ISR SAP SB35 60 Bl FELA H R EIRIT B 4L 41 (CREEN , 30 41) AR FUA YT T B (2
BKER,30 ), HFIEABESE 1.3.5 RNAB M0 5 4B HIMIFH HMGB1 PCT, IL-6 5 TNF-a WRE 4L, 3 WA B E B
[ Ak A at ] HES HEERT E] .CRRT AR K 2 HEEBIGITRER . &R AT HX 2 448 HMGB1 PCT, IL-6  TNF-a 7K ¥ 2
RITGHET (P ESHIN 0.535.0.876.,0.973.,0.419) ; A A B[] g 18] & 48 4 i B F HMGB1 PCT IL-6 . TNF-a FYZEALAFAE
Giit2 3R (P<0.01), 3 HWE4 HMGB1,IL-6 . TNF-a #7K P85 B4 (P<0.01), T PCT RIAZEFAFES ¥ B L (P=
0.059), A, HMGBI(% 3 R5%5 1 XY HMGB1 £18) 5% 3 KA M ¥ 58 M2 (acute physiology and chronic health evalu-
ation system, APACHE) Il $¥435 B B 7 4% (P<0.01) , 1] PCT.IL-6 . TNF-a 5% 3 X APACHE 1 i¥/r LRI BH XX R (P {E
BKF 0.05), JGITEE 5 KAt SUPEBRAR R M E 2 B PR 54175 B0 (bedside index for severity in AP, BISAP) WZZ£H B B 5%t FRZH 1%
(P=0.038) o WAL LH H SR R At 1B, HESHEGEIN (8] . CRRT i (R $78%d B 4H 48 (P (B #/N T 0.01) MR M B A SR LBl B 5
FXHR4 (P=0.023), @it KEBBEFHINHEESMBIRA B K EHEF HMGB1, PCT.IL-6 TNF-a K3k, MK BISAP
43, 3 BB SAP BA MEERFIEE T, T HMGB1 Fis B gk 5B EHFHX,
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Effect of rhubarb enema on the expressions of serum HMGB-1,PCT,IL-6

and TNF-a in patients with severe acute pancreatitis
Peng Yan' ,Wang Xuehu?, Zhou FaChun',Yan Ting’
(1. Department of Intensive Care Unit;2. Department of Vascular Surgery;3. Departmens of Hepatobiliary
- Surgery, The First Affiliated Hospital of Chongging Medical University)

[ Abstract]Objective : To observe the effect of rhubarb enema on the serum high mobility group B1(HMGB1), procalcitonin (PCT) ,in—
terleukin—6 (IL-6) and tumor necrosis factors—a(TNF—a) level in patients suffered from severe acute pancreatitis (SAP). Methods ;
Sixty SAP patients were c:ollected and randomly divided into the observation group(received rhubarb enema,30 cases) and the con—
trol group(recgived soapy water enema, 30 cases). The levels of HMGB1,PCT,IL-6 and TNF-a in each group were dynamically de-
tected on 1st,3rd and 5th day after admission. Results . There was no statistical significance in the HMGB1,PCT,IL-6 and TNF-«
level of patients in two groups before treatment(P was 0.535,0.876,0.973 and 0.419,respectively). On the 3rd day and 5th day,the
HMGB1,PCT,IL-6 and TNF-a levels of the observation group were lower than those in control group(P<0.05). The increased value of
HMGBI between day 1 and day 3 was significantly negative correlated with the APACHE II score of 3rd day in both groups,but not
the same of PCT,IL-6 and TNF~o. The bedside index for severity in SAP(BISAP) score on Sth day was lower in observation group
compared with that of control group(P=0.038). The time for releasing of abdominal pain and distention the recovery of flatus,defeca—
tion,and for CRRT was shorter in the observation group than in control group(P<0.01). And the overall efficiency was higher in ob-
servation group than in control group(P=0.023). Conclusion ;Rhubarb can effectively inhibit the expression of the late inflammatory
factor HMGB1,PCT,IL—6 and TNF-« in patients with severe acute pancreatitis,reduce the BISAP.score,relieve the symptoms and
improve the outcome of SAP,and the HMGBI change level may be used as valuable parameters to evaluate the prognosis of SAP.

[Key words Jrhubarb; severe acute pancreatitis; high mobility group B1;procalcitonin ; interleukin—6; tumor necrosis factors—ct
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%, PREMEERAR A R B RE S A MBSt e
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2H(KENRITA) SXIRA (BEHBITH) , & 30 6, SHBE
TEMED SE#E  APACHE Il PE43 BISAP 4% L4t i 8 X
(P>0.05), APACHE I ¥4 RS2 M2 duf f BiE S E R
FERRREE IR, TEHIMT SAP SRIE M ERE AR E
ERIRKE X, BISAP PR ITAENRIE H i—FhH B fEi (8
BATH SAP WEAMA R, MR, BRI SRR R
PERE, RIEET R RS, k1,

*1 BEBRENRAESELT (n=30)
Tab.1 Statistics of patients admitted to hospital ( =30 )

H5 té% ! Sl AP{‘CHE I BISAPIF4)
(Br&) (%) Wi
puk =23 22/8 550105 21.60+4.70 3.67+0.84
ot 21/9 53.0:134 20.80+3.20 3.87+0.68
X8 0.820° 0.620° 0.841° -1.010°
PlE 0.774 0.538" 0.404 0317
14 FRF &

2 BEHHE 2013 EREANBRRSIEIEREH
T, EEMATEE BHBE BEEH MR ARKME,
PAR, U RMUIEK BER BB ER -, WEL M
FIHEKH 3 g/kg, 7K 200 mL R 15 min, B R H = 38~
39 C, iR XEBUT, AR B 15 min A E,BH 2K,
XTERZH R 38 CC~39 CHEELK 200 mL, B AR E# B 15 min
UL, ®H 2K, 2 ANEBRSHIKE KEBREER. I
TERIETF LA CRRT V89T : OS2 EH5 (AKD)2~3 %; Q%
HETEEE ; W B BIBAKIE T4 (KT 20 mL/kg, #
Z24hLhl),
141 HEAMNRESLHE FAEBRETARS 135KE
R H BBk I 3 mL, AP HUEE , B0 JE BUMYE R T-80 C
VKAEARFER P, 2 F Infinite M200 ZR 5B Sle k(Y , BEE
G REI 7 5: ( enzyme-linked immunosorbent assay, ELISA){lj
& HMGB1.PCT.IL-6 .TNF-a 7K,
142 SIPRHRE KEE(EERERBRREEITR), O%

BT VTREE, BREREE , IEMBREIER .0~ -

110 U/L, 40 B8 S\ BPR B IE % : (4~10) x 10° 4™/L, Balthazar
CT W4 B.C.D.E &¥K A K, QBH8IF | NTRE,
s BRAE R B S U , I SR B 5 1 4 R MR KT 50%,
Balthazar CT #¥4Hi D .E &% % B H=, C ?&o@)ﬁi&‘(%“ﬁ 1
MFREE, IERERSE FrkE, ek S 54T RIEE
K 30%~50% , Balthaza CT ¥4t E %59 D %, @FRk .14
FF 1ANTRRIE , W BRAER TEAE Ak , 10 MY B 5 15 40 B0 e b
BE/NF 30%, Balthazar CT PR T4k,

143 WM RIEMIESR  ABESE 1.3.5 REHNE fiF R
$ENF HMGB1.PCT.IL-6. TNF-a BRI , ABREE 1XR5
5 3 Ri#t4T APACHE 1 ¥4 ABESE 1 X558 5 Xiftfr

BISAP 43, FH 10l | B ik A at 1] , e SCHEGE R IR B

CRRT Al ,

15 %itFHE :

B $OUE (G SPSS 19.0 STk Ab 38 , K B 1 L
B BRVERE (v £ 5) BR . 2 HIRISCEE R T AL L BER A
BB EH, 2 EZ ATUS LR ARG
B, e B TE A4 AT PORARR A Spearman BFIAHRK AT ,
KIBIKAE 2=0.05,

2 # B

2.1 #5724 % A ET HMGBL PCT IL-6. TNF-a #5}e4%

6T M K 2 4 B # HMGB1 . PCT.IL-6 . TNF-a 7K ¥ 32
R T2 L (P{ES51H 0.535.0.876,0.973,0.419) ;
% 3.5 R340 HMGB1.PCT. IL-6.TNF—a 7K ¥ 5 X I8

- SRS X (P<0.05) , 4 HMGB1 ,IL-6 , TNF-«a

TS A, W 2,

F2 FTERERERFUER(n=30)
Tab.2 Value of the inflammatory factors on the indicated days

(n=30)

451 F1X HEIX £5XK

HMGBI1 (pg/L)

WEEA 456+1.35 8.27 £3.31 1.20+0.12

bogit::| 478 +1.32 12.54 £ 5.86 3.93+0.44

t {8 -0.623 -3.471 -33.080

P{E* 0.535 0.001 0.000

PCT(ng/mL) ‘

pul=22:] 18.28 + 6.85 1457 £5.24 11.28 +4.24

pogiiti:] 18.55 £ 6.42 18.39 + 6.33 16.26 + 7.55
tfE -0.157 -2.534 -3.150

PlE: 0.876 0.014 0.003

IL-6(ng/L)

WERA 269.78 + 86.51. 54591 +91.13  112.28 +34.27

poy:i:i:] 236.84 +91.07 889.46+206.16 473.77 + 114.16

¢ 18 -0.034 -8.348 -16.612

Pl 0.973 0.000 . 0.000

TNF-a(ng/L)

Pk =27} 351.06£42.97 507.29 £39.53  223.36 +37.27

poy:ika:| 360.67 +48.33  798.87+65.48  367.87 +45.23

tfE _ -0.814 -20.881 -12.570

Pfi: . 0419 0.000 0.000

e, A FEE BT 2400 BReE 5 A S EAN A, Bk
Rt BB (S5RIESE 2=0.05) '

22 24 %#FEF A, HMGB1 5% 3 £ APACHE Il ¢ 448

WMEHSXHA A,_HMGBI(E 3 XE5H 1 KXW
HMGB1 #f8) 5% 3 X(ABJS 72 h)APACHE I ¥4 Z [&]
WE BEIEHRE, 4505 0.698.0.594, 3 P<0.01, TiR£ZH -
FIXTEELE A, PCT A, IL-6.A, TNF-o 545 3 X APACHE II
A TAR LR (P0.05), JLE 1.2, ‘
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B1 WEE A, HMGB1 5% 3 K APACHE Il iF5r %1%
Fig.1 Correlation of A3, HMGB1 with APACHE Il score in the
observation group of SAP
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B2 IFAE As HMGB1 5% 3 & APCHE Il VS H0M %1
Fig.2 Correlation of A, HMGB1 with APACHE || score in the
control group of SAP

[
[=]

23 # 5 % BISAP 39k
%5 5 K BISAP ¥4, MEE4H (2,33 £ 0.71) , X BB EH R
(277 +0.86) , VAR AL LU, I 22 A G228 X
(=-2.129, P=0.000) ,
24 KRERFE2HEREHMRM KL &L T HL
SRR LH 8 35 T R M B i 28 At (] | HESCHE(E B ()
CRRT e85 B8 TX A 2 A BRERIFEFHITEEX
(P<0.05), 3% 3, ERH BFWEKIGTT BAUEN86.67%,
% B4 B I R IBTT B RUR K 76.67% , WBEHL M fhrT
et A SIARTTRT , 2 R BB I FE X (Z=-2.280,P=
0.023), L3 4, : .

F3 2BBEMEAEAHERAE . HESHHER R
CRRT B8 %% ( n=30 )
Tab.3 Time of the relief of abdominal pain and distension,
flatus and defecation, and CRRT( n=30 )

HE | BEBUKER (d) HEHEE(d) CRRTBIE (h)

pag:ei:l 7.20 +2.68 427+148  6537+29.23
biapag:! 377+1.16 227+1.10 4250+ 14.84
t{E 8.494 7.205 4936

PlE 0.000 0.000 0.000
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F4 2AIKKFTHLE (n=30)
Tab.4 Clinical efficacy of the two different groups ( n=30 )

45 b29:14 B AR M A¥E%)
WEH 15 8 5 . 2 86.67
pagi 13 7 3 7 76.67
3 3t i

SAP /83 I AR ) i IRFE , % 4k & By K72 .
ZRTVEEB L LRI RIE, WIEE L 36%~
50% , W fEHA-E R MIRFERE B, A p B
KB E IRETRIG T 2 REMRIERBIGFATE,
BEFS NI R R M S T DI R SEIRT, I, SAP 14
ST ERRES R B B | S0 R 43 1 57 B
FABUAERSL, I R IE RN, MR R AE A R KBRS
RE , AT 5 4 AE 40 M R F K R 2 E
AT RKEFEMEN, ’

HMGB1 R —Frpi s e R YL 40 R 7, B
Heg R REHK L, HMGB1 BN TR B E
E#HREMAZ—, BEUESL SAP i HMGBI 1
FGEBREE T, BT ES TNF-o IL-1 AR E
T4 5 5RE PR MR R, M RSN
EMBR_KTH, B X SIRS, £ ZE S8 MODSY, PCT
T — R X B 1 AR M L AR RO Y 4k & A
B, AWK 5 SAP BETEREF VMR, BB
BHWmE R R, MR EREN, XFHRERE
&, W% 4H HMGB1 . IL-6 . TNF-o 7K 35 %F B8 48
i, PCT REZERAFEZITHEENL, EARL
e A, \HMGB1 555 3 RAPACHE I %4> Z [H] 3
BB EFHHAE, MA, PCT.AyIL-6 A, ,TNF-a 5%
3R APACHE Il ¥4 Z [ AN B AR TS
HMGB1 H#hn{E#R A, APACHE Il ¥FA0 MR, X 4bsk
B HMGB1 {515 SAP W EREREMR, X
5 Yasuda"WF Schiraldi"™&5 B 37 3 H — 2, B SAP
B ME HMGB1 72 4% 72 h 5B IE , Skt
HR4H 78 HMGB1F-EIK A LA R 3R 3 /5, 7
BS5&ERRE SR EBTEE MR ER
FERIEMHX, EFERMHR AN, HMGB1 FfEE B
SR AR RIXT SIRS FIRMA LUK X SAP I Rf 857
TIREMIEE S 5 SAP MR EEE AR, HH7E SAP HIR
FRHLE] R HE T R BIERM,

Fi5h, NP R T E R B EAE SRR R T B
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HIE PRI TT R BERT B9V FA LA

L5 L FR , KWl i ot B A 5 R K
B, R ERE S HEBEAR 4 SIRS #1 MOF, 8848
WA RAE KR, PET RER# SAP WU/ , T BRI & 1
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