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BAFEIRA C B BAERGBREEEFRAFBNAXE  ZM@ABTERE - KITER
RUCAM (Roussel Uclaf Causality Assessment Method) & & & 7F4& #E304T & & A & MAT KA R
Mg - fTE B REENREL T FERMAFZRBBRARIEGER - FHIREALE TR
D RZ AR K5 BALAFEIRA BT T #EM BGRB8 T WAL BT - 42475

Y BAERATRE  LERT -

BASEEA : &S (Polygonum multiflorum Thunb., He Shou Wu)

2T (acute hepatitis)

RUCAM £k (Roussel Uclaf Causality Assessment Method)

il

Al

R EE ] AR T B % T AR R A Ty 2 10k
Yy - AR - BRI E RS MR
ZPIRF AT - 2y REFRGHNZEEN S
HE PR - T2l 58 FH 289 KT 1 65 & R
I - fUES AR A ELAth AT RERYIRIXT - B HERRTE
HIRSHT - SRR ~ BIS IR R » IEERM
P B M e JR R B R HERR - AN FE M E IS
BAZE ISR R A B UIRBEE » SURRAR B B
F RUCAM (Roussel Uclaf Causality Assessment
Method) ERFAFHEZEY) S [RETFRGIRREI 1%
HERIRZEBIRIES 3 o FAMERS — AR

BT SRR - 21k IR HARIGH R > &
PR 48 B B > =M H s 52 2 k1S -

SRS

59 S MERE A e - RS E S B
BT R I ACRER LR IR - BRERIRIT SN
- M E WHEHER 5 E H (AFP) - FFDIRE
ALT (GPT) * AST (GOT) MAEEREEE % » #AELE
HHIE o 53EA AR IR B s I RR R 5L
2 157 1 32 18 H¢ fik % (glimepiride/ metformin 2
amlodipine/olmesartan) #EH] RAF o S HEHHHL -
WEPY ~ BRI AR RAEERE T - R IR A oAt
28Y) - MEISIRIMETT Ry - TUEE DS H B EE

WA A WBAUR YT REG ER LR 127 % kWS B N
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2023 4F 12 A NI TAGE A B TR R ISR AR
fERYIR MR B EREREY - FAME
WRZE (BER) B8 - SoEMEE - =REL4-6
WY (BEE 1727 @) (A0E— A KX B)
2,000 cc A EREL/K R EPRE M- EET - 2024
2 AR - A SRERII R - E N
B2 0 WK - ARDUR TYERRS 5 [#ERY - EREA
BRI SR B 2 BRIEARMA UG -
3 A% AL AR E A o AR
RIRFRRRE R » {502 0 WL - KEJEM - R -
BE (37.3°C ) > #EE MR (— 2872 Kg— 68
Kg) » MEREER - RA BB 12 G HIENE
ik o3 H 24 HZBME LA ES - 26 HF
MR - B - FIRBEARIFT2 6k
BEHOIMARE Sy © ALT: 1,266 (5-40) iu/l, AST: 717
(13-39) iu/l, total bilirubin (Bil (T)): 10.3 (0.3-1.0)
mg/dl, Alkaline-P (ALP): 77 (34-104) iu/l, CBC
WBC: 2930/ul, neutrophil: 60.0%, Hemoglobin
(Hb): 15.1g/dl, Platelet: 111K/ul = K145 &M T 4
BOFEIETE D - 3% B ATE T B AR IE NS E

(A) BERBUBERTEING

FE28 HF92 » WORIERLIG I K at Al - e
H %5 % B : HBsAg (+), HBeAg (-), HBV-DNA:
not detect, Anti-HCV (-), Anti-HAV IgM (-). TSH:
0.605 (0.34-5.6) piu/ml, free T4: 0.80 (0.54-1.4)
ng/dl, AFP: 8.47 ( = 9.0) ng/ml, CEA: 3.9 (<5.0)
ng/ml, Albumin: 4.5 (3.5-5.7) g/dl, Ammonia: 71
(31-123) pg/dl, Prothrombin time (PT): 13.0 sec
(control, 10.5), INR (international normalized
ratio): 1.24, ac sugar: 308 mg/dl, HbA1C: 8.2%,
AMA (anti-smooth-muscle antibody): (-), ANA
(antinuclear antibody): (-). K& 3 #E & 37 2% 37 gall
bladder wall thickening ¢ gall bladder florid
sludge & polyp (5 mm) * f Murphy's sign * 55
SRR ZE © Bl X OB RE L 22N - (EBEH]
MOGH2HE4H1H) BEEHEE . A
BERE I EE 135/63 mmHg > k45 87 bpm » FEIE
K 18/min » #8353 °C - Ml F R AEFF 95% LU
b BHERRARR T M SR IR PR - AR
M e A ] - FE PR BR T Bh 1R S ek R SE

[MAEZESL » WZFHAT silymarin (150 mg) 1# tid po

(B)H e it (#EE239)

B— : BiEAPEBEEASIESRAZMEREDSVEFTHER  AREXBNECES ' RRMRRNARINSG

BhEAREES
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ursodeoxycholic acid (100 mg) 1# tid po * solu-
cortef 100 mg ivd q6h » SNMC (aminoacteic acid
+ cysteine + glycyrrhizin) 20 ml ivd q8h ° [XIfsH
AR B FEEEE solu-corte £ 85K B HHR
1ELZEE » BHAT Vemlidy (tenofovir alafenamide,
TAF) (25 mg) 1# qd po fTEEA  (FEFeiAR &2 K
HE R E ARG » H ALT ~ AST & Bil (T) H
NREIEIE - JAT AR AT B Y e -
Betk - RAKEEA deH B A RS 3 BRI (68
Kg— 63 Kg) » /IMEF G - AEJH M - (Hi%
HERE S TELIEEANE - RIRFESE - e
EHFIEN B RIFT2 HbE i K AREE - HIER -
I/~ PT R HEBE— 2 IR IRAE RS, - — 8 A
% - RAKWTIKAE - B2 PRS- MR -
e —ME H 1% - BRRRATEIIER - Fnfsa
8 L7 (63 Kg— 68 Kg) - H R IEfaSca i
MR EIEH - AR — (A) - LLEERIKEFE
A IRFRAINER? - DUMEZER AR 2 215 — (B) -

=3=4
o of

— ~ E 1) 5| #E BT & 18 (drug-induced liver

injury; DILI)

DILI U2 B & 5 H B BRE % - Fa i
{0 FHEEY) s 1R G < IR B M U is & oAt
AIRERY IR o 75 i PR S i B B 3R % 4L, -
B ETF 25 AN (] J IR i S 2 2L -t KR E /Y
biomarkers (A= ¥AE5C ) - DILI H & HEFR M2
B SRR - BRI R - IEE R
e S R T 2 A HERR  DILI m] i Ry N AR Y
(intrinsic) J% Ff FLH8'E Y (idiosyncratic) : 5 [#EA
428U DILI B9 BEY) i 5 2 B a T - 6E @ & i A
Mg e E g - &b A bR )T RaE LA ER
S (IR SR AR 1 [ 38 KRR RS D HE 22 K5 e 11 bile
acid f5 RS- 5 1R SEHEE A DILI (idiosyncratic
DILI; IDILI) 3 5 j& A S e il Hom A - 78
EMER B IEECEEHH - DR (<0.01%) H
k2 B R ] A B 1 - ATARAT DhRE B 20 By
hepatocellular ( FF#fifd) ~ cholestatic ( fETEHE )
S mixed (38 &) = %Y : Hepatocellular %Y /¥ 2
Fy ALT = ULN (upper limit of normal; 1EH{H I

FRAR 4k

FR) 54% B ALT/ALP ULN 5 f% ; Cholestatic %!
B ALP = ULN 2 f% K ALT/ALP < ULN 2 % ;
Mixed 0B ALT = ULN 3 f% » ALP = ULN 2 %
Bt ALT/ALP ULN <5 f55% >2 % ! o SURAH
H RUCAM (Roussel Uclaf Causality Assessment
Method) EFAFEM DILI K 5B 4% b H R =
BRI R - RUCAM B 2 1992 FEE2HT » HAR
FEREREE R - RERRME TR R RS
T 5 o T RAE A B E PR A 2 IR R B 1R
HEALST ) o ASCEBIEFGRIER A 2019 4557
fiK % o 8 FH RUCAM &R FE5 AT el RIE
552 DILI gk =R ch 2 H—4EA - R HET
By (ALT 8 /ALT ULN)/(ALP {& /ALP ULN) *
£ RIE= 5 EAFMREFNESR  MRHE
=2 RIETEEI RE<SH>2RES
B i E AGER B RS EE
ER - ASLENREGER 4275 (>5)  #GE
FHRF I 25 Y & 3R A ol B S 2 75 Ry vl REn |
RS - HHE Ry 7 4 0 (ERREE Rt T RE

(41— (A)) » {H RUCAM 1 1FEAE = KH5E -
(1) ERIEERE R ol it EEEEEURE R &
A HME - (2) BRA AT AR ME T H S H ] (F
T AN BAHE + (3) TH H B I EEE o 452022 4
FH DILI Network (DILIN) £ ! RECAM (Revised
electronic causality assessment method)? » Eil
RUCAM #HH LA B 52 2 e — SR 2 R A E 1 i
A FTREZ P BRI RBURRE « Pt DLERAM th[F]
it RECAM = ZRFFAd - HAEo ke 1 70 1EfifaE
FerTRE (AR (B)) -

=~ (EREI MR KRR RS

e AL - BORENT) Wit - £
ISAE R S AR5 ~ IR E A - B
HISEMRGE « WHHHE ~ JiEl - mzk
ok (R BEE o AR A B R PR R E AT
HEMAEIE ~ FEE » 3R - BERCIERERE ~ o
AREIIRISE AL b e R AR et » AR fE S
WEAH - & i - S FERREN T
BIMDFEE* - RT » 1E 1996 FFEHUERRE —
BT E S REATHEE (DUNfEif§ PM-DILI) HY%R
TR AEPE I~ R - HARINERE
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K— 1 (A) HMRESIRIGR K (B) BIFEHR
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& : (A) RUCAM fFlifaigis &R (U.S. National Library of Medicine Update: May 4, 2019)? (B) Revised electronic

causality assessment method (RECAM, 2022)3
(A)

ABEEEYINE  TES B A RE (G2
Hepatocellular injury
1. BRBEFHSERIA R RESE AR IRF R 2 FER Ry 61-90 K +1
(FFECHTAR Pt R 15 K)

2. (EEE ALT RIGETE 2 1E 8 KA FEE= 50% +3

* N % = 100% x (ALT peak — ALT value)/ (ALT peak — ULN)

3. fEkaikl Y (HER - 1R - SRR Fig= 55 +1

4. [RIFOF HIRYZED) | s OF FHEER B RS ESS A RO IRF P AN AEAT 0

5. PEBRHABIEZEYIRY I K]

* 6 30 (Tlk A, B, C T2 » EERHZE - BN - BRIMPERT28)

* 05T 2 T (WBRMEBIR IO OFERE » AN R Rl ~ BUffiE ~ S8 —fHERER BB EREEBIFE 1

&7k B, CHF ~ IR PERTBEAL  J ML MEREE R - B0 CMV, EBV, HSV ARAaiHl
CMV, EBV, HSV EFARSERSRIM T /PCR B2 )

6. HRRZEEYIT o &R EESEIE R BN R +1

7. FERBE IS 2 5 fE (ALT HOEMEEEAS ) AR SRR 3 25 0

Hagy =79

MR = 043« HEBR » 1243 - ANKAJRE » 3-5 43 ¢ AJHE » 6-8 43 : MR HIRE » = 943 « JEHRHRA AlRHE

(B)
Domain (&5 ) B ARE (S22

Domain la (Latency from drug start Fidf F SEETELERFR ) Rk 61-90 K +2

Domain 1b (Latency from drug stop {SZEF& LR ) =30k 0

Domain 2 (Dechallenge or washout {Z2&5H5E ) R1E > 5> & ALT 4B /INA 50% 1Y
B 2 19 K (ALT: 1410 2687) (1-30K)

Domain 3 (Literature supporting liver injury S ERSZRFHTHETE ) {A[ 5 5 Liver Tox category: A +3

Domain 4 (Exclusion of competing diagnosis HESRHLMIRZET ) HbsAg (+) -1
A HEV IgM 3

Domain 5 (additional data i II&F} ) LARTARRR FH 8 oy i S B R e
RIS AR R BEOR 0
SREIFREY) Fr - ABRHI CMV ~ EBV ~ HSV
5 T R S B

#0115

MR = -4 50 - AVTRE/ HEBR » -3~3 43« WJRE » 4-7 43 < ARATRE » = 8 43 ¢ {RM&/ W mlRE

TERR e B3 ERE - B AR R E
PR B R MR~ AR AR SRR 1 - 4 -
B IIRES | BT EE - PEIKRE g AT
e B FIR A S 3-6 g/day » BUE RS 6-12 g/
day® » K43 SRk 5 19 A H IR A 2
R bR R - v RS & H IR S & TEEAR
EFEFEFEN T EERRE - 5EFEFEN

R IFRIAE 1 5] 240 RERH - SEVB R REILE
30-45 K ERHE S ERMEN R - WAR EX
PM-DILI 1k18%% » IR BRI BRI ER (Fik
rechallenge ) 15 [RETRH 5 BE B BRI HEES » 1€
B — ROV TBAERERT 39 KEEE 18 K &7« HHT
2 IR B BRI (AR MEIRIE ) B EH

BEHRER - B LR R T
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e ST 17244y Polygonum multi florum
Thunb. (LR 5§55 PM) » i 100 fH AL 22 R o>
7o B - F 2 H stilbenes (R FE L M)
anthraquinones (B ) K flavonoids (FEE R ) °
2,3,5,4’-tetrahydroxystilbene-2-O-B-glucoside
(TSG) J% anthraquinones # & %7 (41 emodin-8-
O-B-D-glucoside (EMG) K physcion-8-O-B-D-
glucoside) fEAEH R/ HHEEZ - [ TSG ~ emodin

(KEFE) K physcion CKEZEHE) R ER
HRiR% 4 o (HIF 42 - KERIREHHAH "5
1" REF YR TERERER R S R 5
Bl BRI R EERIN RE TR
BRE 1 N R 2 e U I = D=y L 7
BRAR » SN R IR BE BRIR - RIARLER AL
L BN EE S B e RE
YIHEEEAR O R RALEE T - 1k - A RIS
WIEHLZ “ERC - BT R RE - IV
RIVEZ BERENY » KRR ARZHE
BEAR 2 B A Sa AR Bl B i R R AR 5 B
YimErR - A - FRDIR - B E O
JiiBh o MARZEHIEH A SeAEPrEHRYEE - &
AR 5t [ o 8 K B v B BRI B 7 R e R A Y 2
e SRR - R ARMELSEAEME R -

PM Mt FEG N AR R B E A - IR
TGRS Ry TSG I emodin » TR HHEER
Hp ke D #a A - NAR M EZ PM-DILI fx
W3 o RIFEAHEMEE G R Bk B2 Y
EHEEHR - AITHI R o R R E A5
Ve B AEAE R E 5 RRIGRE » B A ey e -
R R ERKRFEAR - AN RABRI65
SR BRI - P DA TH » [RGB R A
PR BESHKHE © -

HLA (human leukocyte antigen) 73 T Y %
RE M (polymorphisms) Bl ¥ % & V) 5 B ) i&
JEIDILI » BEEER R AERMEE L
#1 - PM 1 TSG A] DA #f 1k CD4+ K CD8+ T il
M > IE [ 5 #E cytokines 52 22 T i JiEd A 8 = o
FH lipopolysaccharide (LPS) 5| # PM-IDILI i #%
RIGH B EARFEI BT - H &5 cytokines
(tumor necrosis factor (TNF)-o, interleukin (IL)-

1B, IL-6, vascular endothelial growth factor
(VEGF)) &8l » 1ELFE AT 10 - #0%] PPAR-y
(peroxisome proliferator activated receptor-y) %
£ » RIE TLR (Toll-like receptor)-NF-kB (nuclear
factor kappa-light-chain enhancer of activated
B cells) }&% £% » & 28 PM-IDILI 3 3 & [N 4= &Y
() 96 9% [ JE 1 - PM-DILI Ay 3 B 8% 8 X 38
BERZ - FIECYP450 B K UGTs B (uridine
diphosphate glucuronosyltrans ferases) » A] FLHATE
H HLA-B*35:01 B [XIHY & - PM 389 (R %
& 1] 53 Ky phase 1 U (CYP450 fiff) J phase 11
R # (UGTs ) ° - Phase I £ # I 1% : CYP450
15 ZE 1) 5 [ 2 T 25 1 /2 RE 2 - fEPM-DILIF A
ICYPIA2 B X 2 G 2 B 1R A AN [F] > PM
H CYPIA2 41 - EEFE IO HERE - ATRERZ
PM-DILI [ % ## o Phase 11 X3 % € : UGTs 7&
Phase 11 {3 5 2 1= S ALl - ] DU
1t UDPGA (uridine diphosphate glucuronic acid)
glucuronic Y acid group Ky & ¥ 43 ¥ hydroxyl
group * {5 HRE R /KIS » B B E PRI SiE
HE it - UGT1A1 (UDP-glucuronosyltrans ferase)
Ty 1T P9 1 phase 114X 3 i - AL R 88 45 i (1
% (unbound bilirubin, UCB) % 7K ¥& M g {0 %
glucuronic acid #f 5 * Fff LLUCB W DL 43 36 &
Jf& v HEBR - PM 3 22K 43 emodin 32 i H1
CYP1A2 Jz CYP2CY {f kst S - #If] UGT1AL
TG - W UCB B R /K isTE - (o L HERR S
T3 © PPAR-y » $7y8 =5 3 i 5% % B U 4Rl
5% B 1% - PPAR-y & I ffi] NF-kB J2 STAT (signal
transduction and transcription) F£% » 28 7S HH
Hid - BEIERFBEME o FTLL PPAR-y RIEH WA - K
RN RERB - WREEEITHEN - MR
TEFFBEA G2 - (R ] DAY 22N (dendritic
cells; DCs) AT » TERIHE G R - FEAERE
AN > AT % DCs B © HLA-B*35:01 &[]
£ DCs BRI RBUE G YY) - FHRFEL T i
2SS AAE G CD8+T Al » s B4R
= AR O 12 (A =) -

PM-DILI H i B2 2 RE 1 - H3i 2
KIZE W) Ko gm N K323 BAE R FTE B - PM Y
anthraquinones ( [l emodin ~ physcion) Jz H £
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Y] B i d e R E O o HIIRENE e
i o WAL o EEGHIEER ST (cell stress)
RIS 43 A Al FH T A R PR R & - AR A T LA
FFH A REBERMIIRE - ERBRIREHEK
4 TREGRHA PM & RFES » AR AE K &iE E
N+ SENF B RR T EE R B SR e 2
R #0 B e B A& B A3 5% > e H T S % Al i
(4 Kupf fer cell) = TLR (Toll-like receptor) ¥
k0 R AR M AT L B S T (R P A2 B R 9%
HE - 15555y B8 HLA R A A EERE
SR DILIL » 35 ERH3 IZTHE1L (activation) &
Mi$5Z (tolerance) Z [ E TSI IS4y - HA SR
HLA BRI ABE S 2 52 Al s R B A sl i 4R

FRAR 4k

F o MeEE LRI R R EIFEE - &
SR REIELARE T » B3 HHY trans-TSG
(te Ry "W ) 2B RZRTHES) - & i
MR Z B BE ) (Leidr Ry “REE™) » SLH
BB LY G SR vl AR I fE A BB e 5 1
Y8 (40 cis-TSG B emodin » Fb@ By “kKAE”)
RS - UM EEIZ 13 X cytokines 4
K o Rt B —faEpsRl - (3~ ARG ~ KFE) Il
g FHA o H=AE AR T R - BIEE
INKAEES [RBFIK (BMEFEE) 0 -
HLA-B*35:01 #% 32 Ky B2 PM-DILI 5 [ &
489 biomarkers 5 #8509 B — M S U
1E£H HLA-B*35:01 & [K| 1Y PM-DILI #8338 45.4%

B— : IESfEtnIERE° (SIERIEERRESIR)
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Te A L G IR A9 b B 3 A AY PM-DILI 48 =8
2.7% ; BAES - 5 HLA-B*35:01 KK R #
[ PM-DILI %4 # 2 MG EHR 8 5 14 o S—
S WFFC R s — 8 B AL TR 2 RE M (single-
nucleotide polymorphisms; SNP) £ PM-DILI 5
B > 4> BB AE HLA-A B[R9 1s111686806 ~ 7
HLA-B ZE [K 1Y rs1055348 ~ £ HLA-DRBI %&
Y rs202047044 - H 1 rs1055348 Eil PM-DILI 1Y
BE B M B B Y] 0 1T rs1055348 B HLA-B*35:01
F B T 1 Ry 100% 1Y f80JRK T e >95% 11 B —
PE > AT R rs1055348 & PM-DILI FY B — &
@ [K] 7 » HLA-B*35:01 7] fifé & B2 PM-DILI /5 #H
B 1 o MR KR RO S —BE BT 2019
A 1) L (B 3R R 3% E RE J=) PR i Bl PM-DILI A 3]
H 2 BSR40 By ol & 5 A 85U 2 5 SNP
A7 B (rs1055348) DL e 15 5 375 TH I B2 32 B R 1Y
FEFH » 122022 FE )L H EGRME LS - AR
BB B UM HLA-A/B/C EE K b - 41 5%
BE RN BRI R Ry HLA-B*35 (&
HLA-B*35:01) [51% < & » #/R 81 PM-DILI
SRR -

=~ ERIESMRFXGETRERTER
PM-DILI i IR 2% B B 95 5 14 11T 2 ZE 0L

RZEHEHRERHPM (BT B &
BVERIRS R o K453 PM-DILI 1£ 45 1= Ak FH B
EFE SRR - RO BEEHF=E -
BEAL - RSB o AR 4-8 3 - R =
e T R R R T RS FE Y A - R
HERAEERAERE® 2 - MR ESAE
R 4 8 10 o A R B R R E T R
& glycyrrhizin #8 7 '® 35 BLIE H1 ) 2% 28 i & 2]
RIFEA - AR 2019 4F EASL CER I AT i iff
9¢ 225 ) clinical practice guidelines: drug-induced
liver injury * H B ¥} DILI 75 57 A i 2 28 [ BE 55
& ursodeoxycholic acid #B % G 15 5@ i 5% 18 (f%
HHRHIFTT) o BRYERIEE SR B E IR B 50T
IEFTREFHBARYZEYIIR A » [RIIEAE S=E AR R 75
MEtE BRI DhRe A bhe s - BN =
U B AR T Bt 1119 588 B / ST PSP A8 I - DAZH
fEBE o —fi% PM-DILI RYFFAL 77 ZEAK 8 RH #ors 2R

B2 ¢ Ifil 3 biomarkers * 41 AST ~ ALT ~ ALP »
r-GT J Bil (T) » PM-DILI #F Ji5 2 I 9 5 13 -
hepatocellular B 8 55 2 i HLAY— 21 » H5R%
B SR Ty I I Feg 1S B 26 B 22 At e P 958 e
11k » cholestatic Y I Ry JH/NIEEE R3S 48 K gt
B - RiMATIEY £ RUCAM FF & HERI h
AGARFIA » Ho# IR By autoimmune hepatitis
(AIH) S&E R RN - BT EF R 180 Kig
W - B2 E AN E - S BRI R R HhifiL
A A P - HERR AR R A W
= 2B A UEEE AR A - FEE T
WUl fr o SRS E Ry« AIEKEH
PR RR A ~ AIPIESR ~ Bil (T) Fh& »
albumin FHEAEAL ~ BEIM D REMERE (PT &R K&
INR = 1.5) » HERRIGH B ABISCRIFE - A
T2 FFi6HE (AIMEEERR) KBRS IEIGHT
TERTRRIEIETEE § » U BN Al SRy St 1 5=
B QRN R R TP ASAE - R R R
Bty BB B EITVE AL - R AR
85 M R A SERGRE - FIIRE TR R AT
flegr 20

~ X ERElEE

i B B K 22 B BT A 2007-2009 A UK 4R
PM-DILI 3£ 25 A o 4 % H A7 B 48 % (24-65) -
B2kl 187 - FiE &R RUCAM =R EHETE
6-10 43 » HHEJE 19 A (76%) * hepatocellular %
HFESE 18 A (72%) » 1 AT (REZ AT
H5E) 1 AT (KM= - AR R
BEALIE 5 ) » AR FHSEEIRFRE 30 K (1-180) » AR
ZEESHIHERY 31 K (1-120) - fEREFHRERY 20
K2

Lei % A i £ [5] B PM-DILI & 76 & L
Bk 2450 B (1996-2013 4 59 8 2 B i 15 -
2000-2014 5 17 EEBIFH) o Ak B R 28
B HIEE PIEE S 450 ik (224 A7
226 fiZcE) » 2 NI ITIEISE » 7 fisEC - H
Bk 441 BILELE IERR FH PM B AR SFIGHE - FFIhiE
SERMKAE - RER > 2 B R A St ik AR -
S RERRER 7247 » 5 # b A7 8365
% (5-78) » B EEAEHR G BE 2 Y 18-44 5% (37/72,
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51.4%) Kz 45-59 1% (24/72, 33.3%) = 72 fii %
MRAE - (ERE R ECR 6-120 K ({78295 K ) »
B 15-60 K 5 70.8% - &% #]lk FH & 2 2 i K
# 10-30 K J% 37.50% » 31-60 K }% 26.39% ° FF
17 REWFHIFH 9 M EE 2 04
59.7% (132/221) £y hepatocelluar type * 15.4%
(34/221) ky cholestatic type * 24.9% (55/221) %
mixed type ° #EIRAH PM ERFEE K £5H
P& <12 g BIEHALI R 60 X - e H
&= >12 g BB E PR 30 X » EEGEE PM
HIFFEEH dose-time-toxicity” BEEHIE

Jing % A 2 — & & i B B T 9% (2007 —
H 2017 %50 H) 45 193,714 17 BF 9% 1E B &
F > Hrh 5703 (7574 DILI FREE - B IsE
145 £i7 PM-DILI ¥ fe f35 » H 1 33 {7 (22.8%)
ZHTE 18T ESH (pre-existing CLD) @ £1$5 17
N4 T PR (ALD) » 8 17 JE 548 M B 5 B 9
(NAFLD) * S il mEF £ - 3 H iR %
MR o $8 U pre-existing CLD FLiR B #
A EIE T (9.1% vs 0.9%, p=0.037) K&
BRI R I AR R (chronicity » & 25 Ry H
2 4: 1 /51 H #% ALT ~ AST ~ Bil (T) 2 ALP {/}
>1 ULN B s8R EZ ARG ) (30.3% vs
12.5%, p=0.016) = 53 #¢ H pre-existing CLD {H
I PM-DILI #H (153,241 £i7 ) =2 H fifi 328 H 136 7
ALD } 64 i NAFLD i 5 PM-DILI #H fic ¥t Lt
5 » #53H PM-DILI # ALD % 5 #% 15 chronicity
19 HL 3R (35.3% vs 11.8%, p=0.019) » F % JT i
i 3080 Bt 43 BT 2% B PM-DILI #H [ RFH pre-existing
CLD ¥1/A chronicity S 3t TSR IE & —E Y
Y f& g X1 HLTE #% 7% (OR 3.966, 95% CI 1.501-
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Polygonum muiltiflorum Thunb. (PM), commonly referred to as He Shou Wu, is a traditional Chinese herbal
medicine extensively used for its purported benefits in alleviating constipation, promoting hair blackening, anti-
aging, and enhancing liver and kidney functions. While historically regarded as a low-toxicity remedy, the incidence
of PM-induced acute hepaititis is exceedingly rare in Taiwanese medical literature, with most mentions limited to
anecdotal reports in the media. The exact pathophysiological mechanisms underlying PM-related hepatotoxicity
remain obscure. This case report presents a 59-year-old male who developed acute hepatitis following prolonged
consumption of PM. Clinical manifestations included lethargy, anorexia, jaundice, and tea-colored urine. After
discontinuing PM and undergoing hospital treatment, the patient’s hepatic function gradually improved, achieving
full recovery within three months. The causative relationship between PM intake and acute hepatitis was assessed
using the Roussel Uclaf Causality Assessment Method (RUCAM), thereby confirming PM as the likely hepatotoxin.
The development of acute hepatitis induced by PM is hypothesized to involve the toxic constituents of the herb and
their synergistic interaction across various mechanisms. These adverse effects primarily manifest in a small subset
of genetically susceptible individuals and are generally reversible upon cessation of PM. Although most patients
experience full recovery with timely medical intervention, a minority may progress to severe liver failure, with some
cases resulting in fatal outcomes.



