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Study on the Distribution of Traditional Chinese Medicine Syndromes and
Syndrome Elements of Peripheral Neurotoxicity Induced by Oxaliplatin

and Their Correlation with Neurotoxicity Grading
CHEN Ting, FANG Can—Tu, LI Lu—Zhen

(Zhongshan Hospital of Traditional Chinese Medicine Affiliated to Guangzhou University of
Chinese Medicine, Zhongshan 528400 Guangdong, China)

Abstract: Objective To investigate the distribution of traditional Chinese medicine (TCM) syndromes and the
syndrome elements, and their correlation with the neurotoxicity grading of colorectal cancer patients who
developed oxapliplatin— induced peripheral neuropathy (OIPN) after chemotherapy with oxaliplatin (L— OHP).
Methods The information of 100 colorectal cancer patients who developed OIPN after receiving L-OHP treatment
was collected by the four diagnostic methods, and the distribution of the TCM syndromes was investigated by using
frequency analysis. The simplified measurement method was used to determine the syndrome elements, and the
cluster analysis method was used to classify the TCM syndrome types. The distribution of each TCM syndrome type
in the patients with various neurotoxicity grading was investigated by using non—parametric tests. Results (1) The
TCM syndromes with the occurrence frequency = 30% in the 100 patients were finger numbness, cold
aggravation, toe numbness, pale complexion, formication, fatigue, emaciation, congenital weakness, hand
numbness, frequently loose stool, unwilling to talk, body pain, dark complexion, pus and blood in the stool,
nausea and vomiting, thin and flat stool, amnesia, shortness of breath, abdominal distension, leg numbness,
cough, mucus in the stool, spontaneous sweating, abdominal pain refusing to pressure, by turns loose stool and
constipation, stabbing pain, severe pain at night, poor appetite, etc.. (2) The diseases— location syndrome
elements were predominated by the spleen, meridians and large intestine, and the disease— nature syndrome
elements were frequently shown as ¢i deficiency, blood stasis, yang deficiency, phlegm, and blood deficiency.
(3) After cluster analysis, five types of syndrome patterns were derived, and they were blood stasis blocking
collaterals, deficiency of both gi and blood, cold stagnation due to yang deficiency, yin deficiency of both liver
and kidney, and spleen deficiency and phlegm—dampness. (4)There were statistically significant differences in the
distribution of TCM syndrome pattern of patients with various neurotoxicity grading (P <0.05). Patients with grade
[ neurotoxicity were characterized by the syndrome pattern of blood stasis blocking collaterals, grade Il and Il
neurotoxicity were characterized by the concurrent syndrome patterns of blood stasis blocking collaterals, cold
stagnation due to yang deficiency, and deficiency of both ¢i and blood, and grade IV neurotoxicity were
characterized by the syndrome pattern of cold stagnation due to yang deficiency. Conclusion The TCM symptoms
of colorectal cancer patients with OIPN after L- OHP treatment were characterized by finger numbness, cold
aggravation, toe numbness, pale complexion, formication, fatigue, emaciation, congenital weakness, hand
numbness, frequently loose stool, unwilling to talk, body pain, dark complexion, etc.. The distribution of TCM
syndromes varies in the patients with different neurotoxicity grading. Patients with grade [ neurotoxicity are
characterized by the syndrome pattern of blood stasis blocking collaterals, grade Il and Il neurotoxicity are
characterized by the concurrent syndrome patterns of blood stasis blocking collaterals, cold stagnation due to yang
deficiency, and deficiency of both gi and blood, and grade IV neurotoxicity ware characterized by the syndrome
pattern of cold stagnation due to yang deficiency.

Keywords: oxaliplatin; peripheral neurotoxicity; colorectal cancer; traditional Chinese medicine (TCM)

syndrome; blood stasis blocking collaterals; cold stagnation due to yang deficiency; deficiency of

both ¢i and blood
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(oxapliplatin—induced peripheral neuropathy, OIPN)
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BLOIPN 45 E it s, B 526115 52.0%) ,
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60 L HEHE 614 ( 5 61.0%), HHLL6l ~70 %4 F1 BDFIH(L-OHP) B A E#HZ S (OIPN)
W B 8 2 L d s, 3k 46 191 (15 46.0% ) . Bz BERREA MM E B R
VSR e T S, 4205 42.0%); H Table 1 The neurotoxicity grading in various genders
‘{jﬂ\ﬂ‘j I g&&mé&’ %%U%ZZ{?U([EZZO%)%HZI {ﬁu of patlents with OIPN ['fﬁ”(%)]
(4210%); NIRSRHERD GO B WEBE gy I oy
150% ), TNMZp A 1T ~ IV, H T HHEE T > 20 10(100) .

12(12.0 10(10.0) 0. .
2041 ( 1§ 20.0%), THIEE 3961 (1 39.0%), IV [% 2 210210 21(210) e 0o
NEILI I == S\ G ’ ’

,%%41 1'§U(r'?410%)o Tlﬂr&kﬁlJE/J?qaé}:%r%Eﬁv& ]]Iéﬁ 21 11(110) 10(100)
%HTNM%E@%ET%%I:E@, %Ei@%%l‘f‘iiﬁ?)‘( 4% 15 8(8.0) 7(7.0)
(P>0.05), &R 1FIFR2, it 100 52(52.0) 48(48.0)
2.2 MZEERBER
291 ‘:F Ewﬁ{@%éy\ﬂ?‘%% 100 fﬁu;ﬁ‘é% L-OHP /él\ x2 BEDF4H(L-OHP) K EE#HLZ 3514 (OIPN)
F7I5 L OTPN {925 10 i 48 2 i P BEE o, 1 BEARFLLARG TN 53155

Iﬂﬂ!%(ﬁﬁlﬁ[ﬁ) > 30% ARG FHEHE - %‘&}m Table 2 TNM staging of OIPN patients with

T WL 6 IURBUER . M Y variovs genders e
WAL, SRR TR SN WL S TN B T el P
i CRRFA ) I G MR  KAEARL  0 1 11 1 20 1201200 8(8.0) 1.092 0.579
oL KA . R AL MK BRRE. %y o 2100) 15150)
W, REARW. BIF. WiEf . KRAER R IV 5] 41 19(19.0) 22(22.0)
a5 gl . R, B0, SRR 3, &t 100 52(52.0) 48(48.0)

*3 EWFHE(L-OHP)H A E#EZF M (OIPN) EE R EIEES HIER
Table 3 The distribution of TCM syndromes in OIPN patients

TEAE WEUEl ErH% | | i WEE B % || R WEE B %
FHEM 99 99.0 KAEA FR 34 34.0 NN 18 18.0
FER N E 85 85.0 AT 33 33.0 PREK 18 18.0
Jin kR 81 81.0 IE{ R 33 33.0 JEn 17 17.0
T ta /g 78 78.0 FAE 8 2 32 32.0 T 17 17.0
HIURR S J% 72 72.0 H5E 32 32.0 TR I N T 16 16.0
Pl 68 68.0 PRI 30 30.0 IEE 16 16.0
TEARI S 51 51.0 b 30 30.0 NI S5 4 16 16.0
BRET 49 49.0 LN RN 29 29.0 I B 16 16.0
TR 48 48.0 E4 29 29.0 VU R 16 16.0
2R E 46 46.0 R 28 28.0 EUEASISEY 15 15.0
= 46 46.0 B 28 28.0 LR NS 15 15.0
Brn (ToEts) 43 43.0 IR 28 28.0 e 15 15.0
iRkl 42 42.0 JE 9 27 27.0 SATER 14 14.0
KAEA Fe i 42 42.0 BIET% 27 27.0 =34 13 13.0
LR 39 39.0 JHC R R IR 22 22.0 Jhe S & 13 13.0
FAE i 38 38.0 MR A 21 21.0 i AR LR 12 12.0
A= 36 36.0 Jc A4 21 21.0 J&R 12 12.0
vl 35 35.0 B0 I 20 20.0 I R 10 10.0
JiE ik 35 35.0 AR 7% 19 19.0 PR 10 10.0
B IRR 34 34.0 LA 19 19.0 BRI 10 10.0
RZ i 34 34.0 58 18 18.0
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B FEUE SO IE R I, D) A il BH 2% ol FEHE
28 Jik A BOVUR R AR AR B 5 75 IR 21 0 < It 9 A
oURTE R, AT e () ®IErm, &
Ko HBRE . FHEANG 0 33.0% . 26.0% .
19.0%. HUVIRZE5MERKEN, S8 S
Ky WE/N, FEE IR (A AT UL A I,
Mem L B W T EE Tk, (3 HHE M, LA
HEM., HEEE . HEANE, 54005 58.0%.
90.0% . 85.0%; HHEM. H&HE T, H&HEHNL
B, Ay 32.0%. 10.0%. 10.0%., &0 T-%
WE . FRAUE, WEEE O EECARH, I L R
U] WL IR . B KR NS R
WORABERM, WTILTME RS, kTiatk, &
PAET N EEFEA, B (LT Bk
PIEE) DL, PRI AR EE AR, DI . B
FE | PRSI £

W& o7, VARk4n . Bkot. Bk 5 s,
I 52.0% . 39.0% . 26.0%. i, UUKABLA
s EREOR LR, 2 DL BE R, BHA AR FH
FEPHACT FEAEIE s gk 3 e, vT W Ik . A
JEUE, WA UL RRUE; KON PKE AN, AL
MR MR . W RS, 54K
Ho BiRIFE4,
2.3 FAIEEMFEEIEZESFHER 100 6122
L-OHP 57 )5 HiHL OTPN 445 T i i JR o B o7
WERDIG . &4 RIBZ W, RIEIER A .
My, B, B, B2, 9. 8., <. B
7. B s W AIERE LT . A
WEEMEhK . BHTTER DB, 1. K. SRR
R AESEIA AN [F] TNM 43 BA ¥ S AR s e ol 1.
MAZE 4% . F€ . B8 M AEUE 2 A i 3 s 3
ey MXEF T . MM, 950 B 309 10 iE 6 1
JE. B, wWMEIERE T . BHE . g, Bl
FEAL R LT REE e T T A S0
W, VHLZEA R E I . A2t
QDL VAT & 5K AT o= Wi T [ RU W 2 A== O W

F4 BEPFHE(L-OHP)HE E#ZFH 1 (OIPN)
EEERERIHER
Table 4 The distribution of tongue and pulse
manifestation in OIPN patients

4%H UG EAYH% || ARE SEUE E %
HIRLL 66 66.0 HEHE 10 10.0
e 15 15.0 HEH 85 85.0
TR 30 30.0 Jikit 39 39.0
T/ 19 19.0 JhicEk 10 10.0
TR 33 33.0 Jikam 52 52.0
TiEEr 26 26.0 Jik K 17 17.0
= 58 58.0 k5% 11 11.0
B R 32 32.0 ik 23 23.0
HEEE 90 90.0 ik 26 26.0
HETHE 10 10.0

R L (P>0.05), BITEARRMZFZTETHD,
WALIER BILIM . &4 . KRBk F, RIEIER
BLAmpE . AR PHEE . R MY . SR
K5~K9,
2.4 BESWER MlmARERRY 100 f 2
P25 B (G 4 > 10% 01 62 TUER . 6 Fh
Bt 6 Rt EE TR KGR AT RGER K e, AT
A BRI A& BT BT (IS H LN
22467 WAL E ALK 5 ), KR E BT (E B RN
SHmm A, E45 OIPN JBUE 1Y SFHIERL . i
FHZ% . MM RE . FHREFEBE . BT ] R S 2R
M. AR L,
&5 HIDFIH(L-OHP) B EE#HZ S (OIPN)
BERMIERFFEIERSHRER
Table 5 Distribution of disease—location and disease—
nature syndrome elements in OIPN patients

WROHAER BEUB G % | | RPEIER BEUE E 5%
i 46 46.0 A 38 38.0
7 45 45.0 RS 31 31.0
pN7] 32 32.0 FH 19 19.0
ils 16 160 |[#% 16 16.0
54 15 15.0 N33 16 16.0
JULIEE 1 1.0 ||%E 13 13.0
i 1 1.0 T 10 10.0
AT 9 9.0
HT 7 7.0
K e 6 6.0
R 1 1.0
FHT 0 0.0
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®6 HPFIH(L-OHP) B AEMEZEF M (OIPN) BEARE TNM HHRBALIEE S 6

Table 6 Distribution of diseases—location syndrome elements in OIPN patients with different TNM stages  [##1(%)]

TNM 4331 ikl Jigt 24 Kz JH (=1 NS k=,
1T 34 20 11(11.0) 12(12.0) 8(8.0) 2(2.0) 1(1.0) 0(0.0) 1(1.0)
1| E:03 39 17(17.0) 20(20.0) 12(12.0) 6(6.0) 4(4.0) 0(0.0) 0(0.0)
IVHA 41 18(18.0) 13(13.0) 12(12.0) 8(8.0) 10(10.0) 1(1.0) 0(0.0)

®7 BIDFIGH(L-OHP) B FE#HEZHM (OIPN) BE AR TNM 5 EifRHIER 27

Table 7 Distribution of disease—nature syndrome elements in OIPN patients with different TNM stages [ (%))

TNMZ 1 Bldull Uk HMLHHE FH 2 woE g B |E T PR S T

JI:6] 20 7(7.0)  6(6.0)  2(2.0) 5(5.0) 3(3.0) 4(4.0) 4(4.0) 1(1.0) 1(1.0) 0(0.0) 0(0.0) 0(0.0)
[IIE%] 39 17(17.0) 16(16.0) 5(5.0) 7(7.0) 4(4.0) 6(6.0) 4(4.0) 4(4.0) 2(2.0) 2(2.0) 0(0.0) 0(0.0)
IV 4y 41 14(14.0)  9(9.0) 12(12.0) 4(4.0) 9(9.0) 3(3.0) 2(2.0) 4(4.0) 4(4.0) 4(4.0) 1(1.0) 0(0.0)

*8 HPFIH(L-OHP)HEAE#MEFME (OIPN) EELREMETES RFMIERS T

Table 8 The distribution of diseases—location syndrome elements in OIPN patients with

different neurotoxicity grading [1511(%)]
LR IR I JH (53 K ikEs 2z LK
I % 22 9(9.0) 4(4.0) 5(5.0) 9(9.0) 0(0.0) 10(10.0) 0(0.0)
I 2% 42 17(17.0) 8(8.0) 5(5.0) 13 1(1.0) 22(22.0) 0(0.0)
1143 21 13(13.0) 3(3.0) 2(2.0) 4 0(0.0) 7(7.0) 1(1.0)
Vg 15 7(7.0) 1(1.0) 3(3.0) 6 000.0) 6(6.0) 0(0.0)

#9 HEPFA(L-OHP)HEAE#HELZME(OIPN) EEREHEFTESRREIEES
Table 9 Distribution of disease—nature syndrome elements in OIPN patients with different neurotoxicity grading [f](%)]

Mt vl %8 i R mypt o BT U Mk PR R de S 3

I % 22 5(5.0) 1(1.0) 1(1.0) 8(8.0) 0(0.0) 9(9.0) 4(4.0) 2(2.0) 3(3.0) 2(2.0) 2(2.0) 0(0.0)
%% 42 5(5.0) 5(5.0) 9(9.0) 14(14.0) 0(0.0) 14(14.0) 4(4.0) 3(3.0) 5(5.0) 3(3.0) 6(6.0) 1(1.0)
%% 21 1(1.0) 3(3.0) 4(4.0) 7(7.0) 000.0) 9(9.0) 4(4.0) 1(1.0) 5(5.0) 1(1.0) 1(1.0) 0(0.0)
V&R 15 2(2.0) 1(1.0) 2(2.0) 2(2.0) 000.0) 6(6.0) 4(4.0) 000.0) 6(6.0) 1(1.0) 0(0.0) 0(0.0)

2.5 HEIEESHER

2.5.1 RE¥EIEARSAHEIL N5 TR
HEF, MR R I B 25 IE 29 111 (29.0% ) | > BH K
FE & UE (27 B (27.0% )] > < I Wi RE HIE [17 i
(17.0% )] > HF'5 B EEIE[14 151 (14.0% )] > %Lk 2R 1
WE[13 41 (13.0%)]. Z53 L3 10,

2.5.2 AREVEF AR E TNM 569 7 EIER 5 A
WOl SAMIERIEASRIPE SRS [F] TNM 2030 i 43 A5
HO B (ks ), Z25BTLRit%E X (P>
0.05), ZERIWLFE 1L 12,

2.5.3 FRRESFEEBRG T EEASAEFEL SFHE
RIFEANFARIB B A DL L (v ke ), 2257 A
Giit 2 X (P<0.05) o £ Mann— Whitney U £
5, 5 <50 % 4FERBAML, 51~60% . 61 ~

70 % . >80 % AF Y B i BRI S A L A 2
S G E L (P<0.05), 171 ~80 % 44 Bt
P R UERL A 5 Z B 22 R G E R (P>
0.05); 551 ~60F4FEEBAHIL, 61~70% . 71~
80 % AT iy B iy Hp B UE AU oA 5 H 2 ) 22 S 4 o S
TR L(P>0.05), 1> 80 % A=k BE iy v BEE /Y
S HZEEZERASIFFEX(P<001); 5
61 ~70 % R EA L, 71 ~80 % Fil > 80 % - B
PR A S Z [ 2 S A SRR L
(P<0.05 5 P<0.01) ; 5 71~80 % 4 % Bt #H
Ho, >80 % AR By rp BEIE AL A 22 R BT
M (P<0.05), Z5HRMFE13,

2.5.4 REAZFEYBG P EER &AL
5 FhUIE TR AE A [R) e 28 3 P 40 0 3 A G O H3sE (7
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‘M:m : Table 10 Distribution of TCM syndrome types in

nzi: gi OIPN patients

- j B T FTH%

o . | TR B4 29 29.0

e 1h S 17 17.0

e . P K FE 5t 27 27.0

mor s ! P I 14 14.0

o B - L3 13 13.0

Q’E"H‘ 2U—l—|

e o ————— }—l F11 BIHFIA(L-OHP) SUBBMEZEIE (OIPN) B

E% o — }_J ARSI R EIEER S fIER

” “ Table 11  Distribution of TCM syndrome types in various

- 7 genders of OIPN patients (151 (%))]

. ﬂ______ﬂl BRI IR A Yl Pl

P E—— ] st A

. 1 R MM BH4% 29 15(15.0) 14(14.0) 1.432 0.839

g o AL 17 7(7.0)  10(10.0)

I I PH 1 85 27 15(15.0) 12(12.0)

w I 9 o 14 7(7.0)  7(7.0)

- j‘,’:l_—l_ MR 13 8(8.0)  5(50)
ZZZ—};_‘ F12 BIHFIH (L-OHP) BEAIEMEZHE M (OIPN) B
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