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Expert Consensus on Clinical Management of Digestive System Diseases Associated With Biorhythm Disorders
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Abstract Biorhythm such as sleep-wake, resting-activity, dietary intake, hormone secretion, temperature and blood
pressure fluctuation affect the pathophysiological process of digestive system. Disturbances of biorhythm, especially
circadian rhythm, are associated with the development, progress and outcome of digestive system diseases. Reconstructing
normal biorhythm is of great significance for the maintaining of health of digestive system. However, there is lack of
consensus on the management of clinical issues related to digestive system diseases and biorhythm disorders. The Chinese
Digestive Psychosomatic Union organized experts to form a consensus on clinical management of digestive system diseases
associated with biorhythm disorders on the basis of systemic review of research progress and clinical experience. The

consensus opinion contains 21 statements. Each statement with evidence-based medicine grade and interpretations were

reported.
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B AATTAE S 77 A U (AnFe BE TAE B IR A
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TFTE R 2 i H AT, BRIDIE 24 h BRI RE AR L,
BRI BT (circadian rhythm ) 25 L5 2009 BE R -5
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B e S B A A S B, A S LR B e
THALIE R AN FGIDs f8 3 10 R N 2 5 & A R fe v, 20 0k
82.6% 1 81.2% '), FHETAEHE M1H 5 L5 AAE (imritable
bowel syndrome, 1BS) fJ5 % i 3 5 T H BE T/EH (48% X}
31% , P<0.01) "™ X0 LIk X hy 5 Al fry ok 5 i 0F
BR, THAL R Guie R 5 IR e 05 22 (8] 77 78 3% 10 AR &1 (A%
EOR=1.29,95% CI. 1.22 ~1.36)
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I RS e IR AR OGS o S IR TR ALA 6., B8
B RLAIA ( gastroesophageal reflux disease, GERD) 5 i IR &
151 22 2R3 I AE O, 200 R B 5 52 ) > | AR DL | e
ME P S B AR Pt A RGBS A 24 hopH i
MSEH IR, &8 N pH B 7E W ] A1 R A%, #84> GERD
FRCEH R RURS 7 4 BT 2 410 1 5 ( proton pump  inhibitor,
PPI) VA IT Jo AT5 A7 A8 7% 8] BR 28 8% PL A (nocturnal acid break-
through) UST  [EImE, A HF5E ) & 3R, 5 0 AR 0 3 5 A L
M s 1 25 A7 6 B TR % 508 5 0 (TR S It B H] 1 6. 159% =
5.89% % 1.74% +1.54% , P<0.05) , f[H—Tij e 7,
SGHERRIT )2 7 h 5L PEAR L, B BRI )4 (=9 h) B %
FE AAEBHZ% (peptic ulcer disease, PUD) SRR HAE ™,
PR TR T PUD B2 X, 78 8 Y I AR 7T g
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SR 1 RS I AN B AR L G A T RESE S e A



B s 2021 4E5 26 55 10 3

BRSO ALE] X R SR U R B AR S
SR FAEIR & 42 . Eastwood 252" fUAIFSE & 3L, T A&
EFEZINL(lower esophageal sphincter, LES) T REA 52 i A% A1
BEIAGLA T BE S A RREIRIN ) 0 LR 2 — it e R
EHEZI WA b (transient lower esophageal sphincter relaxation,
TLESR) A 5%, 7& GERD i M EML I 9 TLESR % 4= 5
W AR T A7, R R AT RS AM MO s B P 25 R4 A AR
B XL T B R ML SZ 28 R A b . TLESR
1) e 5 R B B4, TR MR A TLESR % A 3R AL, 72 1)
Fo B MR A A 25 H B TLESR , A DA B IR r i 8 B ol 5 4
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T AR AR SE S BN i S E R R DI RE PR TH AL A R
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SRR e A P R CLOCK ™ ke sk /28 48 /)N Bk
TAFETF RS T BY/NE P, Th7 40 AY o 5] 28 1k ) e =
PERE R T AR E D BeAh, B0 H SE LA T i i AR
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ZHL/IN AN R 38 B R A, R R I I AE S 5 0 R
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57 54 ) % 1 1€ it & ( Morning and Evening Questionnaire ,
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PUD 5ERCITHZERLZ MME R, shirse™ £, 5K
TG (melatonin) KT FE AR T H) 55 5 6 152 15 180
B, St kKRR G, — I [E I 9 A fd R A RS S PE+ —
e A T R RS I BT S
B MR K BTG, T 32 X fh 28 3R Ge- I il &2 R 458
(central nervous system-enteric nervous system, CNS-ENS) i
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[BRiA 13 ) R iR GE U A RERENISITZE A,
AN REFIATRESTEE RN ERRE,

UEFRSFIL . T a; MEAASF I A RIR R 297, 3%

AR R SCEk IR R, T AR M R AE & FD DL FD &
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VK T VAR 0 S AR e NI s IR A T i, I PR
FE R, 5 PPLYAYY A AL GERD 2 ML, PPLIGYT 2%
WO P ) 8 PR R 2R 5 A T 5 — 00l R A 7
ZEIR BRSO 28 (reflux esophagitis, RE) & 4 B K
A R R 1Y) L 9] Yl 3 e T M ek IR (85% X 59%
P <0.05) ,H H [E] B 2 e B 2 Al B X BT 1) 6 ~ 8 %55 4
10% K RE M2 5 WREA pH > 7, BT REA IR T R ok 3 39 75
500 wmol/L LA I 7E B W pH <4 B RE 3%, 98% i H Wi
FEAS T R AEAE IR R R B B ARG, R R IR R I
WAE H B T EAT S (R A8 LA BRARAE o) B SR T A
EEA G, HIG, EE R E WA R R E 12
ST AT B AT A LA G I A R, TR N
7 TR R T HANET SO R,

[BRiR 14 EMTRFEE G HNBERRSEB O
BERERN,E61IEENTHHEMZEZHKEEZNS
HEE,

WEHRSFIL . b HERESE L A BRI R 22 .91. 9%

AW ARZEGL EERIEASIE S AR A R
AR UK S SR 5 A A U R B B P T BT e R G R R
BATHATHUA S A RGEM D REIR SR BRI
AL SIAR A SRS MO LSRR A IR BN R R,
22 IRRFSE N BWATAN T 359 1] 32 32 5 1) e HIE 35 45 P 1)
EARACR | H [0 57 (0] 3% shAR R iR i K8, B REAR A 8 L KL
iz G sh A 2 R ZUA T 12 o), 45 5 0 R BURE AT/ 45 18
BENEWER THENET s 5X MEFEREER ,F
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M4 R 40 ( cortex-network system ) ZELLL K A EMH & R4
(autonomic nervous system ) F T Fr -3 /-5 [ I# ( hypo-
thalamic-pituitary-adrenal, HPA) T2 057 S H R A AL
F TR AR A A AR AR B R, A R R R &
PERIIREE 7251 & N R 5 MR AR B2 15 (9 f s PR 2R o7 22
—IRREA (n =1 944) BAFIAIFSE S TR, BUAE AR AN (27)
FE B RS- 5 1 I TR I AR 2K B A G ( A4S IEAR S N 1 2 BRI
{EFEFBEARARC N 2K ,8=0.09, P=0.03) ;37— 401 45 0
PR A 1 45 5 W MR R 2 [R] AR R | 45 1 s A S PR AE
T P SRR A 5 M T 2 V] G A A iR SR B B
B H 2 (T RIEH ) o

TR RIS AR NS S R A 505 Sh A M,
ot B A0 B R 17 P A ML AAR S5 B B R T HLA ER R
B, HEETA S AR oY B R AT H 50001
KRR T FHIARIE 22 A1 A9 2 | T ME AR AR 0 g 5 Z AR AR W AE %
B, —I4NA 3 284 il BN BOBIFTE Y SBoR , Fh 4 A kb
S DUV A A SR DR B /D fa B Y B AR AT S RN T T
Wi R UL RN OCH , 2 W oE 45 IR U8 T BEAR AT O 5 B 4k
ZIRBEAMER, LR &R A G Y HEEGL SE O
N7 e P A R D R DA e B R S R O G, LB IR
TEA W1 B ZE TR B B I PRASYT o, BRATAS fi 0 BILAR 25
T AL RS R AR 5SSO

M &T

[BRR 15 AREFAFX EIFEEYTR(BFEER
R MERE AFEDE) N THEEEYTEZILNE
WRGER, TR IEREMBARFATIER,

VEHE SR . T as HEFEAR S . A WRIR R %6 .97. 3%

AT B A TE A I T B A5 R A B R i B B T T
AR IR ALH S B B R, L, R IE
B ROIEIR IRE AT A A5 X T T Ak FR Go 5 s Y T B A T 3
oA B R TS0 [ — I 5 A T 2008—
2009 4F[H] 14 290 B3 (Lot 8 209 i) (Y HEHR A 5L, I
FHZ T Logistic [IABERIPERG PUD SHEIR IS0 R AL R
SER B R NFE PUD B R N 5. 7% , 5 B0 & T Lotk
(6.8% %t 4.9% ) ; BEIRIE] =9 h § 4t PUD BR R B &
MR TFREARHTR] 4 7 h &, BEAR T [A] =9 h 78 J M v IR 15 B
PUD KAL), F S () A0 fd 2 5 b RS &
A R RO N SRR A Y 5
RO IS AN BRI A D BRET ) R KA R
Vi) 37 T RE AT VB R B o A R ) 2R R b AL
NE FRARMLURRIMER , ok, Wiz s ) B 18 2w A
taVE R AR B KA &9 IR IR TR s 5L iR 45 e
AR, B GE B Y32 B X REPUD | JH £ 3 | A
IBD % B i85 A R4 AR IR 22 e /e A B T 2% R
PEBIRAIRAE . BLAb , IUEE Bh3d mT RARE i & A AR
JRURE: ) RIS R T 2 O 1 e B 1) e K Bk ) it 3
SRl R B il g aE R L ZE L AE A BT A A B IR
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(AP ) 2 B M B ) AR AT Sy (AL 45 B A 0 £ i [8] | E £
AR AR S AT 230 A 55 T8 I E B 1 B
FRYT .

[FRid 16| REEMBEBRZ AT IEAHL RS
B AR AL (1) MBRER R B R A B T IE R,

RS54 1 HERF 2590 A BRIR TR 3R 1 100%

ARB R AR BRI 20 N-C B -5- P A
Jt# ( N-acetyl-5-methoxytryptamine ) , 7E 1E % A& %1 3 T E 2 H
AR TR 7= A6 B S 1 I iR 0 36, 38 i il R 38 2 A
(melatonin receptor ) 75 A= WA A K 45 9 I ) 20 15 (AR
fE e AR AT HE ) S ARG LI 52 JFFAE A
THAGTE | B IR G e 20 M Hh S A e AR R R A2 A, AR 3R A
PR Z AR BhH) (melatonin receptor agonist) 597 B 4 18 PR
FVE I £ P BE A4S CNS - B 5l v ¥ 6 JE AL AT CNS-
ENS ZZ HAERMLE . —TZA 19 T BEATLLE 70 A8 19
meta 73T, 52 BRAH L1, 48 2B 2H B T 4 AR A (]
[ AL ¥4 22 ( weighted mean difference, WMD) =7. 06 min,
95% CI: 4.37 ~9.75 min, P <0.001 ], 3 Jin & B A% i i)
(WMD =8.25 min, 95% CI; 1.74 ~14.75 min, P =0.013),
$R 6 e R 5 [ B ME 1R 44 2% (standardized mean differ-
ence, SMD) =0.22, 95% CI; 0.12 ~0.32, P <0.001]*
SR, AR PR A B 3, 1 RS KR A3 s A AR a8, A 2D
BRI RAEAE T, 2 S B (2 40 min ) |, 1 I 4E 5 i) 1]
BT, SHRBEA G, 2 R R K (1 ~
2 h) PRI R SZ AR MR A D R FARRR R H AT LR
RZAR(MTL MT2) 88 0TI RIA T I 259 2541
B X2 HL 7T (agomelatine ) | By 355 i (ramelteon ) Ath 7] € B
(tasimelteon ) ZEL60%)

SRR 0 Il A AR PR R S Bl , R DA
PR A B W R A T RO YA R AR Y
RRAB RN 2- 1 R RSB R ZRAE B i i
SIAAER, KU 3G N2 B B A LGS AL, B
SRR ZE G BAPGE Fa0E SRR T R S R R A )
BORERL, TERS B iATE R 2-7 T B RS A NAFERRE
AR 2=l > + 23600 S50 > B > B, sk
JELTF/NB Y LLCE I FN 25 B FE IR 2 5 456 (05 i 0 4 i
J3 A S EARMK U ANAEAZ > BOREAR > 2Rk > > g R,
RIS AR B RTE S W E R AR — B,
TR Z RS R 2 25 Wy e B I TE B R YT T A
i3,

WHFE R AR PR R R BA PR R R AE T, — I ]
INERZE I 9 AL A 57 v RN Ly 0 2 iR R R
4 mg/kg I IRECA R Tl 2 50 0 48 B 3R A2 AR sl ) 1 e I
Jr TS R S HAYT B E 2 R SR 3 d, A5 R R AR
PR R ERRAR A IR AN ZUE 40 5 DF 40, 4 et 2 A Wy it
(myeloperoxidase, MPO) & 4 , 177 W i 4l B 28 32 1K 38 3l 37 %f
S RIETCEMAE N $2m TR R i b v EHAR
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AR FIRBF ST 45, 4 R R o R 2R 2 A sh R T e Y
TG IIE - QO B W8 50 1A B T A 3L AR ¢ Y B Al )
QB Wi AR AT A T e R R O B M E g 1
AR AR,

[BRi& 17 | BB E 48 BRI FI AT E L B8 TT
%Y A TERERBREEY HEFIAXATNET.

IR a; S B ERFZ %R .91.9%

AR AR EE LA A 5 W 1 R 4 W BT RO AL B
B-T 38R 8 DL R BB M T e 5 2 F L = 5
GERD &%, B r=A: sl B E BLA ZAL S 1, nT i
il 5 R, TRT S8 6 8 2 R, T R LES Wi
PRIkt R 3R A R 3 7 R Bl R0 TRy R AR g
ZELMY GERD B, BEAMI R HE s BB 3 R L Z R sl 71
AEMC3E GERD 3 491 B BEIR B A ol Ak A JECRES |, IR0
EERERBPLE T BeAh, S ST ) U S i
B TALHE T TR B A, 140 £ A8 285 R 0 A R 28 HE iy 4]
= E, (prostaglandin E,, PGE,) &1, [A) I B TNF-o0 7K 3
53— 5% ik R 2R N 1R B M 56 B A b AR 105 TR T VR H
RIS s, i B 2 T 3 o S MT2 AZ A i R b o
LR — S AL A& (nitric oxide, NO) & 45 2 e K AH 56 ik
(calcitonin gene-related peptide, CGRP) , LA K il TNF-o F11
TL-1p FR B, R ) s 5 B Z R PE .

— IR R SE 7 ok, S BRSSP AR H B A7 R
LRI B 223597 4 A CERD M % SLRlERHE L B (basal
acid output, BAO) J§ /[ (15.8 £0.9) mmol/h X} (17.2 =
0.7) mmol/h, P=0.09],LES JEF3E[ (14.5+1.3) mm Hg
XJ(10.4 +4.0) mm Hg, P=0.002; 1 mm Hg=0. 133 kPa],
LA FA 20T Jin s B e b (434 7V, 4 AT s I, 5
—I/NBEAR (n = 16) #5817 o, AT S REE IR 9 GERD f
HAH TR B HRYT IR, BURE DR AR A A 50 B ) i3
SRR, H BB (- 42% X - 29% ) 77 8] 580
(—42%%F 78% ) 24 h HeL> ( —42% X - 3% ) F1 24 h FR )X
T ( —26% %F 19% ) AERVE 433 2 FRE (P ¥ <0.05) A
it IST 343 8 3 AR ( —46% Xt -5% , P <0.05)

— e SRR SO R R AR B R AL R AR
FTHHE, MAE B 0 21 RE RS BHRPEA T A
BTN GERD | Barreut £ 45 B 28 £ 48 98 14 38 191 701 i 1
FHEOT S 4R B T RN TS AR BB R AR 452K Bl R R R Il PR
GERD S X a5 BE R Barrett £ 45 51 % Mg R 4E AR E
FHAYIESE

LA EIRIERE AN RAFFE 45, H A% e 2 2 i 2
F RS F T GERD B3l BiUEALHE . OGERD FEA 49
W ERZETLAH CHEAR PSS ; @ GERD AT MR £5 F& 5] UAH K 5
PRSI R ; OMEIR T -H -+ 48wz g L.

[BRiR 18] R HRETEY T ERIELR, TR
ERBEENBERZEHIA,
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PR I HERESY . B R B % .97, 3%

iR AR R LA AR S 3R — D T 5 T R R
SAE SN FETH R 8 48 2 BE 1 L Hv A S i 3h AR AL
il B B AR RO LA YT PUD™Y s 58— T, 3 ATl it
A IR SRR AR R A WL > PUD KB, AT LU
ZIRVES B Bt R R, I 748 58 28 ol L Aip (A 22 1 €2 e TR
T, 25 4R R R 38 3 52 i 35 480 A -2 ( cyclooxygenase-2,
COX-2)-PG ARG PG 7= 5 s 45 # 7 — S AL R A il
(constitutive nitric oxide synthase, ¢cNOS)-NO R4t il g bi
P1ZE CGRP A5 AR FRHCAE LTI A1, B SA 2R 10 T3 5 W
FHEYURE (ghrelin) i TR IR 1 1 5 M5 200 60 135 8 1 266 5
B2, NGRS @A, FEMIWRE 575 51 B 1 sh
T By SR VT ] A B AR A 24U R A0 T TNF-a
-1 11L-6 XML BOKF, il B 3@ & 73S
BRI

L b, FUHT 6 0 AR AF 9% 45 SR $E %, 7E PUD BB YT
Hh A 2 R HLAZ A Bl AR R 505 A A, 1T R LA Sl B
BRI UM, VBRI % 25 1 A0 O S ) A 5 A T AR 56
REAGREAT AR AL IR BB e R E T E R A E
RG5> W6 FE 55 7R BT % 245 (non-steroidal anti-inflammatory
drugs, NSAIDs) AHCHA 745

[BRiR19]het BRI R EAREENRERST
EHFF, A E Y T RE K ERER BEERES.B
B ThEE A S, (E A BRERBANTEIETT

ARG T ARG A R R % .91. 9%

[l YA EL A — S 0 s 48 A 2 ol P 3R AZ A s 3
FHTF 1BS A FD §93A 7 N — 30 BEAL X BR 50 P
THRB R BEEA RS A R AR TS 1Y 1BS R 1Y 18 AE
RN RS, 3L 40 B ANESE , BEWLEEZ AR A2 3 mg
AT 2 JH L SR R SRR b R R A
RARIE RT3 (2. 35 X5 0.70, P <0.001) , 354 i 4 7 95
{4 (8.9 mm Hg X/ —1.2 mm Hg, P <0.01)%) 53 —J5iaf
FEUOT AT B R SERLTT I T ol R i 5 A VT X IBS (Il IR
IPA, T R BB 20 4 B i i TR A3 A A R
T T SE AT VT B2 Xt I 4H (93. 7% X 68.7% , P <0.05) , 1l
A 4 FE A AR BT A0 7R 36 9T 1 JE R RO AT B 2 e 2 | O e
R IS ] B S AR W T S0P 2k 140 8 1 B 2% %o B
ZH(P ¥ <0.05) . BFFE 8 & BB X 36T (25 me/d) BE
AT EBEAF (1.7 mg/d) ATk3E FD &5 AN E LA 1E R
BT AAS BLREAR A0 1S A1 BB 25 A0 B IS s 1, 8 ) B A 2K
R0 T IR W i 32 ] S X HRZH (94. 9% X 84. 9% ,
P=0.026) {HEL(2.0% %} 9.3% , P =0.047) FIWEHE(1. 0%
Xt 8.1% , P=0.027) A KN & A 5 0 251K X BR 4,

[BRiZ 20 A ERERERXERETEDTEFIAL
B, AT R B E S R R F A,

UEHE 9 T HEFE 59 C R A % .81, 1%

TS S TR A T 2 A I MR B 2 05 5 0 /D B 4
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Ko BREMRRIZE 5 S 4 17 285 RS0 405 0 i 3 T 2 Al 5 A PR R
TN VIR G . A BB ZRAE N — P AR, nT a i 41 )
AL AN K F-kB ( nuclear factor-kB, NF-«kB) 15 53 §%
T 2 B R %) 25 5 | RS 149 T T B ) e 4 R 86
300l FAR L ZIAYT IBD SR B NI RS 1 BIF 5 45 48
AR T RAEE R SRR R AL Z M AR G Wt
2514 (ulcerative colitis, UC) 552 B ( Crohn’ s disease,
CD) BE WA RN B B FEARER A A0 T F S RE 51495 55 4R
RPN AT AT R A BT B M BE AL X AR
5 L) W0 4 PR 3R B L2 RISl R0 IBD I PR 728, i =2 g
A A AN T IBD B BB AAYT

(BFid 21| FE R R EEX DA FEFTEYTREIL
B, AT ERARERS R ERZEHET,

R AR L HERE AR C PRIR [RI R % . 83. 8%

BRI FGE T 2 EALH , A AR B4 TR s L
B 0GR D RE S R i B TR A X P B TR AR
PRYER , BRAR B Z 25 B8 AL e 1) Z) J8: LA I B Wy 4
AdE 8D BTG G HPA Hili, AT 5 1 i 3 B 740 A
1177 30 T T ST S ok 9 422 17 T Aol 22 3 BT g, B 948 3% A2 5 i) e
W B SR O IS, B A 7 AR B F AT /R
1) i 38 TR B S RRENIB YT VT B A = N Tk B = 0 Mg AR it
AL IR E/NRAIE SCRAs 358/ | i 4k B 2387 ]
ISPk AT 1 & ( Bacteroides ) F1 55 K5 B J&@ ( Alistipes ) A%
FEAM O AN, RS R IR A R E R
SEAUT B R 5 BT S B A 5 1 £ R A= T RE 2 AR
PRGBS AL . 50— IR AR R B A
SRR AT IE i 98 K A T A2 s 24 (lipopolysaccharide,
LPS) B3t [l A 52 1 fa fig i AH U iR B AR L. S X
HRZH /N B Fe , e 1T A 35 L /0 B [l s i o 4 B RS 52 1
R U 2 ZURR 17 & ARG I, 08 B A i A A R AR R 4
(‘angiopoietin-like 4, ANGPTIA) IK SRR, ) I i 35 A T
FREFN LPS SR 5 1 JIRAD FEAR SRR U TT i 25300 4% IR
A5, N E AR FE IR — A0 UE SRR R e T AR L
/NI ST ARI F Be VE HIA H T Wl T RF I A 7R . R BT
FEGERARTN W T8 TR S HAC 7 ) T R SR A0 RN 52 i B I
TR AL OCHE B EE AL IR TR R

HOGEE

AR PR AE P R R AT AL R G B PP AS 1R R
oA B R R T A R B U AR A R AL AR,
A RURS AT, T b 30 At T T 3R e i 1 e A ML, 4
FHERITHE, X T A A A ERLIE L R R
I E R AT LR T AR — AR AT
M, AT R B AR EEA O BRR R E A E L
Pt o BARFARRAETTIRIE 2 KB & & iy BIF oY, 4R 3L 08
ARIUESE | LLE— 2D 58 3 M AL RGP AL T R ALY
I R A AL L

P FR ST A VR L P IR AR AE R 25 w58
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