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Changes in glucose metabolism after operation in liver cirrhosis with portal
hypertension
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Abstract ;: Objective  To explore the method of treatment for cirrhosis associated portal hypertension and hep-

atogenic diabetes. Methods The clinical data of 46 cases of cirthosis with portal hypertension and

All the

patients received operative treatment after basic nutritional support and adjunctive insulin therapy. Surgical

hepatogenic diabetes treated in recent 10 — year period were retrospectively analyzed. Results

intervention included portoazygos veins devascularization procedure in 39 cases, and devascularization combined
with splenorenal shunt in 7 cases.
(84.8% ).

the primary disease and mainly to aggressively improve live function, and additionally treat the abnormal

Results showed that the hepatogenic diabetes improved in 39 cases

Conclusions  Patients with cirrhosis and hepatogenic diabetes should have treatment directed to

glucose metabolism.
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1.1 —HaEH

AL 35 B, 11 B, B e Z o 3.7:1.0,
AFIE 33 ~ 68 (R 46.5) %, 39 il A 18 1T A
S, 65 2R RE R R A T A AL 32 4l
(69.6% ), NI AR 35 1k BT R IF 92 )5 B i 4k 4 431
(8.7 %) , &R B M JF R 5 JF P9 2L 7 1R AT R
JTF 4 & I AEAE 3 61 (6.5 % ) 5 53 25 Wy 1k i 6 1e 4 i
(8.7% ) , IR TENFAEAL 2 4] (4.3 % ), J5IH AN W]
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x| I, %« AERE AL 1] 38 Ik i O ARG B B RO T 651

JEREAL 1 6 (2.2% ) o JRRENR K 46 $] (100 % ),
JEK 37 4] (80. 4 % ), b i Ak B i s 34
(73.9% ), H i 2 kDL k27 ], 59E 21 i
(45.7% ), Horp fe RROURE 85 % 13 f51] o f Al iR |
HAARR EHK 41 F(89. 1% ) ; 2K .28 . ZIR
Bpe =27 9IRS 1 (10.9% ) . JFYIHEE Child A ¢
14 $1(30.4% ) ,B 2 25 5] (54.4% ) ,C 2% 7 #i
(15.2% ),
1.2 ARF7m 4K 5 &G EFR

SEMAE(ERHME3.7 ~6. 1 mmol/L) ;6.2 ~
8 mmol /L 15 ] (32.6 % ) ;9 ~ 11 mmol/L 23 {4
(50.0% ); >12mmol/L 8 #| (17.4 %), &G
(2h) M A (IE¥E <7. 8 mmol/L): <5 mmol/L
341(6.5%),9 ~11 mmol/L 17 #](37.0% ),
>12mmol/L 26 )] (56.5 % ), H H > 21 mmol/L
O i . W R, AT A2 IR A R T Al
(OGTT ) # 36 il (78. 3 % ), H " 60 min B}
>12mmol/L 36 i, 180 min Bf >12mmol/L 32 fi,
R OGTT Wik, A B J5 45 F il IR 28 8L 2 &
WE25W , 4 45 7 I8 5 R DL KR B 2 Be R R S
FRIRIT (AL et & 7] i A B R %)
1.3 FARAZE

7B AR 39 Il (B3 35 i), 2z 4 Bil) « e dT
A PD R, AR 5 W S KRN 22 IR T bk, DT
BT EEVITR KW E ARk E . 88
55 T JDKCHE BT S 19 28 SO K, MR B S
S EMEE, MBS TERED 6cm fl F2p
B JE PR 48 R MG, LA Mok B R K A
EHRFASE TR FRERK; B R NE
JERGEA, o 5 300 T A B AL it (BB R ) T s 1
o MELIUE , 5G4 T JAL e Ik o 0 W G LR R K B W G
FARRBITE 0. 8 em 247 o ARG AT BETT R [ L& 2
1.4 HitFEFHE

Bl DL £ bR 22 (x +5) o, SR HATEC XS
T8 TR Y ¢ K 5 AT 40 BT o

2 BITHER

2.1 REDEHERBR

Wil RH SRS ARAARR S ARG T ~ 14d %
SRR A, 23 41 (50.0 % ) A& AT 2 A B
R, MR ESE 4 ~8mmol/L, 7 #1(8.7% ) KRG

LB S JC B A 5 AP A W R R S ) B
AR MR W 2 Bl RS WU S E RN
84.8% . Wi A 41 =5 I I B L R 5 = M = TR AT
AR BEMEER (P <0.01) , BREARA
23 I L B B BT R TR AR R (H
T FEEER (P> 0.05) (M%),

MR SRS e R AT RS O (v £ 5)

A A A
iR
WA (n=39) AR (n=T) BRA(n=39) BEAR(n=T)
S (mmol/L)  10.1£73.6 10.78+3.02  6.82£3.497  7.7624.39
A 0.49£5.44  9.71£4.39  3.69:5.047 5.7146.97

It SARBTHLE P <0.01

2.2 REHERIE

AR K A I K AE 10 B, K e RO 21,7 %
Ferp OB K 7 B, M g AR 6 ], I Akl
400, R ZR AR 2 1, D) H RO B g e 2 i,
R WE L B 2 B B R R, R RN
4.4% B RET 2 TFAREE.
2.3 FEiA

WEG 19 B, BEVT R 41.3 % , BV [E] 3 A4
H o~ 10 4F. ¥ 2.3 4. 4 f B R E
4 ~9mmol/L, 4 il A JH 1B & 3, 7 19 75 4k 2 4% i fi
MR 4 ~8 U M BE4ERF7E 7 ~ 10 mmol /L, 3L T
6 1, o Uk PR I 2 B, L D RE S IR 4

JH W AE 98 45 6e = A0 6 A BE R, 4E 5 i obE R
FE L, AR T E R o IR b X R AR I8 1 R ™
S Ak R IR 8 S SO L R
g JIF U 1 B JR %5 ( hepatogenic diabetes HD ) . 80 %
DL A0 T e AR R A OB R, JF R OB R
E TG 30 % R IE H OBE R & B IR R
B (0.6 % ) 19 50 5o A48 AL ] Bk &
JEAE & IF HD 46 ], & 68 4k 1] & Bk & & AE 28 #BF
FARBHIN 29.3% . HD Kbl EZEA LT £
PRI 2 (1) 77 A2 JBR 8 R HIR BT, BRI JH 400 J B 1 Jk 15
R MWW, 2R SRR R TR,
Jik 5 R A 0D 5 N O X & HD kAR 3 ik
BLL 5 (2) B A 36 M S5 %, = B0 A r 2 i
ZEAL AL 45 R R Y T AR T 05, X R R A
BUAE P3G 5, T R 3 w5 (3) X B IR 2 RE RN R
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RGN ELHE, TREVE K B B R R & R R
B 4 LB, FLA R 44U R E IR AE LA D
T 2 5 45 4 S g B AR

HD 5 J5t & W8 PR A A BT b 1Y 22 0], 3R 97
WIARASTE] o (1) HD J2& 8 7 B 43 3 L 2 A 42 ap
AEBERW % . 5 8 5 %5 N H 4 R
By, JF R 5 R GO BEIRA G, (2) &5 I8 I b
S B Ny NR N S il o AN SO =l 1 = A
F, AR 46 )25 1 B =9 mmol /L 67. 4 % , i
5 (2h) M =9 mmol /L (5 93.5% ., —ikN
B 5 2h IfORE Ve BE T2 B R R R OB £ 5 A R
5 % e it TH 4 R A S T g L Wk TG A
AT IEASIFRE SR . A4 A 3 614 5 Kt B
LS B2 S e o =Y e B
b IR Ak BT 20 i %o b R R A . S I
1Ak £ D REAI T, X A D 5 B L 0 i RE T B
1, B B 45 BE Ik S A 560, (3) ML R =
Z— /07 5 R PR PR I G R R B, BT I A Ak
BE AR A R E B e, R ZEERH N
M CEFRE, SR EMERERWEHEAF ., (4)
ARG B 2 B W0 i BE SR IR B R R AR E o
A2 50 % 1) HD 8 & ¥R J5 10d % 5 2 A JH g
By, MBEFE 7E 4 ~ 8 mmol /L,

HD (836 97 B AR 97 5 & i S o038 ) e 2
F o WU AR BE BB OR 1R 1T R K o] v, LR IR
1=l K TR S NS Y S L e e R
JRR S I o RS T i R /= A
JH 2y G 0 4 e WA L B 2 A B S s . AL
RTINS N TS 7 NI S TR 1 AN 7 =
MEAEFEEEZR(P<0.01), &K
P& e WA 25 D 8 J5 , AT AR HF R I bE 2R A2
T T R 40 R A S AR L AR R R —
W9 B R T K R 3 R A AR T K T g v
T M 5 2 BE O) B 43 i R 0T IR R B
AL TR T A R B R RO T A I
IRRCHR o AL S 151 8 3 AR B0 6 B 0 3 R S AR
WA T O, 2 B 4 R S IR R C ]
S A T B G, AT RE 5D K HE A (R

T

Xt HD [l AR B A 4 B IG Y7« (1) 1k ke & %
BIT o RS R H A YT RN R B Y R A
F, FT o s ve a A aiRE A5 AR 3R AL A aE 4l 21
Xt R . 2 F 5K R AR R B S R 2R (I
REMBL) o F RS N E A A RS 08 7L
RE 5 P AL AR SRR R R MR R O M A M. A A
] 2 W RN B T U AR DAt L AR AR ZE AL,
RS B 4 MY B, AR T R o AR A
PERBE IR . B, R EES BB T S R
it R 700 2 I O AR 1 L R AR B 5 R, RS R AR AR
A% o 1T Bk R E £ B R K i R
N FH BT BR (octreotide ) JiF Il ¥ A2 K PR R B IR
55 2 R TR S DT i A S A5
Pl 5 (2) A8 0k o FH s8R i) P i R 2 L OBUDE 2 R
ik 5 3R 4 RN 45 BB 25 W, O S B RN 3 R Y
JHFHE 45135 — BBl 25 9 5 S008I 400 o A o 6 R
PR3 (3) B 2 Tk &l AR IR B ik &, TR
e #b 78 B TR 4E AR R

S &3k

[1] Tak PP, Tenkate F. Remission of active diabetic hepatitis after
correaction of hyperglycemia [ J ]. Liver, 1993, 13 (4 ) ;
183.

(2] EAT WM. FEMERERSGRFRERIT]. %
FH R 42 2%, 2003 ,6(1) :59 - 60.

(3] GKEZ,Lmul. IFEPEsE RO [ T]. AT
JIE G 24 75, 2002,10(6) :476 -477.

(4] WeAEss, th—%, 4 5507, 5. T IR W DR % 09 B A 3
FRAEBTE (T ] P EBEIR G A, 1994 ,2(4) ;201 -
203.

(5] TRAHEST. AP S MR T].
M) ,1994 ,21,248.

[6] RiEMH. FIB WM ARG ST T8 IR & I IE JF & L b8
K[ I]. SRk ,1990,10(4) 1195 - 196.

(71 Brsoat, sksm B, sk & . IF 0 IR0 4 1 728 6 % 4 Bk i
TR R B & oiRe sz [T ], o [ 3% 53 50 A
Z#,2005,14(7) :492 - 496.

[8] Orskov L, Moller N, Bak JF, et al. Effects of octreotide on

[ b B 22 (R 2 0y

glucose metabolism and insulin sensitivity in insulin - dependent
diabetes mellitus [ J ]. Metabolism, 1996 ,45 (2) :211 -
217.





